Skepticism about HIV and AIDS, 12 November 2007
Everything about HIV/AIDS depends on one central point: Do HIV tests detect infection by a
deadly retrovirus?
There is no published proof of it.
Indeed, manufacturers’ pamphlets point out that their tests have never been approved for
diagnosis of HIV infection. “HIV tests” detect either antibodies said (but not proven) to be
specific to HIV antigens, or they look for pieces of RNA or DNA said (but not proven) to be
specific for HIV. However, since whole particles of “live”, infectious HIV have never been
isolated from AIDS patients or from HIV-positive people, these “HIV tests” have never been
validated, never been proven to detect the human immunedeficiency virus, HIV.
Anyone who can produce a peer-reviewed scientific publication which proves that HIV-positive
means active infection can win $25,000:
Alive & Well will present a cash award of $25,000 to the first person to locate a study that
provides us with missing evidence about the accuracy of HIV tests, and in celebration of this
important finding, will donate an additional $25,000 to Heifer International, a unique charity
working to end hunger in the developing world using a holistic approach to building sustainable
communities.
The missing evidence we’re looking for is a study published in a peer reviewed medical journal
that shows the validation of any HIV test by the direct isolation of HIV from the fresh, uncultured
fluids or tissues of positive testing persons.
[E-mail announcement dated 5 May 2007; http://www.AliveandWell.org; Tel 877-411-AIDS,
818-7801875]
By contrast, a large body of well documented literature reports the fallibility of HIV tests: one
may test HIV-positive for dozens of reasons, ranging from trivial, such as a vaccination, to more
serious actual illnesses–see the list with specific literature citations given at
http://virusmyth.net/aids/data/cjtestfp.htm.
Testing HIV-positive signifies about what having a fever signifies: something is going on that is
out of the ordinary, and it may be something trivial and temporary or something more serious. It
signifies a non-specific reaction by the immune system, or–what amounts to the same thing–a
certain degree of physiological stress (perhaps, as the Perth Group insist, specifically oxidative
stress).
My summary and analysis of the data are available in the book published in 2007: The Origins,
Persistence and Failings of HIV/AIDS Theory; for details (including reviews) go to
www.failingsofhivaidstheory.homestead.com. The chief points supporting my interpretation and
contradicting the mainstream view are these:
HIV and AIDS numbers and rates are not correlated chronologically, geographically, or in their
relative impacts on men and women, or in their relative impacts on members of the several ethnic
and racial groups recognized officially in the United States.
The number of HIV-positive Americans has not changed during the two decades since testing
began; so this is not an epidemic of any sort.
The distribution of HIV geographically has not changed in the two decades since testing began.
That is not true for venereal diseases–syphilis, gonorrhea, etc. “HIV tests” do not detect a
sexually transmitted agent.

Testing HIV-positive varies in a predictable way with age, sex, and race, which no sexually
transmitted infection does.
I had read a number of books by HIV/AIDS skeptics–people who do not believe that HIV is the
proven cause of AIDS–when Harvey Bialy’s scientific biography of Peter Duesberg prodded me
to look at the literature that reports the results of HIV tests. This became the most astonishing
intellectual episode of my life, as it turned out that the accumulated data from two decades of
testing in the United States demonstrates beyond doubt that whatever HIV tests detect is not the
cause of AIDS.
Then I made another discovery: People who did not already doubt that HIV = AIDS were not
prepared to look at my data collection and analysis. That was old news, of course, to those who
had understood for some time that the conventional wisdom about HIV/AIDS is wrong. Those
“HIV/AIDS Rethinkers” or “HIV/AIDS skeptics” have been called by various names: doubters,
dissidents, deniers. Their views and writings are in articles and books listed at
http://virusmyth.net/aids/, which was last updated in July 2003. For more recent material, visit the
Alberta Reappraising AIDS site which is kept up to date regularly with news of current interest,
much archived material, and links to blogs, informational and personal websites, discussion
groups, organizations, and pertinent audio and video archives. An AIDS Wiki has also been
established.
I’m starting this blog in order to comment on research reports and news items in a relatively
timely way. My Google Alert for “HIV” often turns up something that illustrates how wrong is
the conventional wisdom, and how everything about HIV can be explained by realizing that
“HIV-positive” is a non-specific indication rather like running a fever.
If HIV doesn’t cause AIDS, then what does? What is “AIDS”?
I have no definite answer. It’s a much more complex question than what HIV tests detect. for one
thing, the Centers for Disease Control and Prevention have changed the definition of “AIDS”
several times since AIDS was first named in the early 1980s. Many matters having to do with
AIDS need focused research that has not yet been done because of the preoccupation with
retrovirology. AIDS patients manifest a large range of conditions, including cervical cancer,
tuberculosis, opportunistic infections, Kaposi’s sarcoma, and much else; there is a crying need for
research that examines in detail what may be common among those suffering from those various
conditions–because, as shown in many works by HIV/AIDS skeptics, “HIV” is not the common
denominator. There may in fact be no common denominator other than being ill.
Research is needed also to clarify why injecting drug abusers are at high risk of AIDS as well as
of testing HIV-positive. Gay men seem also to be a high-risk category, but is that true of the
whole category “gay men”, or only of those groups of gay men who are most visible and readily
identifiable? Extant data don’t offer convincing answers to those questions.
Much else, too, awaits clarifying further work. But such studies are unlikely to be funded and
carried out until the conventional wisdom accepts the basic fact that “HIV” does not cause
“AIDS”. This blog will therefore concentrate on reiterating and underscoring that fact.
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1. Peter Sharpen Says:
Monday, 19 November 2007 at 5:38 am
Good article, thank you.
There are three (at least) pieces of information that I feel most significant in the HIV/AIDS story.
1. If you have antibodies in the system, it means that you HAVEN’T got something.
2. No-one has demonstrated the HIV virus (as you say).
3. I think it was Duesberg who said that AIDS is not one disease. Patients with ‘AIDS’ many
have any one or more diseases (for whatever reason). Let’s call them a,b,c,d… If you have
disease a,b,c,d… and test positive for HIV on one or more of the tests, then you have AIDS. If
you show negative on the HIV test, you then have a,b,c,d…
e.g. Pneumonia + positive test = AIDS Pneumonia + negative test = pneumonia
I believe that ALL dis-eases are caused (however they are) by a compromised immune system
and over-acid blood.
The best of health.
Peter K. Sharpen
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textgenie Says:
Monday, 19 November 2007 at 8:57 am
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Great stuff, Henry. Write on!
The meaning of testing is the crucial matter, as you say. Looks like a foundation of quicksand for
the whole construct.
*
*
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Tomas Brewster Says:
Tuesday, 27 November 2007 at 2:58 am
Hi there …Awesome blog! I don’t beleive AIDS is a disease at all as a matter of fact someone
Pin Pointed Duesberg in saying that “AIDS” is not one single disease but rather a group of
diseases….Christine Maggiore said it well: “AIDS is a “CONSTRUCT” not something we can
elevate into a disease and without HIV the HIV Industry’s CONSTRUCT of OLD Familiar
illnesses will simply Vanish..
*
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DMS Says:
Thursday, 29 November 2007 at 4:18 pm
Thanks for creating this blog and bringing readers great, thought-provoking articles, Dr. Bauer.
And thank you for mentioning that perhaps gay men as a whole shouldn’t be considered at-risk.
Even many dissidents seem to have no problem stating that gay men are a risk group. What
exactly puts them *all* at risk? They are not homogeneous in their activities, extremes, lifestyles,
etc. contrary to what some may think.
***************************************************************************

HIV TESTS: DANGER TO LIFE AND LIBERTY, 16 November 2007

My first post on this blog made this point: The central issue as to HIV/AIDS is whether HIV tests
detect a viral infection. The day after I posted, I received a very informative e-mail from Darin
Brown with useful detail about HIV tests.
I wrote on November 12 that it has never been shown that a positive “HIV test” corresponds to
the presence of virus particles. That’s a hard fact to swallow, since the whole world seems to
assume–at least, the whole official world and the mass media do–that a positive HIV-test
indicates actual active and health-threatening infection. To make more believable that the
conventional wisdom is wrong about this, let’s look more closely at how these tests were invented
and what they really do.
Neville Hodgkinson (among others) has pointed out that the apparent correlation of AIDS with
finding HIV antibodies (= a positive HIV test) is the result of a circular, illogical, and
unjustifiable set of procedures and assumptions (“The circular reasoning scandal of HIV testing”,
21 May 2006, www.thebusinessonline.com):
Virus particles have not been isolated from AIDS patients, nor from the cultures in which their
immune-system cells were stimulated in the attempt to grow the virus. But filtered material from
these cultures contained “some 30 proteins . . . that gathered at a density characteristic of
retroviruses” and some of these were assumed to come from HIV. Which ones? “They selected
those that were most reactive with antibodies in blood samples from AIDS patients and those at
risk of AIDS”! So “HIV” antigens (proteins) were not “identified” in relation to HIV itself–
remember, pure particles of HIV have never been isolated; rather “HIV antigens” were chosen,
defined, by their relation to antibodies occurring in AIDS patients. “AIDS patients are then
diagnosed as being infected with HIV on the basis that they have antibodies which react with
those same antigens. The reasoning is circular.”
There are two types of tests. The more recent and less frequently applied type uses the
polymerase chain reaction, PCR, to look for bits of RNA or DNA said (but not proven) to be
characteristic of HIV; the inventor of PCR, Kary Mullis, concurs with what the manufacturers of
PCR tests say in their instructions: these tests cannot be used to diagnose infection by HIV.
Hodgkinson’s comment applies to the more traditional tests which look for proteins said (but not
proven) to be characteristic of HIV–the so-called ELISA and the so-called Western Blot tests.
The accepted “best practice” is to use ELISA and to confirm a duplicated positive result by the
Western Blot.
But the Western Blot is no better than the ELISA. It is anything but well defined or unambiguous.
“HIV” proteins are named by two properties, their molecular weight (for instance, p24) and the
viral genes thought to code for their production (env, gag, pol). “Env” proteins include p160,
p120, p41; “pol” comprise p68, p53, p32; “gag” have p55, p39, p24, p18.
A naïve lay person might assume that, since HIV tests are looking for actual virus, they would be
looking to find all those proteins, moreover in the fixed proportion to one another, since that’s
how they presumably occur in virus particles. The standard practice is grossly otherwise,
however, quite shockingly otherwise: in different countries, and even in different laboratories in a
given country, what is called a “positive” Western Blot may be pronounced upon finding only a
few of these proteins!

Valendar Turner of the Perth Group has written detailed analyses of the Western Blot: “in
Australia a positive test requires particular sets of four bands [one band per protein]. In the USA,
different sets of two or three suffice, which may or may not include the bands required in
Australia. In Africa only one designated set of two is required. Put simply, this means that the
same person tested in three cities on the same day may or may not be HIV infected”
(http://virusmyth.net/aids/data/vtyinyang.htm). In an affidavit for a law suit in Australia in 2006,
Turner had this instructive diagram:

The naïve lay person might imagine, in line with ordinary common sense, that it would be
enough to discredit the tests, that a person can be pronounced HIV-positive in one country but
HIV-negative in another on the basis of tests with the same name. But this ambiguity also implies
much more, namely, it raises the question whether these “HIV” proteins are even characteristic of
HIV. Why does (for example) Australia require that four of the proteins be present? Because one
or two of these supposedly “HIV specific” proteins are often found in perfectly healthy, “HIVnegative” people. So those one or two proteins are not specific to HIV, and finding them does not
mean that lurking HIV has been detected. So, then: what research has shown that the presence of
four of these proteins means that HIV has been lurking?
None! It has never been shown that one can isolate actual virus particles from samples “positive”
by Western Blot. Anyway, the very fact that criteria are so different in different places shows that
the choice of what to regard as a positive test is a matter of judgment, not of soundly based
scientific knowledge. The fact that different criteria have resulted from the judgment of different
experts indicates further that none of them represents objective science.

In any case, as said earlier, if actual virus particles were present, and their protein composition
were what it is assumed to be, then all these proteins should be found in the same proportion.
They are not. A positive Western Blot does not demonstrate the presence of virus.
Perhaps the most consequential corollary is this: so-called “HIV” proteins are often found in
people not classed as infected by HIV. What do these proteins signify?
An analysis of the totality of HIV tests in the United States reveals that the probability of testing
HIV-positive increases as there are more obvious challenges to health. People ill for any of many
reasons are likely to have some of those “HIV” proteins in their blood and therefore to come up
“positive” on an HIV test. The diagram below shows how the frequency of positive HIV-tests
varies between different social groups. The progression from left to right corresponds to the
likelihood that people in that group are experiencing a health challenge; it makes no sense in
terms of the frequency of occurrence of a sexually transmitted infection.

(from The Origins, Persistence and Failings
of HIV/AIDS Theory, McFarland 2007)
A “positive HIV test” can therefore mean many different things, in terms of the actual substances
that have been detected: anywhere from almost any two to almost any four of a set of ten
proteins. Turner offers a nice analogy:

“. . . imagine this experiment. In place of the AIDS patient cell culture [with the proteins
suspected to be from HIV] someone hands you a test tube containing milks obtained from half a
dozen different animals. In other words, a mixture of several different proteins but you don’t
know from which animals. Now in place of a mixture of antibodies from AIDS patients you
obtain a second test tube containing a number of different acids. You add the mixture of acids to
the mixture of milks and produce curdles [a positive finding]. Now you claim you’ve isolated
[shown the presence of] a cow.”
The point is that a “positive” ELISA or Western Blot only shows the presence of some mixture of
a few of those “HIV” proteins–some or all of which are also found at times in people certainly not
infected by HIV. That’s why positive HIV-tests have been found in people with dozens of
different conditions other than AIDS, see http://virusmyth.net/aids/data/cjtestfp.htm.
“HIV” tests do not detect HIV and they are not proof of infection by HIV.
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This is why HIV testing is dangerous to life and liberty. Dangers to life are these:
A positive HIV test does not demonstrate active infection by a deadly virus.
However: innumerable people have been incorrectly told, on the basis of these tests, that they are
infected and that without antiretroviral treatment they will get AIDS and die.
For those who immediately get treatment, the toxicity of the drugs is likely to produce death
within a decade or so, and in the meantime the drugs often produce ghastly side-effects.
Those judged not to need treatment yet are not really much better off. As soon as they become ill
for any reason, no matter how minor–flu or diarrhea, say–this is likely to be taken as a sign that
the HIV is starting to do its nasty work, and their toxic treatment regimen will begin.
But even without the physical dangers of antiretroviral treatment, the psychological impact of
being told that one is HIV positive can be devastating. Testimonials to that–if any were needed–
are legion. Imagine what it’s like to be told that you have a fatal and incurable illness. Imagine
what it’s like, to be told that you have a sexually transmitted disease when you know that you
have done nothing that makes contracting such an infection possible.
As to danger to liberty: Medical personnel have been accused of negligence, or incompetence, or
evil intent, when patients under their care became “HIV positive”. The case of the Bulgarian
nurses in Libya is the most notorious example, but there are instances from other countries as
well, where doctors and nurses have lost their jobs because some patients became HIV positive.
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There will be many illustrations in later postings on this blog, of the damage done by the
assumption that HIV tests detect HIV, as well as many illustrations of the most implausible
claims being given credence just because the media and officialdom do not doubt that positive
HIV tests denote infection by a virus.
For more about the lack of validity of HIV tests and the dreadful consequences of that, see for
example the Perth Group; material collected on the website of the Alberta Reappraising AIDS
Society and of HEAL Toronto; essays by Liam Scheff.
This entry was posted on Friday, 16 November 2007 at 9:23 pm and is filed under HIV tests.
Tagged: Alberta Reappraising AIDS Society, Darin Brown, ELISA, HEAL Toronto, HIV
proteins, Hodgkinson, Liam Scheff, PCR test, Perth Group, Valendar Turner, Western Blot. You
can follow any responses to this entry through the RSS 2.0 feed. Responses are currently closed,
but you can trackback from your own site.
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TO AVOID HIV INFECTION, DON’T GET MARRIED, 18 November 2007
“BANGKOK (AFP) - Married people accounted for more than 40 percent of all new cases of
HIV/AIDS in Thailand last year, the country’s health ministry said Thursday, despite an overall
decrease in infections” (Google Alert, 12 October 2007).
“UN warns of Thai housewife HIV/AIDS crisis”, Apiradee Treerutkuarkul
www.bangkokpost.com/News/21Aug2007_news12.php
“In Thailand, up to 40% of the 18,000 new cases found each year are housewives, which was
previously identified as a low-risk group. . . . The number was high compared to so-called highrisk groups, such as men having sex with men (28%) and sex workers (10%)…. the situation has
worsened in Papua New Guinea, where half of new AIDS cases are housewives. Housewives also
account for at least 46% of all new cases in Cambodia”
“Press Release: Secretariat of The Pacific Community - SPC
SPC headquarters, Noumea, New Caledonia, Thursday May 31, 2007: Women are most at risk of
contracting HIV from the men they should trust the most - their husbands….
This was the sobering message delivered to delegates at the 10th Triennial of Pacific Women,
being held at Secretariat of the Pacific Community headquarters in New Caledonia.”
“‘Uganda: Rising HIV infection - where did we lose it?’”, by Dr. Chris Baryomunsi, New Vision
(Kampala), 12 December 2006; http://allafrica.com/stories/200612130724.html
[Earlier, government programs had led to] significant behaviour change, especially among the
young generation, by delaying sex, reducing the number of sexual partners, using condoms,
testing for their HIV status and seeking improved health services. . . . The 2005 HIV survey by
the Ministry of Health shows . . . married couples and rich women . . . to be at high risk.”
“‘Married couples top HIV infection rates in Uganda’, Kampala, 4 December 2006 (Xinhua);
www.chinaview.cn 2006-12-04 19:19:03
Apuuli Kihumuro, the director general of the Uganda AIDS Commission said . . . [that] between
1996 and 2005, 42 percent of the 130,000 HIV new infections occurred within wedlock. . . .
[presumably] caused by unawareness of their HIV status, engaging in sex with multiple partners
and their reluctance to use condoms. [Whereas] ‘The low rates of infection among the youth and
unmarried people according to the findings are ascribed to their vigilance in having protected
sex’”.
“New Vision (Kampala) 3 July 2007, reported by Fred Ouma
A detailed analysis of the 2004/05 Uganda HIV/AIDS Sero-Behaviourial Survey revealed the
need to refocus HIV preventive measures to married people. . . . According to the survey, from an
estimated 1.1 million Ugandans living with HIV/AIDS, married people were identified as the
most risky group…. Contrary to the common perception that young people were at the greatest
risk of HIV infection, the report shows an unprecedented shift, with 74% of new infection among
people above 25 years of age. Only 10% of new infections were recorded among single people
during the period of the study. New infections were highest (66%) among married, followed by
20% in widowed or divorced.”
” ‘A look at HIV - where are we now?’ Sabin Russell, San Francisco Chronicle, 13 August 2006;
http://www.sfgate.com/cgi-bin/article.cgi?f=/c/a/2006/08/13/MNGSNKHMRQ1.DTL
In India, for example, 80 percent of women infected with HIV are monogamous married women.
‘The fastest rates of infection are among housewives and young women, because the men who go
to sex workers also go home’”

“For a growing number of women in rural Mexico - and around the world - marital sex represents
their single greatest risk for HIV infection. . . . because marital infidelity by men is so deeply
ingrained across many cultures . . . . These findings are published in the June 2007 issue of the
American Journal of Public Health. . . . The article’s lead author, Jennifer S. Hirsch, PhD,
associate professor of Sociomedical Sciences at Columbia University Mailman School of Public
Health, is principal investigator on a large comparative study showing that the inevitability of
men’s infidelity in marriage is true across cultures. . . . in rural Mexico . . . in rural New Guinea
and southeastern Nigeria” (http://www.scienceblog.com/cms/marital-sex-biggest-hiv-riskwomen-around-world-13170.html)
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The greatest danger of contracting HIV, says the official wisdom, comes from having sex without
condoms with someone in a high-risk group, namely, injecting drug abusers or highly
promiscuous gay men. Yet at the same time, according to the above reports, it is married women
who are the group at greatest risk of contracting HIV–”around the world”: India, Thailand,
Cambodia in South-East Asia, Uganda and Nigeria in Africa, Mexico in the Americas, Papua
New Guinea and the whole Pacific region . . .
If you can believe that, then you will also send money to Nigeria to someone you had never heard
of before and who offers by e-mail to share with you a large unclaimed inheritance. Or perhaps
you are already part owner of a Brooklyn Bridge.
These reports, absurdly unbelievable on their face, illustrate several features of the misguided
notion that HIV causes AIDS:
The media pass along, without further thought or critical comment, press releases from
researchers and official institutions, no matter how contrary to plain common sense the “news”
may be.
Innumerable reported facts and statistics clearly show that HIV-positive is not the sign of a
sexually transmitted agent.
Not the media, not researchers, not official institutions, seem concerned to consider how reported
findings could be consistent with the dogma of “HIV, the virus that causes AIDS”.
Would anyone believe it for even a moment, if it were claimed that married women in many parts
of the world are at greater risk of contacting syphilis or gonorrhea or chlamydia, than are
adolescents, or than are prostitutes (”sex workers”)? In Uganda, we are being asked to believe,
the very same generation which as unmarried singles enabled the infection rate to decrease
because of their scrupulously careful sexual behavior became, a few years later and when
married, riotously and carelessly promiscuous. When it comes to “HIV/AIDS”, hysteria seems to
trump thought every time.
Rather than accept such nonsense, one ought to recall certain established facts:
Testing HIV positive does not prove infection by a human immunodeficiency virus.
Testing HIV positive signifies only that a few proteins (or bits of genetic material) have been
detected that are often found in people who are ill from any one of a large number of conditions,
or who display a temporary reaction to a vaccination or a bout of flu, say (see posts of 12 and 16
November).
In any given group, the probability that an “HIV-positive” reaction will follow exposure to a
given health challenge varies according to individual physiology, which correlates with (among
other things) age, sex, and race. In every tested group, the probability of testing HIV-positive
varies in predictable fashion with age, sex, and race–see The Origins, Persistence and Failings of
HIV/AIDS Theory.

The variation with age follows qualitatively this general scheme (from The Origins, Persistence
and Failings of HIV/AIDS Theory):

This explains in quite straightforward fashion why married women and rich women are the most
likely to be HIV-positive, followed by the widowed and the divorced, while the least likely to test
HIV-positive are women under 25, adolescent women, and prostitutes: married women are on
average of middle age, prostitutes and single women are on average younger, and the divorced
and widowed who are likely on average to be beyond middle age.
The older women are, from teens into middle age, the more likely they are to be married; and as
shown in the diagram, they are more likely to be HIV-positive; therefore married women are
more likely to be HIV-positive than are single women. Beyond middle age, since widowed and
divorced women are likely to be older than middle age, it follows again predictably that the
widowed and divorced are less likely to be HIV-positive than married women. Women who are
rich are likely to be older than those who are poor, since some will have acquired their wealth
through marriage. And prostitutes (”sex workers”) are of course likely on average to be younger
than married women.
That fits all the facts, and is vastly more plausible than the extent of unsafe promiscuity by
husbands that the official view and explanation so readily assumes.
The absurdity of the official explanation is seen yet more starkly when one realizes how difficult
it is to contract HIV through sexual intercourse: on average, the chance of becoming HIVpositive after unprotected sex with an HIV-positive person is about 1 in 1000; for citations to this
fact in the published literature, see pp. 44 ff. in The Origins, Persistence and Failings of
HIV/AIDS Theory.
*********************************
The following comment was submitted in error to the ”Re Comments” page, but it seems to
belong here:
fraorlando Says:
Tuesday, 11 December 2007 at 2:13 pm e
nteresting. I cannot remember such a high number of infections in this group. If I understand you
right, you claim that this is because of accumulated exposure to different immune stressors in
married or middle-aged woman, so HIV is a factor of time and number of immune stressors; not
an actual virus–but why is it that the same pattern hasn’t shown up in all other countries as well?
Also, married woman are not necessarily elderly, maybe this is true in Western countries, where
more educated women may marry in their late 20 to early 30’s on average, but I don’t believe in
those countries described in your article, where marriage is more a matter of survival and other

options are limited. Also, I assume that the curve in your diagram works for every other
infectious disease, since, as time passes by, chances increase to get infected by one or the other
pathogen–so I cannot see why this is an argument against the viral theory of AIDS?
On another front, though, it’s interesting that HIV does not seem to co-vary with other STDs. But
also, diseases are very complex, so my question is if it can be reliably shown that, in
epidemiological studies, there are co-variations between every other STDs, but not HIV?
Regards,
Roland
hhbauer responds:
Tuesday, 11 December 2007 at 2:56 pm e
Roland, thank you for insightful comments. I think you were responding to the post on “Getting
Married” of 18 November?
My view is that HIV-positive may reflect any one of a large number of stresses, not necessarily
an accumulation–see the diagram in “HIV TESTS, 16 November.
I don’t know how many countries would show this pattern, because there have never been truly
population-wide studies done. Different countries and different researchers carry out tests for
different reasons. All we can do is to try to interpret the data that happen to be available.
Certainly the age at which women get married can be very young in many of the countries from
which these reports come. But on average they will stay married until death, whereas on average
prostitutes tend to leave that profession before they are at the end of their lives. So married
women on average will be older than prostitutes and, under my view, more likely to test HIVpositive at some time or other for some reason or other–especially pregnancy (HIV
ABSURDITIES, 9 December).
I don’t believe that the age variation in that diagram is the same for other infectious diseases. As
to STDs, adolescents and young adults are generally at highest risk; and certainly children below
teenage are hardly at risk for STDs. Non-STD infectious diseases do not show a characteristic
difference between males and females. So the fact that these variations of “HIV” show up in
every group for which data are available, indicates that “HIV” is some non-specific physiological
response.
I have a longer discussion in my book about differences between “HIV” and other STDs,
including geographic variations. I don’t know about co-variation of STDs in general, I’m afraid.
This entry was posted on Sunday, 18 November 2007 at 3:41 pm and is filed under HIV
absurdities, HIV risk groups, HIV varies with age, sexual transmission, uncritical media. Tagged:
Cambodia, India, married women, media, Mexico, Nigeria, Pacific Islands, Papua New Guinea,
Polynesia, prostitutes, Thailand, Uganda.
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1. Gay Singles » TO AVOID HIV INFECTION, DON’T GET MARRIED Says:
Sunday, 18 November 2007 at 9:23 pm
[…] The Virtuous Republic wrote an interesting post today on TO AVOID HIV INFECTION,
DON’T GET MARRIEDHere’s a quick excerpt…around the world - marital sex represents their
single greatest risk … risk group, namely, injecting drug abusers or highly promiscuous gay…
[…]
***************************************************************************

MORE HIV, LESS INFECTION: THE BREASTFEEDING CONUNDRUM, 21 November 2007
Women who are HIV-positive may deliver HIV-positive babies, though in the majority of cases
they do not. However, some HIV-negative newborns subsequently, within weeks or months, also
become HIV-positive. In most of these cases, the only risk factor is the mother’s milk. So–
”obviously”–HIV must have been transferred from mother to child via breastfeeding.
It follows that the more mother’s milk a baby ingests, the greater the likelihood that the baby will
become infected.
Wrong! Some studies have reported, for example, that “Infants exclusively breastfed for 3 months
or more had no excess risk of HIV infection over . . . those never breastfed” (Coutsoudis et al.,
AIDS, 15 (2001) 379-87); while other studies have even reported a lower rate of HIV infection
among exclusively breastfed babies, for example, “Breastfed infants who also received solids
were significantly more likely to acquire infection than were exclusively breastfed children”
(Coovadia et al., Lancet, 369 (2007) 1107-16).
That’s puzzling enough, but matters become yet more puzzling when the babies’ health rather
than HIV-status is considered: “Risk factors for death included not being breastfed (OR [odds
ratio] 8.5, p=0.04 [p < 0.05 is usually taken as demonstrating statistical significance]) . . . . HIV
status (maternal or infant) . . . [was] not associated with the risk of death” (HATIP [HIV & AIDS
Treatment in Practice] #74, 12 September 2006).
So a deadly virus is less efficiently transmitted via mothers’ milk, the more a baby is fed nothing
but mothers’ milk; and babies fed that deadly virus in their mothers’ milk are 8 or 9 times less
likely to die in infancy than are babies not exposed to that deadly-virus-purveying fluid.
Once again, as with the fact that married women are at the greatest risk of contracting HIV (post
of 18 November), if you believe that, then you will also be sending money to Nigeria to someone
you had never heard of before and who offers by e-mail to share with you a large unclaimed
inheritance. Or perhaps you already are part owner of a Brooklyn Bridge.
However, doctors and researchers and activists who follow HIV=AIDS dogma not only have to
believe this nonsense, they are obliged to attempt to act on it. Little wonder that they are confused
and that official advice to HIV-positive mothers covers the gamut of “never breastfeed” to
“exclusively breastfeed”. In Botswana, “formula feeding among HIV-positive women is virtually
universal . . . (~98% of infants in the HIV-transmission study were formula fed)” yet “mortality
data shows that something isn’t working . . . . among HIV-positive women, Botswana should do
more to support truly exclusive breastfeeding” (HATIP #74, as above). On the other hand,
officials in Barbados consider breast-feeding “something no HIV positive mother should do”
(“Breast-milk, HIV/AIDS linked”, 5/13/07, Barbados). At International AIDS Conference XVI in
Toronto, 2006, “there were over one hundred presentations on infant feeding (mostly posters) but if there was any unifying theme in the hodgepodge of studies, it was the recognition that safer
infant feeding is a growing dilemma in desperate need of a solution. Misconceptions about safer
infant feeding practices were common in many of the poster presentations, while frustration
surrounding how best to counsel HIV-positive mothers was nearly universal” (HATIP #74, as
above).
So the lack of correlation between breastfeeding and HIV “transmission” has occasioned much
commenting to and fro. Some defenders of HIV/AIDS theory have tried to nitpick various details
of protocol or practice in the reported studies, yet the findings have been confirmed by so many

different investigators that the main conclusion seems unassailable. (See
http://aras.ab.ca/transmission-BF.html for a collection of quotes about HIV and breastfeeding.)
Consequently, most discussion has concerned itself, quite appropriately, with what might be best
for mothers and babies in various geographic settings with their varying conditions of hygiene
and availability of suitable milk formula. If there is any consensus, it may be this: “The nutrition
and antibodies that breast milk provide are so crucial to young children that they outweigh the
small risk of transmitting HIV, which researchers calculate at about 1 percent per month of
breast-feeding” (“Anti-breast-feeding measure backfires in Botswana, causing more despair”,
Craig Timberg, Washington Post. 22 July 2007).
But while it is laudable to make the immediate health of babies the prime focus of concern, that
does not entail or permit or excuse any ignoring, sidestepping, evading of the fact that this
phenomenon, that more exposure to “HIV” results in less infection, is strong evidence as to what
“HIV-positive” signifies.
Earlier posts have pointed out that a positive HIV-test is no proof that virus is present, since virus
has never been isolated directly from an HIV-positive person or an AIDS patient. The belief that
HIV is transmitted from mother to child rests exclusively on observations that children of HIVpositive mothers are or become HIV-positive themselves, sometimes but far from always
(probability about 1% per month, see above). Since this belief makes it necessary to believe also
the almost unbelievable, namely, that more virus-containing milk leads to less transmitting, it
would seem reasonable to look for an alternative way of coping with these puzzling facts. I say
“almost” unbelievable because the suggestion has been made that something in milk formula
makes babies more prone to infection when exposed to HIV. Believe that if you will.
A much more satisfactory alternative explanation is at hand. As discussed in earlier posts, “HIVpositive” reflects some sort of health challenge, not necessarily serious or permanent, rather akin
to a fever, quite non-specific as to what the cause might be. Under this view, HIV-positive
mothers reacted more vigorously to some unspecified health challenge–possibly pregnancy itself–
than did HIV-negative mothers. Thus HIV-positive mothers are somewhat less likely to be in the
best of health, and therefore somewhat more likely to deliver less-than-healthy babies–who are
for that reason likely to test HIV-positive more often than newborns of HIV-negative mothers.
That explanation permits breastfeeding to remain the unqualified good thing that it has long been
known to be, because of the protection that components of that milk afford. That protection
explains why exclusively breastfed children, whether of HIV-positive or HIV-negative mothers,
are likely to be healthier–and less frequently HIV-positive–than children who are only partially
breastfed or not breastfed at all. Among those not exclusively breastfed, “increased morbidity and
mortality . . . was particularly pronounced when the infant was HIV-infected” (HATIP #74, as
above)–in other words, HIV-positive infants, being health-challenged in some way, are
particularly prone to sickness and death in absence of the benefits conferred by breastfeeding.
The copious literature on breastfeeding in relation to HIV adds further support to the view that
“HIV-positive” correlates with a higher likelihood of ill health, but is not the cause of such a
prognosis; nor does it demonstrate the presence of a virus that is responsible for the poor
prognosis.
This entry was posted on Wednesday, 21 November 2007 at 2:56 pm and is filed under HIV
absurdities, HIV does not cause AIDS, HIV risk groups, HIV tests, HIV transmission. Tagged:
breastfeeding.
***************************************************************************

HIV NONSENSE: TODAY AND EVERY DAY, 22 November 2007
One impetus for this blog was that I had set a Google Alert for “HIV” to keep up with new
developments. Often this turned up stories that make no sense in terms of HIV/AIDS theory and
which afford the opportunity to point that out. Instead, these reports can be understood readily
once it is recognized that:
(1) HIV-positive does not mean infection by a virus. HIV–infectious particles, viruses–have never
been isolated directly from an HIV-positive person or an AIDS patient.
(2) “HIV-positive” is just a sign that the immune system has been aroused in some fashion for
any of some large number of reasons.
So, from today’s Google Alert:
Treatment of herpes lowers HIV in men:
“Treating herpes simplex virus type 2 appears to reduce HIV-1 plasma levels by more than 50%
in men infected with both viruses”
WOW! What a mystery calling for further sophisticated research! The drug that treats herpes has
no direct effect on HIV, yet when herpes is present as well as HIV, it eliminates some of the HIV!
Maybe this offers a way of treating HIV/AIDS? Infect HIV-positive people with herpes, and then
treat the herpes?
NONSENSE. “HIV-1 plasma levels” were not measured, that would mean measuring the amount
of virus particles. Bits of RNA assumed to come from HIV were amplified by PCR and the
amplified amount was taken to mean something about the amount of “HIV” supposedly present
originally–even though the inventor of PCR, Kary Mullis, has pointed out that the technique
cannot be used in this way. Moreover, those bits of RNA have never been proven to come from
and only from HIV. Sheer nonsense.
(Zuckerman et al., “Herpes Simplex Virus (HSV) Suppression with Valacyclovir Reduces Rectal
and Blood Plasma HIV-1 Levels in HIV-1/HSV-2-Seropositive Men” Journal of Infectious
Disease 2007; 196: 1500-08)
Also today:
Russian health chief disputes UN’s HIV numbers
“The head of Russia’s health services [Gennady Onishchenko] on Wednesday accused the UN’s
AIDS agency of publishing ‘incorrect’ statistics on the number of HIV infections in the country.
…
UNAIDS said in its 2007 report on Wednesday that Russia accounts for 66 percent of all new
infections in the former Soviet Union… The total number of people living with HIV in the former
Soviet Union has climbed to 1.6 million…
Onishchenko said some 403,000 HIV infections had been detected in Russia since the appearance
of the virus in the former Soviet Union in 1987. Those still living number 314,000, he said.”
UNAIDS gets its numbers from computer models which incorporate any number of assumptions,
for example, about under-reporting, about the type of epidemic in the country, and about much
else; for details of those models and their failings, see Sexually Transmitted Infections 80 (2004,
supplement 1); for a discussion that includes failings of the modeling used by the CDC, see
“Guesstimates–getting the desired numbers”, pp. 203-10 in The Origins, Persistence and Failings
of HIV/AIDS Theory. But no matter how good or bad the models are, they must incorporate
actual data in some fashion. Those data can only come from the region to which the model is to
be applied. So UNAIDS takes reports from Russia, augments them with its own assumptions, and

then UNAIDS tells the reporting country that they have 5 times as many HIV-positive people as
they had actually counted.
Those bits of nonsense have to do with details. But some bits of nonsense pervade the whole
apparatus of HIV/AIDS theory and practice, as illustrated by another of today’s Google Alerts:
HK group rolls out campaign to fight HIV stigma
“HONG KONG (Reuters) - Four Hong Kong celebrities and a politician threw their weight
behind a campaign aimed at stamping out prejudice against people living with HIV/AIDS by
asking: If I were HIV positive, would you still love me?
….
While HIV/AIDS is widely discussed in many Western countries, it is still an invisible blight in
many places in Asia, where ignorance, fear and prejudice about the disease abounds.
….
‘Many of us are ignorant about the disease and some think they can be infected through shaking
hands or having a meal together with a sufferer’”.
HIV cannot be transferred by casual contact, goes the dogma. The prime means, the way most
people become infected, is through unsafe sex with an HIV-positive person, or by sharing an
infected needle for the purpose of injecting illegal drugs. Why should that sort of behavior not be
associated with social disapproval, that is, stigma? We say to our children, about drugs, “Just say
NO!” More than half a century ago, long before HIV/AIDS, we were taught as children and
young adults to be responsible and careful when engaging in sex with casual acquaintances, lest
we contract gonorrhea, syphilis, or other venereal diseases. Why should there be no social stigma
attached to irresponsible behavior?
Why should there not be “fear . . . about the disease”, when we have been bombarded for decades
with propaganda to the effect that it is invariably fatal? Even if death can be staved off with
treatments that restrict one’s activities, have debilitating side-effects, decrease greatly one’s
quality of life?
I suspect that the present oxymoronic situation has its origin in the early days of AIDS, when that
was taken as synonymous with gay. The attempt to avoid homophobia morphed into insisting that
no stigma should be attached to having AIDS. The question was not explicitly argued out in the
public arena, of how responsible–in both senses of the word–one might be if one indulged in the
type of behavior that seems to carry the pertinent risk. People who tried to raise that question, for
instance gay activists like Michael Callen and Larry Kramer, were excoriated by much of the gay
media for advocating sensible behavior.
Be that as it may, nowadays the official line is oxymoron:
A: One becomes HIV-positive only through carelessly injecting illegal drugs with dirty needles or
through unsafe sex with high-risk individuals who might well be HIV-positive.
BUT ALSO
B: Everyone is at risk and no stigma should be attached to being HIV-positive.
Well, of course no stigma should be attached to being HIV-positive, because one can become
HIV-positive for any number of reasons that have nothing to do with irresponsible behavior:
getting a flu vaccination or being ill from any one of many ailments
(http://virusmyth.net/aids/data/cjtestfp.htm). But if HIV-positive were synonymous with drug
abuse or carelessly promiscuous sex, why should there not be stigma attached?

Another HIV/AIDS oxymoron has to do specifically with injecting illegal drugs. One arm of
many governments fights against the importing, selling, and using of heroin, cocaine, crystal
meth, and other “recreational” drugs, for the excellent reason that addicts become ill and may die
from the effects of the drugs. At the same time, however, another arm of officialdom in various
places seeks to institute, or actually has instituted, programs to hand out clean fresh needles so
that the addicts can enjoy the ill-health benefits of the drugs rather than incur the risk of
contracting HIV. Here the HIV/AIDS establishment behaves as though it were not known that
drug abuse carries serious consequences for health, mental health as well as physical health.
There is only one way to get rid of this nonsense, and the vast amount of human suffering that
this nonsense brings with it: It has to be acknowledged that “HIV” doesn’t cause AIDS and that,
moreover, “HIV” isn’t an infectious agent (even though it can sometimes be a marker of an
infection as little worrisome as flu or as worrisome as tuberculosis).
This entry was posted on Thursday, 22 November 2007 at 8:05 pm and is filed under HIV
absurdities, HIV does not cause AIDS, HIV risk groups, HIV tests, HIV transmission. Tagged:
drug abuse, herpes, HIV estimates, IDU, injecting drug use, Russia, stigma, UNAIDS.
***************************************************************************

HIV-POSITIVE CHILDREN, HIV-NEGATIVE MOTHERS, 25 November 2007
Children not infected by their mothers, and not victims of pedophiles, could become HIV-positive
only via infected needles or transfused blood, according to the orthodox view of HIV/AIDS. But
a number of reported instances cannot plausibly be explained in this fashion. Instead, they support
once again the interpretation of “HIV-positive” as a non-specific marker of physiological stress or
challenged health.
*

*

*

*

*

*

Gisselquist recently cited 42 instances of HIV-positive babies born to HIV-negative mother in
South Africa (“Not investigating HIV riddles puts lives at risk”, Business Day (Johannesburg), 4
October 2007). He ascribes these infections to unhygienic medical procedures.
In Britain, 5 of 25 mothers of HIV-positive newborns had tested HIV-negative when entering
antenatal care (Struik et al., Arch Dis Child., 12 September 2007 [Epub ahead of print] PMID:
17855439). It was speculated that they must have become infected while they were pregnant.
No explanation was offered about the 4-month-old baby in India who was found to be HIVpositive while neither parent, nor the child’s older sibling, was HIV-positive
(www.hindu.com/thehindu/holnus/004200611260312.htm, accessed 21 December 2007).
Allegations that children became infected with HIV in hospitals or orphanages as a result of
unhygienic procedures have also been made in Kazakhstan, Kyrgyzstan, Libya, Romania, and
Russia. The Libyan case was widely reported because foreign medical personnel were charged
with deliberately infecting children–400 of them in a single hospital (for much detail, see
Wikipedia). In Kazakhstan, “at least 78 children have been infected with the HIV virus through
the negligence of healthcare workers” (Joanna Lillis, “Government in Kazakhstan Addresses
HIV-Infection Scandal” 10/25/06 ); later investigations reported that in 3 hospitals, more than 100
children had become infected in 2006 (cited by Gisselquist, see above). In Kyrgyzstan, “at least
26 people, mostly children, [were] infected in two local hospitals” (Daniel Sershen, “Kyrgyzstan:
Officials Grapple with HIV Outbreak”, 10/30/07 ) and medical personnel were fired (“Four more
toddlers infected with HIV in outbreak in Kyrgyzstan”,
http://canadianpress.google.com/article/ALeqM5hHtqc41vfE3uhmKP2XE2RGAemS2A,
accessed 26 October 2007). (For further details regarding Kazakhstan and Kyrgyzstan, see the
Archives at www.eurasianet.org.)
Gisselquist (above) describes the following events in Romania and Russia. In Romania, one HIVpositive child of an HIV-negative mother led to further testing, whereupon 12 of 30 children in
the same hospital were found to be HIV-positive; widespread testing then found, within a couple
of years, 1300 infected–few of them with HIV-positive mothers–among the 12,000 tested. In
Russia, it was believed that a single HIV-positive child had led within a couple of years to the
infection of 260 children in the same hospital.
*

*

*

*

*

*

The worldwide consensus over the Libyan affair exonerated the medical personnel from having
deliberately infected those 400 children. But how likely is it that these hundreds were all infected
accidentally? Could there be so much HIV around in the first place to contaminate the medical
instruments? Could the failure to sterilize be really so pervasive? Could conditions have been
similarly risky in the hospitals of Kazakhstan, Kyrgyzstan, and Romania, when the prevalence of

HIV in those countries is so very low, at ≤0.1% (UNAIDS 2006)? Most of the HIV-positive
people in those countries are injecting drug abusers; do hospital personnel perhaps use needles
borrowed from drug addicts?
Bear in mind that, no matter what the official propaganda says, the official data make clear that it
is extraordinarily difficult to transmit the “HIV-positive” condition via infected needles–see pp.
47-48 of The Origins, Persistence and Failings of HIV/AIDS Theory for citations of the peerreviewed literature reporting, for example, that “HIV-positive” was 34% among injecting drug
users (IDU) who did not share needles and only 19% among those who did; an independent study
in Montreal found that clean needles were associated with a ten-fold increase in the odds of
seroconverting to HIV-positive; there was no spread of HIV among IDU prisoners in Maryland
during 2 years; medical personnel have not contracted HIV or AIDS through needle-stick
accidents–the risk was estimated at about 0.3% (whereas for hepatitis the risk is > 10%) and only
57 possible instances had been reported by December 2001, when the count of AIDS cases stood
near 800,000.
A large unknown is this: For how long can HIV particles remain infectious outside a living body?
Long enough for hundreds of children to have been infected within a few short years? That seems
extremely unlikely. But if not dirty needles , then what can explain these epidemics of HIVpositive children?
As already suggested, a ready explanation is that “HIV-positive” is the sign of physiological
stress having nothing to do with infection by a human immunedeficiency virus. Strong evidence
for this comes from the manner in which HIV-positive varies with age (for further details, see
Tables 25-27 and associated text in The Origins, Persistence and Failings of HIV/AIDS Theory).
The following schematic diagram, shown also in the post of 18 November,

is based on a large number of individual reports. For ages below the teens, there are four sets of
data from public testing sites across the USA (1995-98), one from hospital patients in New Jersey
(1988), and one from healthy subjects in Africa (1984-86). Remarkably enough, all showed a
similar decrease of the rate of HIV-positives after birth, a decline of about 3/4 in the first year or
so. As reflected in the diagram, the rate among newborns was not far from the highest rates
recorded at any age, and the lowest rate was in the early teens in all cases.
It seems inconceivable that rates of infection by some contagious agent would show such similar
variations with age in such different groups of subjects. On the other hand, this is precisely what
one would expect if HIV-positive is a marker of physiological stress. Newborns are immediately
challenged to cope with circumstances less friendly than the womb–as noted in an earlier post,

Nature has formulated mothers’ milk in a way that helps the infant ward off infections. Over the
years, the child’s immune system adapts and the child becomes better able to ward off
environmental insults and infections–so, signs of physiological stress become less evident, and
the rate of “HIV-positive” declines.
The CDC’s data sets from public testing sites show separately the rates of HIV-positive for
females and for males: the latter is greater, by 50% or more. That is again consistent with an
explanation in terms of physiological stress, for the natural mortality of male children is higher
than that of females. By contrast, it would not be so easy to conjure an explanation of why
mothers transmit an infection to male babies 50% more often than to female babies.
Other evidence that HIV-positive marks physiological stress are cited at p. 85 in The Origins,
Persistence and Failings of HIV/AIDS Theory, for example: critically ill patients, particularly
those in emergency rooms, had higher rates of HIV-positive than others, and unexpectedly high
rates of HIV-positive were also found in autopsies.
Once it is accepted that “HIV-positive” is a marker of physiological stress, it becomes rather
obvious why it is reported from hospitals in many countries that a significant number of children
test HIV-positive even as their parents test negative: the reason is the same as the reason why
they are in hospital in the first place, they are experiencing a challenge to health, some degree of
physiological stress from any of a variety of possible sources. Surely this is a more plausible line
of reasoning than one that has to envisage HIV-infected instruments in large-scale use in several
countries, even those where the rate of HIV-positive in the general population is as low as 0.1%;
or reasoning that has to envisage that, in Britain, 20% of HIV-positive newborns have that
infection because their mothers practiced unsafe sex or drug-injecting even while they were
pregnant.
These data about HIV-positive children of HIV-free parents confirms what one can learn from
studies of HIV and breast-feeding and from the reports that married women in many places are at
the greatest risk for becoming HIV-positive: “HIV-positive” does not signal infection by a deadly
virus.
Data about AIDS as well as HIV-positives among children also throws direct doubt on the
orthodox view that “HIV-positive” presages progression to AIDS. According to the CDC’s 2005
Surveillance Report, for every 137 adults “living with HIV” in 2005, there were 174.5 “living
with AIDS”; among children below 13 years of age, for every 7.4 “living with HIV” there were
2.7 “living with AIDS”. That seems to indicate that the chances of a child progressing from HIV
to AIDS is much less than the chance of an adult doing so: for every HIV-positive child, there is
only one in three (2.7/7.4 = 0.36) with AIDS, whereas for every HIV-positive adult, there is more
than one with AIDS, 137/174.5 = 1.27. Is it conceivable, does it make sense, that children could
be 3½ times (1.27/0.36) better able to resist progression to disease than adults?
This entry was posted on Sunday, 25 November 2007 at 4:17 pm and is filed under HIV does not
cause AIDS, HIV in children, HIV transmission, HIV varies with age, M/F ratios. Tagged: AIDS
in children, Gisselquist, infection via needles, Kazakhstan, Kyrgyzstan, Libya, Romania, Russia.
***************************************************************************

HIV DOUBLETHINK, 27 November 2007
Doublethink is the act of simultaneously and fervently holding two mutually contradictory
beliefs. It is an integral concept of George Orwell’s dystopian novel Nineteen Eighty-Four
——-cr. Wikipedia
What is the greatest tribulation for a continent ravaged by a deadly incurable virus spread
sexually and from mother to child, where in many parts of that continent the infection rate is as
high as 30%, occasionally even higher?
High birth rates, of course:
“’High birth rate soaring HIV spread, say experts’, Evelyn Lirri, The Monitor (Kampala), 10
November 2007 (http://allafrica.com/stories/printable/200711100030.html, accessed 11
November 2007)
Uganda’s high population growth rate threatens to undermine efforts to fight the HIV/AIDS
epidemic . . . . At a growth rate of 3.2 per cent, there is a greater risk of women giving birth to
HIV/AIDS positive babies through mother-to-child transmission . . . . at least 110,000 children
are living with AIDS in Uganda . . . . mother-to-child transmission is the second biggest mode of
HIV/AIDS transmission in Uganda. . . . with Uganda’s high birth rate–one of the highest
worldwide–chances of women giving birth to HIV/AIDS infected children is very high. . . . Every
year, about one million babies are born to HIV positive mothers and out of these at least 25,000
get infected with the virus. . . . 7.9 per cent of women have HIV/AIDS”.
******
Obviously:
1. Having HIV/AIDS doesn’t affect a woman’s capacity to carry and deliver children: nearly 8%
of women have the disease, yet Uganda’s birth rate is among the highest in the world.
2. The rate of transmission of HIV from mother to child is only 2.5%.
But wait:
“It is estimated that about 15-30 per cent of babies born to HIV positive mothers will become
infected during pregnancy and delivery and another five to 20 per cent will be infected through
breastfeeding.”
So: it isn’t a mere 25,000 babies who get infected, it’s 150,000-300,000 during pregnancy and
another 50,000-200,000 during nursing–200,000 to 500,000 per year from 1 million births: 2050% of births.
Now, the HIV/AIDS epidemic is a couple of decades old, so this has been going on for quite
some time, and antiretroviral treatment has been quite inadequate. The present generation of
child-bearing women stems from babies born near the beginning of the epidemic and since. In
that time, 20-50% of those cohorts must have died of AIDS–and, indeed, few of all the infected
babies born even in the last decades or so are still living; of 200,000 to 500,000 per year, times
ten or twenty years, only about “110,000 children are living with AIDS in Uganda” (above).
For a decade or more, 20-50% of potentially childbearing women have been dying, leading to one
of the world’s highest birth rates.

******
Morals of this story:
Disease leads to high birth-rates, which further spreads disease.
When “experts say”, don’t believe a word of it.
HIV/AIDS numbers don’t add up.
Trust the media to disseminate absurdities with a straight face.
HIV/AIDS theory is impervious to contradictions.
This entry was posted on Tuesday, 27 November 2007 at 7:35 pm and is filed under HIV
absurdities, HIV in children, HIV transmission, uncritical media. Tagged: HIV doublethink, HIV
numbers, Uganda HIV. You can follow any responses to this entry through the RSS 2.0 feed. You
can leave a response, or trackback from your own site.
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3 Responses to “HIV DOUBLETHINK”
Mountain Man Says:
Wednesday, 28 November 2007 at 4:52 am
Dr. Bauer,
This is an excellent blog, and you have distilled a complex problem (arguably a farce) into clear
answer. I salute you.
Martin Pecheur Says:
Wednesday, 28 November 2007 at 4:54 pm
Dear Dr Bauer
Thank you very, very much for the initiative of this blog - you are filling a space left by Dr
Harvey Bialy. We need rock-solid writing like yours - like rain weathering rock over geological
time, our combined efforts will eventually achieve critical mass, & cause the entire edifice of lies
to come smashing down.
Martin
letterstotheempire.blogspot.com
Valerie W. McClain Says:
Thursday, 29 November 2007 at 10:00 am
Your blog is very insightful. There is much “doublethink” behind hiv/aids science. As a lactation
consultant who has worked with breastfeeding mothers, [I know that] the discouragement of
breastfeeding because of hiv/aids in the US is doublethink. [There are] patents on human milk
components (lactoferrin, HMFG) to inactivate and treat hiv/aids. They are owned by the infant
formula, pharmaceutical, and supplement (colostrum with lactoferrin) industries. These patents
are based on research of human milk and its abilities to inactivate various pathogens. So while we
will feed, treat, and vaccinate against hiv/aids using human milk components genetically
engineered, we will “discourage” breastfeeding. So while our science believes in the equivalence
of human milk components to that which is genetically engineered, at the same time they believe
that women shouldn’t breastfeed. Convenient thinking or doublethink.

In appreciation for pointing out the many inconsistencies of hiv/aids theory.
***************************************************************************

HIV AND SEXUALLY TRANSMITTED DISEASE: IT JUST ISN’T SO, 28 November 2007
Everyone knows that HIV is a sexually transmitted disease (STD), and that the chances of
contracting it are much greater if you have another STD, like gonorrhea, syphilis, or chlamydia.
Everyone knows those things even though the facts contradict them.
An Australian correspondent alerted me to this recent and typical story (by Tory Shepherd,
Health Reporter, November 28, 2007
(http://www.news.com.au/adelaidenow/story/0,22606,22832996-5006301,00.htm):
“A surge in the rate of sexually transmitted diseases has hit South Australia. . . . chlamydia
infections have trebled to more than 3000 a year in the past decade, while gonorrhea infections
have increased from about 190 to about 500. The number of HIV/AIDS infections has fluctuated,
from 46 HIV and 39 AIDS infections in 1996 to 23 HIV and five AIDS in 2000, then up to 61
HIV and 14 AIDS cases in 2006. . . . the increase in other STDs could herald a rise in HIV/AIDS
infections, as it showed safe sex messages were being ignored. ‘If these trends continue, an
increase in HIV infections can be predicted to follow,’ it said.
….
‘chlamydia is largely an infection of heterosexual adolescents and young adults while HIV
remains largely associated with male-to-male sex, injecting drug use and heterosexual sex
overseas,’ …. ‘Syphilis and gonorrhea in metropolitan Adelaide has also been predominantly
associated with men who have sex with men, but recently a few heterosexual transmissions have
occurred. A major concern for the future would be if these epidemics intersect with a rise in
gonorrhea and syphilis among the heterosexual community, which could herald an increase in the
heterosexual transmission of HIV.’”
The cited numbers and generalizations present these facts: In the quarter century of the claimed
epidemic of HIV/AIDS, STDs in South Australia have gone up but HIV and AIDS have
fluctuated at a much lower level: 50 times lower than chlamydia, 4 to 10 times lower than
gonorrhea, and not increasing in tandem with them. Moreover HIV/AIDS has remained within
the original risk groups and has not spread into the general population.
Yet the same story that presents these facts warns against what the experience of 25 years teaches
will not happen.
That is typical of reporting and of official press releases about HIV/AIDS: dire warnings in the
face of the facts. The primary medical-scientific literature, cited in The Origins, Persistence and
Failings of HIV/AIDS Theory, demonstrates that
“HIV” is “transmitted” via unprotected sexual intercourse about 1 in 1000 times–whereas
gonorrhea or syphilis are transmitted 200-800 times per 1000 acts (pp. 44-45 in the book).
The epidemiology of “HIV” is not like that of an STD (especially p. 31 ff, p. 44 ff. in the book).
Use of condoms has not been shown to decrease the “transmission” of “HIV” (pp. 44, 109 in the
book).
Rates of STDs and of “HIV” have moved in opposite directions in South-East Asia (p. 109 in the
book).
How could beliefs contrary to fact persist for a couple of decades? Parts II and III of the cited
book suggest these answers:

1. Medicine and clinical science, like all of science, are liable to go wrong before they eventually
go less wrong, if not necessarily quite right .
2. Initial reporting, speculating, and activism about AIDS sent things on a wrong track from
which we have not yet recovered.
The idea that AIDS is sexually transmitted came about because the first cases were in clusters.
Then the story of the airline steward, “Patient Zero”, seemed to confirm the idea because AIDS
appeared within a few weeks or months of his visits around the country. However, now that the
average lag between HIV infection and AIDS symptoms is estimated at about 10 years, those bits
of evidence speak AGAINST sexual transmission and for a lifestyle explanation.
Another mistaken inference has to do with Africa. In the United States, AIDS in the early 1980s
was virtually restricted to gay men and to drug abusers. When in Africa about equal numbers of
men and women were said to have AIDS, this was trumpeted as showing that in Africa HIV was
being spread via heterosexual intercourse. The basis for this inference is wrong: genuinely
heterosexually transmitted diseases–chlamydia, gonorrhea, syphilis–do not strike men and
women in equal numbers. The illnesses that do strike men and women equally are those
transmitted though the air like flu, or via insects like malaria, or via the environment as with
unsafe drinking water or malnutrition, say.
This entry was posted on Wednesday, 28 November 2007 at 9:32 pm and is filed under HIV does
not cause AIDS, HIV transmission, sexual transmission. Tagged: HIV and STDs, HIV in
Australia, HIV in South-East Asia, Patient Zero.
***************************************************************************

HIV/AIDS: NUMBERS THAT DON’T ADD UP, 29 November 2007
UNAIDS recently decreased by more than 6 million its estimate of the number of HIV-infected
people, putting it now at 33 million as against last year’s 39+ million. The estimated number of
new infections was also lowered by 40%. (For useful commentary, see Science Guardian of
November 20th.)
Media coverage failed to report clearly that the revision was only of statistically calculated
estimates, not of the actual situation those numbers pretend to describe. Thus an editorial on
November 25 in the Arizona Republic had the heading, “Turning the corner on HIV is inspiration
to keep going”, and the optimistic comment that “The United Nations has revised its HIV
estimates downward, correcting statistical flaws that, frankly, should have been addressed earlier.
But that shouldn’t obscure the good news: a significant drop in new infections in recent years,
especially in hard-hit sub-Saharan Africa. Efforts to fight HIV/AIDS have actually turned the
corner. Now is the critical time to keep resources flowing, when it’s clear that prevention and
treatment are paying off.”
But there had been no good news, just the bad news–for those who didn’t already know it–that
UNAIDS’s numbers are not worthy of attention, let alone belief. In this latest revision, for
example, the recalculated infection rate in sub-Saharan Africa for 2001 is given as 5.0% (4.6-5.5);
in the 2004 version, the rate for 2001 had been given as 7.6% (7.0-8.5). Naïve consumers of
numbers may imagine that when experts state a range like 7.0-8.5, that asserts with great
confidence that the true value lies between those bounds. Yet three short years later, we are asked
to have great confidence in a considerably lower range, 4.6-5.5, that doesn’t even overlap the
earlier one. That should inspire great confidence in this conclusion: these experts do not know
what they are doing.
There is no obvious reason to lend any credence to the latest numbers, and sound reason not to.
Detailed descriptions of the technicalities of the computer models can make the head spin, but it
takes no expertise to recognize that the estimates are an affront to plain common sense. The
ranges of uncertainty attached to UNAIDS’s estimates are clearly nonsensical. Furthermore,
UNAIDS estimates for the United States differ greatly from the data published by the Centers for
Disease Control and Prevention (CDC).
******
Computer models are used to project estimates, to make extrapolations beyond actual counts,
because so few actual counts are at hand. One would expect the estimates to be most reliable for
those regions where reporting of actual counts is most reliable: first because the computer models
should be tested against actual counts, and second because every estimate has to use some actual
counts as a baseline or starting point for any calculation. Yet UNAIDS and the World Health
Organization publish estimates that are said to be better for Africa than for North America! Here,
for instance, for people “living with HIV” in 2004:
Sub-Saharan Africa
Western & Central Europe
North America

23.4–28.4 million (25.9* ± 10%)
0.48–0.76 million (0.62* ± 20%)
0.54–1.6 million (1.07* ± 50%)

(* For convenience, the midpoints of the ranges and a single ± percentage are given here instead
of the “most probable” values in the cited publication, so that a single number can describe the
range of uncertainty instead of different percentages + and - respectively; cited from “The Global

HIV/AIDS Vaccine Enterprise: Scientific Strategic Plan”, PLoS Medicine, February 2005, e25,
based on data from UNAIDS and the World Health Organization).
How strange that the most accurate estimates, to just ±10%, are for sub-Saharan Africa, where
reporting is acknowledged to be far from perfect; while in North America, where reporting is
most highly organized and has been done for the longest period of time, the estimates are no
better than ±50%.
I had written this a little while ago. The supposedly improved estimates in the “AIDS epidemic
update” of December 2007 are, if anything, even less credible. For sub-Saharan Africa the
estimated range of uncertainty is now even less, at 7.5%, while for North America the range of
uncertainty is now even greater, at 60%!
Similarly incredible are the estimates of new infections (again for 2004):
Sub-Saharan Africa
2.7–3.8 million (3.25 ± 17%)
Western & Central Europe
14,000–38,000 (26,000 ± 45%)
North America
16,000–120,000 (68,000 ± 75%)
In school we were taught that, having completed a calculation, we should stand back and ask
ourselves whether the result made sense–in case we had misplaced a decimal point, say. That
advice seems not to have been taken by the experts at UNAIDS and WHO. These numbers are
outrageous affronts to common sense. They sap any confidence one might otherwise still have
that the people responsible for these estimates understand what they are doing. The media are
culpable as well, for disseminating these numbers, typically reporting the “best estimates”
without the enormous ranges of uncertainty, apparently oblivious to the clear evidence that these
numbers should not be taken seriously.
It is even more ludicrous when it comes to deaths from AIDS (again, for 2004):
Sub-Saharan Africa
North America

2.1–2.6 million (range is ± 11%)
8,400–25,000 (range is ± 50%)

We are asked to believe that in the United States deaths from a reportable disease are known to no
better than ± 50%, whereas for sub-Saharan Africa, where governance, administration, and
infrastructure leave much to be desired, the numbers are known to within ± 11%!
Yet it gets even worse. CDC’s Surveillance Report for 2005 gives the number of AIDS deaths in
the USA in 2004 as 17,453–accurate to a single death! Since the UNAIDS/WHO estimate of
8,400–25,000 is for North America, not just the United States, deaths in Mexico and Canada were
apparently as few as NEGATIVE 9,053 [8,400-17,453] or as many as 7,547 [25,000-17,453].
For what’s wrong with many other aspects of officially disseminated HIV/AIDS numbers see, for
instance, in The Origins, Persistence and Failings of HIV/AIDS Theory:
Estimates much higher than actual counts, p. 224;
Unexplained retroactive reduction by CDC of actually reported AIDS deaths, p. 221;
Number of HIV-positive Americans unchanged for two decades
during a supposedly spreading epidemic, pp. 1-2;
Poor performance of the computer models used by CDC, p. 223;
CDC increasingly disseminating estimates rather than actual counts, pp. 221-2;
Poor performance of the computer models used by UNAIDS/WHO, pp. 135-6 & 204-9;
—and these are far from the only instances.

This entry was posted on Thursday, 29 November 2007 at 3:12 pm and is filed under HIV
absurdities, HIV skepticism, HIV/AIDS numbers, uncritical media. Tagged: computer models,
wrong numbers.
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5 Responses to “HIV/AIDS: NUMBERS THAT DON’T ADD UP”
Tony Says:
Thursday, 29 November 2007 at 3:46 pm
Brilliant work Henry; it’s a pleasure to witness such clear thinking. I’m enjoying your new blog
very much.
Oigen Says:
Thursday, 29 November 2007 at 4:51 pm
Check out China. There numbers are dropping even more precipitately…..
China Reports Sharp Drop In HIV/AIDS: 223,501 Currently Infected, Compared With 650,000 In
2005
Link: http://tinyurl.com/239a94
In a couple of years the HIV Godzilla will vanish altogether with the next predictor of doom
mumbo jumbo statistical algorithmic adjustment.
Todd in California Says:
Thursday, 29 November 2007 at 6:51 pm
Thanks for your hard work, and putting the facts out there.
The facts that AIDS, Inc. obviously has taken great measures to obfuscate !
Martin Says:
Friday, 30 November 2007 at 2:13 am
The whole problem with the gobbledygook reporting by the CDC, WHO etc, etc. is the claim of
HIV infection. Not one single person in the history of this manufactured disease has ever been
[proven to be] infected by the bug called HIV. You have said it yourself. It’s never been isolated
from living tissue. The only thing the AIDS Establishment has to go on is the results of invalid
tests. Tests that unremarkably will give a positive result (for what are claimed to be antibodies to
this mysterious (non-existent) retrovirus) with many different kinds of conditions, some diseases,
some not. It is my opinion that AIDS Reappraisers, Dissidents, etc. should not use the misleading
language of the establishment - i.e. speaking in terms of “infection rates” or other terminology of
the establishment. Using their terminology gives the establishment credibility and recognition
they don’t deserve.
For an analogy, journalists (even in the New York Times) have reported that there are two
competing biological “theories” - one claiming that natural selection produced the diversity of life
on this planet, the other that an “intelligent agent” was responsible for the diversity. This was an
abuse of what a scientific theory is - an observation that goes through the hypothesis stage, is
tested repeatedly, and becomes a theory - like relativity or gravity - unlike “scientific
creationism” aka “intelligent design” which isn’t even a good hypothesis because it can’t be
tested or falsified. The idea that HIV causes AIDS (both hypothetical constructs) have never
actually left the hypothesis stage - it was disproven by Gallo’s own papers.
patrick moore Says:
Sunday, 2 December 2007 at 10:41 pm

Wow. And I thought I was poking gaping holes under the waterline of the HIV/AIDS steamliner.
I never realised that the “estimate gaps” were so much wider in countries with “better”
monitoring tools. Do keep it up–I am glued to my screen!
***************************************************************************

MATHEMATICAL AND STATISTICAL LIES ABOUT HIV/AIDS, 2 December 2007
I had some trouble settling on a title for this story. I tried “Incompetent…”, “Statistically
illiterate…”, “Innumerate…”. But really, when numbers are put out that are misleading, that
make or imply unwarranted claims, numbers that are plainly misleading, “lies” seems apt enough.
The choice might also be justified by reference to the well known saying about “Lies, damned
lies, and statistics”.
******
As Oigen commented (11/29, to “HIV/AIDS: NUMBERS THAT DON’T ADD UP”), HIV/AIDS
estimates for China are dropping even faster than elsewhere, from “nearly 1 million” to 840,000
in 2004 to 650,000 in 2005 and now 223,501, according to a Nov. 29 AP report from Beijing,
“China reports sharp drop in HIV/AIDS”. “Experts have said the figures are probably accurate
because they are in line with a change in the way data are collected.”
No sooner said, though, than experts at the same official sources said something different: same
date of 29 November from Beijing, “China increases estimate of people with HIV”:
“The number of people estimated to be living with HIV in China has risen to 700,000, says a
report released Thursday by the United Nations and the Chinese government. The government
had previously estimated that 650,000 people were living with HIV. . . . There were 50,000 new
cases in 2007, mainly among intravenous drug users and sex workers [emphasis added] . . . .
‘China’s HIV epidemic remains one of low prevalence overall, but with pockets of high infection
among specific sub-populations,’ says the 38-page report, which was to be released officially on
Saturday, World AIDS Day. ‘A number of core challenges remain.’ Those include the need for
better advocacy and education, improved treatment and care, and more focused education and
discrimination reduction . . . . The report also notes that the number of HIV cases officially
reported still remained at 223,501–far lower than the estimated total in part because of people’s
reluctance to seek testing in China. The officially reported figure includes those who developed
AIDS and those who died from the disease. HIV gained a foothold in China largely due to
unsanitary blood plasma-buying schemes and tainted transfusions in hospitals.”
Among the points deserving of comment:
1. The glaring incompetence as well as gall of that “1” in 223,501–as though they know it’s not
223,502 or 223,500.
2. That “Experts have said the figures are probably accurate” even as (presumably other)
“experts” give a much larger number.
3. Asserting as known what cannot be known.
ONE:
Official reports, press releases, and media commentary are rife with these examples of
incompetence in the most rudimentary practices of mathematics and statistics. An elementary
point in writing numbers is that the meaningful digits–those not zero–represent a claim as to
accuracy. “223,500” claims that it is known that the actual value lies between 223,450 and
223,549; in other words, that it is known to within ±50, which is a few parts per 1000, a fraction
of a percent. Given that over the space of 5 years, the supposed number of HIV/AIDS cases has
been changed by a factor of more than 4, such a claim of now being accurate to less than a
percent would be laughable–were the claim not so much more absurd, that the actual value is
223,501 and therefore lies between 223,500.5 and 223,501.49.
Unfortunately, this cannot be written off as the result of poor reporting or of non-peer-reviewed
press releases, because the same blatant error is committed in one the flagship medical journals,

JAMA: “The estimated number of US cases of HIV/AIDS among MSM by year of diagnosis in
the 33 states and US dependent areas with confidential named-based HIV reporting increased
from 16 167 in 2001 to 18 296 in 2005” (Jaffe, Valdiserri, & De Cock, 298 [2007] 2412-4). So
even though these are estimates and not actual counts, the authors offer this ridiculous array of
“significant” digits. “16,200” and “18,300” might be acceptable, though “16,000” and “18,000”
would reflect better the uncertainty of these estimates. This is more than a small blot, not only on
the authors but on JAMA’s peer-reviewing as well; if the peer reviewers don’t pick up on this sort
of point, what confidence can one have in their assessment of more complicated matters?
Remarkably, astonishingly, sadly, this sort of frank incompetence is far from uncommon in the
HIV/AIDS literature. My book cites several instances of similar blunders by the Centers for
Disease Control and Prevention–incorrect use of “significant figures” notation (pp. 110-1, 192),
claims of correlation not borne out by the data (p. 110 ff.), and assertions that correlation proves
causation (pp. 194-5), which students of statistics are warned against in their first course, if not
their very first lecture.
TWO:
That unnamed experts assert as probably accurate, numbers that are clearly unreliable,
underscores how uncritically the media handle matters of medicine and science. Unnamed
“experts”, incessantly cited in all sorts of connection by the media, never deserve to be taken or
offered as authoritative. When it comes to HIV/AIDS, examples abound of incompetent and
unjustified statements even by named “experts”, even in the peer-reviewed literature,
disseminated uncritically by the media; for instance, reporting (on and about 28 November) on
the piece in JAMA referred to above:
“ ‘Lack of HIV prevention efforts among MSM fueling increase in new diagnoses, JAMA
Commentary says’ (http://allafrica.com/stories/200711281011.html, citing Kaisernetwork.org).
A lack of HIV prevention efforts and an increase in risky sexual behaviors among men who have
sex with men are fueling an increase in new HIV diagnoses among the group . . . the number of
HIV/AIDS cases among U.S. MSM increased by 13% — from 16,167 to 18,296 — between 2001
and 2005”.
Those ridiculously precise numbers are reported without comment. Moreover, that a lack of
prevention efforts and increases in risky behavior are among the reasons is sheer speculation and
should be identified as such, not reported as fact.
This is no mere quibble. Failing to make clear that these are guesses strengthens the implication
that these cited experts know what’s going on and are to be believed. This is misleading in an
important sense.
THREE:
Several of the cited assertions might appropriately be greeted by asking, “How do you know
that?”
– While reported cases are about 225,000, the “real” number is 700,000.
– Better advocacy, education, and “discrimination reduction” would change matters.
– HIV gained a foothold in China via contaminated blood.
Just posing the question, “How could you know?”, can reveal how shaky the assertions are:
– The validity of the method used to estimate the “real” numbers could only be checked against
actual counts–and if actual counting were feasible, estimates wouldn’t be needed in the first
place.
– The belief that HIV is sexually transmitted is the sole reason for believing that behavioral
interventions can make a difference. The JAMA article cites studies suggesting that they can, yet

has to admit that “How well behavioral interventions work over time or when translated from
research into practice is not known”.
– Those recipients of contaminated blood in China must have engaged in very vigorous sharing of
infected needles to amplify their foothold into some 700,000 infectees. Or, if instead one blames
them for exceptionally vigorous sexual promiscuity, it raises the conundrum that it is sex workers
and drug users who are the main groups of HIV-positives in China: Do the sex workers “work”
primarily with drug abusers? And do they thereupon transmit HIV among themselves without
benefit of clients? Sex workers earn more, the more clients they have; where are all the infected
clients?
This is all quite typical of HIV/AIDS discourse. Unqualified assertions are put out even though
they are based on presumptions and not on observations or facts, and even when they are frankly
implausible.
******
STOP PRESS
One really cannot keep up with the changes in official statements. “China increases estimate of
people with HIV”, above, revealed that the “50,000 new cases in 2007 [were] mainly among
intravenous drug users and sex workers [my emphasis]”. But “Sex now the main cause of HIV in
China” (from Henry Sanderson, AP, Beijing, November 30): “Sex has overtaken drug use as the
main cause of HIV infections in China . . . according to experts and a report released this week”.
******
As to “experts”, the authors of the cited JAMA article are anything but neophytes. Jaffe is
described as department of public health director at Oxford University, De Cock as head of HIVAIDS at the World Health Organization, and Dr. Ronald Valdiserri as chief consultant to the
public health strategic health care group of the U.S. Department of Veterans Affairs. Jaffe and De
Cock have been in the HIV/AIDS field from its beginning, and both contributed significantly to
the wrong track that the field took. Jaffe was lead author on a 1983 study* that revealed a high
rate of previous illnesses and drug abuse among AIDS patients, clear support for a lifestyle
explanation for AIDS; yet later he went along with the HIV story. De Cock’s early studies in
Africa are described in much less than complimentary detail in “AIDS, Africa and Racism”
(Chirimuuta & Chirimuuta, 1989).
* Jaffe et al., “National case-control study…”, Annals of Internal Medicine, 99 [1983] 145-51]
This entry was posted on Sunday, 2 December 2007 at 1:47 am and is filed under HIV
absurdities, HIV transmission, HIV/AIDS numbers, sexual transmission, uncritical media.
Tagged: De Cock, HIV/AIDS experts, HIV/AIDS in China, HIV/AIDS math blunders,
HIV/AIDS statistics blunders, Jaffe, Valdiserri.
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2 Responses to “MATHEMATICAL AND STATISTICAL LIES ABOUT HIV/AIDS”
Tony Says:
Sunday, 2 December 2007 at 2:44 pm
And just as estimates are being revised down for other parts of the world, a story appears stating
that “More people in the United States are infected each year with the AIDS virus than previously
thought.” The lead then goes on to call this “a finding that could affect the debate over how much
money should be spent on prevention efforts.” Quelle surprise.

hhbauer Says:
Sunday, 2 December 2007 at 3:32 pm
Exactly. In 1987, to make sure Congress assigned enough money to HIV/AIDS, a PR campaign
had been launched with the message, “Everyone is at risk”, even though CDC knew that was a
lie; see Wall Street Journal, 1 May 1996, “AIDS fight is skewed by federal campaign
exaggerating risks”.
***************************************************************************

GURUS IN WHITE COATS, 3 December 2007
I referred less than respectfully to “experts” both unnamed and named, in my “LIES” post of 2
December. Contributing in an important way to the HIV/AIDS mess is the uncritical adulation
extended by media and (therefore) public to “experts” bearing the brand of medicine or science,
who are wont to advertise their status by wearing white coats for photo-ops. I believe that a
significant reason why HIV=AIDS continues to be accepted, despite all the evidence against it, is
that media and public cannot conceive that authoritatively and officially promulgated views could
be so wrong. So it’s good to be aware of rampant misconceptions that foster this state of affairs.
You should of course ask, what makes Bauer think he’s qualified to discuss misconceptions about
science ?
In high school, I became captivated by science in general and chemistry in particular, and later
taught chemistry and did research in electrochemistry for a couple of decades. I started to wonder
about gaps in what science concerns itself with, and the role that heterodox claims play, and how
to distinguish between real science and pseudo-science. So I switched from chemistry to the thenfledgling field of “science studies”, which incorporates approaches from history of science,
philosophy of science, sociology of science, and other fields as well. What I learned is described
at some length in several books (1, 2), which have detailed discussion and supporting citations for
the assertions I’m going to make here and that are particularly pertinent to what goes on with
HIV/AIDS. The most authoritative and comprehensive descriptions of all facets of scientific
activity are by John Ziman (3).
I haven’t lost my fascination with science or my respect for science; it’s as noble and worthwhile
an activity as human beings can aspire to (though not necessarily more so than some others). But
I’ve learned that science can be only somewhat better than its practitioners and institutions, and
that if those practitioners and institutions become sufficiently incompetent or corrupt, then the
whole enterprise can let us down as much as can a corrupt commercial enterprise (an Enron, say)
or a corrupt government (a Stalin, say). Science and medicine are not exempt, either, from being
taken over by fads, fashions, and bandwagons that the experts approve right up until the moment
that the bubble bursts, as with the financial bubbles that burst periodically. (On the latter,
essential reading is J. K. Galbraith’s [1990/93] A Short History of Financial Euphoria.)
******
Science is not infallible. It progresses by trial and error. Theories are never true in any absolute
sense, they are just convenient temporary summaries of what has so far been learned. They are
helpful as guides to further research, and that further work then brings modifications or total
abandonment of the pre-existing theory that stimulated the work.
Scientists range widely in competence. Individual scientists are much more fallible than science
as a whole, because facts don’t become part of “science” until there is reasonably wide agreement
about them. Agreements are reached better and more reliably, the more honest and competent are
the scientists who are involved. Conflicts of interest can be very damaging. Deliberate cheating is
far from unknown, especially in recent times where the competition for grants and positions has
become intensely cutthroat: presently the National Institutes of Health, the largest source of
grants for research in biology and medicine, funds only about 1 in 5 grant applications (4)–and
for young researchers, getting grants is usually necessary for job security and advancement.

There is no impersonal “scientific method” that automatically makes reliable whatever a
researcher does. The “scientific method” consists of the interaction among scientists.
Medicine is not science. It’s related to science rather like engineering is related to science. It’s
concerned with what works, not why it does.
Corollary: Medical doctors are trained to apply existing agreed-on knowledge, they are not taught
to question it. Scientists are trained to question existing knowledge in order to contribute to
correcting it and expanding it.
Caveat: Some MDs do become first-rate researchers.
Nevertheless, it is worth noting that a high proportion of HIV/AIDS researchers are MDs–for
example, the statistically illiterate ones mentioned in the “LIES” post. Among those who question
whether HIV = AIDS there is a high proportion of research-trained PhDs.
Institutions of medicine and science are not doctors or scientists. They are bureaucracies, whose
primary aim is aggrandizement: increasing their own importance, their size, their status, their
prestige. The media should be as searching of reports and press releases from institutions of
science and medicine as they are of reports and press releases from commercial enterprises,
government agencies, and political entities.
Administrators are not doctors and they are not scientists, even if they once were. Their primary
role is to administer, to safeguard their territories, and that takes priority over caring for patients
or furthering science. The media should be as searching of statements from administrators of
science and medicine as they are of administrators or spokespeople for commercial enterprises or
government agencies.
Scientists vary widely in competence. The greatest successes in science tend to come from singleminded obsessive work, so the most accomplished scientists are not necessarily the most
intelligent, practical, judicious, or sensible. The winner of a Nobel Prize might make a good
administrator–but probably not; or a good advisor on public policy–but often not.
Serendipity, luck, being in the right place at the right time with the right tools is a significant
factor in success in science (5), just as in many other fields of human activity. The most brilliant
success in science does not bespeak some overall inherent brilliance or even competence: Nobel
Prize winners rarely win a second such Prize. An analogy might be the mutual-fund managers
who top the rankings in a given year; they rarely repeat, because the insight that brought success
was right just for a particular time and set of circumstances.
My distinguished friend Jack (I. J.) Good is fond of pointing out that geniuses are cranks who
happen to be right, and cranks are geniuses who happen to be wrong: they are stubborn,
obsessive, impervious to criticism. If their obsession is with something that turns out right, they
are likely to be ranked as genius; if their obsession is with a phantom, they are likely to be
remembered as cranks; see chapters 9 and 10 in (2) for illustrative examples.
There is no reliable guide to deciding beforehand or at the time, whether one’s interest is in a
genuine phenomenon or an illusory one (6-8). So herds of researchers can be chasing what later
turns out to have been a phantom: cancer-causing viruses, say, or vaccines against HIV. Some
maverick claims are later vindicated, others not (6); some accepted “scientific truths” remain
useful for a long time with relatively little modification, others suffer sudden, often unforeseen
eclipse in a “scientific revolution” (9).

That science and medicine are replete with jargon and technicalities does not mean that they
cannot be assessed by outsiders. Just as with politics, finance, or any other specialized activity,
outsiders can judge whether statements are self-consistent, whether they offend common sense,
whether questions are evaded rather than answered, whether promises or predictions come to
pass. Media and public should treat doctors and scientists as human beings who happen to have
some particular knowledge and abilities but who remain fallible even in their area of expertise.
Media and public should be as skeptical of administrators and institutions of medicine and
science as they are of company executives and commercial enterprises. If that had been the case
with HIV/AIDS, then the bandwagon would not have been able to evade such issues as:
– What are the specific scientific publications proving that a positive HIV-test means that
infectious virus is present?
– What are the specific scientific publications proving that HIV causes AIDS?
– What are the specific scientific publications proving that the proteins and genes taken to be the
characteristic constituents of HIV are actually present in whole infectious particles of retrovirus?
– What was the basis for expanding the set of “AIDS-defining” diseases beyond the opportunistic
infections and Kaposi’s sarcoma that caused AIDS to be identified and defined in the first place?
– How could something (HIV) spread in epidemic fashion when it is apparently transmitted
sexually at an average rate of only 1 per 1000 acts?
And that, of course, hardly exhausts the possible list.
(1) Bauer (1992) Scientific Literacy and the Myth of the Scientific Method
(2) Bauer (2001) Fatal Attractions: The Troubles with Science
(3) John Ziman, especially Real Science (2000) and Prometheus Bound (1994)
(4) Daniel Greenberg, “So many labs, so little money”, Chronicle of Higher Education, 8
September 2006, B20.
(5) Paula E. Stephan & Sharon G. Levin (1992) Striking the Mother Lode in Science: The
Importance of Age, Place, and Time
(6) Bauer (2001) Science or Pseudoscience: Magnetic Healing, Psychic Phenomena, and Other
Heterodoxies
(7) Bauer (1984) Beyond Velikovsky
(8) Bauer (1986) The Enigma of Loch Ness: Making Sense of a Mystery
(9) Thomas S. Kuhn (1962/70) The Structure of Scientific Revolutions,
This entry was posted on Monday, 3 December 2007 at 1:38 am and is filed under HIV
skepticism, experts, uncritical media. Tagged: Daniel Greenberg, HIV/AIDS experts, John
Ziman, misconceptions about science, Thomas Kuhn.
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Cyril Sader Says:
Friday, 21 December 2007 at 3:19 pm
Great article.
Jim Coleman Says:
Saturday, 22 December 2007 at 9:09 am
Thank you for this site, which I found through your new book (2007), and for this article in
particular. Not a nurse, doctor, or research scientist, I have had to defend myself for writing on
medical topics, trying to explain the basis of my judgments (consistency, thoroughness,
responsible use of numeric data, etc.); so, I found this to be a fine and useful article.

***************************************************************************
NOTEWORTHY SUCCESSES AGAINST AIDS IN AFRICA, 4 December 2007
Amid all the bad news and dire warnings, occasionally real successes have been reported in
bringing down the rate of HIV infection in some regions. For example, in Uganda, the “highest
recorded prevalence was 18.5% in 1992, and 30.5% among pregnant women . . . . These have
both fallen to 6.4%” ten years later. The success was owing to “significant behaviour change,
especially among the young generation, by delaying sex, reducing the number of sexual partners,
using condoms” (“Uganda: Rising HIV infection–where did we lose it?”, New Vision (Kampala),
12 December 2006) –though these gains are now threatened because “married couples and rich
women were found to be at high risk” and because of a high birth-rate, as remarked in earlier
posts (18 November, TO AVOID HIV, DON’T GET MARRIED; 27 November, HIV
DOUBLETHINK).
Uganda’s success has become widely known and commented on: “Uganda has won praise for its
vigorous campaign against HIV/AIDS. It has helped to reduce the prevalence of the virus–which
reached 30% in the 1990s–to single-digit figures” (BBC News, 17 August 2007).
Other African nations, too, have had some striking successes, even politically and economically
fraught Zimbabwe: “the number of adults infected with the virus that causes AIDS has fallen to
15.6 percent this year compared with 18.1 percent in 2005 and 24.6 percent in 2003 . . .
[according to] Health Minister David Parirenyatwa following a survey carried out by the United
Nations Population Fund, Zimbabwe’s National AIDS Council, and the country’s Ministry of
Health” (Voice of America News, 31 October 2007). Though some skepticism was expressed
about the validity of these numbers because of the flight of many people from Zimbabwe, “The
new statistics have however been validated by some non-governmental organisations including
the Centre for Disease Control and United Nations agencies, including the World Health
Organisation” (Henry Makiwa, SW Radio Africa [London], 1 November 2007). “Roeland
Monasch, Deputy Representative of the UN Children’s Fund (UNICEF) . . . [confirmed that the]
rate has steadily decreased from 25.7 percent in 2002 to 21.3 percent in 2004, dropping to 17.7 in
2006” (UN Integrated Regional Information Networks, 2 November 2007). Nevertheless, “An
estimated 1 320 739 people are living with HIV and AIDS, 651 402 of them women and 132 938
being children under 14 years of age who probably contracted the virus at birth” (Peter
Matambanadzo, “Country leads SADC in reducing HIV prevalence, incidence”, The Herald
(Harare), 22 November 2007).
Kenya, too, has had notable success; indeed, “Kenya now leads in global war on AIDS, says UN”
(Kevin J Kelley, The East African, 3 December 2007):
” Kenya is replacing Uganda as the global model of a country waging a successful campaign
against the AIDS epidemic, a new UN report says. . . . the infection rate for HIV . . . [fell] from
about 14 per cent in the mid-1990s to 5 per cent this year. . . . Kenya [is] among the six countries
in the world that together account for 70 per cent of the global decline in HIV prevalence during
the past year.”
******
So in Uganda, during a decade the infection rate decreased by about 1.2% per year (but at twice
that rate among pregnant women), and between 2002 and 2006 at 1.6% per year. In Kenya the
decrease was about 1% per year for a decade. In Zimbabwe, the decline from 2002 to 2006 was at
a rate of about 1.6% per year.

Innumerable stories in the media carried these good tidings. But was anyone who reported them
thinking about these numbers? Here’s the problem. According to HIV/AIDS theory, HIV
infection is permanent; once infected, you never get rid of the virus; once HIV-positive, you
never become negative. Therefore, the only way that prevalence of HIV can decrease is if more
infected people die than become newly infected. For the HIV infection rate to drop by 1%, then
1% of the population must die (plus a number equal to the count of newly infected people).
Therefore the death rate in Kenya during the past decade must have been at least 1% of the
population in excess of whatever the historically “normal” rate had been, in Uganda 1.2% (or
more) in excess, and in Zimbabwe 1.6% in excess.
In Zimbabwe the overall, total death rate has held roughly steady at 2.1-2.5% per year during the
last decade, of which–about two thirds of all deaths–must have been attributable to HIV.
Therefore the historically “normal” rate would have been 2.1-2.5 minus 1.6, that is to say 0.50.9%.
For comparison, the death rate in Sweden has been about 1% during the last decades, for Japan
about 0.9%, for the United States 0.8%. Obviously, these statistics mean that before the AIDS
epidemic hit, Zimbabweans had a significantly longer life expectancy than did Swedes, Japanese,
or Americans.
Not as long as Ugandans, though. In Uganda, the overall death rate has been about 1.3%,
according to the CIA Fact Book. Since HIV-infected Ugandans have been dying at the rate of
1.2%, just about all the deaths during this period of decreasing prevalence of HIV were
attributable to HIV. If it weren’t for that frightful epidemic, then, Ugandans would hardly have
been dying at all, apparently they could live virtually for ever. So too in Kenya, with its overall
death rate of 1.1% of which at least 1% was supposedly attributable to HIV.
Rian Malan pointed out, years ago already, that claims of HIV/AIDS deaths far exceeded
anything observable on or under the ground, that they had not affected historical death rates, and
that they were based not on observation but on bogus numbers generated by computers for
UNAIDS and the World Health Organization (“AIDS in Africa: In search of the truth”, Rolling
Stone Magazine, 22 November 2001; “Africa isn’t dying of AIDS”, The Spectator [London], 14
December 2003).
Words actually fail me, what to say about the institutions that continue to promulgate these bogus
numbers, or about the media that parrot them. Above all, I can’t imagine what goes on with the
presumably trained professionals who generate these numbers in the first place. Do they not think
at all about what they are doing?
I suppose this lack of standing back to think about whether the numbers make sense goes
naturally with generating ranges of uncertainty that are less for Third-World countries than for
those in the First World (29 November, HIV/AIDS: NUMBERS THAT DON’T ADD UP). Or
with the pervasive idiocy of the meaningless “significant” figures as in “estimated 1 320 739 . . .
651 402 of them women and 132 938 being children” (2 December, MATHEMATICAL AND
STATISTICAL LIES ABOUT HIV/AIDS).
Not that general statements are necessarily more sensible than these exquisitely detailed ones.
The global concern has been almost hysterical over these last couple of decades, about Africans
dying from AIDS and the need for antiretroviral treatment that is only lately beginning to be met.
Yet for all this time, in virtual absence of treatment against the raging epidemic, Africa’s

population has been growing at a few percent per year. This is beginning to pose a tangible threat
to already overburdened economies: “Recent reports from Uganda, Kenya and Burkina Faso
show that concern over rapid population growth is once again becoming a matter of public
concern”; even in Burkina Faso “which is among the very poorest in the world” (“Fresh
population concerns in Africa, 29 October 2007,
http://www.peopleandplanet.net/pdoc.php?id=3120).
The world’s official left hands are telling us that Africa is being decimated by a fatal, incurable
disease that in some countries like Botswana has infected a third of the population. The world’s
official right hands are wondering how to cope with the population explosion in Africa.
When will acknowledgment of reality, or just plain common sense, put an end to this nonsense?
Instead of wasting money on antiretroviral drugs, will we ever address the need for food, clean
water, and vitamins? Will officialdom ever concede that “HIV tests” don’t detect HIV?
This entry was posted on Tuesday, 4 December 2007 at 1:04 am and is filed under HIV
absurdities, HIV/AIDS numbers, uncritical media. Tagged: Burkina Faso, death rates in Africa,
HIV/AIDS in Africa, Kenya, population growth in Africa, Uganda, Zimbabwe.
***************************************************************************

WAINBERG’S HAMMER: HIV IS ALWAYS THE CULPRIT, 5 December 2007
“To the man with a hammer, everything looks like a nail”
and to Mark Wainberg, everything that goes wrong for an HIV-positive person is owing to the
evil actions of HIV. So in writing about “Living with HIV, dying of cancer” (Washington Post, 4
December),
he attributes to the evil virus the deaths from cancer of HIV-positive people, ignoring the
possibility that the antiretroviral drugs might themselves be cancer-inducing. Those drugs,
according to Wainberg, “now enable many individuals who have HIV to survive indefinitely with
good quality of life, instead of suffering a rapid disease progression and certain early death”.
Perhaps his view of “good quality of life” includes side effects so unpleasant that something like
half the treated people stop taking the drugs?
According to Wainberg, HIV-positive people are now living so long that they are experiencing
“in high numbers” “lymphomas, carcinomas and lung cancers (in smokers and non-smokers)”,
“an underreported and unforeseen consequence of HIV infection”; he presumes this is happening
because the antiretroviral drugs could not completely repair the immunological damage done by
HIV.
Wainberg is certainly right that carcinomas and lung cancers are underreported and unforeseen
consequences of HIV infection. Indeed, up to 1997 no such cases had been reported at all.
In 1982, CDC reported 593 cases of AIDS, 88% of them some combination of Kaposi’s sarcoma
(KS) and Pneumocystis carinii pneumonia (PCP), the remainder “other opportunistic infections”.
“However, this case definition may not include the full spectrum of AIDS manifestations, which
may . . . . [include] malignant neoplasms that cause, as well as result from, immunodeficiency”
(MMWR, 24 September 1982).
That statement was a clear invitation that cancers possibly associated with AIDS should be
reported to CDC. Yet by the end of 1987 (Surveillance Report of 28 December 1987), CDC was
still showing 70% of the more than 20,000 AIDS cases as KS/PCP and the remainder as other
opportunistic infections. The 1987 revised definition of AIDS, expanded to include “HIV wasting
syndrome” and “HIV encephalopathy”, still mentioned only lymphomas and KS as AIDSdefining cancers (MMWR, 14 August 1987, supplement 1). In 1997, the last year in which such
detailed information appears in the CDC Surveillance Reports, among 60,000 cases of AIDS,
apart from KS (1500) and lymphomas (850) the only cancer listed was invasive cervical cancer
(<150).
These data offer no historical basis for ascribing lung cancers and other carcinomas to the action
of HIV. Surely the diseases HIV could cause would have been apparent in the earliest years,
before the advent of antiretroviral treatment. And, if antiretroviral drugs cannot restore
immunological function, so that HIV continues some of its dirty work, would it not be bringing
about the same conditions as it had in untreated sufferers?
Clearly there is something about antiretroviral drugs that favors cancers over opportunistic fungal
infections like PCP and candidiasis. The most obvious possibility is that the cytotoxic
antiretroviral drugs cause the cancers.
******
Wainberg explains everything from his own blinkered viewpoint. That AIDS has “virtually nil”
“everyday impact on middle-class North Americans” he attributes to medical advances, not to the
fact that this purportedly sexually transmitted infection never left the original high-risk groups, in
contrast to gonorrhea, chlamydia, syphilis, and herpes, which do not discriminate in this magical
fashion in favor of exclusively heterosexual middle-class North Americans.
As already pointed out, cancers never caused by HIV before the advent of antiretroviral drugs,
Wainberg nevertheless attributes to HIV. His “major concern” is that these cancers are showing
up in people who have been HIV-positive for between 5 and 15 years. But there is supposed to be

a latent period of an average of 10 years before untreated HIV-positive people show symptoms of
opportunistic infections, so these cancers in treated patients are coming just as rapidly as the
original AIDS diseases did in untreated HIV-positive people.
Wainberg’s suggestion that antiretroviral drugs do not properly restore the immune system is also
at odds with the treatment guidelines, where the criteria for successful treatment are a reduction in
viral load and an increase in CD4-cell counts. Is Wainberg now conceding that those surrogate
markers are defective, as HIV skeptics (and a number of peer-reviewed mainstream articles) have
been saying for decades?
Is Wainberg being consciously and deliberately disingenuous when he says that “Many people
have forgotten that certain rare cancers, such as Kaposi’s sarcoma, were recorded in HIV-infected
individuals with relatively high frequency in the 1980s, before antiretroviral drugs were
available”? Is he really unaware of the fact that KS as a proportion of AIDS cases declined
sharply even before AZT monotherapy began in 1987, and that the annual number of new KS
patients began to decline several years before HAART was introduced? Evidently it was neither
of those medical treatments that overcame KS; probably the decisive factor was that enough gay
men had learned from John Lauritsen, Michael Callen, Josef Sonnabend and others that they
might avoid KS, and indeed AIDS itself, if they stopped using poppers and living a madly
unhealthy life.
******
The National Institutes of Health are not as sanguine as Wainberg about the benefits of
antiretroviral drugs: “the use of antiretroviral therapy is now associated with a series of serious
side effects and long-term complications that may have a negative impact on mortality rates.
More deaths occurring from liver failure, kidney disease, and cardiovascular complications are
being observed in this patient population” (NIH HIV/AIDS Fact Sheet, updated October 2006).
Furthermore, the largest study to date, of more than 22,000 HIV-positive people in Europe as well
as America (Lancet, 368: 451-8), hardly makes a case for antiretroviral medication: “Virological
response after starting HAART improved over calendar years, but such improvement has not
translated into a decrease in mortality”–the virus is being defeated, in other words, but the
patients are dying just as fast; or, as the hoary saying goes, the operations are succeeding, even
though the patients are dying.
******
I don’t exclude myself, of course, from those who see everything from their own viewpoint. The
data have told me that HIV is an entirely unspecific sign that something or other has stimulated
the immune system to react. That something or other might be temporary and harmless, or
potentially harmful but not very, or a real cause for concern–but certainly not signifying a fatal
attack on and pending destruction of the immune system. I have been able so far to explain
everything about the incidence of HIV in this way. Try it for yourself, on whatever you see
reported about “HIV”. Remember that the incidence of “HIV” in any group varies predictably
with age, sex, and race, and that it is typically high among people who are demonstrably ill–from
TB, from abusing drugs, from mental or emotional stresses–and typically lowest among the fittest
and healthiest–blood donors, Marines, sailors and soldiers. For this evidence of non-specificity,
see the diagram in HIV TESTS, 16 November; for the variation with age and sex, see the diagram
in TO AVOID HIV…, 18 November, or in HIV-POSITIVE CHILDREN, 25 November); for the
whole story, have a look at my book, The Origins, Persistence and Failings of HIV/AIDS Theory.
This entry was posted on Wednesday, 5 December 2007 at 9:20 pm and is filed under HIV does
not cause AIDS, HIV transmission, antiretroviral drugs, sexual transmission. Tagged: anti-HIV
drugs harmful, antiretroviral drugs harmful, HIV latent period, Kaposi’s sarcoma, Wainberg.
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3 Responses to “WAINBERG’S HAMMER: HIV IS ALWAYS THE CULPRIT”
doug winspear Says:
Wednesday, 5 December 2007 at 11:27 pm
I found this quote from an article [The Report Newsmagazine, June 5, 2000] by Marnie Ko on the
trial of a Montreal woman who refused to allow the state to poison her children. It pretty much
speaks for itself. (I’m sure that most of us could retire in relative luxury on the money Wainberg
made off his drug):
“On May 1 Dr. Mark Wainberg, Canada’s leading AIDS researcher, told the Globe and Mail that
those who maintain HIV does not cause AIDS are a criminally irresponsible public health
menace. “If we could succeed and lock a couple of these guys up, I guarantee you the HIV-denier
movement would die pretty darn quickly,” he said at an AIDS conference.”
Dr. Wainberg, who has likened his intellectual opponents to Holocaust-deniers, had earlier
singled out Sophie Brassard, the HIV-positive Montreal mother whose sons were seized by social
workers after she refused to give them anti-AIDS drugs. Had Ms. Brassard only followed doctors’
orders, Dr. Wainberg was quoted as saying, “she would now have two healthy children and been
spared her recent ordeal.”
“Dr. Wainberg is heavily invested in the debate, both in terms of his personal credibility and
financially. He has received numerous grants from pharmaceutical concerns, including BristolMyers Squibb, Glaxo Wellcome, and Boehringer Ingelheim, makers of AIDS drugs. He owns
shares in Quebec-based Biochem Pharma Inc., maker of 3TC, one of the drugs force-fed to Ms.
Brassard’s two HIV-positive sons.”
In a taped interview with this magazine, Dr. Wainberg initially denied his equity interest. After a
number of authored medical journal abstracts which cite his share ownership were called to his
attention, he said, “Yes, that’s true, I do have shares in Biochem Pharma, now that you mention
it.” As they’re in a “blind trust,” he professed not to know how many shares he owns, or what
they’re worth.
He is certain, however, “that my shareholdings in Biochem Pharma are nowhere near [enough] to
allow me to retire.”
Rebecca Says:
Friday, 7 December 2007 at 5:44 pm
Wow, so ARVs now permit hiv+ people to survive
‘indefinitely’? That’s pretty impressive considering even hiv- individuals don’t survive
‘indefinitely’! Bring on universal ARV treatment!
Frank Says:
Sunday, 16 December 2007 at 2:37 pm
You can treat yourself to a brief glimpse of the inimitable Mark Wainberg at the Alive & Well
site. Mark is the first to speak, before the preview’s title appears.
***************************************************************************

DISSENTING FROM HIV/AIDS THEORY, 8 December 2007
A number of defenders of the view that HIV causes AIDS have been strident and even vicious in
their attacks on those who disagree with them. I was very pleased that the Journal of the
American Physicians and Surgeons has published my essay about that, “Questioning HIV/AIDS:
Morally Reprehensible or Scientifically Warranted?”, and I’m grateful for the peer-review and
editorial suggestions that helped me improve the article.
This entry was posted on Saturday, 8 December 2007 at 12:22 am and is filed under HIV does not
cause AIDS, HIV risk groups, HIV skepticism, antiretroviral drugs. Tagged: attacks on HIV
dissenters, HIV denialism, HIV/AIDS dogma, Holocaust denying, J P Moore, Mark Wainberg,
questioning whether HIV causes AIDS.
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16 Responses to “DISSENTING FROM HIV/AIDS THEORY”
Tony Says:
Saturday, 8 December 2007 at 2:19 pm
What a coup! Congratulations.

Sepp Says:
Saturday, 8 December 2007 at 6:05 pm
Great article,
thank you!

Mountain Man Says:
Monday, 10 December 2007 at 3:35 am
Dr. Bauer,
I really enjoyed your article. Something went gravely wrong with the retroviral hypothesis of
AIDS long ago. I think a small segment of powerful retrovirologists, striving for clinical
relevance, gambled on this little bug and lost big. They hoped they’d find a vaccine, but failed.
They then compounded the problem with toxic AZT.
You have done yeoman’s work. Keep speaking and writing.

Rethinkit Says:
Tuesday, 11 December 2007 at 9:39 pm
Dr. Bauer,
I greatly enjoyed your article. I especially like to see it in print that there is no established
definition of how HIV could kill T-cells.

You also presented in-depth information regarding the so-called “cocktails”.
Thanks!

heja Says:
Tuesday, 18 December 2007 at 6:30 am
Fantastic article–short, to the point and biting through a smart and logical use of orthodoxy’s own
arguments!!
Well done–this is how opinions of the public can be changed!
A must read for everyone and a perfect ‘brief’ to give to anyone who is still blinded by the media
line!

Cyril Sader Says:
Sunday, 23 December 2007 at 4:15 pm
Congratulations!

Dey Says:
Sunday, 30 December 2007 at 12:22 am
Dr.Bauer, your article is great.
I’d like to ask you what do you think of virologist Dr.Stefan Lanka’s views on the existence of
HIV:
http://www.virusmyth.net/aids/data/slartefact.htm
Lanka, as virologist, isolated and characterized a virus as you may read in this scientific paper
published in the scientific journal Virology:
http://www.klein-klein-aktion.de/pdf/CoatProtein.pdf
He says there is not scientific proof (e.g. a scientific publication of virus isolating) of HIV and
other disease-causing virus:
http://rolf-martens.com/otherspubs/060301_lanka_no_diseasecausing_viruses.html
Most of his arguments are technical. He doesn’t say that AIDS or other diseases (like polio,
hepatitis, etc) don’t exist. He say there is not scientific proof of the virus causing these diseases.
In fact, in Germany, he’s challenged oficial health authorities to provide scientific evidence of
virus isolating.
Evidently, Lanka’s views are very controversial and seems very extreme. Do you think is there
any scientific truth on Lanka’s assertions?
Thanks!

hhbauer Says:
Sunday, 30 December 2007 at 10:34 am
Dey: I don’t have the background in virology to make technically grounded judgments about
what you ask.
However, as to the possible existence of HIV, I think the evidence is rather clear: it has never
been PROVEN to exist because actual whole infectious particles of it have never been isolated IN
PURE FORM from “HIV-infected” people. The assurance of purity requires electron
micrographs. A prize was offered in 2002 for such photos of HIV and the prize has not been
claimed: The Huw Christie Memorial Prize—$100,000 Reward for ‘HIV’—offered by Alexander
Russell, 19th July 2002 (http://www.altheal.org/isolation/prize.htm, accessed 14 December 2007).
The microbiologist Phyllis Pease has exposed in detail the lack of evidence for isolation of HIV,
in her book AIDS, CANCER AND ARTHRITIS—A NEW PERSPECTIVE (http://www.phyllisevelyn-pease.com/index.php?option=com_frontpage&Itemid=1)—see lengthy review by Neville
Hodgkinson posted at http://aras.ab.ca/index.php. The Perth Group
(http://www.theperthgroup.com/) have written extensively about the lack of evidence of isolation
of HIV particles.
The evidence, collected and analyzed in my book
(http://www.failingsofhivaidstheory.homestead.com/), is unequivocal, that whatever HIV tests
may detect, it is not an infectious agent. That doesn’t speak directly to the question of whether a
human immunedeficiency virus exists, but it does throw large doubt on it.
The “Coat Protein” paper addresses a rather specific matter that I don’t think is relevant to this
main question.
The claim that there are no disease-causing viruses at all seems to me outlandish. What caused
polio, and how did vaccination bring an end to it? Are there no influenza viruses? If so, what
killed all those people around the time of World War I? Are there not well known plant viruses
like tobacco mosaic virus that have even been prepared in crystalline pure form?
Peter Duesberg (http://www.duesberg.com/) makes a powerful case that RETROviruses cannot
cause the fatal sort of illness that “AIDS” is said to be, but Lanka’s claim seems to include that
DNA viruses are not supposed to exist.
I hope this is not too evasive an answer.

Jo Says:
Sunday, 30 December 2007 at 4:56 pm
Hello Dr. Bauer, you asked
>> What caused polio, and how did vaccination bring an end to it?
Maybe an answer is here: http://www.geocities.com/harpub/overview.htm
For the second part of the question, consider this:

Shortly after vaccination against Polio had been introduced in the USA, in some states epidemics
broke out. In the three following years after introduction of the vaccination, the definition for a
Polio epidemic was therefore changed. It would not have been easy to admit that despite
increased vaccination, more people got sick.
Up to this point, 20 cases in 100,000 inhabitants were called an epidemic. Then, 35 in 100,000
inhabitants had to be reported. The definition of Polio was adapted to the new circumstances also:
Paralyses which persisted for 24 hours had inaugurated Polio statistics. Later, paralyses had to
persist two months in order to be recognized as Polio. [No wonder the Polio cases massively
decreased in the statistics. - Added by me]
The remaining cases of Polio were then diagnosed almost exclusively as Meningitis.
(Translation from a German text excerpt from Anita Petek-Dimmer, published in AEGIS Impuls
Nr.13, referring to:
Biskind M et al, American Journal of Psychotherapie (1949), p.261
Hayes W., Laws E., Handbook of Pesticide Toxicology, Academic Press Inc, San Diego 1991, 3
volumes)
Best regards,
Jo

hhbauer Says:
Sunday, 30 December 2007 at 10:44 pm
You suggest that an answer to how polio vaccination ended the epidemic may be at
http://www.geocities.com/harpub/overview.htm
The data (graphs) given there begin in 1940, but polio was around much before that.
As to the change from 20 to 35 per 100,000, we would need to look into the dates and compare
them with the introduction of the vaccines. As I recall, the first (inactivated, Salk) vaccine did
cause polio in a small number of cases, and it was superseded by the Sabin live attenuated
vaccine.

Jo Says:
Monday, 31 December 2007 at 6:52 am
Right. Polio began much earlier, in the 1880’s. This graph gives a better overview:
http://www.vaclib.org/intro/present/pol_all.jpg
The Polio decrease may have had several reasons, or only one, so the questions are:
Did Polio decrease (mainly between 1952(!) and 1964) because
- the Salk (1954) and later the Sabin vaccine helped to do that?
- the DDT production began phase-out in 1953/54?
- the new prerequisites for cases inaugurating Polio statistics helped to do so? (Paralyses for 2
months instead of 24 hours, after the Salk vaccine had been introduced)
- the change in diagnosis sugarcoated the statistics? (Meningitis instead of Polio)

The change from 20 to 35 per 100,000 can be ignored because it was just an indicator for the
definition of an “epidemic” and did not influence the number of the reported cases.
What do you think?
Best regards,
Jo

hhbauer Says:
Monday, 31 December 2007 at 10:02 am
That extended graph http://www.vaclib.org/intro/present/pol_all.jpg is certainly interesting, and
raises more questions:
Why did the early 1980s peak fall back again?
Is there information about geographic correlations between DDT use and polio incidence? Was
DDT widely used in Sweden in the 1880s?
Around WWI, is the NYC outbreak supposed to be from pollution from factories or from
widespread use around the city?
By the way, have you looked into the claim that mad-cow disease stems from organophosphate
use? A British farmer has been pushing that view for quite a long time:
http://madcow.pamrotella.com/

MacDonald Says:
Monday, 31 December 2007 at 10:51 am
Jo,
The correlations between chemical pollutants, environment, living conditions, vaccines, medical
drugs and epidemic outbreaks are so easily found that there is seldom need for a viral agent to
explain them.
But the detective work is so great for unpaid volunteers like ourselves that it is probably best to
shoot at one virus at a time. Bringing down HIV is enough to make fall many things that cannot
stand. Or in the words of the truly wise:
“From one thing, know ten thousand things” - Musashi
“If HIV does not exist, then neither did smallpox virus (variola), nor does polio virus, tobacco
mosaic virus in plants, etc. etc.” - Robin Weiss.

Dey Says:
Monday, 31 December 2007 at 11:27 am
Hello Dr.Bauer,
Thanks for your answers. I’ll buy your book, I’ve read excellent reviews of it.
I don’t have any technical knowledge in biology or medicine, so my following comments are only
my “speculations” based on my reading on the web and books.
Lanka’s arguments regarding most DNA viruses seems very extreme. However, his arguments for
rejecting these viruses are THE SAME as for rejecting HIV: there is no scientific proof of them!
You can read an English translation (not very good) of an article by Lanka regarding the pictures
of “isolated” virus (e.g. polio, etc.) here:
http://www.neue-medizin.com/lanka2.htm
Lanka’s 2005 interview on bird flu can be read at:
http://www.whale.to/b/lanka.html
As I’ve said, it seems to me that Lanka’s line of reasoning is clear and specific: there is no
scientific evidence for viruses causing diseases. No pictures of isolated viral particles, etc.
You can read an example of Lanka’s activities in Germany, asking the official health authorities
to give the scientific evidence for viruses:
http://www.klein-klein-aktion.de/contents/Questions/questions.html
As far as I know, the authorities never provided any scientific reference (e.g. the exact scientific
publication) for virus isolation.
Regarding Duesberg and his case for the existence of retrovirus (and HIV), Lanka has written the
following: http://www.virusmyth.net/aids/data/slreplypd.htm
Lanka’s alternative explanation for the “supposed” viral diseases is to be found in Dr.Hamer’s
research (Dr.Hamer is a controversial medical doctor in Germany). Most information about him:
http://www.germannewmedicine.ca/documents/qanda.html
I’ve found Hamer’s views on AIDS here:
http://www.sidasante.com/therapi/view.htm
Even if Hamer is wrong, Lanka’s line of reasoning about the existence of virus will be the same:
there is no scientific proof of them.
Thanks

Jo Says:
Friday, 4 January 2008 at 9:30 am
Dr. Bauer, good questions. Let’s see what we can find out.

>> Why did the early 1980s peak fall back again?
The ’80s peak is not Polio. It’s Post-Polio which is a syndrome that affects former Polio patients.
There’s quite a wide range of symptoms and an even wider range of probable causes for this
condition. The Polio virus is irrelevant to Post-Polio. So there’s no vaccination that could account
for the decrease of cases in the late ’80s. What exactly caused this decrease in the graph, is
irrelevant to our approach and the question: What caused Polio and what accounts for the
decrease between 1952 and the early ’60s?
It would certainly be interesting to know more about the coherence of DDT and Post-Polio also,
but that’s an additional discussion, which can be resumed later on.
>> Is there information about geographic correlations between DDT use and polio incidence?
Was DDT widely used in Sweden in the 1880s?
This will be hard to find out, especially regarding the early cases. There’s a comment on the
graph sources: “(…) The very earliest numbers, from 1887 to about 1904, and the postpolio
numbers, are interpolated from the general historical commentary regarding those periods (see
bibliography on Homepage and NYC Health Commissioner Haden Emerson’s compilations).
While the graph is not perfectly accurate, due to changing methods of diagnoses and recordkeeping within the medical system, it does give a reliable overall picture of polio cases in terms
of known literature and records.”
So maybe some other agent was responsible for these cases, who knows? I don’t. But still, was it
a virus or a poison? Hard to find out as the alleged Polios were “interpolated from the general
historical commentary”. One could ask: Were these early cases been Polio at all or a
symptomatically “Polio-like” form of meningitis? How could there have been a reliable Polio
diagnosis in 1887?
>> Around WWI, is the NYC outbreak supposed to be from pollution from factories or from
widespread use around the city?
I guess it’s hard to find out such details. If the result of an inquest was “widespread use around
the city”, exactly here or there, the question where a widespread EXPOSURE could actually have
taken place remained unanswered anyway. An apple treated with pesticides has no GPS inside.
The similarity of the questions concerning Polio and AIDS is striking. Therefore I think it’s worth
watching both with the same amount of skepticism.
Now, here’s a little experiment we can make using some statements that Ralph R. Scobey, M.D.,
made in 1951. Just replace “Poliomyelitis” by “AIDS”:
“Poliomyelitis is unique in that it is the only disease in the history of medicine in which a theory,
and not an established fact as to its cause, has become incorporated into the public health law.”
“Although poliomyelitis is legally a contagious disease… every attempt has failed conclusively to
prove this mandatory requirement of the public health law… Hoyne points out… the startling
revelation that the etiologic agent of the disease is still unknown…”
“…when this disease was legally made a communicable disease… funds for poliomyelitis
research were from then on designated for the investigation of the infectious theory only.”

(Ralph R. Scobey, M.D., “Is The Public Health Law Responsible For The Poliomyelitis
Mystery?” Archives of Pediatrics, Vol 68, p220 (May, 1951))
>> By the way, have you looked into the claim that mad-cow disease stems from
organophosphate use?
I took a brief look on it - thanks for the link. I will examine it closely soon.
@MacDonald:
You wrote
>> The correlations between chemical pollutants, environment, living conditions, vaccines,
medical drugs and epidemic outbreaks are so easily found that there is seldom need for a viral
agent to explain them.
You’re right - although I partly disagree because it also works vice versa. Looking at AIDS, you
can see that the poisoning parts, the big questions concerning diagnosis and the biggest question
of all, “Is HIV causing AIDS?”, are being blanked out by orthodox physicians. Looking at Polio,
it’s almost the same. Allegedly there’s no need for a non-viral agent to explain the disease.
Best regards,
Jo

hhbauer Says:
Friday, 4 January 2008 at 4:32 pm
Clearly there’s a great deal to be looked into about polio, and I appreciate learning that, but I’m
going to have to leave it to others to go further into it, I’m not able to keep up even with all the
aspects of the HIV/AIDS business.
***************************************************************************

HIV/AIDS ABSURDITIES AND WORSE
Posted by hhbauer on Sunday, 9 December 2007
HIV/AIDS dogma is absurd in innumerable ways, for example
—HIV is said to cause AIDS even though there is no correlation between their incidence (post of
12 November, and The Origins, Persistence and Failings of HIV/AIDS Theory).
—Married women are more at risk of contracting this supposedly sexually transmitted infection
than are prostitutes (post of 18 November).
—Officially disseminated numbers about AIDS and HIV contradict one another and are revised
retroactively (22 November, 29 November, 2 December).
—HIV rates are supposed to have declined more than the numbers of deaths makes possible (4
December).
A pertinent question: Why have the major media managed not to notice? After all, fresh instances
of these absurd claims continue to be reported uncritically:
“NEW YORK, USA, 6 December 2007 – In Haiti, where 2.2 per cent of the adult population is
living with HIV, according to the latest Demographic and Health Survey . . . ”
That report comes under the auspices of UNICEF, concerned especially to prevent mother-tochild transmission of HIV. But the report should bring peals of joy rather than concern, because
the rate has declined so amazingly, from the 5-to-6% where it had steadily remained from 1986 to
2003*:
On the other hand, the joy at this decreased incidence should be mitigated by the fact that
between 2.8 and 3.8% of the population (5-to-6% less 2.2%) must have died of HIV-related
causes between 2003 and 2007; that’s about 0.8% per year. Since the overall death rate in Haiti is
only about 1.05% (CIA Fact Book), there is the same remarkable situation in Haiti as in Uganda
and Kenya (post of 4 December): people would hardly be dying at all, were it not for HIV.
* (For 1986, see Nordheimer, New York Times, 28 July; for 1990, French, New York Times, 2
June; for 2001, US Census Bureau HIV/AIDS surveillance data base; for 2003, 7 February report
from the Embassy of the Republic of Haiti, Washington, DC, and CIA Fact Book).
“HIV/AIDS cases increasing among our young, married women” (Karachi Daily Times, 7
December):
Thus Pakistan joins the countries cited in our earlier post (18 November) in exhibiting this
extraordinary–might one not say incredible?– behavior of a venereal (sexually transmitted)
disease (STD). Those earlier-cited countries represented South-East Asia (Cambodia, India,
Thailand), Pacific regions (Pacific Islands, Papua New Guinea, Polynesia), Africa (Nigeria,
Uganda), and the Americas (Mexico).
To heighten the incredibility, it turns out that the spread of this supposedly sexually transmitted
HIV is not paralleled by the incidence of gonorrhea, syphilis, or other classic STDs; studies in
South-East Asia found the incidence of the classic STDs and of “HIV” to run in opposite
directions, one going up as the other went down (post of 28 November).
That this phenomenon is so widespread represents a possibly unprecedented instance of
unvarying human behavior and a consequent unprecedented reproducibility social-science data. A
central difficulty in studies of human behavior is that so many individual as well as shared
variables affect it: personal drive and psychopathology, social environment, cultural heritage,
ethnic allegiances, national characteristics. Here, astonishingly, we have a corollary of sexual
behavior that subsists uniformly across all those divisions.
Believers in HIV=AIDS attribute the high risk suffered by married women to the unfettered
extramarital promiscuity of their husbands owing to cultural norms that countenance such

behavior and permit the wives no recourse. That explanation is supposed to apply in Catholic
Mexico, Hindu India, Muslim Pakistan, Buddhist groups in many parts of South-East Asia, and
Christian and also tribal communities in Africa and the Pacific. In its sweeping willingness to
ascribe such behavior to all and sundry (other than those offering the explanation, of course), this
view is reminiscent of 19th-century European colonial attitudes that lumped all non-Europeans
together as relatively uncivilized.
But is there any other way to understand why the rate of testing HIV-positive tends to be higher
among married women than among prostitutes?
Of course there is. “HIV-positive” is not the mark of infection by an STD, it is a non-specific sign
that the immune system is reacting to something or other; and the tendency so to react to a given
stimulus increases with age; and married women on average are likely to be older than the
average prostitute (see 12 and 18 November posts). Moreover, pregnancy is one of the many
stimuli that can produce an “HIV-positive” reaction (http://virusmyth.net/aids/data/cjtestfp.htm),
and married women are more likely than prostitutes to be or to have been pregnant.
Bureaucracies generate absurdities wholesale, of course, so perhaps it is superfluous to note
HIV/AIDS-related absurdities that stem from government actions. Still, it seems worth laughing
at the proposed revision of rules limiting the entry of HIV-positive people into the United States:
“visits would be limited to two 30-day stays annually”, according to a draft that took the
Department of Homeland Security 11 months to prepare (Kaisernetwork.org, Washington, DC, 6
December 2007).
The story did not mention whether the visitors would be required to abstain from sexual
intercourse and the sharing of dirty needles during those 30-day stays. (I’m reminded that when I
applied for my own visa half a century ago, the official form asked me to declare that I was not
planning to enter the United States “for an immoral purpose”.)
Seriously, though: What could be the purpose of controlling the entry of HIV-positive people?
The only substantive reason would be, obviously, to prevent Americans from becoming infected
by the aliens. Given that the first AIDS epidemics broke out in the United States, this might be
labeled as closing the barn door too late–or perhaps as incredible gall fed by the ignorance of
history that has been too often an unhappy aspect of American foreign and internal policies.
If protection of Americans were the reason, then surely the limitation to a couple of 30-day stays
wouldn’t begin to be adequate. For that, one would need to have some way by which unwary and
innocent Americans could immediately identify the foreigner as HIV-positive. The current
practice is that a “visa waiver results in a permanent– and stigmatising– passport stamp” (which
reminds me that when we left Nazi-occupied Austria, my parents’ passports were adorned on the
cover with a large “J” for Jewish). However, stamping passports is not an adequate safeguard,
because those documents are not always shown when an alien encounters an American; perhaps
HIV-positive aliens should be provided with lapel pins or brooches bearing the necessary
warning. But since one could not be sure that the alien would always display the warning in this
manner, something more inescapable is needed. Further, the danger incurred by interaction with
the foreigner would obviously not be the same for all Americans, depending on the foreigner’s
sex and sexual orientation and drug habits. So the only foolproof way to protect ourselves would
be to engrave tattoos on the foreigners’ foreheads, using some method that makes the tattoo
irremovable for 30 days and self-destroying immediately thereafter (or perhaps there could be, at
all exit points, machines capable of removing such tattoos). The brand would obviously take
different forms for different dangers: for drug abusers, perhaps the image of a needle; for HIVpositive heterosexuals, perhaps a Cupid with bow and arrow, the latter pointing to a male or a
female form as appropriate; for gay people, perhaps a pink triangle, vertex up or down for gay
men and lesbians respectively, since physical appearance and garb do not always distinguish
unambiguously between lesbians and gay men.

Beyond the flippancy: Since the proposed restrictions cannot possibly prevent transmission of
HIV from the affected person, the purpose must simply be to treat these people as clearly and
undesirably different from the rest of us.
*********************************
The following comment was submitted in error to the ”Re Comments” page, but it seems to
belong here:
fraorlando Says:
Tuesday, 11 December 2007 at 2:13 pm e
Interesting. I cannot remember such a high number of infections in this group. If I understand you
right, you claim that this is because of accumulated exposure to different immune stressors in
married or middle-aged woman, so HIV is a factor of time and number of immune stressors; not
an actual virus–but why is it that the same pattern hasn’t shown up in all other countries as well?
Also, married woman are not necessarily elderly, maybe this is true in Western countries, where
more educated women may marry in their late 20 to early 30’s on average, but I don’t believe in
those countries described in your article, where marriage is more a matter of survival and other
options are limited. Also, I assume that the curve in your diagram works for every other
infectious disease, since, as time passes by, chances increase to get infected by one or the other
pathogen–so I cannot see why this is an argument against the viral theory of AIDS?
On another front, though, it’s interesting that HIV does not seem to co-vary with other STDs. But
also, diseases are very complex, so my question is if it can be reliably shown that, in
epidemiological studies, there are co-variations between every other STDs, but not HIV?
Regards,
Roland
hhbauer responds:
Tuesday, 11 December 2007 at 2:56 pm e
Roland, thank you for insightful comments. I think you were responding to the post on “Getting
Married” of 18 November?
My view is that HIV-positive may reflect any one of a large number of stresses, not necessarily
an accumulation–see the diagram in “HIV TESTS, 16 November.
I don’t know how many countries would show this pattern, because there have never been truly
population-wide studies done. Different countries and different researchers carry out tests for
different reasons. All we can do is to try to interpret the data that happen to be available.
Certainly the age at which women get married can be very young in many of the countries from
which these reports come. But on average they will stay married until death, whereas on average
prostitutes tend to leave that profession before they are at the end of their lives. So married
women on average will be older than prostitutes and, under my view, more likely to test HIVpositive at some time or other for some reason or other–especially pregnancy (HIV
ABSURDITIES, 9 December).
I don’t believe that the age variation in that diagram is the same for other infectious diseases. As
to STDs, adolescents and young adults are generally at highest risk; and certainly children below
teenage are hardly at risk for STDs. Non-STD infectious diseases do not show a characteristic
difference between males and females. So the fact that these variations of “HIV” show up in
every group for which data are available, indicates that “HIV” is some non-specific physiological
response.
I have a longer discussion in my book about differences between “HIV” and other STDs,
including geographic variations. I don’t know about co-variation of STDs in general, I’m afraid.

This entry was posted on Sunday, 9 December 2007 at 1:49 am and is filed under HIV
absurdities, HIV risk groups, HIV tests, HIV transmission, prejudice, sexual transmission,
uncritical media. Tagged: ethnic prejudice, HIV estimates unreliable, HIV-positive married
women, Pakistan, racial prejudice, religious prejudice, US entry to HIV-positive people, visas for
HIV-positive people.
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One Response to “HIV/AIDS ABSURDITIES AND WORSE”
Sepp Says:
Sunday, 9 December 2007 at 11:20 am
I continue to be surprised and amazed by the quality of your aids critical posts. Your blog is one
of the few places on the web that analyze the aids madness from a current affairs point of view.
Journalists of the so-called public media would do well to start asking the questions you
obviously want them to ask.
Thank you!
Sepp
***************************************************************************

BEST TREATMENT FOR HIV: THIS YEAR’S ADVICE, LAST YEAR’S, OR NEXT
YEAR’S?
Posted by hhbauer on Monday, 10 December 2007
Antiretrovirals are often referred to as “life-saving” drugs. Wainberg even says that they enable
many HIV-positive people to “survive indefinitely with good quality of life”. By contrast, the
NIH Fact Sheet reports deaths “from liver failure, kidney disease, and cardiovascular
complications” in the first decade of HAART (“cocktail”) therapy, and the largest study to date
(of 22,000 patients) found that the drugs do not decrease mortality–in other words, they don’t
save lives (Wainberg’s Hammer, 5 December).
Further help in assessing these opposing views comes from the Treatment Guidelines issued by
the National Institutes of Health. However, I would caution HIV-positive people against reading
this document, because it inspires little confidence in the grounds for its recommendations.
For one thing, these Guidelines change, and not infrequently. I was annotating the version of 10
October 2006 when I found that it has been superseded by a 1 December 2007 edition. Not only
that: the latter’s front cover already warns that “concepts relevant to HIV management evolve
rapidly”. Page i then lists changes from the previous guidelines and foreshadows further changes
as well, to be released in 2008.
For another thing, recommendations are ranked by criteria that have two parts. A, B, C, D, E
reflect the “strength of recommendation” as judged by a panel of experts; the grades correspond
respectively to “strong”, “moderate”, “optional”, “should not usually be offered”, “should never
be offered”. Roman numerals I, II, III represent the “quality of evidence for recommendation”:
I: at least one randomized trial with clinical results;
II: clinical trials with laboratory results;
III: expert opinion.
It inspires little confidence when the highest quality of available evidence calls for no more than a
single randomized trial with clinical results, which means, whether the patients actually improve
under treatment. In other circumstances than HIV/AIDS, clinical results of a single randomized
trial, even if double-blinded, would merely be reason to carry out more trials in order to confirm
or disprove that result. After all, the usual criterion for “statistical significance” is p ≤ 0.05, a 19
in 20 chance that the result is trustworthy–which is also a 1 in 20 chance that it is not, perhaps too
high an uncertainty when it comes to matters of fatal diseases and toxic drugs. Moreover, 1 in 20
is only the mathematical chance that the result is wrong; additional uncertainty comes from the
fact that protocols are rarely perfect or perfectly adhered to, humans make mistakes, and
unforeseeable variables or circumstances may have played a role. A single non-blinded trial is not
much to rely on.
II is what was paraphrased in my post of 5 December as “operation succeeds, patients dies”. Lab
results are merely surrogate markers; the only thing that ought to matter is the outcome for the
patient. Moreover, a number of publications have reported that in fact these surrogate markers do
not necessarily correspond with better outcomes for patients (for example, Antiretroviral
Collaboration, Lancet, 368 [2006] 451-8); and furthermore the two commonly used surrogate
markers, CD4 counts and viral load, do not even correlate significantly with one another (for
example, Rodriguez et al., JAMA, 296 [2006] 1498-1506).

III, “expert opinion” as “quality of evidence” implies that there is no scientific evidence on which
to base an opinion.
Indeed, this whole set of criteria, I to III, indicates that there is really very little in the way of
appropriate scientific data on which to base treatment. Beyond that, it is puzzling, troubling,
incongruous to find that the strength of recommendation does not correlate with the quality of the
evidence. One finds all the combinations AII, BII, CII, DII, EII and AIII, BIII, CIII, DIII, EIII,
and even the occasional BI. So “strong” recommendations may be based on no evidence beyond
expert opinion (AIII), while occasionally a merely moderately strong recommendation results
from evidence based on an actual clinical trial (BI). Recommendations from “strong” all the way
to “should never be offered” may be based either on trials with laboratory results or solely on
“expert opinion”.
Pity the physician who must advise an HIV-positive patient, when the official guidelines are so
insecurely based on scientifically reliable knowledge. The warning that guidelines change
frequently makes the physician’s task yet more onerous, asking that a daily check be made at the
pertinent website. And as if that were not enough, the Guidelines are quite ambivalent about
interruptions of treatment, which are however obviously necessary if treatment is to be modified
in accordance with a changed recommendation.
******
These deficiencies in the official treatment guidelines underscore the desperate need to learn
exactly what produces a positive HIV-test in each individual instance. Current practices ignore
the demonstrable fact that testing HIV-positive does not necessarily show the presence of active
infection by an agent that destroys the immune system:
—Johnson (http://virusmyth.net/aids/data/cjtestfp.htm) cites 64 scientific articles that found 66
conditions capable of producing a false-positive test, conditions ranging from as harmless as
vaccination against flu or the presence of normal human ribonucleoproteins to as serious as
cirrhosis, malaria, myeloma, or tuberculosis.
—The epidemiology of HIV tests in the United States shows that what is typically detected is not
a sexually or otherwise transmitted infectious agent.
—Test kits, whether for antibodies (ELISA, Western Blot) or viral RNA, are annotated with
disclaimers that the tests cannot be used validly for diagnosis of HIV infection.
Despite these facts, anyone who tests HIV-positive is typically presumed to be infected with HIV.
That person’s physician is then confronted with highly complicated, indeed confusing guidelines
for offering advice. The stakes are as high as life and death: if the positive test actually stems
from a harmless condition, toxic “treatment” may be advised by physicians who prefer to take
action than to not take action in ambiguous circumstances. On the other hand, if the positive test
stems from a serious condition like malaria or myeloma, the physician may be led to recommend
toxic chemotherapy instead of the correct treatment for the actual condition.
HIV tests are most likely to be undergone by those in high-risk groups. False positives among
people who seem to be at little or no risk may well be checked carefully and repeated a number of
times, with the likelihood of eventual negative results, or even shrugged off if the physician is
sure enough that the patient couldn’t have been infected. For example, should a positive test
result in the case of one of the celebrities who take HIV tests as an encouragement to others–
high-risk people–to be tested, one may be quite sure that no effort will be spared to find some
way of judging it a false result. So the people most at risk of inappropriate antiretroviral treatment
as a result of HIV testing are those in the classic high-risk groups of gay men and drug abusers; to

which in recent years have been added African-Americans who seem always, in every group, to
test positive more frequently than others. If only for the sake of people in those groups, there is a
desperate need to find out precisely what has produced the positive HIV-test in every individual
instance so that subsequent actions can be as beneficial and as little harmful as possible. That
information is also desperately needed in order to understand why some proportion of patients
have experienced symptomatic relief from antiretroviral treatment; it has been pointed out, for
example, that the relief could stem from antibacterial or antifungal action of these drugs rather
than from antiviral action.
This entry was posted on Monday, 10 December 2007 at 2:16 pm and is filed under HIV risk
groups, HIV tests, antiretroviral drugs, experts, prejudice. Tagged: antiretroviral drugs, changing
antiretroviral drug recommendations, evidence-based treatment, expert opinion, opinion and
evidence.
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One Response to “BEST TREATMENT FOR HIV: THIS YEAR’S ADVICE, LAST YEAR’S,
OR NEXT YEAR’S?”
Truthseeker Says:
Tuesday, 11 December 2007 at 7:45 am
More invaluable notes on the grotesque lack of good science behind medical recommendations in
this arena, Henry.
This is all especially fine work. I vow to reference it as often as possible on
http://www.ScienceGuardian.com, where the blog url is listed in the blogroll with an asterisk ie
an essential reference of the first rank in quality and relevance to people’s lives.
Best
AL
***************************************************************************

ANTIRETROVIRAL DRUGS: HISTORY AND RHETORIC
Posted by hhbauer on Wednesday, 12 December 2007
The previous post (BEST TREATMENT…, 10 December) mentioned these aspects of the
official Treatment Guidelines:
—They change incessantly.
—The recommendations are based more on opinion than on scientific evidence.
—The available evidence is overwhelmingly about surrogate markers rather than patient health.
—The recommendations are so complex and change so often that physicians must suffer constant
dilemmas over how to advise their patients.
Several further posts will examine aspects of these Guidelines in more detail, in particular, “side”
effects of the drugs and conflicts of interest among those who draw up the Guidelines. First,
however, a quick look back at how and why antiretroviral treatment began.
******
Wainberg, in his single-minded lauding of “lifesaving” antiretrovirals (WAINBERG’S
HAMMER, 5 December), suggested that “Many people had forgotten” what went on in the early
days of AIDS. Wainberg himself seems to have forgotten the genesis and rationale of
antiretroviral treatment.
In the early 1980s, small clusters of people were coming down, it seemed suddenly, with
otherwise rare opportunistic infections, predominantly fungal ones; and death was following
within months. There were two obvious possibilities as to cause: either some shared
environmental exposure, activity, or lifestyle; or perhaps a previously unknown infectious agent.
The question was effectively settled by fiat rather than freely attained scientific consensus with
the official announcement by the Secretary of Health and Human Services that HIV (then called
HTLV-III) was the probable cause. Since that came from the prime source of research funds,
those seeking grant support naturally framed their proposals in that vein. The immediate goal
became to find an HIV-killer. A desperate rummage among all conceivable chemicals turned up
AZT, a twenty-year old candidate for cancer chemotherapy that had never been used because it is
too toxic. AZT seemed effective against HIV in the test-tube and, in brief trials, AIDS patients
appeared to survive for several months on AZT treatment. Given that the prognosis for a person
newly diagnosed with AIDS was death within months, an apparent extension of a few months
was regarded as worthwhile. Moreover, activists were clamoring for rapid approval of anything
that offered some hope, so AZT was approved without the evidence of “safety and efficacy” that
was normally demanded before drugs were allowed into general use.
The situation nowadays is entirely different. Although HIV is still regarded as the agent causing
AIDS, the official belief holds that there is an average period of about 10 years between infection
with HIV and the first appearance of symptoms of illness. This is very different than expected
death within months, and should–but apparently has not–set a very different basis for weighing
possible benefits of treatment against the known risks from drug toxicity.
In point of fact, the official treatment guidelines of October 2006, introduced in the previous post
(10 December), make abundantly clear the high risk of serious, indeed often fatal “side” effects of
antiretroviral treatment. The risks and possible benefits are summarized in this way in the
Introduction to those Guidelines (p. 10):

Potential Benefits of Deferred Therapy include:
—avoidance of treatment-related negative effects on quality of life and drug-related toxicities;
—preservation of treatment options;
—delay in development of drug resistance if there is incomplete viral suppression;
—more time for the patient to have a greater understanding of treatment demands;
—decreased total time on medication with reduced chance of treatment fatigue; and
—more time for the development of more potent, less toxic, and better studied combinations of
antiretrovirals.
Potential Risks of Deferred Therapy include:
— the possibility that damage to the immune system, which might otherwise be salvaged by
earlier therapy, is irreversible;
—the increased possibility of progression to AIDS; and
—the increased risk for HIV transmission to others during a longer untreated period.
A conspiracy theorist might wonder why this useful summary has been shifted in the December
2007 revision of the Guidelines to an inconspicuous place following Table 5 at the bottom of p.
58. Was it perhaps realized that having it up front is too unintentionally revealing of the grave and
common risks associated with these drugs?
An analyst of rhetoric might point to a choice of words designed to play down the risks. Since the
drugs supposedly do something good, the only reason not to use them is because of their harmful
“side” effects; so “Potential benefits of deferred therapy” is a euphemism for “Treatmentassociated risks”. Furthermore, those risks are spoken of in a rather masked way–“negative
effects” on quality of life, “drug-related toxicities” instead of simply “drug toxicities”. The
revealing need for “less toxic” drugs is inserted between the two hoped-for benefits of “more
potent” and “better studied”. “Treatment demands” and “treatment fatigue” are euphemisms for
the fact that a large proportion of patients find the “side” effects of antiretroviral treatment
intolerable.
(Another common euphemism in mainstream discourse about antiretroviral drugs is “HIV
lipodystrophy” or “HIV-associated lipodystrophy” for the dysfunctional distribution of body fat
occasioned particularly by protease inhibitors. The drugs, not the HIV, are responsible for the
lipodystrophy, but the terms in quotes are designed to give the opposite impression.)
In any case, the question nowadays is–or should be–whether the acknowledged, well known
toxicity of all antiretroviral drugs calls for their use when people are not yet ill. It is highly
pertinent here that the consensus in the United States asserts that “illness” warranting
antiretroviral drugs can be diagnosed purely on the basis of laboratory tests, for example, CD4
cell counts below 200 (not to mention the HIV test itself!–see HIV TESTS: DANGER TO LIFE
AND LIBERTY, 16 Nov ), whereas the consensus elsewhere, for instance in Canada, does not
accept this as a conclusive marker of AIDS-illness.
A further, important datum not mentioned in these Treatment Guidelines is the fact that large
numbers of HIV-positive people have lived healthy lives for a couple of decades or more without
antiretroviral treatment. That was not known in the early days when an AIDS diagnosis presaged
early death, and when HIV was first suggested as the culprit.
We cannot know, of course, how many HIV-positive people are quietly living healthy lives.
People are rarely tested for HIV unless they are in high-risk groups or need medical attention for
some reason. Official estimates that about one quarter or one third of HIV-positives don’t know
their status implies that many of them suffer no ill effects from that condition–after all, about 1

million Americans have supposedly been HIV-positive steadily since the mid-1980s. The “longterm non-progressors” or “elite controllers” acknowledged in mainstream discourse have been
estimated to number in the thousands, but this is surely an under-estimate because, again, only
people with known risks tend to be tested; so these thousands represent chiefly high-risk nonprogressors or controllers; there are likely to be a larger proportion of such people in low-risk
groups. In addition and not usually acknowledged in mainstream discourse are those HIVpositive people who have eschewed treatment by their own decision; though many of them have
joined in support groups, there is no reliable way to estimate their numbers, but it is certainly in
the thousands.
************
Drugs too toxic for cancer chemotherapy were approved for use at a time when a few months of
extra life seemed a worthy objective. Infection by HIV is believed to produce no serious
symptoms for an average of 10 years. Where is the rationale for feeding highly toxic medications
to asymptomatic people? When moreover the mechanism by which HIV is supposed slowly or
eventually to destroy the immune system is unknown? When it turns out that people being treated
with these drugs are experiencing typical drug toxicities, and cancers, within the 10-year period
during which it is officially acknowledged that HIV by itself on average does no harm?
This entry was posted on Wednesday, 12 December 2007 at 2:58 pm and is filed under HIV tests,
HIV/AIDS numbers, antiretroviral drugs. Tagged: AZT, elite controllers, euphemisms about HIV,
healthy HIV-positive people, history of antiretroviral treatment, HTLV-III, latent effect of HIV,
latent period, long-term non-progressors, slow effect of HIV, toxicity of antiretroviral drugs.
***************************************************************************

OFFICIAL GUIDELINES FOR HIV TREATMENT
Posted by hhbauer on Friday, 14 December 2007
In earlier posts I commented on how ever-changing are the official Guidelines for the use of
antiretroviral drugs in “HIV-1 infected” people and how doubtfully based on reliable scientific
evidence (“BEST TREATMENT…, 10 December), as well as euphemistic about toxic “side”
effects (ANTIRETROVIRAL DRUGS, 12 December). Here are a few bits (from the October
2006 version) to illustrate why my view of these Guidelines is such a jaundiced one. If you
suspect that these extracts may be misleadingly out of context, reassure yourself that they are
quite representative by reading the latest version, freely available via the Internet.
Page 2: “short term and, even more concerning [sic!], longer term toxicity may limit the duration
of treatment needed in what can be seen as a chronic disease. Finally, drug interactions among the
antiretroviral drugs and with other necessary drugs are challenging and require special attention
in prescribing and monitoring”.
Apart from the clear and worrying statement that prescribing and monitoring are challenging
because of numerous interactions with many medications, it’s rather baffling, why longer term
toxicity should be of more concern than short-term toxicity? Is this another instance of what has
been remarked in some earlier posts, that the experts do not necessarily think about what they are
saying or calculating?
If duration of treatment is limited by “short term … toxicity”, that means the patient died or was
severely harmed already by a brief course of treatment. How could this be of less concern than
“longer term toxicity”? Only if the preoccupation is with treating long enough to kill the virus,
forget about the patient.
Page 8:
“—Antiretroviral therapy is also recommended for asymptomatic patients with <200 CD4+ T
cells/mm3 (AI).
—Asymptomatic patients with CD4+ T cell counts of 201–350 cells/mm3 should be offered
treatment (BII).
— For asymptomatic patients with CD4+ T cell of >350 cells/mm3 and plasma HIV RNA
>100,000 copies/mL most experienced clinicians defer therapy but some clinicians may consider
initiating treatment (CII).”
The strongest recommendation, AI (for definitions, see post of 10 December, BEST
TREATMENT…), is for antiretroviral treatment for people with no symptoms of illness, purely
on the basis of a low CD4-cell count, which in Canada is not even regarded as a reason for
treatment (www.phac-aspc.gc.ca/publicat/haest-tesvs/a_e.html, accessed 28 April 2006). That
underscores, of course, why “The decision to begin therapy for the asymptomatic patient is
complex and must be made in the setting of careful patient counseling and education”.
Indeed! “Asymptomatic” people–people with no sign of ill health–are in these Guidelines
recommended strongly (A), moderately (B), or optionally (C) to start “treatment” which in
healthy people produces such results as “depression, chronic fatigue, loss of weight and appetite
and inflammation of the intestine”.
That description is from a report about a woman wrongly diagnosed as HIV-positive who was
recently awarded $2.5 million in damages for malpractice (“Woman misdiagnosed with HIV gets
$2.5 M”, Rodrique Ngowi (AP) 13 December 2007). Perhaps some enterprising lawyer will
organize a class-action suit against the people who draw up these Guidelines, since they call for
asymptomatic people to be fed substances known to be toxic, recommendations made (“offered”
to the “patient”!) solely on the basis of lab tests (CD4 counts) that are not universally recognized
as validly diagnostic or (“HIV” tests) that are known to be subject to many false positives

(http://virusmyth.net/aids/data/cjtestfp.htm) and which have never been proven to detect active
virus (SKEPTICISM…, 12 November).
Furthermore,
Page 9: “The optimal time to initiate antiretroviral therapy among asymptomatic patients with
CD4+ T cell counts >200 cells/mm3 is unknown. For these patients, the strength of the
recommendation for therapy must balance other considerations, such as patient readiness for
treatment and potential drug toxicities”.
The phrase beginning “patient readiness” signals clearly enough that nasty side effects are to be
expected.
Page 12: “With improved choices of more effective and more convenient regimens, some of the
agents or combinations previously recommended by the Panel as alternative regimens have been
removed from the list or placed as other possible options”.
Consider how the physician and the patient feel when the treatment they had agreed on and used
is removed from the list of recommendations. Give thought to why those previously
recommended regimens were withdrawn.
Page 13: “two deaths were attributed to nevirapine use . . . . Symptomatic, serious, and even fatal
hepatic events have been observed when nevirapine was initiated in treatment-naïve patients. . . .
In some cases, hepatic injuries continued to progress despite discontinuation of nevirapine”.
[Translation: People treated with nevirapine have suffered liver damage that gets worse even after
the treatment stops.]
Pages 20-21: “Adverse effects have been reported with virtually all antiretroviral drugs and are
among the most common reasons for switching or discontinuation of therapy and for medication
non-adherence [emphasis added] . . . in a Swiss HIV cohort . . . 47% and 27% of the patients were
reported to have clinical and laboratory adverse events, respectively . . . . Whereas some common
[emphasis added] adverse effects were identified during pre-marketing clinical trials, some less
frequent toxicities (such as lactic acidosis with hepatic steatosis and progressive ascending
neuromuscular weakness syndrome) and some long term complications (such as dyslipidemia and
fat maldistribution) were not recognized until after the drugs had been used in a larger population
for a longer duration. In rare cases, some events may result in significant morbidity and even
mortality.”
Bear in mind that new drugs continue to be introduced, on the basis of similarly brief trials, even
though they belong to the same classes of substance as those already known to bring “long term
complications”.
“Complications”, of course, is yet another euphemism for really serious sickness or death.
Page 21: “Most drug interactions with antiretrovirals are mediated through inhibition or induction
of hepatic drug metabolism . . . . The list of drugs that may have significant interactions . . . is
extensive and continuously expanding [emphasis added]. . . . lipid-lowering agents (the “statins”),
benzodiazepines [tranquilizers–librium, valium, xanax, etc.], calcium channel blockers [for
cardiovascular conditions], immunosuppressants (such as cyclosporine, and tacrolimus),
anticonvulsants, rifamycins [antibiotics, typically used in tuberculosis], erectile dysfunction
agents (such as sildenafil), ergot derivatives, azole antifungals, macrolides [antibiotics], oral
contraceptive, and methadone. Unapproved therapies, such as St. John’s Wort, can also cause
negative interactions.”
Consider how frequently people are prescribed one or other (or more) of these, which interact
dangerously with antiretroviral drugs.

Page 23: “Treatment failure is often associated with virologic failure, immunologic failure, and/or
clinical progression…
virologic failure, immunologic failure, and clinical progression have distinct time courses and
may occur independently or simultaneously. . . . These events may be separated by months to
years.”.
In other words, “failure” may refer to viral load (“virologic”), CD4 counts (“immunologic”), or
condition of the patient (“clinical progression”). But surely it is only the last of these that should
matter. That periods of months or years may separate those three phenomena underscores what
dissidents emphasize and HIV/AIDS believers try to deny, that there is indefinite or poor
correlation at best between the surrogate markers themselves and between them and the health of
the patient.
Page 25: “Clinical progression may not warrant a change in therapy in the setting of suppressed
viremia”.
Almost incredible, isn’t it? When viremia (viral load) is being decreased, treatment should
continue even if the patient is sinking. Another real-life example of what some might think a
jocular fantasy, “the operation must continue, even if the patient then dies”.
Page 27: “Information on relationships between concentrations and drug-associated toxicities are
[sic] sparse.”
Or, we just don’t know what a safe dosage is.
Page 28: “Lack of established therapeutic range of concentrations associated with achieving the
desired therapeutic response and/or reducing the frequency of drug-associated adverse reactions”.
Or, we don’t know what the effective dosage is or what a safe dosage might be.
Pages 30-32 concern “Acute HIV infection”, an intriguing phenomenon that deserves separate
consideration. Further sections of the Guidelines deal with treatment of special groups: pregnant
women, adolescents, people with other concurrent medical conditions. Those are followed by
many Tables, some of which deserve further discussion, as does the membership of the Panel that
draws up these recommendations.
This entry was posted on Friday, 14 December 2007 at 2:28 am and is filed under antiretroviral
drugs. Tagged: criteria for antiretroviral drugs, criteria for drug treatment, drugs for
asymptomatic people, euphemism about side effects, euphemism about toxicity, side effects of
antiretroviral drugs, toxicity of antiretroviral drugs
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One Response to “OFFICIAL GUIDELINES FOR HIV TREATMENT”
Steve Says:
Friday, 14 December 2007 at 1:25 pm
Does anyone else get a kick out of the phrase “clinical progression” as a euphemism for “getting
noticeably worse”? In most other contexts, the word “progress” is associated with things getting
better. But not in AIDS science - in order to progress, you have to get worse.
And if you mysteriously and infuriatingly refuse to get worse, you are labeled a long-term nonprogressor. A failure. Someone who’s holding up pharmaceutical progress.
***************************************************************************

HIV IN SEMEN: SOLVING A NON-EXISTENT PROBLEM
Posted by hhbauer on Friday, 14 December 2007
Here’s today’s little HIV nonsense:
“Semen boosts HIV transmission”, reported Nature News on 13 December. “Fibres may be more
important than viral load in determining transmission rates. A component found in semen can
enhance HIV transmission by as much as 100,000-fold, researchers have found. The results, if
verified in a clinical setting, could identify a new way to help prevent the spread of the disease.”
And so on and so forth. “Over 80% of HIV infections are acquired through sexual intercourse,
primarily via semen from HIV-positive men. . . . peptides clustered together into long fibres may
be more important for HIV transmission than viral load.”
They don’t need to try verifying this “in a clinical setting”, because several dozen real-world
investigations of the rate of sexual transmission of HIV have already been carried out over the
years, in Africa, Haiti, and the United States. All have found probabilities of transmission on the
order of 1 per 1000 acts of unprotected intercourse–in other words, negligible transmission via
sexual intercourse; see peer-reviewed scientific publications cited in chapter 4, “HIV is not an
infection”, in “The Origins, Persistence and Failings of HIV/AIDS Theory”.
This asserted new discovery about HIV in semen also contradicts the long-standing tenet of
HIV/AIDS theory that viral load is the prime determinant of transmission probability. Soon after
HIV had been anointed as cause of AIDS, alert observers had noticed that the average rate of
sexual transmission is too low to produce epidemics of the extent of the apparent outbreaks of
AIDS. It was suggested that while the average rate of transmission might be too low to support an
epidemic spread, perhaps a burst of viral replication soon after a person was infected might make
transmission during this initial period of infection more probable owing to a higher viral load
(Anderson & May, Nature, 333 [1988] 514-9). Over the course of time and without the benefit of
evidence, this guess has become accepted dogma. It entails certain corollaries about the sort of
sexual behavior that is necessary for epidemic spread, corollaries that will be discussed in detail
on some appropriate future occasion.
For the moment, as regards the claim that a component of semen may enhance transmission of
HIV as much as 100,000 fold, note that without such a boost, the average transmission probability
would only be 1 per 100,000,000, since with this boost it’s still only 1 per 1000. Consider also
that if this component is needed to boost transmission up to the 1 per 1000 level, how could HIV
ever be transmitted via infected needles that never came into contact with semen?
This entry was posted on Friday, 14 December 2007 at 7:33 pm and is filed under HIV
absurdities, HIV transmission, sexual transmission. Tagged: HIV in semen, sexual transmission
of HIV. You can follow any responses to this entry through the RSS 2.0 feed. You can leave a
response, or trackback from your own site.
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2 Responses to “HIV IN SEMEN: SOLVING A NON-EXISTENT PROBLEM”
Steven Burrall Says:
Friday, 14 December 2007 at 5:26 pm

One always wonders with a study like this what they are actually measuring. The article is at
http://www.cell.com/content/article/fulltext?uid=PIIS0092867407012846
It looks to me like they were measuring binding of P24 to cell membranes (calling this HIV
virion infection) and found one particular protein fraction from semen, the one that happened to
be turbid because the proteins were polymerizing into something like amyloid, that enhanced the
binding. It strikes me like spilling salt on a Kleenex and noting that it sticks to the part you just
blew your nose on. I don’t see that they did any control using other sorts of turbid protein
solutions, and wonder if any old turbid protein solution might similarly gum up the works?
hhbauer Says:
Friday, 14 December 2007 at 8:52 pm
Important point, thank you.
We should always keep in mind that it is proteins or bits of RNA or DNA supposedly
characteristic of HIV that are experimented with, because actual HIV virions have never been
isolated in pure form from HIV-positive people or from AIDS patients. Electron micrographs of
“HIV isolates” show them to be MIXTURES of all sorts of particles and cell debris (Bess et al.,
Virology 230 [1997] 134–44; Gluschankof et al., Virology 230 [1997] 125–33).
(On Science Guardian [”Moore bombs at the Globe”, July 4th, 2007], in a discussion about the
existence of HIV and electron micrographs, Truthseeker cited an article with electron
micrographs of SYNTHETIC (”cloned”) HIV particles, which the text of the article described as
unstable, self-destructing in a matter of hours, and fewer than 1 in 10,000 of the particles even
being infectious.)
***************************************************************************

WHAT HIV DRUGS DO
Posted by hhbauer on Saturday, 15 December 2007
The previous post (OFFICIAL GUIDELINES FOR HIV TREATMENT, 14 December 2007)
offered some extracts from the text of the official Guidelines for treating “HIV-1 infected”
people, even when they don’t feel ill and are not visibly ill. The Guidelines also have detailed
Tables listing the frequent and serious “side” effects of antiretroviral drugs.
The scare quotes are around “side” to emphasize how evasive a euphemism this is. Molecules,
chemicals, drugs can’t choose to do only what we want them to do. Any foreign substance
disturbs our physiology, which is an intricate system of balances and feedbacks where any one
change is likely to induce others as well. The more powerful a molecule, the more likely it is to
disrupt our metabolism in multiple ways. Antiretroviral drugs are extremely powerful molecules
that can kill cells and block receptors and incapacitate enzymes. As in cancer chemotherapy,
antiretroviral treatment kills or disables innocent as well as guilty cells.
All examples in the following are taken from the 1 December 2007 version of the Treatment
Guidelines.
******
The overriding aim of antiretroviral treatment is to lower viral load or increase CD4-T-cell
counts. At several points this seems to take explicit priority over the patient’s condition. For
example, as “acceptable [emphasis added] but inferior to preferred or alternative” is included the
combination “Stavudine + lamivudine” despite “Significant toxicities including lipoatrophy,
peripheral neuropathy, hyperlactatemia including symptomatic and life-threatening lactic
acidosis, hepatic steatosis, and pancreatitis” (Table 6b, p. 60).
Drugs “not recommended” for initial therapy include “Indinavir (ritonavir-boosted)” because of
“High incidence of nephrolithiasis”, or ritonavir by itself because of “Gastrointestinal
intolerance” (Table 7, p. 61). Nevertheless, both indinavir and ritonavir are countenanced for
therapy other than “initial”. For example, “Abacavir (ABC) + zidovudine (ZDV) + lamivudine
(3TC) only” has “Inferior virologic responses when compared with . . . indinavir-based regimens”
(p. 64). Indinavir (trade name CRIXIVAN) is available in “200, 333, 400 mg capsules”,
suggesting rather common use, even though the listed “Adverse events” include “nephrolithiasis,
GI intolerance, nausea, indirect hyperbilirubinemia, hyperlipidemia, headache, asthenia, blurred
vision, dizziness, rash, metallic taste, thrombocytopenia, alopecia, and hemolytic anemia,
hyperglycemia, fat maldistribution, possible increased bleeding episodes in pts [patients] with
hemophilia” (p. 76). When liver damage (“hepatic impairment”) ensues, it is merely
recommended that the dose of 800 mg be reduced to 600 mg (Table 15, p. 82). There is a
minimum effective concentration desired when indinavir is used (p. 104), and there is a rationale
for using it in pregnant women: “Alternate PI to consider if unable to use nelfinavir or saquinavirHGC/ritonavir, but would need to give indinavir as ritonavir-boosted regimen. Optimal dosing for
the combination of indinavir/ritonavir in pregnancy is unknown” (p. 109).
Ritonavir seems to be widely used to “boost” other drugs even though “Potentially more adverse
effect on lipids than unboosted atazanavir”. By itself, ritonavir (NORVIR) is known to produce
these “adverse events”: “GI intolerance, nausea, vomiting, diarrhea, paresthesias – circumoral and
extremities, hyperlipidemia, esp. hypertriglyceridemia, hepatitis, asthenia, taste perversion,
hyperglycemia, fat maldistribution, possible increased bleeding episodes in patients with

hemophilia” (p. 77). Once liver damage has ensued, “No dosage adjustment in mild hepatic
impairment; no data for moderate to severe impairment, use with caution” (p. 81). What, one
might wonder, could possibly constitute “cautious” use?
As noted in the previous post, antiretroviral drugs should not be taken with a multitude of quite
commonly used medications; thus “Coadministration of ritonavir with certain non-sedating
antihistamines, sedative hypnotics, antiarrhythmics, or ergot alkaloids may result in potentially
serious or life-threatening adverse events because of possible effects of ritonavir on hepatic
metabolism of certain drugs” (p. 92).
HIV patients must be exceptionally well briefed by their physicians, and exceptionally alert
readers of fine print, to understand that these antiretroviral drugs should not be taken with
commonly used, sometimes over-the-counter antihistamines, sleeping pills (sedative hypnotics),
or anti-migraine compounds (ergot alkaloids). But that list seems not to be exhaustive, because
later (Table 21a) caution is advised when using ritonavir together with antifungals (…conazoles),
anti-mycobacterials (clarithromycin, rifabutin, rifampin), hormonal contraceptives, a couple of
extra statins beyond those earlier mentioned, anti-convulsants, erectile dysfunction agents, and
some miscellaneous substances.
Given all these immediate and short-term dangers, it may well be irrelevant that longer-term use
of ritonavir has been shown to induce “liver adenomas and carcinomas in male mice” (Table 25).
Similarly worrisome details about many other of these drugs confront the reader. It is
discomforting that different members of a given group of drugs are likely to have similar “side”
effects, in kind if not in intensity, and that the large number of individual names represents only 3
classes of drugs, two of which are present in the standard “combination” “cocktail” treatment.
The third class is represented by only two substances, efavirenz (SUSTIVA) and nevirapine
(VIRAMUNE). The former has the disadvantage of neuropsychiatric “side” effects and that it
produces birth defects in non-human primates. The latter has been the subject of much
controversy because of flawed trials in Africa and the death of a pregnant woman in the USA
(Celia Farber, “Out of control”, Harper’s, March 2006). The Guidelines describe its
“disadvantages” as “Higher incidence of rash than with other NNRTIs, including rare but serious
hypersensitivity reactions (Stevens-Johnson Syndrome or toxic epidermal necrolysis); Higher
incidence of hepatotoxicity than with other NNRTIs, including serious and even fatal cases of
hepatic necrosis; Treatment-naïve, female patients and treatment-naïve patients with high preNVP CD4 counts (>250 cells/mm3 females, >400 cells/mm3 males) are at higher risk of
symptomatic hepatic events. NVP not recommended in these patients unless benefit clearly
outweighs risk.”
One wonders what conceivable benefits could outweigh those risks. The only ones mentioned are
“Less fat maldistribution and dyslipidemia than PI-based regimens”.
Nevertheless, those PIs (protease inhibitors) just judged relatively disadvantageous form part of
the standard drug combinations, their advantage being “Save NNRTI for future use”. In other
words, it is expected that the standard treatment will be effective only for a limited time. In
addition to the fat maldistribution, various of these PIs produce such “side” effects as diarrhea,
gastric troubles, hyperlipidemia, and skin rash (pp. 63-4).
Still used is AZT (also called Zidovudine, ZDV), the chemical too toxic to be used in cancer
chemotherapy. It is an NRTI (Nucleoside Reverse Transcriptase Inhibitor). The general
disadvantage of this class of compounds is “Rare but serious cases of lactic acidosis with hepatic
steatosis reported (d4T>ddI=ZDV>TDF=ABC=3TC=FTC)”.
That equation states that d4T is even more dangerous than ddi, which is just as dangerous as
AZT/ZDV. Nevertheless, these apparently more dangerous members of this class are in common

use. They feature such additional “side” effects as peripheral neuropathy and pancreatitis (ddI +
3TC); peripheral neuropathy, lipoatrophy, hyperlactatemia and lactic acidosis, reports of
progressive ascending motor weakness, potential for hyperlipidemia with stavudine use (d4T +
3TC); higher incidence of mitochondrial toxicity with d4T than with other NRTIs ; bone marrow
suppression owing to ZDV (Table 9, p. 63).
Table 10 reports some clinical trials of 48-week duration, with 2-7% dropping out because of side
effects. Four-drug combinations brought dropout rates as high as 23%. Similarly high dropout
rates were experienced with two-drug combinations using ZDV or 3TC. Quite a large number of
such trials are listed here, though these are described as no more than “selected” examples.
Table 11 lists details of individual NRTIs, including “adverse events”. Among the inscrutable
annotations are “Minimal toxicity” [!!] followed immediately by “lactic acidosis with hepatic
steatosis (rare but potentially life-threatening toxicity with use of NRTIs)”, with EMTRIVA
(FTC) and 3TC as well as commercial combinations of 3TC with another NRTI as COMBIVIR,
EPZICOM, TRIZIVIR.
Table 12 similarly lists NNRTIs (Non-Nucleoside Reverse Transcriptase Inhibitors), and Table
13 lists PIs. Table 14a describes the new class of “entry inhibitors”. Enfuvirtide (FUZEON)
produces “local site injection reactions” in almost 100% of patients, increased rate of bacterial
pneumonia, and allergic reactions. One wonders how severe the rate of bacterial pneumonia must
be to have been noted already at this early stage. Maraviroc (SELZENTRY) offers “Abdominal
pain, cough, dizziness, musculoskeletal symptoms, pyrexia, rash, upper respiratory tract
infections, hepatotoxicity, orthostatic hypotension”. Table 14b introduces the latest class of drug,
“integrase inhibitor”, raltegravir (ISENTRESS), dosage 400 mg twice daily, producing “nausea,
headache, diarrhea, pyrexia, and CPK elevation”.
***********
The treatments are so unpleasant that there is a Table 16, “Strategies to improve adherence to
antiretroviral therapy”. Table 17, stretching over 6 pages (84-9), then lists potentially lifethreatening and serious adverse events and recommendations for managing them. Table 18 lists
“overlapping toxicities” of “HIV-related” drugs. Table 19 cites “black box warnings” for these
drugs. Tables 20 and 21 list numerous commonly used medications that should not be taken with
antiretroviral drugs.
***********
There’s lots more. Read as much as you can stomach. Bear in mind that these drugs and regimens
are intended to kill a retrovirus that has never been isolated in the form of active, infectious
particles from HIV-positive people; and that “HIV-infection” is expected to show no symptoms
of illness for an average of 10 years after infection, in absence of antiretroviral drugs.
This entry was posted on Saturday, 15 December 2007 at 11:51 am and is filed under
antiretroviral drugs. Tagged: indinavir, nevirapine, ritonavir, side effects of antiretroviral drugs,
toxicity of antiretroviral drugs.
***************************************************************************

CONFLICTS OF INTEREST
Posted by hhbauer on Saturday, 15 December 2007
Healthy people are told to take drugs known to cause severe “side” effects that some find literally
intolerable (see WHAT HIV DRUGS DO, 15 December; OFFICIAL GUIDELINES FOR HIV
TREATMENT, 14 December; ANTIRETROVIRAL DRUGS: HISTORY AND RHETORIC, 12
December; BEST TREATMENT FOR HIV: THIS YEAR’S ADVICE, LAST YEAR’S, OR
NEXT YEAR’S? , 10 December 2007).
These debilitating drugs are recommended by people who have vested financial and career
interests in them through connections with drug companies–a clear case of conflicts of interest.
This in itself should discredit, thoroughly and completely, everything in the Treatment Guidelines
featured in those recent posts.
The Panel responsible for the December 2007 Guidelines had two co-chairs, both with financial
connections to drug companies. Only 3 of the 24 Panel members disclaimed such a conflict of
interest. More details about the connections of some HIV experts to drug companies can be found
at http://www.shillfactor.net/.
Recall that the most important criterion for each recommendation is “expert opinion” (BEST
TREATMENT…, 10 December). Perhaps the most basic fact about conflicts of interest is that
they influence opinions.
The significance of conflicts of interest is widely ignored in contemporary affairs in the United
States, and not only in science and medicine. Circumstances have become accepted as normal
which, if occurring in other countries, would be easily recognized as utterly corrupt. Here’s a
synopsis of Conflicts of Interest 101.
If I teach a class that has my daughter in it, no conscious effort on my part can ensure that she
will be treated in exactly the same manner as the other students. Subconscious and unconscious
emotions can influence my thoughts and actions in ways that I am unaware of and therefore
cannot do anything about. No matter how consciously honorable and upright I may be, no matter
how unfailingly rule-abiding and law-abiding and ethical in all my other interactions, there can be
no guarantee that my daughter will not receive some degree of special treatment.
THE ONLY SAFEGUARD AGAINST THE POSSIBLE INFLUENCE
OF CONFLICTS OF INTEREST IS TO HAVE NO CONFLICTS OF INTEREST.
PERIOD.
Once upon a time, this was widely understood. That time was not even so long ago. When
President Eisenhower nominated Charlie Wilson, the CEO of General Motors, as Secretary of
Defense, Wilson was asked about a possible conflict of interest. His response was,
“What’s good for General Motors is good for the country,
and what’s good for the country is good for General Motors”.
The naive absurdity of that response was so widely appreciated at the time that it was featured in
cartoons and comic strips and late-night comedy shows. Collections of quotations and infamous
sayings still feature it. Check it out: just Google “What’s good for General Motors”.

Nowadays, the experts who draw up Treatment Guidelines, and the people who choose those
experts to make up the Panel, are telling us implicitly that what’s good for the drug companies
and for those who consult for them and get grants and presents from them is also good for the rest
of us, for the people who will be using the drugs and for those who will be paying for the drugs.
At a conscious level, no doubt these are all ethical, well-intentioned, upright people who would
never allow possible financial gain to sway their expert scientific judgment. But they are no more
able to control their subconscious drives than I could control mine about my daughter in class.
In fact, to venture some amateur psychological speculation, the most consciously upright and
ethical people are also those most likely to succumb to subconscious corruption, because they are
least on guard against the possibility. Furthermore, human beings are protected against
acknowledging to themselves their own misdeeds, through the phenomenon of
compartmentalization: we can and do hold incompatible views simultaneously, and we manage to
do things while imagining not only that we are not doing them but even that we never would do
them:
Think Jimmy Swaggart and other sinners who preach against sin.
Think ex-Senator-to-be Larry Craig.
Recall the sublimely naïve response of David Baltimore when asked about a potential conflict of
interest: “I think people are entitled to ask that of me. But I do think the statements and decisions
I make come from the highest sense of integrity” (Chemical & Engineering News, 15 March
1982, 12).
Of course he thinks that. They all do. WE all do.
That’s why we have to be protected against ourselves, against doing for unconscious reasons
what we would not wish to do. That’s why the only protection against undue influence is to have
no conflicts of interest at all.
THE ONLY SAFEGUARD AGAINST THE POSSIBLE INFLUENCE
OF CONFLICTS OF INTEREST IS TO HAVE NO CONFLICTS OF INTEREST.
PERIOD.

Andrew Stark, in the book “Conflict of Interest in Public Life”, makes it very clear. There are
three aspects of a conflict of interest:
1. The connections
2. The associated state of mind
3. Actions that may stem therefrom
For example:
1. My daughter is a student in the class I teach
2. My feelings about her and my attitudes toward grading
3. I assign a grade
Or:
1. X consults for a drug company
2. X’s judgments about the drug company’s products
3. X recommends wider use of the company’s product

Stark points out that there is no way of knowing or finding out, what my state of mind was when I
awarded the grade, whether my love for my daughter influenced it one way or the other, favoring
her or overcompensating against favoring her; and there is no way of knowing whether X’s
attitude toward the drug company influenced the decision to recommend its product.
However, any number of studies have amply confirmed that on average, statistically, such
situations do influence the resulting actions: those experts with conflicts of interest are more
likely than others to judge favorably toward approval of a drug. For instance, when the question
was, should Vioxx and the other drugs in this class, Bextra and Celebrex, be allowed to remain on
the market, this is how the experts voted:
Vioxx: Full panel: 17 yes, 15 no. Panel without those with conflicts of interest: 8 yes, 14 no.
Bextra: Full panel: 17 yes, 13 no. Panel without those with conflicts of interest: 8 yes, 12 no.
Celebrex: Full panel: 31 yes, 1 no. Panel without those with conflicts of interest: 21 yes, 1 no.
(Goozner, AARP Bulletin, May 2006, p. 10, citing New York Times, 25 February 2005).
Industry sponsorship made studies 4 to 8 times more likely to be favorable to beverage companies
(Chronicle of Higher Education, 19 January 2007, A27-8). “Psychiatric drugs fare favorably
when companies pay for studies” (Elias, USA Today, 25 May 2006, 1A). Those are just a few of
the innumerable such social-science studies all confirming what plain common sense already
knows. Doctors with financial stakes in analytical labs prescribe more lab tests than those without
such interests. And so on and on.
THE ONLY SAFEGUARD AGAINST THE POSSIBLE INFLUENCE
OF CONFLICTS OF INTEREST IS TO HAVE NO CONFLICTS OF INTEREST.
PERIOD.

Many individuals, institutions, and organizations simply don’t understand that when they blather
about “apparent” or “negligible” or “potential” conflicts of interest. There are no such things. A
conflict of interest is Stark’s aspect 1: the connections.
Either there is a connection or there isn’t.
PERIOD.
“Apparent”, “negligible”, “potential” are intended to address stage 3, to express doubt as to
whether the connections will actually exert an influence. As Stark points out, that cannot be
known. What is known, beyond any doubt, is that conflicts of interest exert a statistical influence.
No matter how hard human beings may try, they cannot know or control or counteract their
subconscious or unconscious motives.
To recuse people who have conflicts of interest, to exclude them from particular activities, is not
to accuse them of being consciously swayed by those conflicts of interest, still less is it to accuse
them of being consciously self-serving evil-doers. Recusing people with conflicts of interest is to
their own benefit, to protect them from doing what they would not consciously wish to do.
Recusing people with conflicts of interest is simply an acknowledgment of the fact that paths to
Hell are paved with good intentions.
******
Some of the above I’ve taken from my seminar “Ethics in science” posted at
www.chem.vt.edu/chem-ed/ethics/hbauer/hbauer-ref.html and being reprinted in “Against the

Tide: A Critical Review by Scientists of how Physics and Astronomy get done”, M. LópezCorredoira & C. Castro (Eds.), 2007 (in press).
While the titles of some of the following books may suggest sensationalist muckraking, that is far
from the case. All the authors are respectable mainstream figures: senior tenured faculty, a couple
of former editors of top medical journals, a former university president, and several respected
journalists. All the books are written in matter-of-fact prose with proper citation of sources.
For corruption at the National Institutes of Health through conflicts of interest, see the series of
articles by David Willman in the Los Angeles Times, 7 December 2003, pp. A1, A32-35, and 22
December 2004.
For further reading on the corruption of science and medicine in general, start with Daniel
Greenberg (2001) “Science, Money and Politics: Political Triumph and Ethical Erosion” and
Sheldon Krimsky (2003) “Science in the Private Interest”.
For the corrupting influence of Big Pharma, see John Abramson (2004) “Overdosed America:
The Broken Promise of American Medicine”; Marcia Angell (2004) “The Truth about the Drug
Companies: How They Deceive Us and What To Do about It”; Jerry Avorn (2004) “Powerful
Medicines: The Benefits, Risks, and Costs of Prescription Drugs”; Merrill Goozner (2004) “The
$800 Million Pill: The Truth behind the Cost of New Drugs”; Jerome Kassirer (2004) “On The
Take: How Medicine’s Complicity with Big Business Can Endanger Your Health”.
For the commercial corruption of contemporary academe, see for example Derek Bok (2003)
“Universities in the Marketplace: The Commercialization of Higher Education” and Jennifer
Washburn (2005) “University, Inc.: The Corporate Corruption of American Higher Education”.
This entry was posted on Saturday, 15 December 2007 at 7:48 pm and is filed under antiretroviral
drugs, experts, prejudice. Tagged: antiretroviral drugs, conflicts of interest.
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2 Responses to “CONFLICTS OF INTEREST”
mountainmere Says:
Sunday, 16 December 2007 at 10:19 am
On February 5, 2007, over at “You Bet Your Life“, there was an interesting discussion of the
shillfactor site and possible conflicts of interest, or the lack thereof. The post attracted a long
comment from Mike Barr, the proprietor of shillfactor.
hhbauer Says:
Sunday, 16 December 2007 at 10:47 am
Thanks, that’s interesting and important material at “You Bet Your Life“. Certain activist groups
and individuals, not only researchers, get financial support from drug companies. A few examples
are given in Steven Epstein’s book and Robin Scovill’s film, cited in “Strange bedfellows”, pp.
214-5 of my book,
“The Origins, Persistence and Failings of HIV/AIDS Theory“
***************************************************************************

COMMUNICATING VIA PERSONAL E-MAIL
Posted by hhbauer on Monday, 17 December 2007
I’m happy to converse via personal e-mail, but please understand that I can only respond if the eaddress you give, and that comes up when I use ”Reply”, is a valid one. For example, I had an email from ”anonymous@anonymous.com” and my reply was rejected by the Internet delivery
system.
************
After I had posted this, textgenie wrote:
So Henry, don’t waste it. Put the exchange up here on your blog.
***********
Thanks, textgenie! Should have thought of it myself. ”Anonymous” had said:
Hello, Dr. Bauer. I’m a writer and scientist (keeping a low profile) who’s been impressed by your
HIV Skeptic blog and am curious about your thoughts on the Parenzee case. I have seen and
reviewed HIV dissident arguments in the past and thought this case, as summarized below, was a
particularly strong blow to the dissident argument. I’d be interested to know your response —
perhaps, if I may be so bold, it could merit discussion in your blog? Thank you.
http://en.wikipedia.org/wiki/Andre_Chad_Parenzee
************************
hhbauer replies:
(There remains at least one other possible avenue for an appeal on Parenzee’s behalf)
My thoughts on the matter are given in some detail in the attached, which I circulated soon after
Judge Sulan’s rejection of the first appeal. I haven’t revised it since the later rejection by the full
Court.
canwelearnfromparenzee.doc
In substantive terms, I think the case is irrelevant to the scientific arguments, because the criteria
for judging are entirely different in science and in the law.
Parenzee’s legal defense team, when he was first on trial, was unaware of the existence of
dissident views. Then it became aware of them through the Perth Group. The latter have
published some very important material, BUT they insisted on being the only expert witnesses on
Parenzee’s behalf AND committed the strategic mistake of trying to prove that HIV doesn’t even
exist. Insofar as the scientific arguments could influence the legal considerations, this tack taken
in the first appeal may make it impossible to bring in the scientific dissident case “from scratch”,
though the defense did try to shift ground in the hearing by the full Appeals Court, from the
grounds that HIV doesn’t exist to trying to show errors in Sulan’s decisions.

I don’t understand the legal situation well enough to venture a guess whether another appeal is
possible or what grounds would be available and to what extent the scientific case would be
relevant.
I’m glad you’ve found my blog worthwhile, and I will certainly keep the Parenzee case in mind
for it. Just now I’m preoccupied with the question of antiretroviral treatments; when I read the
whole of the official guidelines I was rather horrified; and there are a few other gross deficiencies
in the orthodox views “champing at the bit” to be addressed!
If you can take the time, I urge you to go over the data from HIV tests in the US, which I’ve
summarized in my book and in several earlier articles that can be downloaded from my website.
There are so many aspects and complications–what IS AIDS? what IS HIV? etc etc, but one thing
seems simple and clear: what HIV tests have detected in the US over the last quarter century is
not an infectious agent, and it is not correlated with the incidence of AIDS. That means HIV was
not the cause of AIDS, and all the subsidiary questions need to be re-examined in that light.
Several of them cannot be answered without considerable new research; for example, why do gay
men apparently test HIV-positive so frequently?
Best regards, anonymous!
This entry was posted on Monday, 17 December 2007 at 11:01 pm and is filed under HIV does
not cause AIDS, Legal aspects, experts. Tagged: does HIV exist?,
***************************************************************************

P.S. re PARENZEE CASE
Posted by hhbauer on Tuesday, 18 December 2007
Much useful material about this matter is available at http://garlan.org/Cases/Parenzee/:
newspaper reports, transcripts of testimony by mainstream experts, and commentaries
This entry was posted on Tuesday, 18 December 2007 at 9:51 am and is filed under Legal
aspects, experts. Tagged: experts, HIV and law, HIV in courtroom, Parenzee.

***************************************************************************

FIRST: DO NO HARM!
Posted by hhbauer on Wednesday, 19 December 2007
That’s supposed to be the medical profession’s motto. If unsure whether available treatments will
help, and especially if there’s a chance that they might harm—do nothing; practice “watchful
waiting”.
HIV/AIDS practices take the opposite approach. In the determination to get rid of HIV, it is
sometimes forgotten that the whole point is to make people better (WHAT HIV DRUGS DO, 15
December 2007).
“HIV-infection” has never been demonstrated in more than 1% of the immune-system cells that
HIV supposedly targets. Antiretroviral drugs cannot discriminate between infected and noninfected cells of this class. To prevent the infected cells from producing more virus, we
administer substances that kill all the cells. To get rid of 1 guilty party, we execute 100 or more
innocent ones.
Cells are not persons, of course. But if we kill or damage enough innocent cells in a person—cells
that are innocent but essential to health—, then we certainly harm and may kill that person.
******
“Inasmuch as ye have done it unto . . . the least of these . . . , ye have done it unto me”
(attr. Jesus)
Babies are certainly persons.
It’s estimated that 15-30% of HIV-positive mothers pass “HIV infection” on to their babies—
between 1 in 3 and 1 in 6 of their newborns are HIV-positive, in other words. To avoid that,
HIV/AIDS experts recommend that all HIV-positive mothers be treated with substances that are
known to produce serious damage to the babies. To perhaps safeguard 1 baby from the possible
but not certain deleterious effects of HIV, harm is knowingly done to between 2 and 5 babies who
would otherwise be healthy.
Dissidents would point out that this ratio, between 2 and 5 to 1, is excessively conservative.
Being born HIV-positive does not prove the presence of active infection. Upwards of 75% of
HIV-positive newborns revert spontaneously to HIV-negative in about the first year, because
their HIV-positive test was triggered by “passive” antibodies transferred from the mother (see p.
97 ff. in The Origins, Persistence and Failings of HIV/AIDS Theory). So the odds are increased
by a factor of at least 4: to prevent the birth of 1 “HIV-infected” baby, between 8 and 20
newborns who would otherwise be healthy are knowingly exposed to harm.
I said “possible but not certain” deleterious effects of “HIV infection” because
1. Some unknown proportion of HIV-positive people are “elite controllers” or “long-term nonprogressors” who remain, untreated, in good health.
2. On average, it is supposed to take 10 years before “HIV infection” leads to symptoms of
illness.
Research continues apace to develop better and less toxic treatments for “HIV infection”.
Research continues apace for vaccines which, even if not effective in preventing “infection”,

might nevertheless enable HIV-positive people to become, in effect, long-term non-progressors.
With any luck, some success along those lines might be attained within a decade or so. That
would be in time to help an appreciable proportion of babies now being born “HIV-infected”.
So: It is anything but certain that any given HIV-positive newborn will actually experience
harmful consequences; and it is anything but certain, how serious those consequences will be if
they do eventuate.
By contrast, the damage done by perinatal antiretroviral treatment is certain and serious. Very
serious. Perinatal antiretroviral treatment brings both short-term and long-term harm, documented
in considerable detail in the dozen-and-a-half articles in Environmental and Molecular
Mutagenesis, 48, #3-4, April-May 2007, which a correspondent drew to my attention recently.
The lead review article (by Kohler & Lewis, pp. 166-72) cites “therapeutic experience”—that is,
observations on human babies—that NRTIs, the backbones of standard antiretroviral treatment,
damage the mitochondria.
Further: “Clinical and biological observations of mitochondrial dysfunction in children exposed
to zidovudine (azidothymidine, AZT) during the perinatal period rapidly followed similar
observations in animal experiments”—these were uninfected children born to HIV-infected
mothers. One third of the babies had hyperlactatemia, which seemed to reverse within some
months after treatment ceased but did sometimes lead to lactic acidosis, which can be lifethreatening. Between 1 in 20 and 1 in 35 babies also developed severe neurological symptoms
during the first 2 years of life, a phenomenon confirmed in several other studies (Benhammou et
al., pp. 73-8).
Again, in the article by Sherine Chan et al. (pp. 190-200): “mitochondrial DNA (mtDNA)
damage has been observed in both human and mouse neonates following perinatal exposure to
AZT and AZT/3TC” as well as “NRTI-induced heart damage . . . in human infants”. Divi et al.
confirm that “Transplacentally exposed human and monkey newborn infants show similar
evidence of nucleoside reverse transcriptase inhibitor-induced mitochondrial toxicity”. Witt et al.
(pp. 322-9) reiterate that “transplacental ZDV exposure is genotoxic in humans”.
One can predict with reasonable certainty that damage to the mitochondria of infants will have
seriously debilitating consequences, probably during the whole span of a life that is also
significantly shortened. Mitochondria are the energy centers of all mammalian cells. Their
dysfunction can lead to a number of degenerative diseases and their deterioration over time, as
mutations in their mtDNA accumulate, is one of the causes of senescence, perhaps even the most
important one (Linnane et al., “Mitochondrial mutations as an important contributor to ageing and
degenerative diseases”, Lancet 1989: 642-5 and further references in Linnane & Eastwood,
Mitochondrion 2004: 1-11).
Should the children with damaged mitochondria live long enough, they are likely to contract
cancers: “perinatal exposure to nucleoside analogs puts children at elevated risk of developing
cancers later in life” (Wogan, pp. 210-4). In cultured cells, AZT produced “micronuclei,
chromosomal aberrations, sister chromatid exchange, shortened telomeres, and other genotoxic
effects” (Olivero, pp. 215-23). In experiments with mice, “Mutagenicity experiments with ABC
[abacavir] alone, or in combination with AZT-3TC, were complicated by the extreme cytotoxicity
of ABC” (Torres et al., pp. 224-38); “all NRTIs with antiviral activity against HIV-1 may cause
host cell DNA damage and mutations, and impose a cancer risk” (Carter et al., pp. 239-47).
“AZT, 3TC, and the combination of AZT and 3TC are transplacental mutagens” (Von Tungeln et

al., pp. 258-69). Rats and mice dosed with AZT developed hemangiosarcoma (a “rare, rapidly
growing, highly invasive variety of cancer”), mononuclear cell leukemia, liver cancers, and
gliomas (brain tumors) (Walker et al., pp. 283-98); also “alveolar/bronchiolar adenomas and
carcinomas . . . benign and malignant lung neoplasms”, since “incorporation of AZT or its
metabolites into DNA, oxidative stress, and genomic instability may be the contributing factors to
the mutation profile and development of lung cancer” (Hue-Hua Hong et al., pp. 299-306).
******
AZT and its cousin NRTIs damage the mitochondria, whose proper functioning in all cells is
essential to health. AZT and its cousin NRTIs also cause mutations that lead to all sorts of
cancers.
The toxicity of AZT was known long before its introduction as an antiretroviral drug: it had been
found too toxic to be used in cancer chemotherapy. Several of the papers cited above refer to
similar damage in humans as in rats, mice, and monkeys: either there had not been studies in
animals before the drugs were used in human beings, or the drugs were used in humans even
though animal studies had shown cell and mitochondrial toxicities and carcinogenicity. Olivero
(215-23) attempts an excuse: “Detailed information on the mechanisms underlying NRTIassociated antiretroviral efficacy, toxicity, and metabolic resistance were not available when AZT
was first approved for use as an antiretroviral agent”; sure, “detailed information” wasn’t
available, but it was certainly well known that AZT is toxic—see the oft-reproduced label below,
and note the irony of “For laboratory use only. Not for drug, household, or other uses.” That’s
how this chemical was described when it was introduced as an antiretroviral drug.

******
Trying to understand how anyone could treat pregnant women and babies in this fashion, I can
only conclude that the single-minded determination to wipe out HIV has outweighed all other
considerations. Half-a-dozen of the cited articles emphasize that perinatal antiretroviral treatment
has been shown to reduce mother-to-child transmission of HIV, as though this were the prime
necessity by comparison to the damage known to be done by the drugs:
Acknowledged was “the necessity for effective protective strategies against NRTI-induced side
effects” (Walker et al., 283-998). But what “protective” strategies are conceivable? Other than not
using NRTIs, of course.

There is a repeated disingenuous call for careful monitoring of the damaged children, as though
any amount of monitoring could undo the damage:
“the importance of continued surveillance of these children for increased cancer risk and . . . less
genotoxic alternative agents” (Wogan, 210-4) ; “the mutagenic effects found in mother-child
pairs receiving AZT-based treatments justify their surveillance for long-term genotoxic
consequences” (Escobar et al., 330-43). “While these data support the continued use of AZTbased therapies during pregnancy, infants receiving prepartum AZT should be monitored longterm for adverse health effects” (Meng et al., 307-21). “Long-term monitoring of HIV-uninfected
ZDV-exposed infants is recommended to ensure their continued health” (Witt et al., 322-9)–as
though monitoring could “ensure continued health”!
******
When AIDS was first noticed, the belief became embedded that it is inevitably fatal. When HIV
was subsequently designated the cause of AIDS, the belief became that “HIV-positive” is
inevitably fatal. That belief has continued to co-exist in company with its own disproof: the
knowledge that some proportion of HIV-positive people (“elite controllers”, “long-term nonprogressors”) never become ill, that HIV-positive people live a healthy life on average for 10
years before HIV-induced symptoms appear, and the shibboleth that “HIV is now a manageable
disease”.
Damaging the mitochondria of newborns and subjecting them to significant risk of cancers is
incompatible with current knowledge. A doubtful benefit to one newborn is being achieved at the
cost of serious damage to at least 2, and perhaps 20 or more newborns who were never at any risk
in the first place.
Is anyone reminded of burning witches at the stake in order to save their souls and wipe out the
devils that had possessed them? Or, in more recent times, destroying a village in Vietnam in order
to save it for democracy?
This entry was posted on Wednesday, 19 December 2007 at 2:49 pm and is filed under HIV in
children, HIV tests, HIV transmission, HIV varies with age, HIV/AIDS numbers, antiretroviral
drugs, experts. Tagged: antiretroviral drugs, antiretroviral treatment of babies, cancer side effects,
drug toxicity, mitochondria, mitochondrial toxicity, perinatal antiretroviral treatment.
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One Response to “FIRST: DO NO HARM!”
Peter Sharpen Says:
Thursday, 27 December 2007 at 11:29 pm
Before they ever used any drugs at all, they should have isolated the HIV virus. This has never
demonstrably been done. It does not exist.
You cannot say that someone has a disease if there are antibodies present; it means you haven’t.
The makers of the test say they are not reliable.
***************************************************************************

PARENZEE AND THE PERTH GROUP: A Correction
Posted by hhbauer on Thursday, 20 December 2007
A valued observer of this blog was horrified to see me repeat the inaccurate claim that the Perth
group had tried to prove that HIV doesn’t exist (COMMUNICATING VIA PERSONAL EMAIL, 17 December).
Had I gone first and straight to the primary source–the Perth Group’s website–I would have seen
among the FAQs:
“DOES THE PERTH GROUP REALLY BELIEVE HIV DOES NOT EXIST?
The Perth Group does not broker beliefs and has never claimed HIV does not exist. (Neither have
we claimed AIDS does not exist although we and our colleagues are often referred to as ‘AIDS
Denialists’). What we have argued on numerous occasions in our publications and presentations
is there is no proof that a retrovirus HIV does exist. Not in test-tubes, not in AIDS patients and
not in anyone who is ‘HIV’ positive. We freely concede that our assertion may be wrong but to
date no HIV expert has responded with any argument that has convinced us otherwise. There is a
tradition in science that those who propose theories provide the proof. According to this tradition
it is up to the HIV protagonists to come up with proof that HIV does exist. A scientist cannot
employ the ‘Martian’ argument. That Martians exist because there is no proof they do not exist. It
is our long held view that the laboratory phenomena documented by Montagnier and Gallo in
Science in 1983/84 (which are still the best papers on this particular topic) are not specific for
retroviruses and do not constitute proof of isolation of a retrovirus. In regard to Montagnier’s
‘discovery of HIV’ please read our recent paper mhmont.pdf
I offer a sincere apology in all directions.
In case to understand is to excuse: several newspaper accounts asserted explicitly that Parenzee’s
defense insisted that HIV doesn’t exist, for example “Shadow of doubters” (originally published
by Ruth Pollard in the Sydney Morning Herald).
I was reminded by another friendly correspondent that perhaps one ought not to believe
everything one reads in the newspapers.
******
On the plus side:
1. PEER REVIEW
It’s extremely reassuring to me that alert and knowledgeable observers of this blog tell me about
mistakes and other deficiencies.
I’ve been interested for many years in the role that heresies and heterodoxies play in the progress
of science. A crucial point is that the orthodoxy is highly structured and organized whereas those
who dissent from the orthodox view tend to be unorganized (not to say DISorganized). Tangible
benefits accrue from belonging to mainstream organizations, whereas being a dissenter brings
anything but benefits.

To the extent that science has been self-correcting and increasingly reliable, those virtues stem
from mutual critiquing among researchers, in other words, “peer review”. Dissenters don’t
usually have the benefit of peer review. The orthodoxy is dismissive and doesn’t offer
constructive, substantive criticism. Individual dissenters may be reluctant to criticize details of
other dissenters’ views because they are all “in the same boat”; and they may also be more
interested in pursuing their own pet ideas than becoming familiar with and constructively
discussing the ideas that other dissenters have. Whatever the reasons, it is rare that dissenters are
able to organize for effective, unified action.
So I’m truly grateful to those who provide me the benefit of peer review by telling me of
deficiencies and outright errors.
2. SETTING AN EXAMPLE
I would like to think that by striving for all possible accuracy, and by acknowledging and
correcting errors, HIV skeptics can stand in stark contrast to the dogmatic defenders-of -HIV
dogma-at-all-costs who stick by mutually contradictory assertions and refuse to acknowledge
even the facts published in their own articles, say, the plain fact that Padian failed to observe even
one instance of HIV transmission during the course of her study; “Over time, the authors
observed increased condom use (p <0.001) and no new infections [emphasis added]” (Abstract);
“We observed no seroconversions after entry into the study” (p. 354)—Padian et al., American
Journal of Epidemiology, 146 [1997] 350-7.
******
I remain with the central point in my discussion draft, canwelearnfromparenzee.doc : “the need to
identify exactly what is necessary to establish sufficient doubt about HIV = AIDS dogma”, and to
find some way of bringing those points effectively to the attention of the general public.
Another way of putting it: Keep it as simple as possible. Reporters find it difficult to recognize, or
to write accurately about, such distinctions as between “has not been proven to exist” and “does
not exist”.
******
******
FURTHER READING AND ADVERTISEMENTS FOR MYSELF:
That peer review constitutes the actual scientific method is discussed in Scientific Literacy and
the Myth of the Scientific Method. Scientific knowledge begins as hunches, which generate
frontier research from which relatively reliable understanding eventuates after running the
gauntlet of the knowledge filter, whose efficacy depends on how disinterested and conscientious
peer review is.
The differences between orthodox scientific activity and the strivings of dissenters and heretics,
and the corollaries and consequences of those differences, are discussed in Science or
Pseudoscience: Magnetic Healing, Psychic Phenomena, and Other Heterodoxies; The Enigma of
Loch Ness: Making Sense of a Mystery (especially chapter 6, The Quest, and chapter 10, Nessie,
Science, and truth); Beyond Velikovsky (especially chapter 8, Pseudo-Scientists, Cranks,
Crackpots, and chapter 15, Some realities about science).

Characteristics of science and of unorthodoxies are discussed in Fatal Attractions: The Troubles
with Science.
This entry was posted on Thursday, 20 December 2007 at 10:22 pm and is filed under HIV
skepticism, HIV transmission, Legal aspects, sexual transmission, uncritical media. Tagged: does
HIV exist?, Padian, Parenzee, peer review, Perth Group, scientific heresies, scientific method,
scientific unorthodoxies.
***************************************************************************

WORLD AIDS DAY: SHARON STONE ON LARRY KING, SHARING URBAN LEGENDS
(OR CELEBRITY FACTS)
Posted by hhbauer on Saturday, 22 December 2007
“Urban legends” are widely believed stories that circulate without the benefit of supporting
evidence. “Celebrity facts” are urban legends expressed in sound bites.
******
SHARON STONE: “We will stand for the one child who dies every minute. We will stand for the
one person who dies every second of AIDS. “
ELTON JOHN: “It is a huge pandemic that’s affecting the whole world.”
‡
ANGELINA JOLIE: “Every 14 seconds a child becomes orphaned.”
SHARON STONE: “We will not be silent. We will not be silenced. We will stand for those 40
million people who are, at this moment, dying of AIDS”.
[The above from video clips included in the program.]
******
[The following from Sharon Stone to Larry King]
“a child is dying every two minutes from AIDS. We have to look at what’s really happening. And
I think the biggest number we have to look at is how many people have survived AIDS. Zero.”
…
“people don’t really believe it can happen to them. I don’t think that people are in the reality of
how prevalent AIDS really is and how serious that it really is. . . . it’s the fourth leading killer of
women in America . . . half of the people that have AIDS are women.”
…
Medications prevent mother-to-child transmission: “mothers of HIV [sic] were able to give birth
to zero children with AIDS”.
******
My valued correspondent Tony alerted me to this interview by Larry King with Sharon Stone, on
27 November, in honor of World AIDS Day. I got a transcript, and the quotes above are taken
from that.
Stone is in her “12th year with the American Foundation for AIDS Research, now the Global
Foundation for AIDS Research”; earlier she had “worked at the Elizabeth Glaser Foundation here
in our community when it was just a very small thing, a local fair. And of course now it’s a
worldwide foundation, which is really quite wonderful”.
Well-meaning celebrities often lend their names and their presence to fund-raising and
consciousness-raising events of all sorts. How much responsibility do they bear for getting their
facts straight?

If the intentions are good, do the facts matter?
If the cause is a good one, do the facts matter?
To what extent does it matter, that every one of the asserted “facts” cited above is at variance
with at least one of official data, reality, or plain common sense?
******
In the video clip, a child is said to die every minute; in the interview, it’s every two minutes. Does
this difference of a factor of 2 matter, halving or doubling the claimed number?
What had struck me most was the adult dying every second. That seems an awful lot. How many
does that make in a year?
I checked my rough figuring by means of a calculator, and then checked it again twice to make
sure I had my decimal point in the correct place. 1 per second equals 31,500,000 per year. Stone
asserted that 31,500,000 adults die each year of AIDS.
According to UNAIDS (update of December 2006), annual adult deaths from AIDS were
2,600,000. Does it matter that Stone’s number is 12 times as large as the UNAIDS figure? (She
couldn’t yet have known of the UNAIDS December 2007 update that lowered the estimate from
2,600,000 to 1,700,000.)
******
Here’s what the National Statistical Service says about the leading causes of death among women
in the United States for 2004 (CDC National Vital Statistics Reports, 56 #5, 20 November 2007):

Far from being fourth, as Stone told Larry King, AIDS is not even among the TEN leading causes
of death.
When the data are broken down by age category, AIDS is not in the top ten for ages up to 19. At
ages 20-24, “HIV disease” comes in at #8. Accidents come first, accounting for 40.5% of all
deaths in this age group. “HIV disease” is responsible for only 1.4% of all deaths, less not only
than accidents but also below assault, cancer, suicide, heart disease, pregnancy and childbirth, and
congenital illnesses.
For women between 25 and 34, “HIV disease” has moved up to #6, below accidents, cancer, heart
disease, suicide, and assault; it represents 4.4% of all deaths in this age range.
For ages 35 to 44, “HIV disease” is up at #5 but still represents just 4.3% of all deaths. In the next
group (ages 45-54), it’s back down to #9, and 1.6% of all deaths. Above age 55, it fails again to
make it into the top ten.
Perhaps Stone just misspoke slightly? We’ve all heard that HIV and AIDS in the USA have
become a disease of the African American community, with black women particularly at risk.
Maybe she meant the fourth leading cause of death among African-American women?
But AIDS doesn’t appear in the top ten there either. It does come in at #8 among 10-14 year-old
African-American females, at 2.1% of all deaths in that category. But it’s only at #9 for those
aged 15-19 (1.7% of all deaths). It rises to #6 for ages 20-24 (5.5% of all deaths); reaches #1 for
ages 25-34 (13.5% of all deaths) before falling to #3 at ages 35-44 (12%), #4 at 45-54 (5%); and
disappears again from the “top ten” above age 55.
Add up all the deaths at all ages; “HIV disease” represents 1.5% of all deaths among black
females in the United States in 2004. Heart disease claimed 27%, cancer 21%, stroke 7.5%,
diabetes 5%. kidney diseases 3%, accidents 2.9%, Alzheimer’s 2.2%, flu and pneumonia 2.1%.
Is the hysteria about the risk of AIDS to black women somewhat disproportionate?
Among white women, “HIV disease” accounted for 0.05% of all deaths.
Among all Americans, both sexes, all races, “HIV disease” accounted for 0.5% of all deaths in
2004.
That’s Elton John’s “huge pandemic . . . affecting the whole world”. Those are the data
underlying the official mantras that “everyone is at risk”.
******
******
Those numbers illustrate yet another stark discrepancy between the actual data about HIV and
AIDS and the statements from those who speak for the orthodoxy. I repeat my questions, but now
they are rhetorical:
How much responsibility do Sharon Stone, Elton John, Angelina Jolie and other celebrities bear
for getting their facts straight?
If their cause is a good one, do the facts matter?

If their intentions are good, do the facts matter?
Celebrities take on these campaigns in the belief that people will pay attention to them, so surely
they are responsible for getting things right. Of course it matters what the facts are: it’s the facts
that determine whether a cause is a good one or not; and the path to Hell is paved with the good
intentions of those who failed to get their facts straight.
******
How has it happened that wrong assertions, sometimes patently absurd ones, are swallowed
whole by the media, by celebrities, and by the public, on the say-so of a few gurus in white coats?
It could happen because science has become the universal religion and scientists have become
priests whose sayings go uncontradicted because of a belief that only they have access to the
requisite arcane sources of knowledge. Just ponder what weight the adjectives carry, when it’s
said somewhere that “scientific tests have shown…”, or when it’s said that something is
“unscientific”. “Scientific” is nowadays a universal synonym for “true”, and “unscientific” is
nowadays a universal synonym for “false”.
Another similarity with religion: Anyone who questions the “consensus” disseminated by the
white-coated gurus who hold prominent offices is excommunicated. What other word describes
so accurately what happened to Peter Duesberg, described in chilling detail in the first chapter of
Celia Farber’s “Serious Adverse Events”?
******
Those actual data about female deaths in the United States revealed some more numbers that
illustrate the failings of HIV/AIDS theory:
1. Why is “HIV disease” a more prominent killer of 10-14-year-old black females than of 15-19year-old black females?
2. Why is “HIV disease” so much more prominent a killer of black females than of white, Asian,
Hispanic, or Native American females?
Here are the rankings (within the top ten) for deaths from “HIV disease”, by age group (corrected
27 December):

Note, by way of preamble, that Stone said deaths from AIDS, not from “HIV disease”. “AIDS”,
“HIV/AIDS”, and “HIV disease” have been made into synonyms. The Centers for Disease
Control and Prevention bear ultimate responsibility for this because, starting in the late 1980s,
they expanded the definition of “AIDS” a number of times to include common diseases when the
patient happens to test HIV-positive; thus people with tuberculosis have tuberculosis if they are
HIV-negative, but they are “living with AIDS” if they are HIV-positive. So a death from “HIV
disease” signifies a death from any manifest cause if the person happens to have tested HIVpositive: “all deaths among HIV-positives are counted as AIDS deaths . . . [even if death resulted
from] liver failure, a heart attack, suicide, drowning, CMV (cytomegalovirus) infection, or a car
accident, or anything else” (“Science Sold Out: Does HIV Really Cause AIDS?” by Rebecca
Culshaw, p. 30; the specific example given there is for Massachusetts).
This confusion, or lumping together, of HIV and AIDS is illustrated when Stone said, “mothers of
HIV [sic] were able to give birth to zero children with AIDS”, but it is also evident in the official
CDC Surveillance Reports, which in several places do not distinguish “HIV-positive” from
“living with AIDS”; for example, from the 2004 Report, “Table 1. Estimated numbers of cases of
HIV/AIDS, by year of diagnosis and selected characteristics of persons, 2001-2004—35 areas
with confidential name-based HIV infection reporting”.
Here then is the reason why black females die so much more often from “AIDS” than do other
females. “HIV-positive” is not a sign of infection by an HIV virus, it is a non-specific indication
of some sort of physiological stress. In any given circumstances, when exposed to some health
challenge or stress, people of African ancestry test “HIV-positive” much more often than others
do. So deaths from all sorts of common diseases are labeled “AIDS” deaths more often in the case
of black people than with members of other human groups. A comprehensive survey of racerelated data and associated discussion are in my book: chapter 5, “HIV discriminates by race”;
chapter 6, “What is it about race?”; chapter 7, “Racism”. An earlier and shorter discussion is in an
article posted at http://hivnotaids.homestead.com/RACE.html.
This entry was posted on Saturday, 22 December 2007 at 5:10 pm and is filed under HIV and
race, HIV risk groups, HIV varies with age, HIV/AIDS numbers, uncritical media. Tagged:
absurd AIDS numbers, AIDS among women, AIDS deaths, AIDS deaths and women, AIDS
orphans, Angelina Jolie, celebrities and AIDS, Elton John, HIV and race, Larry King, racism,
Sharon Stone.
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3 Responses to “WORLD AIDS DAY: SHARON STONE ON LARRY KING, SHARING
URBAN LEGENDS (OR CELEBRITY FACTS)”
Rethinkit Says:
Thursday, 27 December 2007 at 4:31 pm
One per minute! Give me a break. Those people try to jolt you with shocking information, and
they try to fill you with fear.
I read from Maggiore’s book that “AIDS” was reported as the leading cause of death for black
women aged 25-34, but that very few women died in that age group. I’m kind of wondering how
many women 13.5% equals? Perhaps five hundred? I wonder how many were I.V. drug addicts?
or received toxic chemical cocktails? Or even experimental drugs - look what happened to Joyce
Ann Hafford?

Not to mention your information about the women being falsely diagnosed as “HIV positive”,
whatever that means. I’m quite sure “indeterminate” for a white woman equals a negative
diagnosis, but for a black or Latina it will be read as positive.
hhbauer Says:
Thursday, 27 December 2007 at 7:49 pm
I think you make an important point about how “indeterminate” tests are interpreted. And I share
your suspicion re drug addicts.
Very good estimate: 13.5% (I rounded it to 14% in the corrected version just substituted)
corresponded to 436 individuals. (The correction was to shift the Native American entry from 2534 to 35-44).
Rethinkit Says:
Friday, 28 December 2007 at 9:36 am
Thanks. Dick Cheney was confronted on national T.V. for not knowing that “AIDS” was
demolishing black women at a rate of 436 per year? Well, his answer was pretty good: “I haven’t
heard anything.” And that story sputtered after a week, it could not gain traction for some reason?
Perhaps even the Dems did their homework and came to the same conclusions posted on this
blog, and that a further attack was not warranted and might even cause a controversy. Incredible!
***************************************************************************

DRUGS OR FOOD?
Posted by hhbauer on Tuesday, 25 December 2007
A modest proposal:
Billions of dollars have been promised to provide antiretroviral drugs to Africans, and some of
those promises have even been met. Do an experiment. Divert a small percentage of that
money—say 10%—to buy food and vitamins. Allow Africans to choose between nutrition and
antiretroviral drugs. Compare, over time, the health of those making the different choices.
That suggestion appears at p. 228 of my book. I was reminded of it by today’s report from David
Tuller in the New York Times (“Cases without borders”): antiretroviral drugs are being provided
to Africans who are being left to starve and to suffer “side” effects of those drugs made even
worse because they are taken on empty stomachs: “families scramble to survive from meal to
meal, never far from the edge of starvation. Many say their H.I.V. drugs have drastically
increased their appetites and made them crave food even more”.
The reporter is part of a team of researchers organized by the University of California, San
Francisco, in collaboration with Mbarara University of Science and Technology, Kampala,
Uganda. The rationale for the study would easily have qualified for one of Senator Proxmire’s
“Golden Fleece” awards. It is seeking to discover “whether ‘food insecurity’—a persistent
difficulty in finding enough to eat—undermines the effectiveness of H.I.V. treatment. . . . [and]
whether costs related to treatment limit their ability to cover basic foods and whether hunger
forces women to offer men ‘live sex,’ or intercourse without condoms, in exchange for food or
money. . . . Other patients will be followed for two years to monitor how food insecurity affects
their drug regimens, and illness and death rates.”
Do we really need a study to find out whether starving people fare worse than properly fed ones,
especially when they are taking drugs with nasty side effects? Do we really need a study to
discover whether starving women will sell their bodies to feed their families?
And, Oh!, how George Orwell would have relished that “food insecurity” in place of “on the edge
of starvation”!
I’m curious to know, among a number of other things: Who dreamed up this study? How are the
“Informed Consent” documents phrased? Which oversight bodies approved those documents—
and for that matter, this whole study?
What is the ethical warrant for spending money on research whose outcome is already known and
that requires observing rather than feeding people? Could not some of the resources being
expended in the study be diverted to the provision of food to some of the starving ones?
Apparently, the study’s obvious outcome isn’t obvious to everyone, the investigation is needed
“to demonstrate that packaging food aid with H.I.V. drugs or reimbursing patients for travel can
actually improve health and save lives”. Demonstrate to whom? To the “international donors
[who] demand data and documentation. They want proof that an intervention will reduce the total
misery index before they will shell out millions of euros for new programs, even if the need
appears self-evident”. [How George Orwell would have relished that “total misery index”!]
Concerned lest we appear to waste resources, elaborate and expensive studies are carried out to
“demonstrate” what everyone already knows—because common sense and experience are not

sufficient to justify official actions, there must be the paperwork at hand to guard the policymakers and the bureaucrats against any suggestion that they might actually be responsible for the
decisions for which they are responsible.
Merry Christmas and a Happy New Year. I trust that all the researchers, and those who approved
this study and those who are funding it, and those who profit from the sales of antiretroviral
drugs, will enjoy their customary seasonal feasts.
This entry was posted on Tuesday, 25 December 2007 at 3:33 pm and is filed under HIV
absurdities, antiretroviral drugs, clinical trials. Tagged: antiretroviral drugs in Africa,
antiretroviral drugs or food, clinical trials, informed consent, research ethic.
***************************************************************************

“HIV DISEASE”
Posted by hhbauer on Friday, 28 December 2007
Sharon Stone’s assertion that AIDS is “the fourth leading killer of women in America” (WORLD
AIDS DAY…, 22 December) led me to discover that official death statistics now contain the
category “HIV disease”.
Perhaps this is a natural progression from the belief that HIV causes AIDS; but it muddies the
waters even further by declaring “HIV” to be something that causes harm without specifying
what that harm is.
The trouble is that testing HIV-positive can result from a large number of conditions; and the
Centers for Disease Control and Prevention has kept expanding the list of “AIDS-defining”
diseases, to include just about any medical condition if an appreciable number of people suffering
from it have tested HIV-positive. Thus cervical cancer became an AIDS-defining illness in 1993,
even though that is said to be caused by human papillomavirus, not by HIV, and even though the
incidence of cervical cancer has been decreasing throughout the AIDS era; and tuberculosis now
comes in two forms, identical in clinical diagnosis and symptoms and differing solely in “HIV”
status—one is tuberculosis, the other is “HIV disease” or “AIDS”.
AIDS, as described and named in the early 1980s, bears little if any relationship to what the
Centers for Disease Control and Prevention (CDC) now call “HIV disease”. Historians and
sociologists of medical science will find it fascinating as well as onerous to untangle how the
former was transformed into the latter.
In the 1980s, all people suffering from AIDS were manifestly and seriously ill, expected to die
within a matter of months after being diagnosed. By 1997 (the latest year in which the CDC
reports detailed this information), more than half of the people “living with AIDS” (PWAs) were
not even ill. Out of a cumulative total of 315,000 PWAs, 180,000 had been diagnosed as having
AIDS purely on the basis of laboratory tests, amounts of CD4+ cells, even if they evidenced no
symptoms of illness; they were “persons reported with immunosuppression as their only AIDSindicator condition” (CDC Surveillance Report for 1997, p. 18).
“These persons may also have other AIDS-indicator conditions that are unreported”, the
document continues. That may of course be so, but in absence of reporting one has to assume that
there was nothing to report. Beyond that, the remark illustrates the lack of relevant information
that is a major hindrance to understanding what is really going on in “HIV/AIDS”.
For example (WORLD AIDS DAY…, 22 December), official death statistics have it that about
2% of deaths in 2004 among black females aged between 10 and 14 were from “HIV disease”–
which means they were HIV-positive when they died, but they might also have had flu,
pneumonia, malaria, tuberculosis, or any of the host of other conditions known to be capable of
causing a positive HIV-test. Without knowing from what immediate, manifest sickness those
young black female teenagers died, it is hardly possible to judge the validity of labeling those
deaths as “HIV disease”.
When were these unfortunate teens first found to be HIV-positive? If it was only at death, perhaps
it was death that caused the positive HIV-test, for fatal trauma seems to be associated with a high
probability of testing HIV-positive (see references cited at p. 85 in The Origins, Persistence and
Failings of HIV/AIDS Theory).

If it was at birth, were the children treated with antiretroviral drugs, whose “side” effects could
well have resulted in death a decade or so later?
If the children had not been born HIV-positive, how and when did they become “infected”?
These questions are pressing if only because it is only black and Hispanic teenagers who are
reported to be so at risk in those early teen years: not Native American, Asian, or white teens
(from CDC National Vital Statistics Reports, 56 #5, 20 November 2007):

Under HIV/AIDS and “HIV disease” theory, one has to accept that these young teens were HIVpositive because of sexual intercourse or needle-sharing, or had been infected by their mothers.
Must we accept that African-American and Hispanic communities have so much higher an
incidence of child molestation or children using dirty needles to inject drugs than do Native
American, Asian or white American communities? Or that African-American and Hispanic men
infect their female partners with HIV so much more often than do Native American, Asian, or
white men?
Rhetorical as those last questions may be, the earlier ones illustrate the genuine need for specific
information that is presently hidden under the umbrella of “HIV disease”.
******
Up to 1987, the Centers for Disease Control and Prevention had reported 29,000 cases of AIDS
and 16,300 deaths: for both cases and deaths, 65% from Pneumocystis carinii pneumonia (PCP),
20-25% from other opportunistic infections, and 10-15% from Kaposi’s sarcoma (KS). In 1997,
61% of the 60,000 people with “AIDS-indicator conditions” may not have been ill at all, they had
no reported symptoms of opportunistic infections, having been diagnosed on the basis of lab tests.
PCP accounted for only 15% of “AIDS” cases in 1997 instead of 65% a decade earlier, and KS
accounted for only 2.5% instead of 10-15%.
By what sleight of evidence did “AIDS” of the early 1980s become “HIV disease” of the late
1990s?
In 1987, the Centers for Disease Control and Prevention expanded the criteria for an AIDS
diagnosis to include “HIV wasting syndrome” and “HIV encephalopathy”. Those terms imply
that HIV had been found to cause a particular type of wasting and a particular type of brain
disease, but that’s not the case; the terms simply mean that some people with those two

conditions had tested HIV-positive. But as already noted above, dozens of conditions are known
to be associated with testing HIV-positive—autoimmune diseases, herpes, pregnancy, malaria, flu
and vaccination against it or against hepatitis or against tetanus. The Centers for Disease Control
and Prevention, supposedly the nation’s prime resource for epidemiology, persistently makes the
elementary mistake of taking correlations as indicating causation (see, for instance, p. 194 in The
Origins, Persistence and Failings of HIV/AIDS Theory). Instead of recognizing that any number
of circumstances that disturb the immune system can simulate a positive HIV-test, CDC kept
expanding what it called “AIDS-defining” conditions without proof that HIV is the cause of those
conditions.
“HIV wasting syndrome” is not even clearly defined. For example, “Involuntary weight loss of
greater than 10 percent associated with intermittent or constant fever and chronic diarrhoea or
fatigue for more than 30 days in the absence of a defined cause other than HIV infection. A
constant feature is major muscle wasting with scattered myofibre degeneration. A variety of
aetiologies, which vary among patients, contributes to this syndrome.” That last sentence reveals
that the actual causes—note the plural “aetiologies”—vary among those who suffer from the
wasting, in other words, the common factor of “HIV” is not the cause, even though the term “HIV
wasting syndrome” implies that it is.
Or consider the “fact sheet” at aids.org. “AIDS wasting is not well understood”, and several
factors can contribute, such as “low food intake”, “poor nutrient absorption”, “altered
metabolism”. Perhaps all those can indeed be caused by a retrovirus, but there are any number of
other possible causes as well, which would be invoked readily enough in people who are not
HIV-positive.
Or look at what Gay Health News has to say: “symptoms of wasting include weight loss, loss of
fat and muscle mass (particularly on the sides of your head), diarrhea, fever, malnutrition,
depression, poor appetite and weakness”. Surely no one would suggest that those can be directly
caused by a retrovirus!
But the National Institute of Allergy and Infectious Diseases asserts that it can: “HIV wasting
syndrome [is] . . . defined as unintended and progressive weight loss often accompanied by
weakness, fever, nutritional deficiencies and diarrhea. . . . Wasting can occur as a result of HIV
infection itself [emphasis added] but also is commonly associated with HIV-related opportunistic
infections and cancers”. What this really means is that when HIV-positive people in high-risk
groups lose weight, “HIV” is taken to be the reason for the weight loss. How that might come
about is no better understood, however, than how “HIV” is supposed to kill immune-system cells.
******
Assertions about HIV/AIDS and “HIV disease” are based on a variety of assumptions grounded
in the belief that HIV is the sexually transmitted cause of AIDS. That belief has survived the facts
that “HIV” has never been isolated from an “infected” person; that a significant number of HIVpositive people never become ill; that a significant number of AIDS patients are HIV-negative;
that “HIV” and AIDS are not correlated chronologically, geographically, or in their relative
impact on different groups of people; that laboratory tests for viral load and CD4 cells do not
correlate with one another and that neither correlates with the patient’s health; and more.
Belief in HIV/AIDS theory also entails acceptance of a variety of implausible things, such as that
married women are at the highest risk of infection for a venereal disease (TO AVOID HIV
INFECTION, DON’T GET MARRIED, 18 November); that babies are less likely to become

infected, the more infected mothers’ milk they imbibe (MORE HIV, LESS INFECTION: THE
BREASTFEEDING CONUNDRUM, 21 November); that a venereal disease has remained
voluntarily quarantined in the same geographic and social boundaries for more than two decades;
that this venereal disease displays demographic regularities not shown by any other venereal
disease; that this “virus” mutates more rapidly than any other, yet all mutants remain equally
cunning and equally deadly—though some portions of the virus remain sufficiently not-mutated
as to allow its ancestry to be traced decades into the past.
Not to mention that this virus kills by means of a quite novel mechanism, a so-called “bystander”
mechanism (Rowland-Jones & Dong, Nature Medicine, 13: 1413-5): it is supposed to incite
certain unknown others to do the killing via certain unknown signals.

“Bystander”, perhaps. But a better term might be “Abracadabra!” or “Open sesame!” mechanism,
since the phenomenon reeks of magic; or perhaps it is a psychic phenomenon akin to extrasensory
perception or psychokinesis, where a physical effect is brought about by non-physical means.
This entry was posted on Friday, 28 December 2007 at 10:06 am and is filed under HIV and race,
HIV does not cause AIDS, HIV in children, HIV risk groups, HIV tests, HIV transmission,
HIV/AIDS numbers, sexual transmission. Tagged: AIDS deaths, bystander mechanism, HIV and
African-American women, HIV and black women, HIV disease, race and AIDS, racial
differences, racist stereotypes.
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One Response to ““HIV DISEASE””
Frank Says:
Friday, 28 December 2007 at 1:04 pm
Excellent post. Gets to the heart of the “disease” that infests modern medicine. What you rightly
call “sleight of evidence” is of course the ongoing, desperate, ad-hoc rigging and re-rigging of
definitions which were born wrong and cannot be made right. It has progressed well beyond
satire. Now the destruction of the immune system with highly toxic “HIV treatment” drugs is
being called “immune restoration syndrome”. We are told that “some people who start HIV
treatment get sicker” but, not to worry, this is just a manifestation of IRIS, “immune
reconstitution inflammatory syndrome”, all for the good in the long run!
***************************************************************************

TALKING OF HIV’S MAGICAL POWERS…
Posted by hhbauer on Saturday, 29 December 2007
‘Twas only yesterday (“HIV DISEASE”, 28 December) that I remarked on HIV’s ability to act
psychically or magically by way of its “bystander” mechanism. Immediately came this
confirmation:
“HIV-Positive Women Have Higher Risk of Bone Fractures (POZ, 28 December):
HIV-positive women face a greater risk of bone fracture than HIV-negative women, despite . . .
[being] similar in terms of age, bone mineral density, family history of osteoporosis, calcium
intake and other factors known to affect bone health.
26 percent of the HIV-positive women had a history of a fragility fracture—a broken bone that
occurs as a result of a fall from standing height or less—compared with just 17 percent of the
HIV-negative women. This result was statistically significant, meaning that the difference was
too great to have occurred by chance.
Dr. Prior’s team theorized that the difference in fracture rates, despite equal bone mineral density,
may be due to the effect of HIV infection within the bone in a manner that does not show up on
standard measures of bone health.”
******
Missing from the report is such necessary information as whether the women had been HIVpositive when they suffered the fractures. As Kary Mullis points out in Robin Scovill’s must-see
film The Other Side of AIDS, “infection” by “HIV” is the contemporary equivalent of possession
by the devil; once possessed or infected, anything unpleasant that happens must be owing to that
evil power.
For non-believers in Satanic possession, the thing to remember is that “HIV-positive” is not a
sign of infection by a deadly pathogen, it is a sign that the immune system is reacting to
something. What it’s reacting to may be trivial and temporary or serious.
“HIV-positive” signifies different things in different people.
—In those who inject drugs, it is probably a direct result of the physiological action of those
drugs or of their debilitating “side” effects.
—In gay men, the testimony of many “long-term non-progressors” or “elite controllers” is that
being HIV-positive is compatible with a healthy life provided one behaves in a reasonably
sensible manner.
—When it comes to groups of people like those in the study cited above, who seem to be
comparable in all manifest ways, yet some of whom test HIV-positive and others do not, it is a
reasonable inference that the HIV-positive ones are experiencing some higher degree of
physiological stress and may therefore have a more dubious prognosis; a search would be
warranted for unsuspected ailments or genetic predispositions or earlier traumatic events.
For example, among people with tuberculosis, the HIV-positive ones have a poorer prognosis
(“TB biggest threat to HIV positive”; “HIV, tuberculosis jointly kill 300 Peruvians every year” ).
In one of the earliest studies in Africa, the poorer prognosis of HIV-positive youths led
researchers in the Centers for Disease Control and Prevention to confuse correlation with

causation (“One may realize the association between HIV infection and death even without
believing that HIV causes AIDS”, Dondero and Curran, Lancet 343 [1994] 989-90).
The relationship of HIV-positive to physiological stress is evident when one compares reported
rates among low-risk groups:

For all groups except the top three, the rates of testing HIV-positive seem to correlate with the
average state of fitness or good health: repeat blood donors have been screened for fewer health
problems than first-time donors; active-duty military have been screened for fewer health
problems than applicants for military service; runaway youths and people attending various
clinics are likely to have some noticeable health problems.
For the top three groups, something else seems to be in play. Tuberculosis apparently is very
likely to produce a positive “HIV”-test, as is the abuse of drugs. As already said above, for gay
men, HIV-positive may not signify a serious challenge to health. My correspondent Tony brought
to my attention some time ago the intriguing possibility, with considerable evidence to support it,
that in many cases HIV-positive among gay men may be an outcome of disturbances of the
intestinal flora; that’s been mooted by other people as well, for example by Vladimir Koliadin
and at NotAIDS! (3 February 2007, “AIDS or Candida albicans?” ).
Among other than these “high-risk” groups, “HIV-positive” seems to mark the possibility of a
poorer prognosis for some undetected reason, not because some devilish retrovirus is secretly at
work: HIV-positive women are more likely to break bones, and it would be good to find out
why—and especially whether the fracture perhaps came before the positive HIV-test and caused
it, for there have been a number of reports showing a higher rate of HIV-positive tests among
victims of trauma (references cited at p. 85 in The Origins, Persistence and Failings of HIV/AIDS
Theory).

Yet one must not link HIV-positive inevitably to a poorer prognosis, because the physiological
reaction represented by “HIV-positive” is strongly influenced by individual factors and such
attributes as sex, age, and race: for instance, within a group matched for all other known
variables, people of African ancestry test HIV-positive 5 or more times–sometimes very many
times more–than others.
Testing HIV-positive means that certain proteins or bits of RNA or DNA are present. What
consequences that may have need to be explored in each individual case.
This entry was posted on Saturday, 29 December 2007 at 5:16 pm and is filed under HIV
absurdities, HIV and race, HIV does not cause AIDS. Tagged: HIV and bone fracture, HIV and
magic, HIV and race, HIV as devil.
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2 Responses to “TALKING OF HIV’S MAGICAL POWERS…”
jonathan Says:
Tuesday, 1 January 2008 at 4:34 pm
Other reasons “HIV-positive” women (and I bet men, as well) may have more bone fractures
could be the (ab)use of drugs that either weaken bones (prednisone, etc.), or those drugs that
cause problems with balance (psychotropics). Consider this anecdotal, but I’ve no doubt that
research would confirm that patients with HIV diagnoses are prescribed these drugs at a much
higher rate than the rest of the population.
Michael Geiger Says:
Tuesday, 1 January 2008 at 7:38 pm
As you remarked, we do not know if the HIV tests came before or after the bone fractures. For all
anyone knows, Henry, the HIV tests had sprung as positive on women, and perhaps men as well,
who had previously broken bones. The antigens showing up could very well be due to an immune
system reaction to the broken bone or the healing of the fracture all by itself.
***************************************************************************

ARE INTESTINAL WORMS GOOD FOR US? ARE THEY GOOD FOR AFRICANS? FOR
AFRICAN CHILDREN?
Posted by hhbauer on Sunday, 30 December 2007
In FIRST: DO NO HARM! (19 December), I wrote: “In the determination to get rid of HIV, it is
sometimes forgotten that the whole point is to make people better (WHAT HIV DRUGS DO, 15
December 2007).” At the time, I wondered whether I was overstating the case. But then Google
Alerts brought news of a research program designed to find out whether starving people could
benefit from antiretroviral drugs (DRUGS OR FOOD?, 25 December)—in other words,
investigating whether HIV can be killed even in starving people. Now comes yet further
confirmation that in the fight against HIV, people’s health and well-being takes second place, if
that, to fighting that evil HIV:
“Does treating worms in HIV patients slow AIDS progression?” (Ivanhoe Newswire, 28
December)
“As many as half of the 25 million HIV-infected patients in Africa are also thought to have
worms (helminths). There is evidence these worms may cause HIV to progress more rapidly into
AIDS, so does de-worming slow down the progression?
Researchers from the University of Washington, Seattle wanted to find out. They did an extensive
review of five studies that examined the link between being infected with worms and the
progression of HIV to AIDS.”
What do worm infections do to people, whether or not they are HIV-positive?
“Parasitic worms or helminths . . . live inside their host . . . receiving nourishment and protection
while disrupting their hosts’ nutrient absorption, causing weakness and disease.”
“Parasitic infections contribute to a range of health problems including malnutrition, anemia, and
slow cognitive development. . . . 300 million people, 50% of them school-aged children, are
severely ill due to worms. Intestinal worms account for an estimated 11-12% of the total disease
burden for school-aged children (5 to 14 years) in low-income countries. Regular de-worming
allows people to avoid the worst effects of chronic worm infections, even without an
improvement in sanitation. . . . Regular use of inexpensive [emphasis added] albendazole or
mebendazole tablets has been shown to improve the health of individuals suffering from worm
infestations, with reduction of transmission in school-aged children having positive externalities
for reduction of the disease burden in the entire population. . . . Efficacy of albendazole was
demonstrated by a World Health Organization (WHO) assessment of de-worming among preschool children in Nepal. . . . [resulting in] 76% reduction in anemia prevalence . . . after only two
rounds of de-worming. Treatment is safe, even when given to uninfected children. A WHO
taskforce recommended that pregnant women should be treated”
(http://www.psi.org/our_programs/products/deworming.html).
So there’s no doubt at all that intestinal worms are bad for one’s health. But apparently some
people think it’s more important to find out how worm infections interact with HIV than it is to
de-worm infected people.
At least, that’s what the Google Alert from Ivanhoe Newswire alleged. I was rather reluctant to
believe that; after all, the Tuskegee syphilis experiments on human beings have long been
acknowledged as beyond the pale, and the name of Josef Mengele remains a fairly well
remembered and useful caution, at least to people of my generation. So, reluctant to believe and

recalling my friend’s admonition not to believe everything I read, perhaps especially on the
Internet, I checked and found the source: “Treatment of helminth co-infection in individuals with
HIV-1: A systematic review of the literature”, by Judd L. Walson & Grace John-Stewart, PLoS
Neglected Tropical Diseases (www.plosntds.org) 1(3): e102. doi:10.1371/journal.pntd.0000102:
From the Abstract: “Some observational studies suggest that helminth infection may adversely
affect HIV-1 progression. We sought to evaluate existing evidence on whether treatment of
helminth infection impacts HIV-1 progression. . . . There are insufficient data available to
determine the potential benefit of helminth eradication in HIV-1 and helminth co-infected adults.
Data from a single RCT and multiple observational studies suggest possible benefit in reducing
plasma viral load. The impact of de-worming on markers of HIV-1 progression should be
addressed in larger randomized studies evaluating species-specific effects and with a sufficient
duration of follow-up to document potential differences on clinical outcomes and CD4 decline.”
In case you suspect that I’ve ripped this out of context, here is the complete Author Summary:
“Many people living in areas of the world most affected by the HIV/AIDS pandemic are also
exposed to other common infections. Parasitic infections with helminths (intestinal worms) are
common in Africa and affect over half of the population in some areas. There are plausible
biological reasons why treating helminth infections in people with HIV may slow down the
progression of HIV to AIDS. Thus, treating people with HIV for helminths in areas with a high
prevalence of both HIV and helminth infections may be a feasible strategy to help people with
HIV delay progression of their disease or initiation of antiretroviral therapy. After a
comprehensive review of the available literature, we conclude that there is not enough evidence
to determine whether treating helminth infections in people with HIV is beneficial.”
This was not a direct study of people, of course, just a review of others’ work. Still, I thought that
some discussion of the ethics of such studies might have been appropriate, so I scanned the article
for “ethic”. I did find one occurrence:
“The ideal study design to determine anti-helminth treatment effect on HIV-1 progression is a
randomized clinical trial. Thus, randomization to immediate versus deferred treatment was used
in the single RCT of schistosomiasis eradication. However, the short period of follow-up ethically
feasible for treatment deferral limits ability to determine longer term effects of anti-helminthics
on HIV-1 progression.”
In other words, it’s unethical to keep “HIV-infected” people for too long off antiretroviral
treatment, but it’s perfectly OK to leave them worm-infested indefinitely.
The authors of this study are in the Department of Medicine, University of Washington, Seattle.
The study was funded by the University’s Center for AIDS Research (CFAR) and by the National
Institutes of Health (NIH) (grant D43-TW00007 NIH/NIAID, AI27757 NIH Fogarty
International Center). I was moderately curious about the grant from NIH, and looked a bit
further. I found mention of an already completed NIH-funded study, “Treatment of helminth coinfection: short-term effects on HIV-1 progression markers and immune activation”: “Identifying
methods to slow disease progression in patients with HIV-1 infection remains a top priority in
many regions of the world. . . . Many of the individuals living in these countries are also coinfected with a variety of other diseases such as tuberculosis, malaria and soil-transmitted
helminths. There are data to suggest that infection with these agents may activate the immune
system in HIV-1 co-infected individuals and may lead to more rapid HIV disease progression.
This study will evaluate the potential impact of treating helminths in HIV-1 seropositive

individuals. Markers of disease progression and immune activation will be assessed. We will also
measure the amount of virus in genital secretions to determine if treatment of co-infection can
reduce the infectiousness of HIV in these individuals.”
I tried to access the provided link to the University of Washington Institutional Review Board ,
but didn’t have the required password.
Here once more is the single-minded obsession to deal with “HIV infection” that apparently leads
some medical researchers and some bureaucrats in funding agencies and foundations to overlook
the fact that starving people need food, that babies should not have their mitochondria damaged,
and that worm-infested people are likely to have a poorer prognosis than others no matter what
else they are infected with. Malnutrition does its damage NOW, worms cause malnutrition NOW,
whereas untreated “HIV infection” is supposed on average to bring symptoms of illness in about
10 years. Yet some people seem determined to find out what happens to “HIV” in people who are
malnourished and worm-infected.
Such studies continue to be funded, including by NIH. “Empiric therapy of helminth co-infection
to reduce HIV-1 disease progression” is another clinical trial, “not yet open for participant
recruitment”, whose “Sponsors and collaborators” are the University of Washington, the Kenya
Medical Research Institute, and the Centers for Disease Control and Prevention. The principal
investigator is Judd L. Walson, whose meta-analysis revealed the need for further studies. There
was no link to the “Informed Consent” statement that will no doubt be used after approval by the
committees that monitor research on human subjects.
But it’s not only the effect of worm infestation on HIV that we want to know more about.
Admittedly, we know that worms are bad for people, but how exactly? Do they contribute to iron
deficiency? To anemia? To stunted growth of children? To loss of appetite? How do hookworm
infestation and malaria relate to iron status and anemia in 0-to-5-year-olds, and how do these
relations change with age? We couldn’t learn all those interesting things if we just de-wormed
people. Have a look on PubMed under “Stoltzfus helminth” and you’ll find a dozen studies of
these and similar matters published in the late 1990s by Dr R J Stoltzfus (School of Hygiene and
Public Health, Johns Hopkins University) and various collaborators. (For people of my
generation, that “Sponsors and collaborators” strikes a not-so-funny bone. “Collaborator” had
quite a special meaning for us in the old days.)
There’s always more to be studied, so the Wellcome Trust approved an award in 2000 to help
Stoltzfus and collaborators to find out more about “Effects of intestinal helminth infection in
early childhood on immune response, inflammation, anemia and malnutrition”:
“Using a cohort of 2000 rural Zanzibari children, this programme will explore whether first-time
intestinal worm infections contribute to severe anemia and malnutrition in children under two
years of age, and whether treatment of the infections can prevent those adverse effects. This will
test the hypothesis that first time intestinal worm infections in young children cause an immune
response that suppresses children’s appetite, causes them to break down muscle protein and
blocks the formation of red blood cells. In subsamples of children, specific mechanisms relevant
to the hypothesis will be assessed, including specific aspects of the immune response that might
be deleterious (e.g. intestinal blood loss, defects in blood production and breakdown of muscle
protein).
Malnutrition, measured as low weight-for-age, is one of the strongest known risk factors for child
mortality in developing countries. Severe anemia may also contribute to mortality in children,

especially when it coexists with respiratory illness. Both malnutrition and anemia are also
associated with behavioural alterations and delays in child development. This programme will
seek to achieve a clearer understanding of the role of intestinal worm infections in these
conditions that affect so many children in developing countries.”
No doubt you’ll be as pleased as I was to discover that the Wellcome Trust also funds research on
ethics in biomedical research.
This entry was posted on Sunday, 30 December 2007 at 6:18 pm and is filed under HIV
absurdities, HIV in children, clinical trials. Tagged: clinical trials in Africa, clinical trials with
children, HIV and worm infections, Josef Mengele, National Institutes of Health, research ethics,
Tuskegee syphilis experiment, unethical research, University of Washington, Wellcome Trust.
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2 Responses to “ARE INTESTINAL WORMS GOOD FOR US? ARE THEY GOOD FOR
AFRICANS? FOR AFRICAN CHILDREN?”
Martin Kessler Says:
Sunday, 30 December 2007 at 8:07 pm
Such a sad story. The unethical quacks and pseudo-scientists involved would never have gotten
funding if they acted like real doctors and scientists. What gets me is obviously the people who
did the studies were well educated in their related disciplines - logic alone would have guided
ethical researchers to look at these poor populations objectively. This kind of thing makes me so
angry - what can you do when rich countries are involved in iatrogenic genocide renamed as
treatment for HIV? If Hitler had declared through “research” by his chief medical officer Dr.
Mengele that the Jews were infected with a rare contagious virus and determined that the
treatment would be with a potion made with Zyclon B as the solution, Hitler would have been
looked on as a great humanitarian for saving the world from being infected by the Jewish Plague.
Claus Jensen Says:
Monday, 31 December 2007 at 9:45 am
Re the helminth post, I was struck by this from the review:
“Together, the cumulative available evidence suggests a possible benefit of de-worming on
plasma HIV-1 RNA levels but not CD4 counts or clinical status over a short period of follow-up.”
So I had a look at the review study, and, as far as I can see, only one of the papers (the
randomized schistosomiatis trial) attempted to evaluate clinical outcome:
“This study also evaluated differences in CDC clinical staging between the treated and untreated
group. At the 3-month visit, there were no differences with regard to the number of individuals in
CDC stage A, B or C (43:20:1 for the treatment arm compared to 44:20:2 in the untreated arm)
although the study was underpowered for this assessment” (first paragraph p. 5 of the review
study).
This demonstrates the usual lack of interest in clinical status compared to the viral load and CD4
surrogate markers. But just as importantly, it’s the CDC (not WHO or any other) staging system
which is used to evaluate the clinical status. If the guidelines are followed rigidly, this
classification system is next to useless because only progression from one “HIV disease”
category to the next would register:

“The CDC categorization of HIV/AIDS is based on the lowest documented CD4 cell count (Table
1) and on previously diagnosed HIV-related conditions (Tables 2 and 3). For example, if a patient
had a condition that once met the criteria for Category B but now is asymptomatic, the patient
would remain in Category B.” http://www.aidsetc.org/aidsetc?page=cm-105_disease
So, if a helminth patient exhibited symptom X, first, the condition would have to register as “HIV
related”. Second, even if the symptom were to disappear upon de-worming, the subject would
remain in the severest category previously registered.
This being the case, of course a 3 month follow-up in a single “underpowered” study would show
no significant difference in “clinical progression” towards AIDS and death. However, it would
remain optional for the researchers whether to report any symptomatic “relief” or other benefits
gained from the helminth treatment.
In other words, the ethical question concerning withholding obviously beneficial treatment is
elegantly skirted by staying focused on “HIV
disease” and its specific classifications.
***************************************************************************

HISTORY OF AZT
Posted by hhbauer on Tuesday, 1 January 2008
In FIRST: DO NO HARM! (19 December), I wrote, “The toxicity of AZT was known long
before its introduction as an antiretroviral drug: it had been found too toxic to be used in cancer
chemotherapy”. A knowledgeable correspondent informed me that AZT failed to qualify for
cancer chemotherapy not because it was too toxic but because it wasn’t effective.
As always, I’m grateful for the comment; I do wish to be as accurate as possible, and can’t check
everything that I’ve absorbed from a lot of reading, not all of which I can recall in any detail. A
very positive benefit of being set straight is that when I try to learn more in order to correct errors,
it sometimes leads to unsuspected new grist for the dissident mill; for instance, Sharon Stone’s
assertion about AIDS deaths among women (WORLD AIDS DAY, 22 December) caused me to
look at the official statistics for AIDS deaths and to discover the category of death-causing “HIV
DISEASE” (28 December). Those death statistics will be featured again in later posts, for the way
they vary with age is yet another illustration of the vacuity of HIV/AIDS theory.
Back to AZT and toxicity and cancer. Looking further into it, there seems to be some doubt about
the matter. AIDS WIKI says this:
“AZT was originally intended to treat cancer, but failed to show efficacy and had an unacceptably
high toxicity profile. (Note: There is some dispute over whether a high toxicity profile
contributed to the shelving of AZT. Horwitz himself appears to have given conflicting testimony
in various interviews.)”
I came across a confirmation that AZT had been found useless against leukemia in mice by
Horwitz in 1964, but had shown possible promise against breast cancer (Science News, 28 June
1997, 151 #26, p. 397, citing a June 15 article in Cancer Research).
At any rate, AZT was known to be highly toxic at the time it was tried against AIDS. For a very
readable account of the intrigues and machinations that led to its approval, read Bruce
Nussbaum’s “Good Intentions: How Big Business and the Medical Establishment Are Corrupting
the Fight Against AIDS” (1990, Atlantic Monthly Press).
Nothing about that book’s title and sub-title has become obsolete in the nearly two decades since
it was written. Nussbaum is hardly a radical, and he isn’t a dissident who questions whether HIV
causes AIDS. He was an investigative reporter and is now a senior editor at Business Week. His
book describes “the puppet master, the brilliant Dr. David Barry, Burroughs Wellcome’s chief
strategist; Dr. Tony Fauci, who grabbed control of the government’s AIDS research program only
to squander $1 billion without developing a single new drug. . . . An old-boy network of powerful
medical researchers dominates in every disease field . . . . They control the major committees,
they run the most important trials. They are accountable to no one. despite the billions of
taxpayers’ dollars that go to them every year, there is no public oversight. Medical scientists have
convinced society that only they can police themselves” (from the jacket blurb).
That’s a pretty good summary of what dissidents are still up against today.
It’s not just that there’s a powerful medical establishment, it’s also that HIV/AIDS theory has
tentacles reaching not only into medical practice but also into several different fields of
research—epidemiology, immunology, virology. The epidemiologists have recognized that the
observed rates of apparent sexual transmission of HIV are far too low to cause epidemics; but

they don’t dare stand up and tell the immunologists and virologists and physicians that they are
wrong, because they imagine that those people know what they are doing within their own areas
of expertise. So the epidemiologists leave their observations as anomalies to be cleared up at
some future time and speculate about special circumstances that might somehow make
transmission more efficient—when it’s not being observed, of course. The immunologists are
happy to have as an excuse for getting nowhere with vaccines, the virologists’ assertions that HIV
mutates in an unprecedented fashion. Physicians can only treat their patients with what they are
told to try by those whom they must trust to have carried out proper studies. There’s nothing
unusual about this general state of affairs: scientists in closely related fields tend not to question
what their colleagues in those other fields tell them, and apparently unexplainable anomalies are
shoved aside in the belief that later on they will become explicable. That’s what Thomas Kuhn
described in his much cited and little understood “Structure of Scientific Revolutions”, and it fits
the realities much better than Karl Popper’s suggestion that contradictory evidence at once
falsifies a theory; as Imre Lakatos pointed out, the mainstream belief is continually propped up by
subsidiary ad hoc hypotheses made up more or less on the spur of each bit of contradictory
evidence. If science really is self-correcting, it often takes its own good time about it—like 4
decades over the laws of heredity.
At any rate, that so many different specialties are involved in HIV/AIDS underscores why I’m so
grateful when others check what I write, because one can hardly say much about HIV/AIDS
without touching on questions of immunology, epidemiology, virology, and more.
Just now, what I would very much like to understand is, what criteria are used in the trials of
potential vaccines? I know there’s been controversy over whether “HIV antibodies” represent a
successful or potentially successful reaction against a retrovirus. I’ve learned that there are
several different sorts of antibodies. I’ve learned that vaccinology often makes use of
“adjuvants”, which stimulate the immune system in a non-specific fashion. What I’m curious
about is this: The standard way of detecting infection by HIV is via tests for antibodies; but aren’t
vaccines designed to stimulate the generation of antibodies?
That’s a genuine plea for explanation, not a rhetorical question.
This entry was posted on Tuesday, 1 January 2008 at 11:52 am and is filed under antiretroviral
drugs, vaccines. Tagged: Anthony Fauci, AZT, Bruce Nussbaum, David Barry, HIV vaccine,
HIV vaccines and antibodies, interdisciplinary science, scientific specialties and HIV/AIDS,
toxicity of antiretroviral drugs.
*

*

*

*

*

*

6 Responses to “HISTORY OF AZT”
Steve Says:
Wednesday, 2 January 2008 at 12:44 pm
Yes, this is true as you have described it. So the first problem with a “successful” “HIV” vaccine
(I put both those words in quotes because neither one is very well defined in their respective
fields) is that it will immediately cause one to test HIV antibody-positive, i.e. “HIV infected”. I’m
sure the medical establishment will come up with some way to spin this, though - almost certainly
involving yet more highly profitable antiretroviral drugs.
The second problem with any attempt to create an “HIV” vaccine is that if HIV does in fact exist
as a unique endogenous retrovirus, which I don’t think has been demonstrated, it will be

impossible to construct a vaccine that will stimulate an antibody response that will attack it since retroviruses live in host cell DNA. At best an “infection” will be kept at bay by a vaccineinduced immune response, but that can never eliminate DNA-integrated retroviruses. Of course
the normal human immune system already does this very effectively, according to the mainstream
literature, and given the usual questionable assumptions about the entity called “HIV” and the
tests used to detect antibodies to it. So why they are still trying to come up with a vaccine to
poorly replicate what a normal immune system already does very well is beyond me, other than
as another way to make a living off the AIDS gravy train, which it certainly is.
Then there are all the problems associated with vaccines against regular non-retroviral diseases,
almost all of which problems would also apply to “HIV” vaccines, but we probably don’t need to
get into those here…
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hhbauer Says:
Wednesday, 2 January 2008 at 3:32 pm
Thanks, Steve. I think “endogenous” is a central point that needs more exploring.
The mainstream view currently is that HIV exists as infectious particles—capable of existing
outside the body long enough to contaminate needles, for example—which are transmissible via
blood and sperm-associated fluids. But if HIV exists as one of the huge number of
ENDOGENOUS proto-viruses in the human genome (HERVs), it would explain a great deal:
why HIV particles can sometimes be generated in cell cultures; why “HIV” is sometimes
transferred from mother to child; why there are such clear racial disparities in tendency to test
HIV-positive; and, of course, why harboring the endogenous proto-virus is not in itself a CAUSE
of illness, but may show up when some disturbance causes cells to reproduce in such a way as to
make these endogenous bits of genome generate the sort of substances that produce a positive
HIV-test.
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Steve Says:
Friday, 4 January 2008 at 9:58 am
Oops, I was actually trying to type “exogenous”, but my fingers slipped. The mainstream view as
you say is that HIV is exogenous, which is the point I was trying unsuccessfully to make, while it
could just as easily be endogenous, and that would, as you say, explain a lot. This is an interesting
question for sure—the mainstream position appears to be that HIV cannot be endogenous since
“the” human genome (whose, exactly?) has been sequenced, and if you search for any of the
preserved (non-varying) HIV sequences (still not entirely clear on how they came up with those,
either) within the human DNA database, you won’t find any substantial hits. The best you’ll find
is small matching fragments, too small to make proteins out of, and they are no longer than what
you’d expect to find by sheer chance. Is there a convincing counterargument to this? Has anyone
found HIV sequences, such as the ones from the HIV databank, in human DNA, in a way that is
unambiguously endogenous? Or does it even make sense to ask this kind of question if HIV has
never been properly isolated? And how would you distinguish between endogenous and
exogenous retroviruses in the first place? If you do find HIV DNA in a human’s genome, it could
have been there all along, or it could have reverse transcribed itself in from outside, and you’d
never know the difference, I would think.
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Jo Says:
Friday, 4 January 2008 at 12:48 pm
Germany’s top vaccination critic, Hans Tolzin, wrote in a comment about Merck’s latest failure
to create an AIDS vaccine:
(Translation)
“AIDS is the only infectious disease in which a positive antibody test is not seen as a sign of
immunity but as a death sentence. Therefore the attempt to create a vaccine that makes somone
HIV negative (not-HIV-positive) is the squaring of the circle” (”die Quadratur des Kreises”).
http://www.impfkritik.de/pressespiegel/2007120201.htm
Prof. Kurth, former president of the Robert-Koch-Institute (Germany’s authority on infectious
diseases), wondered about the disastrous vaccine trial:
(Translation)
“There was a good immune response but no protection.”
In 2004, Tolzin had asked the Robert-Koch-Institute whether the antibody titer is the only criteria
for immunity. The answer was:
(Translation)
“(…) Neither the RKI nor the STIKO (Ständige Impfkommission = administration which
recommends vaccines in Germany) regard the level of the antibody concentration as the sole
criteria for immunity and we do not define it like this. (…) Antibody titers often serve just as
surrogate markers for immunity. (…) Antibody titers that cannot be detected as well as low
antibody titers are no evidence for non-immunity.”
http://www.impfkritik.de/antikoerpertiter/
Best regards,
Jo
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hhbauer Says:
Friday, 4 January 2008 at 4:07 pm
I’d still like to have explained to me in layman’s terms, what the vaccine researchers actually do
and did, so far as identifying “infection” is concerned.
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hhbauer Says:
Friday, 4 January 2008 at 4:27 pm
Steve: Yes, I didn’t catch it as a typo because it all makes sense in terms of “endogenous”.
Harvey Bialy in his biography of Duesberg says there are large numbers of “fossils” of former
retroviruses in the human genome. Interesting reviews about HERVs include “Endogenous
retroviruses in the human genome sequence” by David Griffiths, Genome Biology 2001,

2(6):reviews1017.1–1017.5 and “The pathogenic potential of endogenous retroviruses: facts and
fantasies” by Roswitha Löwer, Trends in Microbiology 7 (1999) 350-6.
Somewhere within the last year or so—but I can’t now remember when or where—I saw a
research article suggesting that incorporation of exogenous retroviruses into the human genome
over the eons was one means of protecting against them.
Seems to me that something like this could explain how “HIV” particles can sometimes be
created in cell cultures and why normal turnover of cells could generate bits of DNA, RNA, or
proteins that could be ascribed to “HIV”. But I need to learn much more about this and would
welcome information.
***************************************************************************

“MEDICALLY ILL”—A FREUDIAN SLIP?
Posted by hhbauer on Wednesday, 2 January 2008
“EVENT ANNOUNCEMENT
133/141 West 21 Street, room 101C
January 16, 2008
6:30 - 8pm
Meagan O’Connell addresses issues that are specific to the growing population of perinatally
HIV-infected teens [emphasis added] .
Slides of artwork will accompany the lecture. O’Connell is the Director of Therapeutic
Recreation and Creative Arts Therapies at Incarnation Children’s Center.
She has spent the last 10 years working with medically [emphasis added] ill children and their
families. Presented by the MPS Art Therapy Department.”
******
What does it mean, to qualify “ill” with “medically” ? Can one be “ill” in a way that has nothing
to do with medical matters, in other words, with health?
Or does it signify, as it should, IATROGENIC: ill as a result of medical treatment?
“Perinatally HIV-infected” means, HIV-positive when born. These teens have therefore been on
antiretroviral treatment for a decade or more. Therefore their mitochondria have been damaged,
and they are at risk of cancer (FIRST: DO NO HARM!, 19 December 2007), “medically” ill
indeed.
For a heart-rending close-up of a child treated with antiretroviral drugs for about a decade, have a
look at Robin Scovill’s film, Questioning AIDS in South Africa.
Posted in HIV in children, antiretroviral drugs | Tagged: children and antiretroviral drugs, HIVpositive children, HIV-positive newborns, iatrogenic harm from antiretroviral drugs |
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2 Responses to ““MEDICALLY ILL”—A FREUDIAN SLIP?”
Frank Says:
Wednesday, 2 January 2008 at 11:46 am
This event brings to mind a 2001 story in the New York Times about “the first generation of
children born with H.I.V. to reach adolescence”. I never forgot the one paragraph that might
indicate why these kids have survived:

Some teenagers with the virus apparently rebel by refusing to take their medication. Others
simply cannot stick to the complicated drug regimens.

hhbauer Says:
Wednesday, 2 January 2008 at 3:52 pm
That story also illustrates some of the frustrations in trying to figure out what really is involved in
any given case. The featured teenage orphan lost her mother to AIDS in 1995 and her brother is
also HIV-positive, we are told, but he gets no further mention in the story, nor do we know what
her mother really died from, among the dozens of possible “AIDS-defining” diseases that also
may affect people who aren’t HIV-positive.
One possible clue is that “Well over 50 percent of the children we see are cognitively impaired,
sometimes with significant learning disorders or emotional disturbance. It’s not always the result
of the virus doing brain damage. Many of these children are products of pregnancies that weren’t
optimal. The brain can take hits when there is prematurity or exposure to drugs in uterus”. When
brother and sister share a condition, there are a number of possible reasons.
The story also illustrates the utterly misleading way “AIDS” and “HIV” are used interchangeably;
and it asserts that HIV-positive children are now living longer when there had not been a long
enough earlier period to make a valid comparison.
As to how well they do now, “Some are sick all the time, often with side effects from their
medications”—as we would expect, given that the drugs damage their mitochondria (FIRST: DO
NO HARM!, 19 December).
***************************************************************************

IS TUBERCULOSIS AN APHRODISIAC?
Posted by hhbauer on Friday, 4 January 2008
According to HIV/AIDS dogma, one can catch “HIV” from one’s mother or, as adults, from
blood, dirty needles, or sex. The last is the most usual way.
Therefore, if identifiable groups of people are consistently HIV-positive at a high rate, something
about those groups bespeaks a propensity for much unsafe sex.
After HIV had been announced as the cause of AIDS, and “HIV” tests had been introduced, the
Centers for Disease Control and Prevention (CDC) carried out “sentinel surveys” of various
population groups: college students, blood donors, hospital patients, prisoners, prostitutes,
runaway homeless youths, people attending clinics for family planning and STD and abortion,
and more.
It turned out that people at tuberculosis (TB) clinics often tested HIV-positive at a much higher
rate than any other except the high-risk groups of drug injectors and gay men—as high as 58%,
according to data published by the CDC (Dondero & Gill, “Large-scale HIV surveys: What has
been learned?” AIDS 5, suppl. 2 [1991] S63-9). TB patients were a third high-risk group, testing
HIV-positive more often even than people attending clinics specializing in sexually transmitted
diseases or those visiting specifically HIV clinics—in other words, TB patients are more likely to
be HIV-positive even than people who suspect they might have contracted a venereal disease or
HIV:

Either TB patients are inveterate injectors with HIV-infected needles, or they are inveterately and
unsafely promiscuous; and whichever is the case, they don’t know that those practices render
them liable to catch a sexually transmitted infection.

That seems unlikely, to put it mildly. But that’s what one has to conclude if one obeys HIV/AIDS
dogma. If one is free of that dogma, however, it surely takes very little consideration to realize
how absurd it is to believe that having TB links tightly with promiscuous sex or drug injecting.
There is a far better explanation: something about having TB stimulates a physiological response
that shows up “positive” on an HIV-test, a FALSE POSITIVE in terms of “HIV”. Indeed,
Christine Johnson listed TB as one of the many conditions that delivers a positive HIV-test. The
Perth Group has adduced much evidence that testing HIV-positive indicates nothing more than
some level of oxidative stress. Empirical support for this general view includes the high rate of
HIV-positives found in trauma victims: emergency-room patients and in autopsies (references at
p. 85 in The Origins, Persistence and Failings of HIV/AIDS Theory).
Under the latter explanation, the more seriously ill a TB patient is, the more likely to test HIVpositive. Under HIV/AIDS dogma, the fact that the more seriously ill TB patients test HIVpositive more often has to be interpreted as the more ill they are, the more they have promiscuous
sex—which makes less than no sense.
The tendency to test HIV-positive is a marker of the degree of illness. Mainstream HIV/AIDS
dogma blithely turns connections between TB and HIV-positive upside down. It asserts that
because “HIV” damages the immune system, therefore any given condition—malaria, TB, worminfestation, malnutrition—is worse in the presence of HIV, and thereby even becomes an “AIDSdefining” condition.
In light of this preamble, consider a few of the news reports that express alarm, sometimes to an
hysterical degree, over “co-infections” with HIV and TB:
******
“Reported HIV Status of Tuberculosis Patients — United States, 1993–2005” (Morbidity and
Mortality Weekly Report, 56(42), 26 October 2007, 1103-1106:
“Patients with both TB and HIV infection are five times more likely to die during anti-TB
treatment than patients who are not HIV infected (CDC, unpublished data, 2003).”
Of course! They are more ill to start with, that’s why they tested HIV-positive.
“TB is an acquired immunodeficiency syndrome (AIDS)-defining opportunistic condition.”
Balderdash. TB was around long before there was HIV or AIDS. TB became counted as an
“AIDS-defining” disease only because TB patients so often deliver a FALSE POSITIVE HIVtest. (The emphasis here on false-positive should not be taken to mean that I think there are any
HIV tests that are NOT false positives insofar as detecting a retrovirus is concerned.)
******
“HIV/TB—a ‘forgotten’ co-infection that threatens the world” (Destination Santé, 30 décembre
2007):
“One third of the 40 million carriers of the AIDS virus are also infected with tuberculosis. This
fact is all the more worrying as it is in sub-Saharan Africa, already badly hit by HIV/AIDS, that
these co-infections are on the increase.”

Balderdash. One third of the people said to be “carriers of the AIDS virus” probably test HIVpositive only because they have TB.
“The AIDS pandemic has increased the number of cases of TB worldwide by about 15%.”
How, one asks, could such a calculation be made validly?
“By depressing our immune defences, HIV increases thirty fold the risk of developing TB after
contact with the bacillus.”
Upside-down again: The rate of TB among HIV-positive people is 30 times that among HIVnegative people because having TB makes one likely to test HIV-positive.
“As a result, half of all the new cases of TB declared each year in sub-Saharan Africa are in
patients already infected by the AIDS virus.”
What were they tested for first? Are HIV-positive people tested for TB more often than others?
Anyway, the general level of health in sub-Saharan Africa is not as good as it might be, and
people in poor health are both more likely to contract TB and to test HIV-positive in any case.
(Moreover, sub-Saharan Africans are genetically prone to test HIV-positive, see chapters 5 to 7 in
The Origins, Persistence and Failings of HIV/AIDS Theory.)
******
“HIV/TB co-epidemic rapidly spreading in Sub-Saharan Africa, report says” (Kaisernetwork.org
[Washington, DC] 2 November 2007):
“deaths from HIV/TB coinfection are five times higher than deaths from TB alone . . . . About
90% of people living with HIV/AIDS will die within months of contracting TB”
because HIV-positive MEANS they are more ill—WITH TB!— than those who don’t test HIVpositive.
“about half of all new TB cases in sub-Saharan Africa occur among HIV-positive people”
because people already in poor health are more likely to contract a further infection.
“HIV/TB coinfection also could be fueling the increase in drug-resistant strains of TB”:
Here is the usual mainstream alarm-generating speculation. HIV makes anything and everything
worse and must be exorcised even if people die in the process (ARE INTESTINAL WORMS
GOOD FOR US? . . . , 30 December 2007; DRUGS OR FOOD? , 25 December 2007; FIRST:
DO NO HARM!, 19 December 2007; WHAT HIV DRUGS DO, 15 December 2007).
******
“TB killing HIV positive people”, 26 February 2007
“A rare drug resistant strain of TB found in South Africa and 26 other countries world wide is
killing HIV positive people. . . . The strain of TB is known as XDR-TB, and was first identified in
52 out of 53 HIV positive patients who died in South African hospitals.”
Or: Those people who have this most serious strain of TB are more likely to test HIV-positive.

“3800 AIDS researchers have assembled to try to sort out what to do to combat the strain of TB
that is killing HIV positive people across the world. The World Health Organization estimates
that each year 27 thousand new cases of XDR-TB, are reported resulting in 16 thousand deaths.”
And the hysterical bandwagon rolls on, and the World Health Organization doesn’t hesitate to
project estimates of alarming proportions—estimates based on the most slender of evidence.
******
“HIV, tuberculosis jointly kill 300 Peruvians every year” (www.chinaview.cn, 4 December
2007):
“Around 300 Peruvians die every year of tuberculosis worsened by acquired immune-deficiency
syndrome (AIDS) [emphasis added] . . . . Tuberculosis speeds the process that turns human
immuno-deficiency virus (HIV) infection into full-blown AIDS . . . . Every year Peru reports
nearly 36,000 tuberculosis cases. Official figures estimate 30,000 people are infected with HIV in
Peru, but non-governmental organizations put the figure at nearly 100,000.
How do we know that HIV is worsened by TB? Because correlation proves causation?
Well, of course correlation doesn’t prove causation, even if the CDC doesn’t understand that
(e.g., p. 194 in The Origins, Persistence and Failings of HIV/AIDS Theory).
As to the numbers: 300 out of 36,000 annual cases of TB die? That’s only about the normal death
rate in an averagely healthy population. (Of course, the media report may have misplaced a zero
somewhere.)
In any case, note once again the freedom exercised by “non-governmental” organizations—
activist groups furthering their own agendas—to multiply official HIV/AIDS figures by 3 or 4.
******
And so on and so forth. HIV/AIDS theory is blatantly wrong in its view of how HIV-positive
relates to having TB. But mainstream researchers, official institutions, and the media and other
pundits fail to see the absurdity of accepting that people who are suffering from a serious illness
like TB or also likely to be actively pursuing lots of unsafe sex—more actively, the sicker they
are.
Posted in HIV absurdities, HIV does not cause AIDS, HIV risk groups, HIV tests, HIV/AIDS
numbers, sexual transmission, uncritical media | Tagged: correlation and causation, false-positive
HIV tests, illness as aphrodisiac, Perth Group, TB, TB and HIV, TB as aphrodisiac
***************************************************************************

WHAT “HIV” IS NOT: IT’S NOT SEXUALLY TRANSMITTED
Posted by hhbauer on Sunday, 6 January 2008
If one thing is certain about HIV/AIDS, it is that “HIV” is not a sexually transmitted agent.
I can be certain about that because I’ve examined the reported evidence for myself.
Not all of the evidence, of course, because no one could possibly do that; but I have gathered the
published data about HIV tests in every HIV/AIDS Surveillance Report published by the Centers
for Disease Control and Prevention (CDC); every pertinent article in the CDC’s Morbidity and
Mortality Weekly Report; and hundreds of articles reporting HIV tests in JAMA, New England
Journal of Medicine, and other medical-scientific journals. I used PubMed to find many relevant
articles and to guide me from one article to related ones.
The data represent more than 50,000,000 tests. Several social groups have been tested routinely–
applicants for military service, active-duty military personnel, blood donors, Job Corps members–
and the results from those groups comprise an unparalleled resource for identifying trends:
unparalleled because the tests were carried out on essentially all members of those groups, so that
there are none of the uncertainties associated with sampling that often leave interpretation of
statistical medical and social data less than certain.
The regular trends in those data are nothing less than astonishing. Whether “HIV” tests concerned
newborns or their mothers, or military personnel, or blood donors, or gay men or people injecting
illegal drugs, several things are always the same:
—The geographic distribution of positive HIV tests is the same. Even though the average rate of
testing HIV-positive varies by a factor of 100 or more between drug users and blood donors,
within each group the geographic distribution is the same: highest in the North-East and SouthEast, lowest in the North Central regions, higher in the South than in the West.
So unvarying a geographic distribution across social groups is not found with syphilis, gonorrhea,
or other known sexually transmitted diseases (STDs).
—This geographic distribution of positive HIV tests has remained the same throughout the AIDS
era: it was the same in the early 1980s as in the late 1990s. That’s certainly not like a contagious
disease, and certainly not like an STD that spread across the country from New York, Los
Angeles, and San Francisco since the 1970s.
—Among the low-risk groups–excluding gay men and drug injectors, in other words–, the
frequency of positive HIV tests varies with age and sex in the same manner in every tested group
(please ignore the figure numbering):

With genuine STDs, it is typically adolescents who are at greatest risk, not middle-aged people;
and newborns and young children are not infected with STDs at rates comparable to those among
adults; yet “HIV-positive” is as common among newborns as among the most highly “infected”
middle-aged adults in low-risk groups.
******
If you have unprotected sex with someone who has gonorrhea or syphilis, your chance of
catching that infection yourself is something like 50:50 (anywhere from 10% to 90%).
If you have unprotected sex with an HIV-positive person, what are the odds that you will become
HIV-positive yourself?
About 1 in a 1000.
******
Why believe what I’ve just written, when the media are full of official statements warning that
everyone is at risk, that condoms should always be used, that sex is the main way that “HIV” is
transmitted?
You shouldn’t believe anything just because I say so. And you shouldn’t believe anything just
because others say so, either, even if they are a Director of the National Institute for Allergy and
Infectious Diseases, or because they have won a Nobel Prize or other prizes, or because they have
been acclaimed for discovering something. You should believe something only if you have the
good reason of having seen for yourself that the evidence supports the statements made.
One of the things I learned through doing science is that anyone can be wrong; and I learned the
more difficult lesson that I myself can be wrong. I’ve been wrong through accepting what others
said, and through misinterpreting data, and because there were totally unknown and unsuspected
factors involved, and I’ve been wrong through just plain making mistakes because of muddleheadedness or tiredness or ignorance. So I’m wary of saying I’m certain about something, and
especially wary when “everyone” knows something different.
It took me months to come to terms with the data showing that “HIV” is not sexually transmitted,
and I reached the conclusion simply because there is no other way to explain the data. If you want
to make up your mind about this, you may have to look at all the data for yourself. Ideally you

should start from scratch, gather whatever data you can find about HIV tests, and tabulate the
results by age and geography and sex and date and anything else that you think might be relevant.
Then look to see whether there are any regularities to be explained.
A second-best way would be to look at my collection of the data and discussion about them, and
to check my sources: make sure I haven’t misquoted or omitted, and search the literature for
things I overlooked and that might contradict my analysis.
A not-very-good way to make up your mind would be to judge that I’m sincere and to trust that
I’ve done what I say I’ve done. But that would be no worse than believing what you read in the
newspapers, or believing that gurus in white coats are always right. In fact, believing the white
coats or the media may be the worst possible way of making up your mind about anything
important.
******
From where did I get that “1 chance in 1000” for sexual transmission of HIV? I looked hard into
the literature but found no study that claimed more than a few per 1000. Chapter 4 of my book,
The Origins, Persistence and Failings of HIV/AIDS Theory,
http://www.failingsofhivaidstheory.homestead.com/ cites a score of publications that all arrive at
about the same 1-per-1000 odds, and it cites the doctors and biostatisticians who concluded that
“the transmission probabilities presented are so low that it becomes difficult to understand the
magnitude of the HIV-1 pandemic” (Chakraborty et al. AIDS 15 [2001] 621-6).
I found in Robert Gallo’s memoirs an acknowledgment that HIV is “distinctively difficult to
transmit” (p. 131, “Virus Hunting”, 1991).
******
Gonorrhea and syphilis, transmitted quite efficiently at about 1 chance in 2, cause local outbreaks
periodically, but they don’t bring about worldwide epidemics. With HIV/AIDS, we are being
asked to believe that something transmitted 100 times less efficiently than gonorrhea or syphilis is
producing epidemics all over the world. Seems like a good time to offer some more Brooklyn
Bridges for sale.
Gisselquist and colleagues have published a number of articles arguing, on the basis of observed
sexual behavior as well as lack of transmission efficiency, that sexual transmission cannot explain
the African epidemic of “AIDS” (“Not investigating HIV riddles puts lives at risk”, Business Day
[Johannesburg], 4 October 2007; “How much do blood exposures contribute to HIV prevalence in
female sex workers in sub-Saharan Africa, Thailand and India?” International Journal of STD &
AIDS 18 [2007] 581-588; Gisselquist et al., “HIV infections in sub-Saharan Africa not explained
by sexual or vertical transmission”, 13 [2002] 657-666; “Running on empty: sexual co-factors are
insufficient to fuel Africa’s turbocharged HIV epidemic” ibid. 15 [2004] 442-452; Brewer et al.,
“Mounting anomalies in the epidemiology of HIV in Africa: cry the beloved paradigm”, ibid. 14
[2003] 144-147).
Pillars of the orthodoxy have offered specious arguments running about like this: “Sure, on
average it’s only 1 per 1000, but there may be special circumstances when it’s much higher, say
just after infection when the virus is replicating madly”. The sufficient but not only basis for
calling that suggestion specious is that epidemics require an average, overall “reproduction ratio”
appreciably greater than 1. You cannot have an epidemic unless, on the whole, on average, every
infected person infects more than one other person within a rather short space of time. A score or

more of specific studies, in Africa and Haiti as well as the United States, tells us that with “HIV”
this does not happen.
******
This was known long ago. Already in 1988, Anderson & May (Nature, 333: 514-9) guessed that
there might be some special period of high infectiousness because the average apparent
transmission rate is too low to bring about an epidemic. Reporters for the Wall Street Journal
recognized in 1996, from CDC sources, that “for most heterosexuals, the risk from a single act of
sex was smaller than the risk of ever getting hit by lightning” (Bennett and Sharpe, “AIDS fight is
skewed by federal campaign exaggerating risks”, 1 May, pp. A1, 6). Fumento (“The Myth of
Heterosexual AIDS”, 1990) among others pointed out that AIDS never spread into the general
population outside Africa and the Caribbean. But the white-coated gurus who uphold the
mistaken HIV/AIDS theory continue to do their best to obfuscate these facts. Take what Anthony
Fauci said on the Diane Rehm show (“HIV/AIDS”, 17 August 2006, PBS Radio, transcript by
Soft Scribe LLC).
Fauci admitted that “it is not a one to one ratio by any means. It’s not you have one sexual
contact, and therefore you’ll get infected. It’s a relatively low efficiency”–but he failed to
acknowledge that it’s about 1 per 1000, a vast and misleading difference from “not one to one”.
And Fauci went on to venture this: “since there is so much sexual activity . . . , when you
compound all of the sexual contacts among people, . . . , then you get the infection rates that we
just spoke about where you windup getting five million new infections per year. There has to be a
lot of sexual contact for that to occur. But, in fact, there is a lot of sexual contact going on
everyday in the world”.
But that probability of 1 per 1000 applies only when one of the sex partners is already HIVpositive. UNAIDS puts the average global infection rate at about 1%: on average, if you choose
your sexual partner at random, you have 1 chance in 100 of getting an HIV-positive one. So your
overall risk is 1 in 100 multiplied by 1 in 1000, in other words 1 in 100,000. That, Fauci would
have us believe, is capable of producing 5,000,000 new infections in the world each year.
And all that sexual activity Fauci conjures up somehow fails to spread gonorrhea or syphilis
while disseminating something that is 100 times less infective.
So, I suggest, don’t believe everything that Dr. Anthony Fauci says, even about matters on which
he is supposed to be expert.
But, of course, as I said, don’t believe what I say, either.
Just look at the evidence for yourself. That’s the smart thing to do.
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HOW TO TEST THEORIES (HIV/AIDS THEORY FLUNKS)
Posted by hhbauer on Monday, 7 January 2008
Here’s another puzzler for HIV/AIDS theory:
Why do blacks and Hispanics suffering from “HIV disease” live longer than Asians, Native
Americans, or whites suffering from “HIV disease”?
— Among American women, between 2002 and 2004, all deaths from “HIV disease” among
Asians, Native Americans, and whites occurred before age 45; but one third of black and
Hispanic women with “HIV disease” lived past 45.
— Among American men, between 2002 and 2004, all deaths from “HIV disease” among Asians,
Native Americans, and whites occurred before age 55; but more than 10% of black and Hispanic
men with “HIV disease” lived past 55.
It’s generally believed that black and Hispanic Americans do not enjoy as high a level of medical
care as do white Americans. So why do they stave off this disease better?
Could it be because they are not being treated with “life-saving” or “life-prolonging”
antiretroviral drugs?
******
A good theory can make predictions that turn out to be accurate, and it can explain new results as
they come in.
HIV/AIDS theory fails on both counts.
— The first prediction was made already as the theory was being announced in 1984: a vaccine
against the virus would likely be available within two or three years.
Not only is there no vaccine: scores of attempts have all failed, and we have yet to discover what
physiological properties of a vaccine would protect against “HIV infection”.
— A second prediction was that AIDS would spread into the general population since its cause
was a sexually transmitted agent.
There has been no spread into the general population. There has been no breaking out
geographically either—Sub-Saharan Africa remains the only region with an HIV-positive rate
≥5%; the Caribbean remains the only other region with an HIV-positive rate ≥1%.

— New results, far from being explained by HIV/AIDS theory, have brought conundrum after
conundrum: the epidemiology of “HIV” is unlike that of any other sexually transmitted agent,
indeed of any infectious agent (The Origins, Persistence and Failings of HIV/AIDS Theory);
married women are a high-risk group (TO AVOID HIV INFECTION, DON’T GET MARRIED,
18 November); more exposure results in less infection (MORE HIV, LESS INFECTION…, 21
November); “infection” rates from this incurable illness have declined dramatically without the
inevitably required increase in deaths (NOTEWORTHY SUCCESSES AGAINST AIDS IN
AFRICA, 4 December 2007); and more.
By contrast, an alternative theory—I’ll call it the “stress theory”—successfully predicts
demographic characteristics of “HIV infection” and has remained able to explain new results as
they come in.

The stress theory holds that testing HIV-positive is analogous to running a fever. The Perth Group
has written copiously about the evidence that positive HIV-tests signify oxidative stress. My book
shows that the epidemiology of “HIV” supports the similar, possibly identical view that testing
HIV-positive is a rather non-specific physiological response to some sort of challenge or stress.
This evidence-based stress theory predicts that whenever HIV tests are carried out on some group
of people matched for other variables, the rate of testing positive will increase from the teen years
into middle age before declining again at higher ages. Below the teens, the rate of testing positive
will increase with decreasing age, reaching a high among newborns. Males will always test
positive more often than females, except in the lower teen years when the reverse is often
observed.
The stress theory further predicts that among any group of people matched for other variables, the
rate of testing positive will go in the sequence
Asian ≤ White ≤ Native American ≤ Hispanic ≤ Black
This theory has sufficed to explain every significant new result since the book was published.
Take the variation with age. That females test positive more often than males in the early teen
years seems difficult to explain if testing positive means infection by a venereal disease whose
chief carriers are gay and bisexual men: one would expect teenaged boys to be at greater risk than
girls. On the other hand, this phenomenon fits the notion of physiological stress, since menarche
(the onset of menstruation) is more physiologically stressful than what boys experience at
puberty. At any rate, that female teens test positive more often than male teens was noted already
in the mid-1980s among applicants for military service, in the Job Corps, and in a two-decade
survey of military cohorts, all in the United States.
I was recently led to look at data from various African countries in quite another connection,
and—lo and behold—came across the statement that in Zambia, “The HIV prevalence among
girls 14-19 years old is six times that of boys in the same age group” (Summary Country Profile
for HIV/AIDS Treatment Scale-Up, World Health Organization, 2005).
******
Earlier, a ludicrously mistaken assertion by Sharon Stone (WORLD AIDS DAY…, 22 December
2007) had caused me to look up data about deaths from “HIV disease” in the United States. The
following tables show some of the numbers I found. (The trends were the same for each
individual year—2002, 2003, 2004—so I aggregated them to lessen the effect of stochastic
(chance, random) variations in the smaller numbers. The reports are available at
http://www.cdc.gov/nchs/products/pubs/pubd/nvsr/nvsr.htm.)

For both males and females, the numbers vary with age as predicted by the stress theory, reaching
a peak in middle age. The numbers for males are significantly higher than for females—except
for that teenage phenomenon of females affected more than males: among the only groups where
there were significant numbers of deaths among young teens—African Americans and
Hispanics—the numbers for females are greater than those for males in the years 10-14 and 1519.
And, too, the relative mortality rates vary with race precisely as predicted by the stress theory,
Asian ≤ White ≤ Native American ≤ Hispanic ≤ Black

Further: I mentioned in the book (especially p. 246 ff.) that black women seem particularly prone
to test HIV-positive. The black-to-white ratio for “HIV” deaths among women, 24, is more than 3
times that for men, 7.4.
******
The very fact that these numbers reflect deaths is in itself consonant with the stress theory.
Hospital patients and trauma victims test positive at relatively high rates, higher the more
critically ill they are (pp. 84-5 in The Origins, Persistence and Failings of HIV/AIDS Theory) .
Therefore, among people who die from any one of a number of possible causes, one expects a
certain proportion to test HIV-positive. The Centers for Disease Control and Prevention ascribes
deaths to “HIV disease” whenever the person was HIV-positive, no matter what the real cause of
death was, the manifest cause: cervical cancer, tuberculosis, unexplained weight loss, or just
about anything else. So one would expect deaths from “HIV disease” to show the same
demographic characteristics as “HIV infection” among living people, and the mortality statistics
bear that out.
******
It would be interesting to hear from defenders of HIV/AIDS theory their explanation for the age
and racial distribution of these deaths on the basis of a supposedly sexually transmitted disease
which, untreated, is supposed to bring death within a dozen or so years after infection: How is it
that black and Hispanic females manage to survive to age 45-54 before succumbing to this
disease whereas Asians, Native Americans, and whites don’t get beyond 44? How is it that black
and Hispanic males manage to survive to age 55-64 before succumbing to this disease whereas
Asians, Native Americans, and whites don’t get beyond 54?
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FOOD IS GOOD FOR CHILDREN
Posted by hhbauer on Tuesday, 8 January 2008
There was a time when “hard” science would take potshots at sociology for laboring to discover
what everyone already knew. Nowadays HIV/AIDS researchers are doing their best to supplant
sociologists as targets in this respect. Thus research was apparently needed to discover whether
properly fed Africans do better than malnourished ones on antiretroviral drugs (DRUGS OR
FOOD?, 25 December 2007), and whether it is worth de-worming African children so that they
live long enough for the antiretroviral drugs to really suppress that evil virus (ARE INTESTINAL
WORMS GOOD…, 30 December 2007). It also required a “Cross Continents Collaboration for
Kids (3Cs4kids) Analysis and Writing Committee” (AIDS, 22 [2008] 97-105) to uncover the
following fact:
“Young children who were both severely malnourished and anaemic had high mortality
regardless of CD4 values, particularly those aged 1-2 years”
and to reach the following conclusion:

“Prevention and treatment of malnutrition and anaemia is integral to HIV paediatric care and
could improve survival.”
The authors also thought it worth noting that
“Malnutrition, respiratory and diarrhoeal diseases are among the leading causes of death, with
considerable overlap in the spectrum of diseases with uninfected children” [emphasis added].
******
It has been discovered, in other words, that children who are malnourished or who have anemia
will die earlier than if they are well fed and not anemic, irrespective of whether they are HIVpositive or not.
The emphasized phrase, that HIV-positive and HIV-negative children die from largely the same
conditions whether or not they are HIV-positive, is once again consistent with stress theory
(HOW TO TEST THEORIES…, 7 January 2008): HIV-positive is in these cases a marker of the
degree of severity of the particular condition. Several of the references cited in the AIDS article
also support this view, for example, that HIV-positive children are 8 times as likely to die as
HIV-negative ones (Newell et al., Mortality of infected and uninfected infants born to HIVinfected mothers in Africa: a pooled analysis, Lancet 364 [2004] 1236-43).
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TWINS ATTRACT THEIR MOTHER’S HIV
Posted by hhbauer on Saturday, 12 January 2008
“twin pregnancies remained associated with a 2.3-fold increased risk of mother-to-child HIV
spread.
The association was particularly strong . . . in cases of premature rupture of the membranes, a
condition in which the sack around the foetus breaks early. In such cases, the risk of mother-tochild HIV spread was increased 4.5-fold.
‘In cases of multiple pregnancies in HIV-infected women, [physicians] must take into account the
risk of preterm premature rupture of the membranes and preterm delivery,’ the investigators
conclude. ‘In particular, we would recommend starting effective [anti-HIV] therapy no later than
beginning of the second trimester.’”
This report emanated from Dr Laurent Mandelbrot of the University of Paris, courtesy
ReutersHealth, 12 June 2007.
There’s an obvious need for more research into this strange phenomenon, in which the virus
living in the mother is able to sense that she is bearing twins and thereupon makes an extra effort
to send emissaries into the embryos or to have them hitch rides perinatally as the twins are being

delivered. And if the virus foresees that the membranes are going to rupture prematurely, it sends
its emissaries with redoubled efficiency.
For those poor skeptics who are not doing well by doing good (pace Tom Lehrer’s drug
peddler)—doing well from grants for HIV/AIDS research, by doing good through inventing new
antiretroviral drugs—this phenomenon does not present a research-worthy opportunity, however.
Skeptics merely recall the Perth Group’s demonstration that testing HIV-positive is an indication
of oxidative stress, and make the not-so-huge leap to the conclusion that bearing twins is more
stressful than is a single-embryo pregnancy, and that the premature rupture of the membranes
indicates the presence somewhere of some extra source of physiological stress.
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TRIMMING FACTS, INVENTING EPIDEMICS
Posted by hhbauer on Monday, 14 January 2008
HIV is perpetually in danger of spreading; it’s always just about to spread into areas and groups
where it hasn’t been before. That’s the constant refrain in news reports and official press releases,
though the facts are that it hasn’t done so in 25 years and there’s no reason to suspect that things
have changed. But facts don’t change dogmatic beliefs, and if the facts are too troublesome then it
might be time to stop collecting them:
“there are less reported cases of infection in Texas border counties than in the rest of the state.
This statistic does not conform to what is known about how the virus is commonly transmitted,
potentially indicating an under-tested population. ‘We almost discontinued the border report
because the data is potentially inaccurate,’ said Cynthia Taylor, an epidemiologist with the
TDSHS [Texas Department of State Health Services].
‘RIPE TO EXPLODE’
Recent analysis of border communities from McAllen to El Paso by Farmworker Justice reveals
that border residents are engaged in risky sexual behaviors, including sex without condoms, sex
with multiple partners, or with sex workers.
‘Given the prevalence of those kinds of behaviors, we may be at the cusp of an epidemic,’ said
Shelly Davis, deputy director of the Washington D.C.-based nonprofit. ‘Maybe the statistics are
inaccurate, or maybe HIV hasn’t entered this population yet, but if it does, conditions are ripe for
it to explode’” [all emphases added]
HIV on the Border, by Laura Tillman, The Brownsville Herald (Texas), 5 January 2008
******
Just so:
— Since it’s “known” that HIV is sexually transmitted, all data showing the opposite must be
ignored.
— If necessary, stop gathering data wherever they don’t support the theory.
— If there’s no epidemic, then we must be on the cusp of one.

— Ignore the point that in order to argue in this fashion, one must make the extraordinarily
implausible assumption that the contemporary risky sexual behavior must be something new,
since it hasn’t yet brought the epidemic beyond its cusp.
— Never stop to ask, why the facts contradict the theory.
For further illustrations, see “Inventing new epidemics”, p. 114 ff. in The Origins, Persistence and
Failings of HIV/AIDS Theory.
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HIV HAS NEVER BEEN ISOLATED FROM AIDS PATIENTS
Posted by hhbauer on Tuesday, 15 January 2008
Etienne de Harven, MD, is Emeritus Professor of Pathology, University of Toronto; he has been a
member of the Sloan Kettering Institute (New York) and was on the AIDS Advisory Panel set up
by President T. Mbeki in 2000. He has special expertise in electron microscopy; already 4
decades ago he published electron micrographs of the Friend leukemia virus.
On 8 December 2003, he addressed the European Parliament on “Problems with isolating HIV”.
That address has never previously been published in English, and I’m delighted and honored that
he was willing to have it posted here. Professor de Harven’s contact information is:
“Le Mas Pitou”, 2879 Route de Grasse, 06530 Saint Cézaire, France;
e-mail pitou.deharven@tele2.fr; Tel or Fax (33) 4 93 60 28 39
********************************
PROBLEMS WITH ISOLATING HIV
How can we best help Africa? How can we set priorities aimed at bringing under control what is
described as an AIDS epidemic? For twenty years, all AIDS research has been based on the HIV
hypothesis. Do we now have reasons to question this hypothesis? Yes, because there is a major
problem with isolation and purification of HIV. The major problem being that, in spite of
innumerable claims to the contrary, this retrovirus has never been isolated nor purified in a
scientifically acceptable manner that would satisfy the classic requirements of virology.
To demonstrate the problem’s magnitude it appears necessary to compare current results on HIV
with those obtained, previously, in experimental pathology, on another retrovirus known to be
significantly associated with a particular leukaemia of laboratory mice, the Friend leukaemia.
Both retroviruses, i.e. the Friend leukaemia virus and the HIV hypothetically related to AIDS,
share extremely similar morphology under the electron microscope, have identical diameters, and
sediment at the same density in sucrose gradients. A direct comparison between isolating and
purifying these two different retroviruses is, therefore, entirely appropriate.
Mice suffering from the Friend leukaemia have considerable numbers of retroviral particles in
their blood stream. This phenomenon, described as “viraemia“ in the past (1), would be called
“viral load“, in today ’s terminology. From only a few ml of the blood plasma of leukaemic mice,
the viral particles could be readily separated by a simple technique of ultrafiltration, then

sedimented by high-speed centrifugation and finally prepared for electron microscopy. The
results are illustrated in the first slide.

On this electron microscope image, a uniform population of virus particles is clearly recognized.
They all have the same diameter and morphology, and one has to look very carefully to identify
rare, non-viral structures, attesting to the high degree of purification of these retroviral particles.
Such samples of purified retrovirus were successfully used to identify viral proteins and to extract
viral RNA. The method applied to achieve this purification of a typical retrovirus is rapid,
inexpensive and highly reproducible.
Most surprisingly, nobody has ever succeeded in demonstrating HIV particles in the blood of any
AIDS patient by this simple method, even though patients were selected for presenting a so-called
high “viral load” as determined by PCR methods. This embarrassing lack of electron microscope
evidence for substantiating the nature of the so-called viral load in AIDS patients was first
reported during an important AIDS conference that took place in Pretoria, S.A., in May 2000 (2).
None of the AIDS experts present at that conference could demonstrate the presence of retroviral
particles in the blood of AIDS patients. Moreover, almost two years ago, a substantial award
($100,000) was officially offered (3) to anybody who would demonstrate HIV particles in the
blood of allegedly high viral load patients. Two years later, the award has still not been claimed.
Obviously, what was so readily and reproducibly demonstrated in leukaemic mice has never been
observed in any AIDS patient.
ALLEGED CLAIMS OF HIV ISOLATION BASED ON NON-SPECIFIC “MARKERS”.
Over the past 20 years, the medical literature has been inundated with innumerable papers,
attempting to dodge the lack of electron microscope evidence for the presence of retroviral

particles in samples directly collected from AIDS patients. In all these papers, the missing
retroviral particles have been swiftly substituted with so-called HIV “markers”. These “markers”
were of physical, biochemical, or genetic nature.
Physical markers.
As known for a very long time, classic retroviruses identified in chicken, mice and cats, all share
the same shape and density, and therefore sediment at exactly the same level during high-speed
centrifugation in sucrose gradients. Actually, they all sediment at the density of 1.16 gm of
sucrose per ml (4). The alleged HIV being classified as a retrovirus, it was logical to expect it to
sediment at that same density.
However, as was also well known years before the emergence of AIDS, a large variety of cellular
fragments and debris also sediment at that density (5, 6). Collecting material sedimenting at that
density does not, therefore, demonstrate the isolation of retroviruses, unless a careful control by
electron microscopy rules out any contamination by cellular debris. The importance of these
essential controls was stressed during a conference that took place in Paris, in 1973 (4). Most
surprisingly, in the same laboratory of the Pasteur Institute, then years later, in 1983, a paper was
published (7), in which these controls were missing. It appeared later (20), however, that these
controls were attempted but gave discouraging results. Still, in the title of that paper, “isolation”
of a new retrovirus, the future HIV, was announced. Dramatically enough, this is the paper that
placed AIDS research on highly questionable tracks for the following two decades.
Biological markers.
In 1970, Temin (8) and Baltimore (9) discovered the activity of a so far totally unexpected
enzyme in allegedly purified samples of experimental retroviruses. This enzyme was called
“reverse transcriptase” because it induces DNA synthesis from RNA templates. It was indeed a
fundamental discovery that revolutionized molecular biology. This enzyme activity was first
observed in RNA tumour viruses and was, therefore, initially thought to represent a characteristic
“marker” of these viruses which, consequently, received a new name: “retroviruses”. Ever since,
reverse transcriptase activity has been used as a “marker” for HIV…
However, shortly after the publications by Temin and Baltimore, it was discovered that reverse
transcriptase activity was not restricted to “retroviruses” but was in fact a most common
phenomenon in biology (10, 11), as reviewed by Varmus in 1987 (12). Unfortunately, and yet
again, Temin and Baltimore omitted to verify the purity of the viral samples on which their
observations were made. Consequently, any contamination of these samples by cell, bacterial, or
mycoplasma debris could just as well have explained the presence of the reverse transcriptase
activity observed by these authors. In 1983, the Pasteur group based their claim for the isolation
of a new retrovirus primarily on 1) the detection of reverse transcriptase activity in 2) material
sedimenting at the density of 1.16 gm/ml. These two criteria completely lose significance if the
data are not verified by electron microscopy to exclude possible interference by non-viral
contaminants known to be frequently present in allegedly “purified” retroviruses (5, 6).
Several proteins, allegedly of viral origin, are frequently used as “specific” HIV markers, p24 for
example. Doubts concerning its specificity have been expressed for a long time (15). The
complete lack of agreement between results obtained with p24 and measurements of “viral load”
obtained by PCR were recently stressed (13). Surprisingly, in Western blot tests, 40% of sera
from dogs reacted positively with proteins obtained by genetic recombination technology, such as
gp120, gp47, p31 and p24 (14). This had to be expected since Eleni Papadopoulos, Val Turner
and the Perth Group had initially, extensively demonstrated the total lack of specificity of all the
alleged HIV structural proteins in a paper, published 10 years ago in Nature Biotechnology (15),
a fundamental paper that was completely ignored. To cite only key examples, gp41 probably

corresponds to actin, and gp120-160 are likely oligomers of gp41. Evidently, cell debris
contaminating very poorly purified retroviral samples may also readily account for the presence
of alleged retroviral markers, and frequently reported “successes” in HIV “isolation” most likely
result from faulty reliance on non-specific “markers”.
Genetic markers and measurements of “viral load”.
This approach could seem more attractive for two reasons: 1) it applies directly to a patient’s
blood, therefore avoiding all the uncertainties of complex cell cultures, and 2) it is supposed to be
a quantitative method.
However, as already stressed, it has never been possible to visualize any retroviral particle by
electron microscopy in the blood of AIDS patients, even though these patients are selected for
having a so-called very high “viral load” (2). Moreover, it appears very likely that PCR methods
amplify small RNA fragments, more frequently observed under conditions of stress and of
chronic illnesses (16), and which include retroviral segments originating from human endogenous
retrovirus [endogenous = originating within the body, native to the human genome, not from
external source]. This is not surprising since about 2% of the human genome has marked
homology with the retroviral genome (17). Consequently, “measuring” the “viral load” by PCR
methods is likely to have no relationship whatsoever with real quantification of a hypothetical
exogenous [having a cause external to the body] HIV viremia. Kary Mullis himself, Nobel Prize
laureate for his discovery of the PCR method, categorically rejects the use of “his” method for
quantitative measurements of a hypothetical HIV viremia (18).
The abuse of… beautiful pictures.
The “viral load” of newspapers and magazines, all over the world is extremely high, meaning the
number of pictures of HIV published almost daily in the world’s press. These pictures are
extremely attractive, and are frequently rich in artificial colors. They clearly exemplify the danger
of misinforming the public with computer graphics. To publish such images brings to the
attention of the general public, and of the medical profession as well, an apparently crystal-clear
message: “Yes, HIV has been isolated since one can portray it under the electron microscope”.

All these images are computerized rationalizations and embellishments of actual electron
microscope pictures similar to those illustrating, for example, Barré-Sinoussi’s paper (7). But not
one of these pictures originated directly from one single AIDS patient! They ALL originated from
complex cell cultures prepared in various laboratories (19), cultures that have been described as
“real retroviral soups” (20). Indeed, everything was done to make sure that retroviral particles
(and the celebrated budding forms) would appear in these cultures. Not done were the essential
verification experiments that could have clarified the endogenous origin of these viruses. Even if
these control experiments were done, their results were apparently never published. We are still
waiting for a newspaper that would publish beautiful computer graphics of HIV and would have
the honesty to explain to their readers that all these still have to be confirmed with samples
originating directly from AIDS patients.
In AIDS research, most of the cell cultures used are mixed and hyper-stimulated.
Mixed, because they contain, for example, lymphocytes from a patient plus the H9 cells from
Gallo’s lab, cells well known to be chronic carriers of retroviruses (21). Or, as in the Pasteur
Institute case (7), lymphocytes from an AIDS suspected patient plus lymphocytes isolated from
umbilical cord blood that originated in the placenta and known since 1979 (22) to be likely to
carry human endogenous retrovirus.
These cultures are hyperstimulated with one or two growth factors such as phytohemagglutinin
(PHA), T cell lymphocyte growth factor (TCGF), interleukin2, or corticosteroid hormones. All
these factors are known to activate the expression of endogenous retroviruses (HERVs), which
are defective viruses that may acquire envelopes and bud on the surface of cells activated by these
factors. Presumably, this is exactly what happened when cord blood lymphocytes were activated
with PHA and TCGF in the Pasteur 1983 experiments (7). Unfortunately, the control experiments
needed to verify this interpretation remain to be done.
In short, it seems that electron microscopy was not used when it was essential to demonstrate the
absence of contaminating cell debris in allegedly purified virus preparations, and misinterpreted
when stimulated cord blood lymphocytes showed budding retroviruses.
Conclusion.
Indeed, HIV has never been properly isolated, nor purified, and, consequently, the HIV/AIDS
hypothesis has to be fundamentally reappraised (23, 24, 25, 30, 32).
More precisely, without purification of HIV, HIV-specific antigens could never have been
rigorously identified (15). Still, so-called HIV antigens are instrumental in all the serological tests
allegedly identifying specific HIV antibodies—ELISA, Western Blot, and more recent rapid tests
such as “ Capillus”, “Determine”, and “Vironostika”. Recombinant DNA technology for “viral”
antigens certainly yields purer products, but fails to make up for the missing specificity. No
surprise, therefore, that dozens of different medical conditions, including tuberculosis, malaria,
leprosy, multiple blood transfusions, many vaccines, multiparity, etc. all give false-positive
“HIV” tests (26).
Retroviral particles have unquestionably been observed, not directly in AIDS patients, but in
mixed, hyper-stimulated cell cultures (7). They most likely represent forced expression, in cell
cultures, of human endogenous retroviruses (17), whose hypothetical role in the etiology of AIDS
has never been proved.

The HIV particles, missing from the patients, have been conveniently substituted by molecular
“markers”, because the HIV=AIDS hypothesis had to be saved at all cost (see the Durban
Declaration, 27), even at the price of scientific integrity (28).
If AIDS were indeed caused by a retrovirus, how can we explain that 20 years of considerable
research efforts, based exclusively on that single hypothesis, have failed to isolate the responsible
exogenous retrovirus? Twenty years to end up with no curative treatment, no vaccine, and no
verifiable epidemiological predictions.
Obviously, time is pressing us to ask courageously the essential question, namely, is the
HIV=AIDS hypothesis correct? Because it is entirely possible to view AIDS differently, outside
the field of infectious diseases, and outside the field of retrovirology (29). And in this perspective,
which is replete with optimistic predictions, all the difficulties encountered in attempted isolation
and purification of the hypothetical HIV may find an extremely rational explanation. Indeed,
doubts concerning the very existence of HIV are nothing new, and were expressed by several
dissident scientists several years ago (30, 31). I completely share these doubts. Let us not forget
the title of Peter Duesberg’s book (33) published in 1996: “Inventing the AIDS Virus”.
Consequently, priorities for medical assistance to sub-Saharan Africa should, most urgently, be
revised as follows:
— Treat all endemic tropical diseases with their specific treatments.
— Stop all use of antiretroviral drugs until the isolation of HIV and its pathogenicity are
scientifically established.
— Stop using highly crossreacting serological tests, the HIV specificity of which is far from
demonstrated.
— Provide African people with clean drinking water, proper housing and sanitation, efficient
health-care infrastructures, and means to combat malnutrition.
Thank you.
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PURIFY? WHO NEEDS THAT? (SO SAYS ROBERT GALLO)

Posted by hhbauer on Thursday, 17 January 2008
It seems astonishing that hordes of virologists, immunologists, and other biological scientists
should be wrong about HIV/AIDS. It is even more astonishing that HIV/AIDS researchers do
experiments without caring whether the substances they are working with are pure.
Etienne de Harven, pioneer in the electron microscopy of viruses and Emeritus Professor of
Pathology, University of Toronto, discussed in his address to the European Parliament (HIV HAS
NEVER BEEN ISOLATED FROM AIDS PATIENTS, 15 January 2008) the failure of
HIV/AIDS researchers to purify what they call “viral isolates of HIV”. Electron microscopy
revealed that these “viral isolates” are motley mixtures of bits and pieces of various shapes and
sizes; see “Cell membrane vesicles are a major contaminant of gradient-enriched human
immunodeficiency virus type-1 preparations” (Gluschankof et al., Virology 230 [1997] 125–33);
“Microvesicles are a source of contaminating cellular proteins found in purified HIV-1
preparations” (Bess et al., Virology 230 [1997] 134–44).
Phyllis Pease, emeritus in medical microbiology from the University of Birmingham, discusses in
some detail the fact that “supposedly pure HIV as prepared by standard techniques for the
isolation of retroviruses employed since 1970 [has been] without the benefit of essential electron
microscopy controls” (p. 128, “AIDS, Cancer and Arthritis”, ISBN 0-9550567-0-5; see
comprehensive review by Neville Hodgkinson at http://aras.ab.ca/index.php).
“Viral isolates” of “HIV” are whatever happens to be in the band of density 1.16, when a source
thought to contain “HIV” is ultracentrifuged in a sugar gradient. Below is a tracing of electron
micrographs published by Bess et al. and reproduced in Pease’s book; for easier identification,
some of the microvesicles are colored green, some of the supposed virions are in blue, and some
of the motley debris is in red.

Not only are these mixtures of all sorts of things: when Pease measured the purported retrovirus
particles in these preparations (see p. 131 in her book), she found that their sizes spanned a wide
range (70-225 nanometers); clearly, even the purported retroviruses are not all the same, as
virions of a given species would be.
The astonishing, well-nigh incredible yet inescapable conclusion is this:
The “HIV” that researchers work with is a motley mixture of various kinds of intracellular
particles (vesicles) and bits of cellular debris, in which there may or may not be present some
particles of a putative human immunodeficiency retrovirus, and possibly other viruses as well.
This remarkable circumstance explains immediately several peculiar characteristics supposedly
unique to HIV and that have made it so intractable a thing to deal with:
— No two HIV isolates are exactly the same. “Within a single HIV-1 infected human host, HIV-1
population represents a complex mixture, or swarm, of mutant virus variants, in which all viruses
are genetically related yet virtually every virus is unique” (Lukashov et al., “The genetic diversity
of HIV-1 and its implications for vaccine development” in AIDS Vaccine Research, ed. WongStaal & Gallo, chapter 3, at p. 93).
Of course! Every time researchers make a preparation of “HIV”, they are working with a different
and possibly unique mixture.
— HIV is said to mutate at a rate far exceeding anything observed with other biological entities.

Not at all. Every time researchers make a preparation of “HIV”, they are working with a different
and possibly unique mixture.
— Every attempt at preparing a vaccine against HIV has failed totally.
Naturally. One can’t vaccinate against motley mixtures of variable composition.
How do HIV researchers respond to the charge that their “viral isolates” are not pure HIV?
Whenever possible—which is most of the time—they simply ignore it, even since the cited
articles, published in 1997. However, ignoring is not feasible if one is on the witness stand in a
court of law, as Robert Gallo was (via telecommunication) at the Parenzee trial in South
Australia. Here are extracts from the transcript of his testimony, which is available in full at
http://garlan.org/Cases/Parenzee/:
“Once we could mass-produce this virus, that’s purification. If you have a tonne of something and
you contaminate it by a drop of water, didn’t you purify it? It’s the ratio of cell protein to viral
protein. Sucrose gradient gives you a little bit of help but you could do that five times and it’s not
going to purify as much as we did by mass-producing it. To use the extreme hyperbole, if you
have a tonne of some something and a drop of water, you’ve purified it. That’s what we did.
(Emphasis added; p. 1278, lines 1–9):
...
We succeeded in putting six of the 48 isolates into permanent culture, meaning in a cell line, in a
leukaemic cell line that, itself, doesn’t have virus particles, and the virus comes out in great
quantity and forever, thus making purification already accomplished. But, of course, we also use
banded virus by sucrose gradient which they make a case out of we never did. You don’t publish
that. Of course we did, but it isn’t needed and wouldn’t be needed if you could mass-purify it.
But, for other purposes, we did it. (Emphases added; p. 1278, lines 25–35).”
This is no inadvertent mis-statement, Gallo repeats it (Emphases added; pp. 1281, lines 21–37):
“people use great quantities of mass-produced virus which by itself is purified virus. You are not
being told that either because they don’t understand it or they don’t know; I don’t know. It has
gone through a far greater purification than any banding can produce. The blood test that became
available to people who knew how to do it came from mass-produced virus, originally from in
Frederick, Maryland. The genes now have been cloned. We started in publications in 1984
throughout 1985 which showed that each of the proteins you pick up with Western blot is coded
by one of the genes of HIV or another. Therefore we know those proteins come from HIV and,
when a patient’s serum reacts with them, we know that patient, untreated, will almost always get
AIDS. You can’t get science any better or anything more definitive.”
***************************************************************************
Most scientists, I dare say most thinking people, would be astonished at Gallo’s assertion that if
you have a large enough amount of something then it doesn’t matter what else is present. Perhaps
he was aware of that when he made the disingenuous comment about “a drop of water” not being
a contaminant, when the actual contaminants are an unholy mélange of things. Yet even a drop of
water can ruin an experiment if that drop contains the tiniest bit of the wrong sort of substance.
Solid-state physicists had observed in the mid-1930s the phenomenon that led—but only 3
decades later—to the transistor revolution in electronics. During those 3 decades, the
phenomenon could not be reproduced—because of the unknown and therefore uncontrollable

presence of varying traces of impurities in amounts too small to be detected by then-available
methods.
Much of my own work in electrochemistry had to do with a method known as polarography. Its
discovery stemmed from a strange phenomenon whose very existence depended on the presence
of impurities in amounts too small to be detected by any then-available means, something
realized only some 5 decades (Bauer, “Streaming maxima in polarography”, Electroanalytical
Chemistry, 8 [1975] 169-279). The sensitivity to impurities was so great in large part because
polarography depends on reactions at surfaces. The tiniest amounts of impurities in a solution
may accumulate at surfaces to produce tangible effects. Many processes that depend on catalysis
are surface reactions. The ubiquitous enzyme reactions in biological systems are essentially
catalytic surface phenomena: the reacting substance has to fit precisely onto the surface of the
enzyme. Contaminants in biological systems can ruin experiments and vitiate entirely any
claimed results.
It beggars belief that a scientist would ignore the relevance of possible impurities in biological
research or attempt to down-play the possible significance of impurities.
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TO AVOID HIV LATER, DAMAGE YOUR KIDNEYS AND LIVER NOW
Posted by hhbauer on Saturday, 19 January 2008
Clinical trials on human beings are under way to gauge how well tenofovir and emtricitabine
protect against HIV infection, with the hope that a regular diet of them could be recommended as
prophylaxis.
It’s already known, mind you, that these drugs can produce bone demineralization with chronic
use, kidney damage, lactic acidosis (including fatalities), liver damage (including fatalities), and
liver cancer. The danger of side effects is greatest when first starting the drugs but also when one
stops taking them.
The brilliant idea that this may be useful prophylaxis is based on studies in “humanized” mice—
FIVE mice, that is—engineered to have a “human-type” immune system. The media
(http://cbs11tv.com/local/HIV.Transmission.Prevention.2.631367.html) help everyone understand
how significant this is by pointing out that “Humanized mice . . . have the same immune systems
and infection fighting cells as humans”; which could make one wonder why there’s even a need
for trials in actual human beings.
The concept of prophylaxis using drugs that treat the actual illness is in itself a remarkable
advance. Perhaps instead of exposing babies to the dangers of vaccination, we should simply
place them on life-long diets of antibiotics? Come to think of it, we do already practice this sort
of prophylaxis by feeding antiretroviral drugs to every available pregnant woman who happens to
be HIV-positive—see FIRST: DO NO HARM! (19 December 2007).

As to humanizing mice, I’m sorely tempted to speculate about the possibility of engineering mice
to have human-type intelligence—sufficient, at the very least, for carrying on HIV/AIDS research
and clinical trials.
******
Here is what the Official Treatment Guidelines, December 2007 version, say about the side
effects of tenofovir and emtricitabine, which are described in the media story below as “fewer . . .
than other HIV treatments”:
“Renal impairment, manifested by increases in serum creatinine, glycosuria, hypophosphatemia,
and acute tubular necrosis, has been reported with tenofovir use [152, 153]. The extent of this
toxicity is still undefined. . . .
....
Discontinuation of emtricitabine, lamivudine, or tenofovir in patients with hepatitis B coinfection.
Patients with hepatitis B coinfection (hepatitis B surface antigen or HBeAg positive) and
receiving one or a combination of these NRTIs may experience an exacerbation of hepatitis upon
drug discontinuation [164, 165]. If any of the above agents is discontinued, the patients should be
closely monitored for exacerbation of hepatitis or for hepatic flare (AII).
....
Need to discontinue emtricitabine, lamivudine, or tenofovir: Monitor clinical course with frequent
liver function tests, and consider the use of interferon, adefovir dipivoxil, or telbivudine to
prevent flares, especially in patients with marginal hepatic reserve.
....
Pertinent Black Box Warning Information:
Emtricitabine (EMTRIVA); or in combination product with tenofovir DF (TRUVADA) or with
tenofovir DF and efavirenz (ATRIPLA):
—Lactic acidosis and severe hepatomegaly with steatosis, including fatal cases, have been
reported with the use of nucleoside analogues alone or in combination with other antiretrovirals.
—Emtricitabine is not indicated for the treatment of hepatitis B infection (HBV), the safety and
efficacy have not been established in patients with HIV/HBV coinfection.
—Severe acute exacerbations of hepatitis B have been reported in patients who discontinued
emtricitabine – hepatic function should be monitored closely with both clinical and laboratory
follow-up for at least several months after discontinuation of tenofovir in HIV/HBV coinfected
patients.
—If appropriate, initiation of anti-HBV therapy may be warranted after discontinuation of
tenofovir.
....
Tenofovir (VIREAD); or in combination product with emtricitabine (TRUVADA) or with
efavirenz and emtricitabine (ATRIPLA)
—Lactic acidosis and severe hepatomegaly with steatosis, including fatal cases, have been
reported with the use of nucleoside analogs alone or in combination with other antiretrovirals.
—Tenofovir is not indicated for the treatment of chronic hepatitis B (HBV) infection, safety and
efficacy in patients with HIV/HBV coinfection have not been established.
—Severe acute exacerbations of hepatitis B have been reported in patients who discontinued
tenofovir – hepatic function should be monitored closely with both clinical and laboratory followup for at least several months after discontinuation of tenofovir in HIV/HBV coinfected patients.
—If appropriate, initiation of anti-HBV therapy may be warranted after discontinuation of
tenofovir.
....

Studies in monkeys show decreased fetal growth and reduction in fetal bone porosity within two
months of starting maternal therapy [371]. Clinical studies in humans (particularly children) show
bone demineralization with chronic use; clinical significance unknown [252, 372]. Significant
placental passage in humans (cord:maternal blood ratio ~1.0).”
Tenofovir also produces liver cancer in mice.
******
Here’s the media report of this study:
“After 25 years of researchers around the globe being confounded by HIV, scientists in Dallas
have shown that the virus’s transmission can be stopped with medications. The scientific first,
though performed only in lab mice, bodes well for a future when people at high risk for HIV
infection would have a convenient way to protect themselves from the virus. . . . experts who
have long advocated safe-sex practices are worried that people will seek these drugs without
waiting for scientific proof from human studies. . . . One of the drugs, tenofovir, is reportedly
being sold at gay dance clubs on both coasts as a protection against HIV. . . .
Someday, people at high risk of HIV infection could be encouraged by doctors to take a daily pill
....
The experiment involved injecting five mice for seven days with two drugs that are commonly
used to treat AIDS patients, tenofovir and emtricitabine. On the third day, the mice were
inoculated vaginally with HIV, to mimic how most women and girls become infected. ‘Women
have no way of protecting themselves from … [sexually transmitted diseases] and HIV,’ said Dr.
Garcia, a professor of internal medicine. A preventive medication ‘would empower them to at
least have a fighting chance.’ . . .
An important step toward the current UT Southwestern study was Dr. Garcia’s 2006 development
of a mouse that had been made susceptible to HIV via transplantation of a ‘humanized’ immune
system’. . . .
The two [drugs] . . . have fewer side effects than other HIV treatments. The two drugs are part of
several studies in people, funded by the U.S. government, that are testing safety and effectiveness
in preventing HIV infection among intravenous drug abusers, young men and women who are
sexually active and men who have sex with men. Test sites include San Francisco, Atlanta,
Botswana, Thailand, Peru and Ecuador” [emphases added].
(“Dallas scientists stop HIV from spreading in mice—Experts caution that Dallas team’s findings
were only in mice”, by Sue Goetinck Ambrose & Sherry Jacobson , Dallas Morning News, 15
January 2008).
The source article is “Antiretroviral pre-exposure prophylaxis prevents vaginal transmission of
HIV-1 in humanized BLT mice” by Denton et al., PLoS Medicine 5 #1, e16
doi:10.1371/journal.pmed.0050016 in PLoS Medicine
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HIV “INFECTION” DISAPPEARS SPONTANEOUSLY
Posted by hhbauer on Tuesday, 22 January 2008

HIV/AIDS dogma has it that there’s no cure; once infected by HIV—as demonstrated for
example by confirmed positive HIV-antibody tests—there’s no possibility of reversion to
uninfected, not even by antiretroviral treatment. The long-term healthy “non-progressors” or
“elite controllers” still remain infected, they just have some mysterious physiological knack that
stops illness from developing.
Dissidents know different. The epidemiology of HIV in the United States shows that testing HIVpositive is not the mark of an infection, it’s a quite non-specific reaction (The Origins, Persistence
and Failings of HIV/AIDS Theory); according to the Perth Group, a sign of oxidative stress.
The latter view explains why HIV-positive people can and sometimes do spontaneously revert to
HIV-negative, illustrations of which are cited at p. 96 ff., “HIV-positive may be only temporary”,
in The Origins, Persistence and Failings of HIV/AIDS Theory.
The orthodoxy has ignored this evidence that HIV-positive may be temporary, so it’s something
of a surprise to see published in a mainstream journal the report of “Spontaneous HIV-1
seroreversion in an adult male” (Coyne et al., Sexually Transmitted Diseases, 34 [2007] 627-30).
That article is well worth having in one’s files, for several reasons:
— The man in question is in a high-risk group, he is a young gay man.
— The meticulous series of tests carried out by Coyne et al. gave results precisely in accord with
what the orthodoxy postulates for a newly infected person: negative HIV tests, risky behavior, an
episode of “gastro-intestinal symptoms, sweats, rash, and lymphadenopathy”, followed by
inconclusive tests, followed finally by positive tests. “This man was at high risk of HIV
acquisition and had symptoms consistent with HIV seroconversion. His HIV antibody response
evolved from negative to equivocal to a combination of reactions considered to be positive, and
the interpretation was that he had developed HIV infection.”
— The researchers used a stunning array of tests from a variety of manufacturers. The implicit
inference from the use of so many tests is that any given test kit is unreliable; and the data support
that inference. For example (their Table 1), on the same day one test is negative, p24 antigen also
negative, yet another test is positive. A few weeks later, again one positive and another negative.
— Positive antibody tests are supposed to run parallel with appreciable viral load. “However,
persistently undetectable viral loads prompted repeat antibody tests 10 months later, which were
negative. P24 antigen and proviral DNA could not be detected. . . . Our patient did not have
immunosuppression or antiretroviral drugs to account for his seroreversion. Nor did he have
detectable proviral DNA to indicate he was infected with HIV. His results are therefore
intriguing.”
The authors mention the possibilities of non-specific reactions and false positives, but in so
dismissive a manner as to effectively discount them—“These findings appear to be exceptionally
rare”.
They would have liked to study this case further “if the patient had consented to further
investigations”. I’m inclined to be on his side in refusing. Having been told of being infected by a
fatal, incurable, disease, he was subjected to innumerable tests; then, after months of undoubted
mental anguish, he was told by obviously puzzled doctors that they really didn’t understand what
was going on, but that apparently he might not be incurably ill after all, they had possibly

frightened him for no good reason—but of course they couldn’t be sure, they’d love to keep on
doing tests (maybe in the hope that he’d turn out to be fatally ill after all?).
******
Coyne et al. sum up their paper with “These findings appear to be exceptionally rare”. That
displays a highly selective point of view, for the literature is replete with data showing that the
tests are unreliable, that seroreversions occur quite often, that CD4 counts do not jibe with viral
load, and that neither viral load nor CD4 counts jibe with patient health.
This paper has five authors, who are associated with organizations in the United Kingdom
specializing in HIV, infections in general, and virology. It reveals something about contemporary
medical science that the flood of HIV-related publications persistently ignore even mainstream
publications that fail to support the prevailing dogma, for example, that babies spontaneously
revert from HIV-positive to HIV-negative (Clinical and Experimental Immunology 102: 476,
Lancet 347: 213, New England Journal of Medicine 332: 833) and that drug abusers also revert
spontaneously if they kick the habit and that needle-sharing is NOT associated with higher
“infection rates” (American Journal of Epidemiology 146: 994); that HAART doesn’t work
(Lancet 368: 451), that “viral isolates” are mixtures (Virology 230: 134), that sexual transmission
cannot explain the African “AIDS epidemic” (AIDS 4: 11, International Journal of STD & AIDS
14: 144); and much more.
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REINFORCING THE DOGMA
Posted by hhbauer on Friday, 25 January 2008
Happened to come across a schedule of ”HIV/AIDS Events” in Lousiville KY in 2008 (Metro
Calendar):
February 7, 2008: National Black HIV/AIDS Awareness Day
March 2- 9, 2008: HIV/AIDS Black Church Week of Prayer
June 27, 2008: National HIV Testing Day
September 28, 2008: Louisville AIDS Walk
October 15, 2008: National Latino AIDS Awareness Day
December 1, 2008: World AIDS Day
The difficulty that dissidents have in getting uninformed (that is, indoctrinated) people to pay
attention to the evidence is underscored by the fact that there are so many similar happenings
around the world, with public hooplah, celebrity appearances, and heart-string-pulling anecdotes
and pictures.
**********************
In Africa, HIV/AIDS dogma is reinforced because so much foreign aid supports HIV/AIDSrelated activities. The Krynens, French social workers in Africa, discovered that large numbers of
”AIDS orphans” are simply children whose parents leave them—often only seasonally—with

grandparents or others while the parents go to where they can find work; read Neville
Hodgkinson’s splendid ”AIDS—The failure of contemporary science: How a virus that never was
deceived the world” (Fourth Estate, 1996)—it’s out of print, but can be found at
http://www.abebooks.com/.
In that light, consider the following news item:
“HIV orphans’ custodians get upkeep funds (24 January 2008, Kenya DAILY NATION):
The Government Wednesday paid out Sh 2.5 million to caretakers of orphans in Kirinyaga
district. . . . 250 custodians had received the funds. The money is to help beneficiaries provide
upkeep for the orphans who are Hiv/Aids victims.
. . . . The programme which was launched last year sees each caretaker getting Sh1,500 on a
monthly basis.”
One wonders what other sources of income those caretakers have, and how likely they might be
to say anything that could threaten continuation of this largesse.
Posted in HIV does not cause AIDS.
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TUBERCULOSIS AGAIN
Posted by hhbauer on Sunday, 27 January 2008
Further to IS TUBERCULOSIS AN APHRODISIAC? (4 January 2008):
“Tuberculosis, HIV/AIDS: Twin Harbingers of Death”, 22 January 2008
“Health experts assert that effectively treating tuberculosis will not solve the worldwide
HIV/AIDS crisis, but it will significantly reduce its burden. This is the strategy of a local body as
it battles these twin agents of death through its health centres scattered throughout Nigeria.
Godwin Haruna writes . . .
Tuberculosis (TB) and HIV/AIDS epidemics fuel one another and health experts say they are
inextricably linked. According to Dr. Nanshep Daniel Gobgab, director of primary health care
system and programmes of the Christian Health Association of Nigeria (CHAN), the weakened
immune system of an individual living with HIV increases the likelihood of developing
tuberculosis. Gobgab adds that the development of active TB accelerates the progression of HIV
disease towards full-blown AIDS.”
It would be uncharitable, of course, to ask for an explanation of the mechanism by which active
TB accelerates the progression of HIV disease, if for no other reason than that the mechanism by
which HIV causes disease is itself an enduring mystery. Montagnier’s lab showed that, in vitro,
CD4 cells are not killed by HIV in the presence of antibiotic, which marks the killer as a microbe
and not a virus (Lemaître et al. Research in Virology 141 [1990] 5-16; Infection and Immunity 60
[1992] 742–8). The mainstream has long abandoned the view that HIV kills immune-system cells
directly, and a number of suggestions have been made, none of them substantiated to the level of
general acceptance: antigenic diversity; super antigen; T-cell anergy; apoptosis; Th1-Th2 switch
(Chapter 7, Principles of Molecular Virology).

“ ‘Most TB cases in people with HIV are from reactivation of old infections. However, since
tuberculosis is spread by casual contact, people with HIV/AIDS can also contract new or primary
TB infection. These new infections can progress rapidly to active disease, rather than follow the
typical course of years of dormancy’”
Since “people with HIV/AIDS” means “HIV-positive”, in other words, already exposed to a
health challenge of some sort, of course they will be more prone to succumb to some additional
health challenge
“TB is the leading killer of people with AIDS. In fact, tuberculosis is the first manifestation of
AIDS in over 50 percent of cases in the developing world. According to her, people who are
infected with TB and are HIV positive are 3 to 10 times more likely to develop TB than people
without HIV infection.”
Exactly. Those TB patients who are HIV-positive are the ones who are more seriously ill. Note
that “AIDS” was discovered because people were coming down with opportunistic infections—
fungal pneumonia, yeast infections—not with common diseases like TB. AIDS nowadays is an
entirely different thing than 1980s AIDS.
“ . . . one-third of HIV-infected people worldwide are co-infected with TB, and TB is responsible
for the death of one out of every three people with HIV/AIDS worldwide.”
Exactly. One-third of HIV-positive people are HIV-positive only because they have TB.
“Escalating tuberculosis rates over the past 10 years in many countries, particularly in subSaharan Africa and parts of Southeast Asia are largely attributable to the HIV/AIDS epidemic.”
The so-called AIDS epidemic in Africa and Asia is largely a TB epidemic.
“Much of TB’s resurgence is directly connected to the explosive spread of HIV, especially in
Africa, where two-thirds of HIV patients carry tuberculosis.”
But there hasn’t been an explosive spread of HIV. Its prevalence has remained the same in every
region for which UNAIDS and CDC have been giving estimates; see for example Preface, Figure
26, and Tables 20 & 31 in The Origins, Persistence and Failings of HIV/AIDS Theory
(McFarland 2007).
Activists don’t hesitate to use the supposed connection between TB and HIV/AIDS to their own
advantage, of course:
“Campaigners against TB and AIDS Urged to Co-operate”, by Miriam Mannak (10 November
2007)
“Tuberculosis (TB) in Africa cannot be dealt with while TB and HIV/AIDS organisations refuse
to set aside their differences, health experts said Friday during the 38th Union World Conference
on Lung Health. ‘So far, many TB and HIV programmes in Africa—or anywhere in the world—
do not co-operate with one another, despite the strong connection that exists between HIV and
TB’ . . . . ‘In some African countries for instance, 75 percent to 80 percent of the people living
with TB are co-infected with HIV’”
Again: TB is one of the conditions that can cause a positive HIV-test

“HIV has always been the big kid on the block, with TB being the little brother. HIV programmes
and organisations seem to be afraid that TB takes away attention and funding.”
Of course; that’s what it’s all about, who gets the money.
“ ‘In 2005, only seven percent of HIV patients worldwide were tested for TB,’ said Alasdair
Reid, HIV/TB advisor to the Joint United Nations Programme on HIV/AIDS. ‘That is shocking.
By testing people living with HIV for TB we can save thousands and thousands of lives each
year. And, it is feasible. The problem is the lack of co-operation between the different
organisations that deal with TB or HIV.’ new model for distribution of funds is also required,
Reid added. “Currently, money is raised for either HIV or TB, and funds dedicated for HIV can’t
be used for TB or vice versa.’”
Exactly; it’s all about who gets the money. And these officials don’t hesitate to talk utter rubbish:
“When you want to tackle HIV you need to tackle TB, especially in Africa where so many people
are co-infected.”
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HOW CAN THE HIV/AIDS BANDWAGON BE STOPPED?
Posted by hhbauer on Sunday, 27 January 2008
I’ve been wondering for several years, and I’ve also been asked quite often, “When will
HIV/AIDS theory be abandoned? How will that happen?”
According to Yogi Berra, prediction is very hard, especially about the future. The only solid basis
for attempting predictions is to extrapolate from the past and present, which can’t take account of
the “unknown unknown”—the totally unforeseeable stuff—waiting to trip up even the most
judicious and careful projections.
But when it comes to HIV/AIDS, there aren’t even comparable cases from which to extrapolate.
Sure enough, plenty of beliefs in science, and a fortiori in medicine, have been found wanting
over the centuries, that’s how understanding has advanced; “scientific revolutions” have
overturned, displaced, repudiated long-held beliefs—about atoms, about the Earth’s age, about
the relation between chemicals in living and non-living entities, about literally innumerable
matters.
However, HIV/AIDS isn’t just a belief in medical science, it’s a huge industry, of direct benefit to
many groups and to enormous numbers of people at many levels of society and throughout the
world (see “Vested Interests”, p. 212 ff. in The Origins, Persistence and Failings of HIV/AIDS
Theory). Researchers benefit from expenditures on HIV/AIDS that are 10 to 100 times more per
patient or per death than is spent on diabetes or cardiovascular disease (Fair Allocations in
Research Foundation) http://www.fairfoundation.org/. Africa gets far more for HIV/AIDS-related
matters than for anything else; for instance, while researchers in developed countries make a
good-enough grant-living from HIV/AIDS, academics and researchers and their assistants in

African countries enjoy largesse that others in those countries couldn’t even dream of having.
Drug companies make enormous profits. Researchers and drug companies are able to carry out
clinical trials in Africa that would never be approved in developed countries (DRUGS OR
FOOD?, 25 December 2007; ARE INTESTINAL WORMS GOOD FOR US? ARE THEY
GOOD FOR AFRICANS? FOR AFRICAN CHILDREN?, 30 December 2007). Tens of
thousands of organizations are involved in HIV/AIDS, and innumerable individuals—very much
including so-called activists—make their living from HIV/AIDS-related activities.
Of course, if the scientific community were to proclaim a consensus that HIV doesn’t cause
AIDS, others would fall in line. But what might move the scientific community to reach such a
consensus? All the funding agencies, all the official institutions international as well as national,
all the editors of the most entrenched and prestigious journals and the “peer” reviewers they
choose, all the science journalists who have specialized in covering HIV/AIDS, are vested in
HIV/AIDS dogma—vested in terms of career, reputation, plain self-interest.
Those are the facts. Documented testimonies are freely available. Scientific papers challenging
any aspect of HIV/AIDS dogma are routinely rejected by Nature, Science, Lancet, JAMA, New
England Journal of Medicine, etc. “Dissidents” are persecuted shamefully (DISSENTING FROM
HIV/AIDS THEORY, 8 December 2007). Thousands of signatories to petitions that HIV/AIDS
be rethought understand that they had better keep that belief separate from their work, and some
unknown number are even unwilling to have their names publicly known.
So, one cannot reasonably expect that some epidemic of heart-changing by the powers-that-be
will transform this situation. If the mainstream scientific consensus is to change, it will have to be
pushed by external forces to reconsider the evidence.
This situation prompted me to take special notice of a sentence in a mystery I was reading (Philip
Kerr, “The One from the Other”):
“Hard to comprehend, yes. But not so hard to believe.”
The accumulated evidence forces belief, forces one to accept that, indeed, the mainstream
medical-scientific community ignores competently presented and substantively supported views
that run counter to the contemporary bandwagon. The evidence forces intellectual acceptance of
the fact that this is the way things are. But we rebel against that emotionally, because we cannot
comprehend, grasp, that medical science is so very different from how we have been conceiving
science to be: objective, self-correcting, concerned primarily and only with truth.
That ideal view of science was not obviously misguided up to perhaps the middle of the 20th
century, when one could still understand much about scientific activity as the result of an
intellectual free market in which individual truth-seekers collaborated and competed. However,
roughly since the Second World War, science has increasingly become a matter of knowledge
monopolies and research cartels (for a longer discussion, read my essay on 21st-century science).
At a personal level, I find that I cannot comprehend that individuals should be so impervious to
evidence or so uninterested in the whole subject. Like other human beings, I tend to judge others
by myself. I came to be an HIV skeptic through a particular combination of personal experience
and objective evidence. Subsequently, I make naturally the common yet mistaken assumption that
others exposed to the same objective evidence would draw the same conclusions. But others don’t
have the same background of personal experience that I do, and it is that personal background

that explains why I took an interest in the topic in the first place and why I was able to view the
evidence in a non-bandwagon manner.
I suggest that I’m fairly typical of HIV/AIDS dissidents in this. Books, articles, blogs, letters to
the editor, and more, have been produced by dissidents under the implicit belief that the
HIV/AIDS paradigm can be toppled by presenting the evidence against it. We have to
comprehend that this is not so.
Certainly it was necessary to make the scientific case. But that has been overwhelming for a long
time now, and the question becomes, How can the evidence be used to bring down this
bandwagon? What social or political forces can be harnessed that are sufficiently influential to
stand against this colossal combination of vested interests? How can those forces be enticed to
take a fresh look at beliefs that have become so entrenched? Who would benefit from it?
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***************************************************************************
STOPPING THE HIV/AIDS BANDWAGON—-Part II
Posted by hhbauer on Friday, 1 February 2008
My earlier post about this (HOW CAN THE HIV/AIDS BANDWAGON BE STOPPED?, 27
January 2008) brought a gratifying number of useful comments.
There seems to be general agreement that the mainstream scientific community will not
spontaneously or willingly change its view on HIV/AIDS, even as the evidence against it
continues to mount and anomalies and incongruities accumulate. That’s the lesson of some two
decades. This is then a natural starting point for considering strategies that might help toward
producing change.
There’s also general agreement over the somewhat related point that it’s not just a matter of what
the science does or does not prove, because such a vast array of people and organizations apart
from the scientific community benefit in some manner from the present situation. Not that they
are willfully selfish or that they deliberately ignore the evidence, it’s a matter of cognitive
dissonance, a psychological phenomenon that makes it difficult if not impossible to grasp
anything that runs too severely against deeply ingrained beliefs. People came to benefit from the
HIV/AIDS industry because they believed HIV/AIDS theory, and they believe they are doing
worthwhile things.
Scientists are no less subject to cognitive dissonance than everyone else, and that serves as a
partial explanation for the fact that unorthodox claims in science are routinely resisted (see, for
example, Hook, “Prematurity in Scientific Discovery”).
For one example among innumerable available ones: Max Planck placed the foundational piece
of what became quantum theory, but—like most great innovators—he was initially opposed
vigorously by the pooh-bahs of the Establishment. In his memoirs, he made the remark often
cited by dissidents in all fields but apparently not known to run-of-the-mill journeymen scientists:
“New truths do not triumph by convincing their opponents, they win out because a new

generation replaces the old one” (a free translation from German); which has also been
paraphrased as “Science progresses funeral by funeral”.
At any rate, it seems evident enough that change as to HIV/AIDS will only come as the result of
pressure from social or political forces external to the medical-scientific establishment. Those
forces must be sufficiently influential to stand against the colossal combination of interests vested
in HIV/AIDS. They must be able to force a public discussion of all the evidence in a way that
allows full airing of the variety of interpretations. Where might dissidents turn to enlist such
forces?
Obvious places to look are among those who are being most hurt by what’s presently happening.
That means anyone who tests HIV-positive or may at some future time test positive. Here
everyone is truly at risk, for anyone might be unfortunate enough to have a test administered just
after they’ve been vaccinated against flu, or when pregnant, or when they are more likely to test
HIV-positive for some other of the many possible reasons. And if someone tests HIV-positive,
they will at once be emotionally shattered, and thereupon almost certainly debilitated physically
by antiretroviral drugs.
Though everyone is truly at risk in this way, the danger is greater for some people than for others.
As a class, gay men are particularly at risk because they tend to be tested more often than most,
and they tend to test HIV-positive more often than most; as do drug abusers; as do TB patients; as
do hemophiliacs; as do African Americans. Might any of those groups offer the possibility of
forceful organized action against HIV/AIDS dogma?
The trouble is, these high-risk people understand no better than the general public what the risk is.
They think it’s “HIV/AIDS”. Only after experiencing what goes with testing positive do some
people learn that HIV = AIDS is a dreadful illusion that has caused them tangible harm. Some
learn it from personal experience of series of inconsistent tests; some learn it through being
unable to tolerate the antiretroviral drugs and trying to live without them and finding that to work;
some learn it through losing friends and loved ones. But few people even in the highest-risk
groups come to question HIV/AIDS dogma before it affects them directly in some way.
So: The endeavor to enlist the people who would most benefit from toppling the paradigm, who
are most at risk under current circumstances, presents the same problem as that of convincing the
media and the general public; they have to be made to understand what’s wrong with HIV =
AIDS before they have a really direct incentive to question the orthodox view. This starts to look
like a circular discussion. Anyone who voices the dissident view is automatically dismissed as
either crazy or an old fool (both terms recently applied to me by a medical scientist asked by a
friend to comment on my book). What’s needed is an emotional, psychological, human-interest
hook so powerful that it is at least competitive with the belief that’s been ingrained in almost
everyone by the constant media refrain of “HIV, the virus that cause AIDS”. The emotional hook
must also be strong enough to shake the general belief that official statements about medicine and
science can be relied on.
Are there candidates for such psychologically powerful hooks?
I can think of two: for gay men, the issue of homophobia; for African Americans, the matter of
racism.
I can suggest two other possible avenues for change that don’t entail such strong emotional
charge but enlist forces in society that have the requisite power:

1. Legal actions. Maybe HIV/AIDS “science” could be forced to defend itself in a court of law
where dissident arguments could be aired. Perhaps it might be possible to sue a laboratory that
carries out HIV tests, since it presumably certifies—against the manufacturers’ test-kit
disclaimers—that those tests detect infection by HIV; or perhaps in some case where an HIVpositive person is charged with endangering sexual partners, a lawyer might find a way to have
the scientific issues argued. The Parenzee case represents one such attempt, so far unsuccessful
(”Can we learn from Parenzee?”).
2. Perhaps Congress could be persuaded to hold hearings about the utterly disproportionate
amount of research funds directed towards HIV/AIDS in comparison to diseases that affect vastly
more people, like heart disease, diabetes, cancer:

(data from http://www.fairfoundation.org/factslinks.htm)
Even once the scientific issues are raised publicly, however, there will still remain a matter over
which dissidents must come to agree if there is to be truly coherent action: which part of the
scientific story should be emphasized as decisive disproof of HIV/AIDS theory? While all
dissidents agree that HIV has not been proven to be the cause of AIDS, there are differing views
on just about everything else: Does HIV even exist? What caused AIDS? What causes AIDS
now? What does a positive HIV-test signify? And more.
I’ve suggested (”Can we learn from Parenzee?“) that the best strategy will be to concentrate on
the simplest point, the most readily proved one, the one most readily understandable by the
largest range of people. Recent e-mail discussions indicate that the most appropriate point, and
one generally acceptable among dissidents, might be the lack of validity of HIV tests for
diagnosing infection by HIV. After all, the instructions accompanying test kits
(aras.ab.ca/HIVTestInformation.zip at http://aras.ab.ca/test.html) acknowledge that they cannot
be used to diagnose infection. Further to that, the data collected in my book show that HIV tests
do not track an infectious agent
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RWANDA: CIRCUMCISE ALL MEN—EVEN IF IT MEANS MORE HIV INFECTION
Posted by hhbauer on Sunday, 3 February 2008
“Rwanda in mass circumcision drive” (BBC, 22 January 2008)
“Rwanda has launched a campaign to encourage all men to be circumcised, to reduce the risk of
catching HIV/Aids. . . . soldiers, policemen and students would be asked to come forward first for
circumcision. . . . ‘We will start this campaign with the new born and young men in universities,
the army and police’. . . . While it will be nominally voluntary, correspondents say many in the
armed forces will regard it as an order. . .
…
The UN World Health Organisation has said male circumcision reduces the risk of heterosexual
HIV infection. . . . Innocent Nyaruhirira, secretary of state for Aids prevention, told the BBC’s
Great Lakes Service, ‘It is a fact that men who are circumcised are 60% more likely to be
protected against HIV during sexual intercourse’”.
Also:
“HIV study involving University of Manitoba among top medical breakthroughs. . . .
WINNIPEG—Work done by a researcher from the University of Manitoba is among the top 10
medical breakthroughs of the year, according to Time magazine. Dr. Stephen Moses . . . found
male circumcision can reduce the risk of HIV infection in men who have heterosexual sex. . . . in
Kenya and Uganda . . . circumcised men were roughly 50 per cent less likely than uncircumcised
men to acquire HIV during sex with women. . . . Time picked the HIV study as the secondbiggest medical breakthrough of 2007.”
On the other hand:
“Unhygienic Circumcision ‘Increases Risk of Hiv’” (SciDev.Net, London, 28 February 2007)
“Museveni scoffs at circumcision for HIV-Aids” (The Monitor [Kampala] 18 February 2007)
“PRESIDENT Yoweri Museveni has trashed claims that circumcised men are less prone to
HIV/Aids infection. . . . “Why are Muslims and Bagisu dying? Who beats the Bagisu when it
comes to circumcising men?” . . . Among the Bagisu, a tribe in eastern Uganda, every male,
between adolescence and manhood, must be circumcised.”
“Circumcised male and female virgins were substantially more likely to be HIV infected than
uncircumcised virgins [emphasis added] (Kenyan females: 3.2% vs. 1.4%, odds ratio [OR] Z
2.38; Kenyan males: 1.8% vs. 0%, OR undefined; Lesothoan males: 6.1% vs. 1.9%, OR 3.36;
Tanzanian males: 2.9% vs. 1.0%, OR 2.99; weighted mean phi correlation Z0.07, 95% confidence
interval, 0.03 to 0.11). Among adolescents, regardless of sexual experience, circumcision was just
as strongly associated with prevalent HIV infection” (Brewer et al., Annals of Epidemiology 17
[2007] 217-26).
“Circumcision does not affect HIV in US men—
WASHINGTON, Dec 3 (Reuters)— Circumcision may reduce a man’s risk of infection with the
AIDS virus by up to 60 percent if he is an African, but it does not appear to help American men
of color . . . . Black and Latino men were just as likely to become infected with the AIDS virus
whether they were circumcised or not, Greg Millett of the U.S. Centers for Disease Control and
Prevention found. ‘We also found no protective benefit for a subset of black MSM (men who
have sex with men) who also had recent sex with female partners . . . . Overall, we found no
association between circumcision status and HIV infection status among black or Latino’ MSM. .

. . Experts knew circumcision would not protect a female sex partner, nor the male sex partner
being penetrated. But Millett’s study found no benefit of circumcision to any of the men. ‘We
also found no protective benefit of circumcision among those men reporting recent unprotected
sex with a male partner in which they were exclusively the insertive male partner’ . . . .
HIV is much more common among black and Latino men than whites and this may offset any
protection offered by circumcision . . . . Black and Latino men are more likely to have sex with
other black and Latino men, and thus may be exposed to HIV more often than white men.”
Above all, since it is in Rwanda that mass circumcision is being urged or perhaps even enforced,
consider the data in Rwanda’s own Demographic and Health Survey for 2005 (published July
2006; available at http://www.measuredhs.com/pubs/pub_details.cfm?ID=594&srchTp=). In
Chapter 15, “HIV prevalence and associated factors”, Table 15.6 on p. 234 reports the rate of
HIV-positive for circumcised men as 3.8% and for not circumcised men as 2.1%. IF circumcision
has a causal relation to infection by HIV in Rwanda, then a program of mass circumcision seems
destined to increase the infection rate in Rwanda by about 80%. Whether or not there is a causal
relation, mass circumcision will have some deleterious side-effects owing to the risk of infection
from any surgery.
*****************
This sort of thing explains why such matters must be left to the experts; the rest of us could easily
become confused by the published scientific evidence which shows that circumcision decreases
the chance of acquiring HIV—or increases it—or makes no difference. Furthermore, that it makes
no difference when you are exposed to it more–at least, if you are Black or Latino—in the United
States, that is, because for Black men in Africa it does make a difference even though they are
exposed to it one heck of a lot more than in the United States.
On the other hand, this sort of thing shows why public policies about such matters are too
important to be left to the HIV/AIDS experts; just as war is too important to be left to the
generals, and for the same sort of reason: they are preoccupied with their encounters with trees,
and imagine that if you’ve seen one tree you’ve seen them all, and they understand nothing about
the surrounding forest.
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ANOTHER STRIKING SUCCESS AGAINST HIV/AIDS IN AFRICA
Posted by hhbauer on Sunday, 3 February 2008
I noted some time ago (NOTEWORTHY SUCCESSES AGAINST AIDS IN AFRICA, 4
December 2007) that several African countries (Kenya, Uganda, Zimbabwe) were able to
decrease the prevalence of HIV more than could be accounted for by deaths. That’s just another
of the many mysteries posed by HIV/AIDS theory. Infection by HIV is said to be permanent.
Therefore, if the overall rate of infection in a country decreases, that can only be through removal
of infected individuals through death or emigration—removal of a larger number than the number
of new infections.

(An alternative explanation, of course, is that “HIV-positive” is neither permanent nor a sign of
infection by a virus. But that simple explanation is beyond the pale.)
Rwanda offers another such nail in the coffin of HIV/AIDS theory:
“Rwanda in mass circumcision drive” (BBC, 22 January 2008)
”Figures from the World Bank last year put the prevalence of Aids in the country at about 3%,
down from 11% in 2000.”
So at least 8% of the population must have died from HIV/AIDS during seven or eight years, say
1% per year. (“At least” because it assumes no new infections during that time.) The total
population is a little less than 10,000,000. Therefore about 100,000 a year must have died from
HIV/AIDS.
The CIA Fact Book gives the overall death rate in Rwanda as about 15 per 1000. For the
population of 10 million, this is 150,000 per year. If there were 100,000 deaths from HIV/AIDS,
then deaths from all other causes would have been only 50,000, or 5 per 1000 for the population
as a whole. Such a “natural” death rate of 5 per 1000, however, is impossibly lower than that in
the countries enjoying the longest lifespan: overall death rates are 10.3 per 1000 in Sweden, about
9 in Japan, 8.3 in the USA, 7.9 in Canada, 7.6 in Australia.
But perhaps 100,000 didn’t die each year from HIV disease; after all, the CIA Fact Book also
gives the number of HIV/AIDS deaths for 2003 as 22,000.
Perhaps 78,000 HIV-positive Rwandans (100,000 minus 22,000) became spontaneously HIVnegative each year?
No, we’re told that’s impossible (even though there are plenty of reports of spontaneous
seroreversion, see for instance HIV “INFECTION” DISAPPEARS SPONTANEOUSLY, 22
January 2008)
Perhaps the HIV-positive rates reported by the World Bank were wrong by something like a
factor of about 5?
Well, if so, then the policies regarding HIV/AIDS that have been followed by the World Bank
and other such prestigious organizations are based on entirely wrong numbers.
Perhaps HIV/AIDS numbers issued by official bodies shouldn’t be taken too seriously?
Indeed they should not; see Russian statistics in HIV NONSENSE: TODAY AND EVERY
DAY, 22 November 2007; HIV DOUBLETHINK, 27 November 2007; HIV/AIDS: NUMBERS
THAT DON’T ADD UP, 29 November; WORLD AIDS DAY . . ., 22 December 2007.
Perhaps numbers from the CIA Fact Book should not be taken seriously? After all, it reports that
the Rwandan population grew at an estimated rate of 2.766% (not, in other words [or numbers] a
rate of 2.767%, or of 2.765%).
How could an estimate be so accurate?
Once again, apparently the output of a computer program was copied, published, and
disseminated without the benefit of intervening thought. CIA statisticians need to be included
among those federal officials who deserve a short course in the use of significant figures in
mathematics (MATHEMATICAL AND STATISTICAL LIES ABOUT HIV/AIDS, 2 December
2007).
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CHEW ON THIS
Posted by hhbauer on Thursday, 7 February 2008
The COMMENT by G. listed as “Re COMMENTS” gives a link that is simply too delicious to
leave in such obscurity. Here’s the story:
Pre-Chewed Food Gave HIV to Kids
ATLANTA (Feb. 6) - For the first time, health officials report that the AIDS virus can be spread
by a mother pre-chewing her infant’s food, a practice mainly seen in poor, developing countries.
Three such cases were reported in the United States from 1993-2004 . . . .
It’s blood, not saliva, that carried the virus because in at least two of the cases the infected
mothers had bleeding gums or mouth sores . . . .
CDC officials say more study is needed. But they are asking parents and caregivers with HIV not
to pre-chew infants’ food, and are trying to educate doctors about this kind of transmission.
Health officials believe chewed-food transmission is rare in the United States, where such
behavior is considered unusual. In some countries, mothers do it because they have no access to
baby food or a means of pulverizing food for toothless infants.
“But even one case is too many,” . . . The first involved a 15-month-old African-American boy in
Miami, diagnosed in 1993. His great-aunt was infected with HIV and pre-chewed food for the
boy when he was between the ages of 9 months and 14 months.
Then a 3-year-old Caribbean-American boy was diagnosed in 1995, also in Miami. His HIVinfected mother pre-chewed food for her son.
Still uncertain they had definitively connected the practice to the spread of HIV, the doctors
wanted more evidence. It was years later before they could confirm a third case, which occurred
in 2004. A 9-month-old African-American girl was diagnosed with HIV in Memphis. The mother
began pre-chewing the girl’s food when she was about four months old.
All three children were infected with HIV at a time they would have been teething and had
inflamed gums. It may be that both a caregiver and a child must have wounds in their mouths for
the virus to have a good chance of passing from one bloodstream to another, the investigators
said.
Previous studies have linked pre-chewing to the spread of other infections including Helicobacter
pylori, a bacteria that causes stomach ailments, and streptococcal pharyngitis, which triggers sore
throat. That research, too, is preliminary and needs to be confirmed . . . .

In developing nations without other feeding options, any campaign against pre-chewing could be
nutritionally harmful . . . . “This would really take a lot of thinking before you could say, ‘We’ve
had three cases in 11 years, so you have to stop pre-chewing your child’s food,”‘ Hagen said.
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PICK A NUMBER — PICK **ANY** NUMBER
Posted by hhbauer on Thursday, 7 February 2008
Statistics may seem to be plain information, but often they are issued in order to send messages.
So the choice of numbers is naturally determined by what the desired message is.
Want to show that the HIV/AIDS epidemic is even worse than we thought?
“AIDS advocacy groups say the new figures [to be released by the Centers for Disease Control
and Prevention] will put the number of Americans infected with the AIDS virus each year close
to 50 percent higher than previous estimates, at 55,000 instead of 40,000”
(WASHINGTON (Reuters) “Under 1 percent of U.S. adults have HIV: report”, by Maggie Fox;
29 January 2008)
Want to show that the epidemic is not as bad as we thought?
“The CDC has estimated in the past that more than 1 million Americans in total are infected with
the human immunodeficiency virus that causes AIDS.”
“In 1999 to 2006, the prevalence of HIV infection among adults aged 18-49 years in the civilian
noninstitutionalized household population of the United States was 0.47 percent . . . . [which
means] anywhere between 447,000 people and 841,000 people, with 618,000 the middle number.
. . . . [according to] the National Center for Health Statistics . . . . The agency’s snapshot of HIV
infection in the United States shows the rate continues to be stable. . . . The report covers adults
aged 18 to 49 and only people living in households — not prisoners, the homeless or patients in
institutions” [emphases added]
Want to show that there’s still ample cause for concern, even though the HIV/AIDS epidemic is
not as bad as we thought?
Even if overall the numbers are stable—”We can say the prevalence is basically stable in this
U.S., household-based population”—, it’s always possible to pick out sectors where there are
grounds for grave concern:
“We do see the disparities by race/ethnicity . . . confirms other surveys that show black men are
far more likely than other Americans to be infected. . . . Black men aged 40 to 49 had the highest
rate of infection, at close to 4 percent” [emphasis added].
Also, “2% of non-Hispanic blacks were HIV-positive, compared with 0.23% of whites and 0.3%
of Mexican-Americans” (Kaiser Health Disparities Report: A Weekly Look At Race, Ethnicity
And Health, 31 January 2008).

******************
Want to show that we must leave these important matters to the experts, because lay people can’t
handle such complicated calculations?
Just try to put all the official numbers about HIV/AIDS together. The result will be great respect
for the experts’ ability to remain unruffled in the face of blatant contradictions. For instance, the
number of new infections is worse than we thought, more like 55,000 annually. Therefore the
total number living with HIV/AIDS should have been rising at 55,000 per year. Yet we‘ve just
had official assurance that the rate of HIV among Americans has been stable for something like a
decade. What’s been happening to those 55,000 new cases annually?
A natural thought is that there have been 55,000 deaths from HIV disease per year. But if you
look at the official statistics, you get the following (for 2004, from National Vital Statistics
Report, 56 #5, 20 November 2007):
Deaths from HIV disease: 5608 white Americans, 7271 black, 84 Native American, 100 Asian
Americans; the total of which is 13,063. (By the way: “HIV disease was also briefly among the
top five killers for the black population during the 1990s” [emphasis added]).
Or by ethnicity: 1758 Hispanic deaths, 11,195 non-Hispanics: total is 12,953. (Again: “HIV
disease was one of the top five causes of death for the Hispanic population in the mid-1990s but
quickly dropped out of this group”.)
[13,063 minus 12,953 equals 110 people who are neither Hispanic nor non-Hispanic, apparently,
but who died anyway.
The report does note, in very fine print, that reporting of ethnicity and race can be somewhat
inconsistent, but annoying little inconsistencies like 110 apparently missing people could all be
avoided if these reports didn’t claim more accuracy for the numbers than they deserve. Since
uncertainties exist in the reporting of ethnicity and race, how about not giving numbers to 5
significant figures and just publishing “13,000”? That would be more honest as well as less
annoying. Perhaps statisticians employed by federal agencies could take a short course in the use
of “significant figures”—see MATHEMATICAL AND STATISTICAL LIES ABOUT
HIV/AIDS, 2 December 2007.]
Anyway: About 13,000 a year die from HIV disease. About 55,000 newly contract it each year.
Therefore the total number living with HIV/AIDS should be rising at the rate of about 42,000 per
year. Yet the total number of Americans living with HIV/AIDS has remained stable since the
mid-1980s, at about 1 million (references cited in the Preface, pp. 1-2, of The Origins, Persistence
and Failings of HIV/AIDS Theory)—or maybe less, if you use numbers from the National
Household Survey, above, rather than from the Centers for Disease Control and Prevention.
Perhaps, then, those 42,000 disappearing mysteriously each year represent people who eventually
revert to HIV-negative after once having tested HIV-positive?
But of course the orthodox view is that seroreversion is exceedingly rare.
On the other hand, the evidence is that seroreversion is far from rare—see HIV “INFECTION”
DISAPPEARS SPONTANEOUSLY, 22 January 2008).
***************
With deaths from AIDS or “HIV disease”, you can also pick just about any number:

The Centers for Disease Control and Prevention likes to be on the safe side with its estimates.
Where the National Vital Statistics Report (above) states 13,063 or 12,953 reported HIV/AIDS
deaths for 2004, the Centers for Disease Control and Prevention estimates 18,099 for the same
year (HIV/AIDS Surveillance Report, volume 17, revised June 2007).
Leave aside this discrepancy between 13,000 and 18,000 and consider only the methodology for a
moment. It indicates that I should moderate my criticism, above, about reporting 13,063 and
12,953 when all that’s relatively reliably known is “about 13,000”. I had been tempted to repeat it
concerning the estimate of 18,099 which should obviously have been given instead as “about
18,000”. But then it occurred to me that these estimates originate in computer programs, whose
capabilities stretch to a much large number of digits than a mere 5. Quite likely the computer spat
out not 18,099 but something like 18,098.783. Instead of criticizing the resident experts, I should
congratulate them for rounding up the estimate to the nearest person.
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HERPES AND HIV
Posted by hhbauer on Friday, 8 February 2008
“People infected with the herpes simplex type 2 virus, known as genital herpes, were 15 times
more likely to also be infected with HIV” (WASHINGTON [Reuters] “Under 1 percent of U.S.
adults have HIV: report”, by Maggie Fox; 29 January 2008).
The report itself gives the HIV-positive rate as 1.99% [Note the accuracy! Significantly different
from 2%, apparently!] among those with herpes and 0.13% among the others, a ratio of 15.3,
laudably rounded to 15 in the media report.
A friend helped me with this interesting exercise in understanding the relevant official statistics:
According to the National Institute for Allergy and Infectious Diseases, about 45 million
Americans above age 12, about 1 in 5, have genital herpes. Therefore there are about 5 times 45
million Americans older than 12, namely, 225 million.
Now we’re told that 0.47% of adults (18-49 years old) are HIV-positive, or 618,000 (“anywhere
between 447,000 people and 841,000 people, with 618,000 the middle number”). Therefore,
American adults between 18 and 49 number 618,000 divided by 0.47%, which is about
130,000,000. How many of those have herpes? Since 45 out of 225 million have herpes, 45 times
130 divided by 225, in other words, 26 million . (Yes, you could also get that as 1 in 5 among 130
million equals 26 million. But I wanted to show that I could make things nearly as complicated as
the experts can).
So we have 26 million who are 15 times more likely to be HIV-positive than the other 104
million; and the total number of HIV-positives is 618,000. Say “x” is the rate of being HIVpositive for those who don’t have herpes. Then “15x” is the rate of HIV-positive among those
who do have herpes. Then (104x) millions plus (26 times 15x) millions must equal 618,000. The
solution of that algebraic equation is that x (the rate of HIV-positive among American adults who
are not infected by herpes, remember) is 0.125%. (That’s reassuringly comparable to the usual

HIV-positive rate of a few per thousand in low-risk groups, Table 3, p. 25 in The Origins,
Persistence and Failings of HIV/AIDS Theory.) For those who ARE herpes-infected, the HIV+
rate is 15 times greater than that, in other words, 1.875%. (Note here that I am following the
Centers for Disease Control and Prevention and other federal agencies in giving numbers to as
many “significant” figures as possible.)
Now: 26 million of the 18-49-year-old Americans have herpes. At a rate of 1.875%, that amounts
to 487,500 who are HIV-positive. The other 104 million who don’t have herpes contribute
another 104 times 0.125%, in other words, 130,000. Note that—unlike typical numbers from
federal agencies (for instance, HIV/AIDS: NUMBERS THAT DON’T ADD UP, 29 November
2007; MATHEMATICAL AND STATISTICAL LIES ABOUT HIV/AIDS, 2 December 2007),
these numbers DO add up: 487,500 plus 130,000 equals 617,500, which is close enough to
618,000.
But now think about what this means. Among all the HIV-positive adults in the United States,
nearly 80% (487,500 out of 618,000) are supposed to have herpes?
That seems unlikely, to put it mildly; a polite Australian might say, “Not bloody likely”.
Fortunately, other sources of data are available to check this conclusion, at least indirectly. For
example, the experts know that treating herpes reduces the viral load of “HIV”:
“Treating herpes simplex virus type 2 appears to reduce HIV-1 plasma levels by more than 50%
in men infected with both viruses” (HIV NONSENSE: TODAY AND EVERY DAY, 22
November 2007).
Now, if treating herpes gets rid of “HIV” and thereby reduces “HIV infection”, then anti-herpes
drugs should also reduce the risk of becoming infected by “HIV” in the first place. But it doesn’t:
“A once-promising experiment to see whether treating genital herpes with a common drug could
dramatically reduce susceptibility to HIV infection has found no protection whatsoever”
(“Anticipated ’slam dunk’ AIDS treatment fails”, by Sabin Russell, 5 February 2008).
The experts are suitably puzzled and dismayed by this: “This was a huge setback for HIV
prevention”; “Many people thought this was going to be a slam dunk”; “as was the case with
circumcision, this carefully monitored trial was based on years of prior studies that strongly
suggested the idea would work”; “This was the study everyone thought they had already had the
answer to”.
[This is not unlike what has happened with vaccines intended to prevent “HIV infection”.
Innumerable approaches that were fully expected to work have turned out to be ineffective,
leaving the experts at a loss to understand why. The simple and obvious but unacceptable
explanation is that HIV/AIDS theory is wrong and that “HIV” is not an infectious agent.]
But the failure of anti-herpes treatment in relation to “HIV” was not the only conundrum: “One
puzzle facing scientists is that the acyclovir treatments reduced herpes lesions by different
percentages in different groups: 32 percent among African women, 41 percent among gay men in
Peru, and 50 percent among gay men in the United States. But prior studies had shown the drug
was capable of 80 percent suppression”.
And then there are some more points of confusion:

“Nearly 20 years of various studies on herpes had shown that herpes infection nearly tripled the
risk of contracting HIV”.
Pardon me! What about “People infected with the herpes simplex type 2 virus, known as genital
herpes, were 15 times more likely to also be infected with HIV”? Which is it? Three times or
fifteen times?
Well, in the Data Brief that gives those numbers of 1.99% and 0.13%, ratio 15.3, the document’s
second paragraph states, “Herpes simplex-virus type 2 (HSV-2) infection is associated with HIV
infection; some studies have shown that HSV-2 infection doubles the risk of HIV acquisition”.
So: Is it twice, thrice, or fifteen times? I’m reminded that as to HIV/AIDS, the dictum applies,
“Pick a number; pick **any** number” (see post of 7 February 2008).
One of the references cited in the Data Brief sheds further light. It’s a review of 31 separate
studies of the association between HIV and herpes. Overall, the chance of being HIV-positive is
said to be 3.9 times greater if one has herpes. However, if one already has herpes, the chance of
becoming HIV-positive is only doubled (factor of 2.1, to be precise). I suppose this means that
HIV-positive people are at considerable risk of contracting herpes; that’s in keeping with what
had seemed the surprising result of the earlier calculation, that 80% of HIV-positive Americans
have herpes.
Clearly then, treating herpes will reduce the chance of becoming HIV-positive. Indeed, as noted
above, treating herpes reduces amount of “HIV” by 50%. However, as also noted above,
everyone was shocked to find that treating herpes doesn’t protect against “HIV”.
But let’s not give up. There’s always room for another clinical trial, “testing whether the antiherpes drug might block certain HIV infections involving couples. This one will treat herpes in
HIV-infected men or women whose sexual partner is HIV-negative, and may or may not have
herpes. The experiment will attempt to show that by taking acyclovir, the HIV-infected person
will be less infectious, and far less likely to transmit the AIDS virus to his or her partner”.
After all, the results could be “as exciting as the findings in 2005 and 2006 that adult male
circumcision—the surgical removal of the foreskin— reduced by as much as 60 percent the risk
that those men would contract HIV”. Who would play the part of spoil-sport by pointing out that
circumcision does not lower the risk of becoming HIV-positive? See RWANDA: CIRCUMCISE
ALL MEN—EVEN IF IT MEANS MORE HIV INFECTION, 3 February 2008.
*******************
There is a common thread that connects the conundrums of herpes and “HIV”, circumcision and
“HIV”, and vaccines against “HIV”: the results are not reproducible. When the outcome of one
experiment is used as a basis for further work, the expected effect doesn’t eventuate. The
orthodox view of “HIV” is ineffective in planning experiments, and it is unable to explain the
unexpected results that are so often obtained. One way of putting this might be to say,
“HIV/AIDS theory has been falsified”.
Posted in HIV absurdities, HIV and race, HIV risk groups, HIV transmission, HIV/AIDS
numbers, antiretroviral drugs, clinical trials, experts, sexual transmission, vaccines | Tagged:
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CONDOMS AND HIV: WHAT EVERYONE KNOWS IS ONCE AGAIN WRONG
Posted by hhbauer on Sunday, 10 February 2008
It’s a universally believed shibboleth that using condoms cuts the risk of becoming HIV-positive.
For example, a recent exchange in the British Medical Journal (BMJ, 26 January 2008, 336: 1845) was quoted to the effect that “Consistent condom use can reduce the spread of HIV”
(ScienceDaily [Jan. 25, 2008]). That exchange, as well as an earlier editorial in the BMJ (24 July
2004, 329: 185-6), cite for this a workshop held by the National Institute of Allergy and
Infectious Diseases in June 2000.
The actual findings are less than unambiguous. According to the Executive Summary in the
workshop report: “The published data documenting effectiveness of the male condom were
strongest for HIV. The Panel concluded that, based on a meta-analysis of published studies
‘always’ users of the male condom significantly reduced the risk of HIV infection in men and
women. These data provided strong evidence for the effectiveness of condoms in preventing HIV
transmission in both men and women who engage in vaginal intercourse.”
This is notably less than a definitive claim: “strong evidence” is not the same as “proof”. The
report itself acknowledges that nothing new is being revealed: “HIV infection is the only STD for
which formal meta-analyses have been published . . . . The most recent analysis by Davis and
Weller . . . was evaluated.”
The latter, a meta-analysis (quantitative assessment) of a dozen studies had concluded, “Among
those who reported never using condoms, the summary estimate of HIV/AIDS incidence from the
seven studies was 6.7 seroconversions per 100 person years”. Now: if there are 67 acts of
intercourse per year, that corresponds to a transmission rate of a mere 1 per 1000 unprotected
acts; at more than 67 acts per year, it corresponds to an even lower rate of apparent transmission.
As often pointed out, such rates are far too low to bring about an epidemic (see, for instance,
James Chin, “The AIDS Pandemic”; or Chakraborty et al., AIDS 15 [2001] 621-6).
One can accept without qualms the results of studies that find apparent transmission of HIV not to
exceed a few parts per thousand, for higher rates would be more readily observed. But one could
well have qualms about how accurately one could specify such very low apparent rates. Consider
how many people must be observed over how long a period of time in order to make such a
measurement reliably. If you study 100 discordant couples (one HIV-positive, the other not) for a
year, you might observe a few seroconversions on average, but owing to the usual chance
variations, to get a quantitatively meaningful rate one would need to observe many hundreds of
discordant couples. That this is far from easily done is illustrated by the most cited such study
(Padian et al., American Journal of Epidemiology, 146 [1997] 350-7), which managed to enroll
fewer than 450 such couples over a ten-year period.
For a good measurement of yet lower rates than a few per thousand, even larger numbers of
discordant couples would have to be enrolled; which makes one wonder how meaningful could be
the finding of the meta-analysis that always using condoms reduced the rate to 0.9
seroconversions per 100 person years, in other words a few per 10,000. Nevertheless, these
numbers have been cited to claim that condom use can reduce transmission of HIV by 85%.

On the other hand, several studies have not supported the claim that condom use decreases
apparent transmission of the “HIV-positive” condition at all (see pp. 44, 109, 115 in The Origins,
Persistence and Failings of HIV/AIDS Theory).
To those earlier-cited data one can now add remarkably detailed official figures from Rwanda’s
Demographic and Health Survey (2005 edition, published July 2006).

The suggested reason for this overwhelming contradiction of the conventional wisdom seems a
little thin: “It is difficult to establish the exact relationship between condom use and HIV.
Condoms could be used by those who are HIV negative to protect themselves from the disease,
but they could also be used by those who are seropositive to protect their partners” (p. 236); in
other words, it’s being suggested that those who are already HIV-positive might be more likely to
use condoms.
One might also speculate that condom use could be more frequent among those who have sex
often or with many partners, and whose greater consequent risk is not balanced by the protective
effect of the condoms. But there seems to be no correlation between rate of testing HIV-positive

and sexual behavior, for example, “Paradoxically, it is not only women who have engaged in
higher-risk sex, but also those who had no intercourse in the past 12 months that prevalence rates
are the highest (8.2 percent and 8.9 percent, respectively)” (p. 235). While HIV-positive rates are
reported to rise somewhat with numbers of sexual partners, on the other hand for men who
reported no sex in the past 12 months the HIV-positive rate was 2.9%; for those who had higherrisk sex in the last 12 months, it was a bit less, 2.7%; and for those who had had lower-risk sex, it
was highest at 3.5%. In other words, the apparent relationship between sexual behavior and HIVpositive rate is so inconsistent or even itself paradoxical as to exclude this as a plausible
explanation for the comparative figures in the tables shown above.
The facts seem quite clear. There is no indication that use of condoms decreases the risk of
becoming HIV-positive. What’s more, there is no correlation between becoming HIV-positive
and having sex, not having sex, or having high-risk sex.
Here is yet another piece of evidence, from official data, that HIV tests do not track a sexually
transmitted condition.
(Nothing here suggests, of course, that one shouldn’t use condoms. They offer some protection—
though far from certain—against a number of actual STDs like syphilis or gonorrhea; and they
are a fairly effective—though by no means certain—means of contraception.)
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HIV and BREASTFEEDING AGAIN
Posted by hhbauer on Wednesday, 13 February 2008
In science, hypotheses get modified as data accumulates. In HIV/AIDS research, the basic
dogmas are not modified as actual data falsify them. “HIV” continues to be pronounced a
sexually transmitted virus even as a great deal of evidence from epidemiology and from clinical
practice says that it isn’t (WHAT “HIV” IS NOT: IT’S NOT SEXUALLY TRANSMITTED, 6
January 2008). Condom use is urged in face of the evidence that they make no difference (or are
even associated with a HIGHER rate of HIV-positive—see CONDOMS AND HIV: WHAT
EVERYONE KNOWS IS ONCE AGAIN WRONG, 10 February 2008 ).
Breastfeeding is associated with less “transmission of HIV” than not breastfeeding (MORE HIV,
LESS INFECTION: THE BREASTFEEDING CONUNDRUM, 21 November 2007). Nevirapine
and AZT are known to produce irreversible, lifelong mitochondrial damage to babies exposed to
them (FIRST: DO NO HARM!, 19 December 2007). And still there are further “studies” carried
on to see whether those toxic drugs can prevent “HIV infection” supposedly incurred through
breastfeeding:
“Longer drug regimen found to help babies avoid H.I.V.”, by Lawrence K. Altman, New York
Times 5 February 2008
“Over recent years, giving an antiretroviral drug to a woman infected with the AIDS virus in
labor and to her baby at birth has reduced the risk of transmitting the virus to the baby. Yet many

babies born uninfected go on to acquire H.I.V. . . in the lengthy period of breast feeding because
of contamination of the mother’s milk. Now researchers have found for the first time that the
incidence of the virus among breast-fed infants can be significantly reduced by extending
antiretroviral drugs for much longer periods, up to six months. . . . Breast feeding accounts for up
to 48 percent of H.I.V. infections among infants in developing countries . . . . Centers for Disease
Control and Prevention . . . paid for three of the five breast-feeding studies reported at the 15th
Conference on Retroviruses and Opportunistic Infections . . . . Additional studies will be needed
to determine the cost effectiveness of longer-term therapy. . . . ‘The next series of studies will
need to determine the optimal time for treating mothers and infants,’ said Dr. Fauci, whose
agency paid for the fifth breast-feeding study. The studies reported here evaluated regimens and
the potential of drug resistance among mothers and babies in India and African countries. In a
study in the Kisumu area of Kenya, along Lake Victoria, infected mothers took a combination of
antiretrovirals from the 34th week of pregnancy and for the first six months of breast feeding their
children. The newborns were given the standard single dose of nevirapine to prevent H.I.V.
infection that might have occurred in delivery. Of 497 newborns, 12, or 2.4 percent, were infected
by the end of the first week of life, from infection in the womb or at birth. An additional 15
infants, or 3 percent, became infected 8 days to 12 months from breast feeding. In a study in
Blantyre, Malawi, more than 3,000 infants received one of three regimens of antiretrovirals for
the first 14 weeks of life. After nine months of observation, the group that received nevirapine for
14 weeks had the lowest percent of infected infants, 3.1 percent. That compared with 10 percent
among the control group, which received one dose of nevirapine and one week of another
antiretroviral, AZT. Another part of the Kisumu study showed that most of the infants infected in
the first six months of life showed laboratory evidence of genetic resistance to the antiretroviral
drugs in the study. But the authors cautioned that the finding did not mean that the drugs would
necessarily fail in treating the infants.”
Note:
All the earlier studies that showed breastfeeding in developing countries to be beneficial are
simply ignored.
All the studies showing the harm to babies from nevirapine and AZT are ignored. The decrease in
“infections” was reported, but how did the babies fare in terms of overall health?
Additional studies are always needed. The number of HIV/AIDS researchers is vast, and they
need grants.
Such studies are carried out most readily in Africa. One reason is that ethical requirements for
clinical trials include that all those who enroll must be offered no less than the usual standard of
care. That requirement is most readily met in Africa, where the usual standard of care in many
places is no care at all. That’s why it’s possible in Africa to study whether it’s worth feeding
malnourished people (DRUGS OR FOOD?, 25 December 2007) and whether it’s worth deworming children (ARE INTESTINAL WORMS GOOD FOR US? ARE THEY GOOD FOR
AFRICANS? FOR AFRICAN CHILDREN?, 30 December 2007) by contrast to treating them
with antiretroviral drugs whose costs exceed those of food and of de-worming medications by
orders of magnitude.
Words fail me at this stage. The “drugs or food” issue had even been raised in a couple of
editorials in the New York Times without bringing any warranted chorus of outrage.
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HIV-POSITIVE BABIES ARE NOT VIRUS-INFECTED
Posted by hhbauer on Saturday, 16 February 2008
MacDonald reminded me that the Perth Group have documented in devastating fashion that
“HIV-positive” data on mothers and babies proves that testing HIV-positive does not signify an
infection.
I really should have emphasized that when commenting on the self-contradictions regarding
“HIV” and breastfeeding (HIV and BREASTFEEDING AGAIN, 13 February 2008; FIRST: DO
NO HARM!, 19 December 2007; MORE HIV, LESS INFECTION: THE BREASTFEEDING
CONUNDRUM, 21 November 2007) and claims of mother-to-child transmission generally (for
instance, TWINS ATTRACT THEIR MOTHER’S HIV, 12 January 2008; HIV-POSITIVE
CHILDREN, HIV-NEGATIVE MOTHERS, 25 November).
The Perth Group’s website has two comprehensive discussions available as links: “Monograph on
mother-to-child transmission”, and “BMJ Online Debate”.
MacDonald cited (from the latter) this concise yet fully documented argument by the Perth Group
in response to orthodox viewpoints pressed by a certain Peter Flegg:
“In regard to ‘HIV’ seropositive mothers, their infants and antibody specificity, we would be
grateful for Peter Flegg’s view on the following:
In 1987 the CDC advised: ‘Most of the [CDC] consultants believed that passively transferred
maternal HIV antibody could sometimes persist for up to 15 months’. (18) In 1991 the CDC
extended the time to 18 months 13 and by 1995 ‘…the range of WB seroconversions might
eventually extend beyond 30 months’, (14) that is, at double the age ‘believed’ eight years earlier.
Before the AIDS era the evidence was that transplacental maternal antibody in offspring did not
persist beyond nine months.(15) In 1993, Parekh from the CDC developed ‘a human
immunodeficiency virus type 1 (HIV-1)-specific 1gG-Fc capture enzyme immunoassay (1gGCEIA) to elucidate the dynamics of HIV-1 maternal antibody decay and de novo synthesis of
HIV-1 antibodies in infants’. He and his colleagues demonstrated a rapid decay of maternal
‘HIV’ antibody ‘with decline to background levels by 6 months’. (16 ) In other words, if the
‘HIV’ antibody test is specific, any child who has a positive ‘HIV’ antibody test beyond 9 months
should remain positive for the remainder of his or her life. In the only study providing a detailed
analysis of post partum loss of infant HIV seropositivity, the European Collaborative Study, (17)
approximately 23% of the children became seronegative between birth and 9 months. However,
59% became seronegative between 9 and 22 months. Since the latter cannot be due to loss of
maternal antibodies, the only explanation is that either: (i) the antibody test is non-specific or; (ii)
the children managed to clear ‘HIV’ infection without treatment. If 23% of children test positive
because of maternal antibodies and in 59% the test is non-specific, how certain can Peter Flegg be
that in the remaining 18% of children the test will not also serorevert after 22 months? Or if the
test remains positive, is it a true positive? May we ask, what does Peter Flegg tell the mother of a
child who tests positive between 9 and 30 months and what is his approach to the clinical
management of this child?”

The cited references are
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immunodeficiency virus-exposed but uninfected infants. Pediatr Infect Dis J 1995;14(5):382-7.
15. Stiehm ER. Immunologic diseases in infants and children. 3rd ed. Philadelphia: WB Saunders
Company, 1973.
16. Parekh BS, Shaffer N, Coughlin R, Hung CH, Krasinski K, Abrams E, et al. Dynamics of
maternal IgG antibody decay and HIV-specific antibody synthesis in infants born to seropositive
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18. CDC. Current Trends Classification System for Human Immunodeficiency Virus (HIV)
Infection in Children Under 13 Years of Age. Morb Mortal Wkly Rep 1987;36:225-30, 235-6.
**************
One can hardly ask for better grounded reasons for recognizing that “HIV-positive” does not
signify permanent infection; and that consequently all the claims of mother-to-child transmission
of a virus — be it perinatally or as a result of breastfeeding — cannot be taken as valid, based as
they are on the most dubious grounds.
Given these facts, how could anyone recommend the administering of toxic antiretroviral drugs to
pregnant women and babies? Yet now we have studies exploring how longer exposure to these
drugs might influence the spurious indications of the presence of “HIV” (HIV and
BREASTFEEDING AGAIN, 13 February 2008).
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WHAT REALLY CAUSED AIDS: SLICING THROUGH THE GORDIAN KNOT
Posted by hhbauer on Wednesday, 20 February 2008
The hypothesis that HIV causes AIDS fails to explain the demographic characteristics of HIVpositive tests (The Origins, Persistence and Failings of HIV/AIDS Theory); it has generated a
large number of conundrums and claims that cannot be reproduced (for example, as to herpes,
circumcision, vaccines—see HERPES AND HIV, 8 February 2008). Virions of HIV have never
been isolated from HIV-positive people. Nor has the hypothesis led to satisfactory answers to
salient questions:
1. Why did AIDS appear first among gay men in the United States?
2. Why in the late 1970s to early 1980s?

3. Why did it manifest in the specific forms of Pneumocystis carinii pneumonia, candidiasis,
lymphadenopathy, and Kaposi’s sarcoma?
Dissent from HIV/AIDS theory has persisted for some two decades, but the dissidents agree only
over the inadequacy of that theory; no consensus has formed over a possible alternative among a
number of suggestions: drug abuse; multifactorial—a combination of many insults including a
variety of infections and antibiotic treatments; undiagnosed syphilis. None of those offer
convincing answers to those three questions. And dissidents have an additional question to
answer:
4. If HIV doesn’t cause AIDS, why do antiretroviral drugs sometimes make people feel much
better, quite quickly? (even if that benefit doesn’t last, and the drugs themselves cause harm in the
longer run).
Drug abuse evidently has something to do with AIDS.
John Lauritsen was first to point out that all the early AIDS patients had a history of using
“recreational” drugs and that the Centers for Disease Control and Prevention obscured the fact
through its misguided “hierarchical” classification of AIDS cases. Lauritsen also argued cogently
for nitrites, “poppers”, as the specific cause of Kaposi’s sarcoma
(http://paganpressbooks.com/jpl/POPPERS.HTM).
Peter Duesberg has gathered considerable supporting evidence for the role of drug abuse,
including different manifest infections associated with different drugs .
Still, acknowledging an association with drug abuse leaves unanswered those same three
questions. After all, there had been an epidemic of drug abuse, not restricted to gay men, in the
1960s to 1970s. Then, and also in more recent times with cocaine, crack, and meth, certain
consequences deleterious to health are well known—but they did and do not prominently feature
Pneumocystis carinii pneumonia or candidiasis.
The multifactorial hypothesis, too, lacks convincing answers for the specificity of the affected
group, when it was affected, and what the manifest infections were.
The inability to offer good explanations for these specifics may well be a major reason why the
dissidents’ sound arguments against HIV/AIDS theory have been so little attended to. It’s one
thing to show that some theory is inadequate, but it’s a well known aspect of science that an
unsatisfactory theory is not abandoned until a better alternative becomes available. Nonscientists, too, can only shrug helplessly when they are shown how obvious the evidence is that
HIV doesn’t cause AIDS; they need, quite reasonably, to be given at least plausible answers for
what caused AIDS and what “HIV” is.
After my book was published, I learned a great deal more from people who got in touch with me,
and yet more after I began writing this blog. The most striking discussion that was new to me,
something that gave me a “Eureka” moment, came from Tony Lance, whose explanations offer
satisfactory answers to all four of those central questions. What we now know as “AIDS” had
been described at first as “GRID”: Gay-Related Immune Deficiency. It turns out that it should
have been named Gay-Related Immune Deficiency:

gay-related-intestinal-dysbiosis.pdf
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************************************8
Henry Bauer Says: Your comment is awaiting moderation.
Wednesday, 20 February 2008 at 3:31 pm
The Gordian knot, referred to in the subtitle to this post, “may in fact have been a religious knotcipher guarded by Gordium’s priests and priestesses” (cr. Wikipedia). Somewhat reminiscent of
that, HIV/AIDS dogma has increasingly become tied up in exquisitely detailed aspects of
immunology and virology, whose white-coated gurus have disdained critiques from secular
outsiders. The expert gurus have found intricate, even baffling ways of trying to explain away
contradiction after contradiction as to HIV/AIDS theory, conundrum after conundrum,
improbability heaped on improbability; all those perplexing puzzles are neatly cut through,
explained in convincing and straightforward and coherent fashion, by the intestinal dysbiosis
hypothesis.
When told about it, I experienced a Eureka moment, because it resolved some things that had
puzzled me about the multifactorial hypothesis which, up to then, had seemed to me the best
explanation for AIDS. I had accepted as plausible that recurrent infections of various sorts,
recurrently treated with antibiotics, as well as the steady consumption of antibiotics as
prophylactics, could suppress the immune system and permit opportunistic infections like
candidiasis—thrush, yeast infections—to flourish. The plausibility of that had been confirmed for
me because I myself had experienced something analogous. A series of prostate infections
brought me a series of quite short courses of antibiotics—Cipro, Bactrim, augmentin—, and each
time I developed penile or oral thrush. “Of course”, I had thought to myself, “if a few weeks of
those things brings on thrush for me, then naturally months or years of that sort of stuff could
break the immune system down altogether”.
What I overlooked was that a few weeks of an antibiotic could hardly inflict serious damage on
the immune system as a whole. What it does very effectively, though, is to upset the stomach by
killing some of the beneficial resident bacteria; after all, that’s what antibiotics do, they kill
bacteria. What finally brought my prostate infections to an end was a course of intravenous
antibiotic. Moreover no stomach upset, no thrush. The antibiotic wasn’t harming the immunesystem cells that circulate in the blood stream.
Moreover, since a few days of antifungal treatment had vanquished the outbreaks of thrush, the
immune system could not have been much harmed in the first place; nor would one expect a
damaged immune system to rebound in a matter of days. Similarly, it occurred to me, the vaunted
success of antiretroviral drugs is no support for HIV/AIDS theory, because the time scales are
wrong. Proponents of the orthodox view recount anecdotes of walking skeletons that regain
health within a matter of weeks after starting HAART, while scientific publications describe—at
best—quite slow suppression of viral load and quite slow recovery of CD4 counts. How could
suppression of a virus that does its work at snail’s pace—unchecked, taking an average of 10
years to produce symptoms of illness—together with slow recovery of the immune system cells
supposedly killed by the virus, bring about tangibly rapid improvement in health?
The intestinal dysbiosis theory seems able to answer all the salient questions that have been so
puzzling for so long about HIV and AIDS. Much, of course, remains to be elucidated, because the
definition of AIDS has been so altered and so distorted by relying on the belief that HIV is the
cause. But, as Tony Lance’s article notes, at least some of the AIDS- or HIV-related matters not
specific to gay men are also illuminated by the intestinal dysbiosis theory. Many more things
must await further investigation—what causes TB patients and drug abusers and hemophiliacs to
test HIV-positive so often; AIDS in Africa; how best to treat the various stages or levels of

intestinal dysbiosis—but at least the way seems now clear for rational approaches to the needed
studies.
***************************************************************************
AIDS AS INTESTINAL DYSBIOSIS
Posted by hhbauer on Saturday, 23 February 2008
The article by Tony Lance posted in WHAT REALLY CAUSED AIDS . . . (20 February 2008) is
powerfully persuasive that the outbreaks of “AIDS” in the 1980s were really outbreaks of
intestinal dysbiosis among people whose lifestyle was conducive to such dysbiosis. It is further
support for Lance’s thesis that some doctors have been successfully treating “AIDS” patients for
intestinal dysbiosis, or something very like it, from the very beginning of the “epidemic”.
******************
Dissenters from orthodox HIV/AIDS theory differ among themselves over what really caused
AIDS. John Scythes, for example, believes that undiagnosed syphilis played and perhaps
continues to play a significant role (for details, see the website maintained by his colleague
Colman Jones ). But Scythes doesn’t claim to have all the answers, and he was an outstandingly
objective and helpful reader of drafts of my book. He has met a number of people in various parts
of the world who are involved in HIV/AIDS in one way or another, and recently he mentioned to
me Dr. Juliane Sacher in Germany as someone who has successfully treated “AIDS” patients
without resort to antiretrovirals. I asked Dr. Sacher for published accounts of her work, and she
sent me 3 articles published in 2006 in the German periodical Raum & Zeit (141: 34-38: AIDS—
Chronology of the mistakes; 142: 18-23: II. AIDS—The virus that doesn’t exist; III. 143: 60-62:
“AIDS”—How alternative therapies can help [titles translated by Henry Bauer]). It turns out that
Dr. Sacher’s practical clinical experience with AIDS patients and with HIV-positive people
affords convincing support for Tony Lance’s hypothesis of intestinal dysbiosis.
Sacher had served as a physician with Lufthansa and had noted already in the 1970s that male
flight-crews often had reduced lymphocyte counts, were often homosexual, and indeed were
among the first AIDS cases in Germany. In the 1980s, Sacher was in a medical group in Frankfurt
that treated many AIDS patients, and she noted their high, sometimes extreme levels of
immunoglobulins and antibodies: from 35 to 40 or 45% as against the normal 18%. But T4-cells,
which HIV supposedly destroys, are instrumental in the production by B-cells of these globulins;
so how could patients supposedly low in T4-cells be producing excess globulins? The answer,
shown by research in the early 1990s, is that the low counts of T4-cells in the blood,
characteristic of AIDS, does not mark destruction of those cells but rather reflects that they move
elsewhere—in particular, into the lymph system. They act against inflammation of the lymph
nodes, and return into the blood once the inflammation subsides.
Sacher also notes that the balance between two types of T4 cells is shifted in AIDS patients:
typically they display a relative dearth of Th1 and an excess of Th2 cells.
In 1987, Germany funded research to asses the efficacy of antiretroviral treatment of AIDS
patients. Dr. Sacher had the largest or second-largest group of HIV/AIDS patients in Germany
enrolled in the study. Results after one year showed that in patients treated with AZT the T4-cell
counts had decreased by 70%, whereas in those treated by Sacher using alternative treatments–
80-90% of all her patients–the decrease had been an average of only 7.5%! Most of these patients
had had full-blown AIDS, though a few were HIV-positive but asymptomatic. This result was

described in the Ärzte-Zeitung (Physicians Newsletter), 6/7 October 1989, #189, page 15: some
50 patients treated by alternative means did better than 56 patients treated with AZT (Sacher’s
Raum & Zeit article no. I includes a photocopy of that publication in the Ärzte-Zeitung).
Sacher’s “alternative” approach to treatment of AIDS patients is informed by the views of Dr.
Heinrich Kremer; his 2005 book, “Die stille Revolution von Krebs- und AIDS-Medizin” (The
quiet revolution in cancer and AIDS medicine), Ehlers Verlag, Wolfratshausen, is to appear in
English translation in the near future. The key is recognition that glutathione is a most important
antioxidant which also regulates the Th1/Th2 balance: deficiency of glutathione shifts the balance
in the direction of Th2. HIV-positive patients invariably have a glutathione deficiency, and their
health improves when this is rectified. In addition, Dr. Sacher monitors carefully and corrects
deficiencies in vitamins and minerals; she encourages a healthy lifestyle—exercise, minimizing
stress—and uses a number of dietary supplements as indicated in individual cases.
In Part III of her articles in Raum & Zeit, Sacher offers more details of how she treats specific
conditions that AIDS patients often experience—diarrhea, bronchitis, bladder and kidney
problems. She also recommends preventive measures including specific laboratory tests. A brief
professional biography of Dr. Sacher is included in these articles:
Dr. Sacher has been in private medical practice since 1983. She worked with the German Federal
HIV Study between 1987 and 1993; served in 1988 on the Parliamentary HIV/AIDS
Commission; and was co-recipient in 1990 of a prize of 100,000 Deutschmark for her work with
HIV/AIDS patients. Between 1975 and 1993 she served under contract with Lufthansa. From
2000 to 2002 she worked part-time in the biostatistics unit of Wuppertal University. She takes a
special interest in all aspects of chronic illnesses, and in complementary as well as mainstream
medicine.
*********************
I’ve often been struck by how frequently I come across, “by chance” or from unexpected
quarters, material relevant to what I’m thinking about at some given moment. Here it is again. Dr.
Sacher’s clinical experience with “AIDS” patients is fully in line with Tony Lance’s intestinaldysbiosis theory, in particular the role of glutathione and of Th1-Th2 shifts. Dr. Sacher’s work
shows the salience of those factors; Lance’s theory explains why so notable a proportion of gay
men display glutathione deficiency and Th1/Th2 imbalance and therefore benefit from Dr.
Sacher’s approach to medical care.
Posted in HIV does not cause AIDS, HIV in children, antiretroviral drugs, clinical trials | Tagged:
AIDS and intestinal dysbiosis, AIDS and intestinal flora, HIV and intestinal dysbiosis, HIV and
intestinal flora
***************************************************************************
ALTERNATIVE TREATMENTS FOR AIDS
Posted by hhbauer on Monday, 25 February 2008
In AIDS AS INTESTINAL DYSBIOSIS (23 February 2008) I mentioned that the clinical
experience of Dr. Juliane Sacher in Frankfurt, Germany, is entirely consistent with Tony Lance's
identification of intestinal dysbiosis as a likely cause of testing HIV+ and also of suffering AIDS,
especially among gay men who indulge in certain practices.

I've been asked for English versions of the German articles that Dr. Sacher had sent me. Here is a
free translation of them, abbreviated where material could be omitted without changing the
meaning.
Posted in HIV does not cause AIDS | Tagged: AIDS and Th1/Th2 balance, alternative treatment
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***************************************************************************
HIV DEMOGRAPHICS FURTHER CONFIRMED: HIV IS NOT SEXUALLY
TRANSMITTED
Posted by hhbauer on Tuesday, 26 February 2008
The rates at which people in the United States test HIV-positive have remained at about the same
level, and have remained distributed geographically in the same manner, for two decades. The
rates also vary with age, sex, and race in the same manner in all social groups. Those
demographics are characteristic of something endemic, not of something contagious that causes
epidemics; thus “HIV” is not something that’s sexually transmitted (see also WHAT “HIV” IS
NOT: IT’S NOT SEXUALLY TRANSMITTED, 6 January 2008).
That demographics-based argument, detailed in The Origins, Persistence and Failings of
HIV/AIDS Theory (McFarland 2007), is strongly confirmed by finding similar demographic
characteristics in Africa as in the United States.
**************
Consider how testing HIV-positive varies with age and sex:

Sexually transmitted diseases tend to strike adolescents and young adults more than others; by
contrast, rates of HIV-positive are highest in newborns and in middle-aged people.
Resistance to infections and illnesses is greatest among adults in the prime and middle years of
life; old people are at particular risk for flu, pneumonia, etc. The very opposite applies with HIV:
the risk of testing HIV-positive is greatest in middle age.

The above diagram describes general trends. As noted in the source (The Origins, Persistence and
Failings of HIV/AIDS Theoryhttp://failingsofhivaidstheory.homestead.com/), there are some
variations: “The only major variation between groups is in the precise ‘middle’ age at which
F(HIV) peaks, anywhere from 30s to 50s; and that precise age is not always the same for males
and females. . . . There are also hints . . . that the peak ages and the male-to-female ratios may be
somewhat different in the various racial categories” (pp. 26-7); “black women test positive
relatively frequently under some sort of not-necessarily-serious physiological stress, such as
pregnancy or childbirth” (p. 247).
Those very same trends can be seen in the Demographic and Health Survey for Rwanda (2005
edition, published July 2006; available at
http://www.measuredhs.com/pubs/pub_details.cfm?ID=594&srchTp=).

The data from the United States contained hints that black women are particularly prone to test
HIV-positive; the Rwanda data confirm that strongly—women there test HIV-positive more often
than men up to age 40, whereas in the United States women test positive more often than men
only up to the later teens.

Then there’s the variation with marital status (from Table 15.6, Rwanda Demographic and Health
Survey, 2005):

As earlier remarked (TO AVOID HIV INFECTION, DON’T GET MARRIED, 18 November
2007), this illustrates the usual variation with age: the widowed are likely to be on average older
than the divorced, who are likely to be on average older than those currently married or in a stable
relationship, who are likely to be older than those who never had sex. Note, too, that 2 per 1000
men, and 8 per 1000 women, have contracted this supposed STD without ever having had sex.
Yet another confirmation of this variation of HIV-positive with age is reported by Brewer et al.,
Annals of Epidemiology, 17 (2007) 217-26. The following rates of testing HIV-positive (as
percentages) are extracted from their Table 5:

All show the increase with age from teens into “middle age” (which is in the 30s except with
Tanzanian males and uncircumcised Kenyan males). Only 1 cell out of 32 (18-24-year-old
circumcised Kenyan males) does not fit the pattern, a remarkably consistent, reproducible result
for such a demographic variable.
In the Kenya data, note that uncircumcised females test positive more often than males only up to
the late teens, which is more like the US data than the Rwandan; whereas in the circumcised
group, females test positive more often than males into the thirties, which is more like the
Rwandan data than the US data.
Note too how irreproducible is the variation of HIV-positive rate with circumcision status; in 6
cases, circumcised corresponds to a greater HIV-positive rate, in the other 10 cases it is the
opposite.
****************

Among the surprises in the US demographic data was the consistent increase of HIV-positive
rates with increasing population density (which is again not characteristic of sexually transmitted
diseases). Such a correlation is, however, consistent with an explanation of HIV-positive as a
non-specific physiological response to a variety of minor and major insults such as environmental
pollution (see p. 89 in The Origins, Persistence and Failings of HIV/AIDS
Theory).http://failingsofhivaidstheory.homestead.com/

Remarkably, the same trend with population density is found in Rwanda:
“in 1986 . . . [rates of HIV-positive] were 17.8 percent in urban areas and 1.3 percent in rural
areas. . . . In . . . 1991 . . . 27 percent in urban areas, 8.5 percent in semi-urban areas, and 2.2
percent in rural areas. . . . in 1996 . . . 27 percent among urban residents, 13 percent among semiurban residents, and 6.9 percent among rural residents”; in 2002, 7.0-8.5% in urban areas and 2.63.6% in rural areas; in 2003, 6.9-8.3% urban, 2.7-3.6% rural.
The overall rates in 2005 were reported as 2.6 rural and 8.6 urban for women, and 1.6 rural and
5.8 urban for women. This makes the urban-to-rural ratio 3.3 for women and 3.6 for men, so
similar that it speaks against any interpretation in terms of different sexual behavior by men and
women. Moreover, these ratios are uncannily similar to the approximate ratio of 4 found in the
United States (p. 67 in The Origins, Persistence and Failings of HIV/AIDS Theory).
*************
Religion:
I didn’t come across reports in the United States for how HIV-positive rates vary with religion,
but the Rwanda report does include this information:

HIV/AIDS dogma explains rates of testing HIV-positive by sexual and drug-abusing behavior.
That provides a dubious basis, to say the least, for understanding how these rates vary with
religious affiliation in Rwanda: are we to infer that Muslim women are particularly prone to
unsafe promiscuity or drug injecting, while Muslim men are least likely to indulge?
Under the alternative explanation of what HIV-positive means, however—namely, non-specific
physiological stress* —, this wouldn’t be at all puzzling if the proportion of Muslim women who
are black—of Negroid racial type—is greater than in the other religious groups, since black
women are particularly prone to test HIV-positive.
[* see posts of 12 & 25 November 2007, 22 & 29 December, 4, 7, 8 & 12 January 2008]
************

It’s often said that scientific theories can be disproved by data that contradict them whereas
theories are confirmed when they make successful predictions. Sexually transmitted diseases do
not infect middle-aged people more than others in all social groups on disparate continents.
HIV/AIDS theory is disproved because “HIV” is not sexually transmitted.
The theory that HIV-positive reflects a non-specific physiological response was based (in part) on
demographic data for the United States, see The Origins, Persistence and Failings of HIV/AIDS
Theory. The trends published there and taken as universal constitute effectively predictions that
the same trends as to age, sex, and population density would be found elsewhere. They have been
found in Africa. The theory is thereby confirmed.
Posted in HIV and race, HIV as stress, HIV transmission, HIV varies with age, M/F ratios, sexual
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***************************************************************************
RESOURCES FOR HIV/AIDS DISSIDENTS
Posted by hhbauer on Saturday, 1 March 2008
In my initial post I mentioned the material at http://virusmyth.net, which was last updated in July
2003 (though it now appears to be in process of revision, with a new home page), and David
Crowe’s website, Alberta Reappraising AIDS, for up-to-date information. That website has links
to a large number of other useful sites, including the AIDS Wiki. The latter lists dissident books
in several ways—by author, by title, by date, by topic: just enter “books” into the Search box;
many of the books are linked to substantial information about them, sometimes extracts or
reviews.

I find myself unable to keep up with all that’s potentially useful. Just now I came on the
Immunity Resource Foundation, which promises to be—already is—a very useful resource. It
now offers a mouth-watering collection of about a dozen videos, and it plans to archive the outof-print magazine Continuum. This venture is being administered by Joan Shenton who wrote the
excellent book, “Positively False”, and who made a number of important documentaries. The
website, www.immunity.org.uk, includes a request for donations, and I urge anyone who can do
so, to contribute. If you harbor any doubts as to whether “historical” material has any lasting
value, watch the video with material from the 1993 Alternative AIDS Conference, as I just did;
you can watch for free and then donate if you wish.

*****************

“Aims of The Immunity Resource Foundation

The Immunity Resource Foundation (IRF) will provide a digitised information base offering:

—an educational facility and internet database of 120,000 documents comprising the 20 years of
changing scientific evidence surrounding HIV/AIDS and other health, nutrition and medical
issues. A unique and extensive record of challenges to current thinking in medical and public
health fields, and the debates surrounding them.

—regularly collated website updates from the frontiers of present research on medical and public
health issues and their financial and political contexts.

—search and viewing facilities of Meditel’s unparalleled library of 200 hours of television
documentaries, original footage and video material.

—a broadband video channel transmitting Meditel’s television archive with issue updates.

—the complete library of Continuum magazine editions which include articles of major scientific
and academic interest, mostly rejected by mainstream journals. Also contains collected
publications, proofing copies and editorial correspondence.

—educational materials including interactive CD/DVD ROM, seminars, lectures and legal advice
on health and medical issues.

THE RESOURCE

Through twenty years of investigative television programmes, Meditel Productions in London has
collected a unique archive—the Meditel Archive—of the science and law surrounding AIDS and
injury from prescribed drugs. The resource of 120,000 of Meditel’s research documents plus the 8
year archive of specialist magazine Continuum, plus 20 Meditel videos, and video footage,
demonstrates in incomparable detail, debates that have taken place behind the closed doors of a
scientific community. The Meditel and Continuum archives are on permanent loan to IRF.

………

FUNDING

IRF has a 5 year plan with a detailed four-phase budget. Year 1 (Phase l & ll):
Fundraising/archive cataloguing/legal consultancy Year 2 (Phase lll):
Equipment - PC’s/scanners/software/archiving/digitising team/website/DVD Years 3-5 (Phase
lV):
Website & DVD update/seminars/IRF broadband channel transmission of Meditel’s television
archive.

….

Joan Shenton - Administrator, Immunity Resource Foundation, 17 Ivy Lodge, 122 Notting Hill
Gate, London W11 3QS Tel: +44 (0)20 7727 6301; Fax: +44(0)20 7792 5059
Posted in HIV does not cause AIDS | Tagged: HIV/AIDS dissident resources, HIV/AIDS
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***************************************************************************
B***S*** about HIV from ACADEME via THE PRESS
Posted by hhbauer on Tuesday, 4 March 2008
A few years ago, Harry G. Frankfurt, Professor Emeritus of Philosophy at Princeton, earned his
15 minutes of popular fame by publishing a little chapbook with the captivating title, “On
Bullshit”. I avoided it on the general principle that anything which attracts that sort of media
attention cannot be worth spending time over. But a year later, a trustworthy friend gave me a
copy of the book. Its first sentence told me nothing new:
“One of the most salient features of our culture is that there is so much bullshit.”
But I read on, and am glad that I did, because I found Frankfurt’s definition of B***S***
genuinely enlightening: B***S*** is not a matter of lies or deception, it is a lack of concern with
the truth; B***S***ers just don’t care whether what they say is true or untrue or neither.
“Spin”, incessantly emitted by politicians and corporations and advertisers is B***S*** in this
sense; what Presidential Press Secretaries say is B***S*** in this sense.
One corollary is that “Bullshit is unavoidable whenever circumstances require someone to talk
without knowing what he is talking about”. And that, of course, is a sufficient explanation for
why there’s so much B***S*** in our culture.
Assertions about HIV/AIDS by activists and in the popular media are rife with B***S***,
because so many of the speakers don’t know what they are talking about and don’t care that they
don’t know. They have accepted without question, taken on trust, what the white-coated gurus
have told them, and believe they are serving the greater good by “empowering”, “mobilizing”,
spreading “awareness”, urging “prevention”, and so on, doings that have an undeniably feel-good
ring to them even as they defy attempts to understand what is meant in terms of tangible actions
or tangible results.
**************
The foregoing diatribe was stimulated by an Editorial in a newspaper that isn’t always nor
typically in the business †:
“Married to HIV: President Bush’s Africa plan doesn’t acknowledge that often it’s husbands who
infect wives” (Los Angeles Times, 22 February 2008)
“Religious groups are fixated on the need to stop HIV transmission through premarital and
extramarital sex, but what’s killing African women by the millions is unprotected sex with their
husbands. . . . Roughly 10 million African girls under the age of 18 are married each year, many
to older men who seek HIV-free brides. To those wedded to HIV-positive men, marriage often
means a death sentence. . . . they are more likely than young men to contract HIV.”
The UNAIDS “AIDS Epidemic Update” of December 2006 asserts that in 2004 and 2006, there
were attributable to HIV/AIDS 2 million deaths of adults and children in sub-Saharan Africa. The
L. A. Times, by stating “millions” of unfortunate wives in the present tense (“what’s killing”), is
implicitly attributing most of these annual 2 million to unprotected sex among married couples.
This is patently absurd. The editorial ghost-writer need not have read our blog (TO AVOID HIV

INFECTION, DON’T GET MARRIED, 18 November 2007) to realize just how absurd this is, it
would have been enough to have a concern for what the truth is, which might have led to looking
at the official and readily available statistics. A concern for what the truth is might also be a
stimulus to engage in thought.
I wonder on what data is based the assertion of “often means a death sentence”? How many such
marriages and how many such deaths?
This typifies the B***S*** that “HIV/AIDS activists” indulge in habitually: the aim is to arouse
emotion, no matter that the assertions are based on nothing but belief and guesswork.
I wonder, too, whether that ghost-writer saw any problem in asserting the dangers of sex with
older men who are anxious to avoid HIV while also asserting that young men are less at risk of
infection than are young women. If those older men are anxious to avoid contracting HIV, and
have managed to do so during evidently long years of sexual activity, and were in any case less
likely than their young female peers to contract HIV, what possible reason could there be to indict
them as a class for posing any danger to their young brides? As we said on 18 November 2007,
“we are being asked to believe . . . [that] the very same generation which as unmarried singles
enabled the infection rate to decrease because of their scrupulously careful sexual behavior
became, a few years later and when married, riotously and carelessly promiscuous”.
**************
The on-line version of this Editorial has a link to DJSmith.pdf, a document devoid of authorial
by-line that bears the title “Modern Marriage, Men’s Extramarital Sex, and HIV Risk in
Southeastern Nigeria”. The clue given by the file-name, however, permitted me to discover that
this was published in the American Journal of Public Health (97 [2007] 997-1005) by Daniel
Jordan Smith of the Department of Anthropology at Brown University. The abstract is a run-ofthe-mill example of postmodern academic B***S***:
“For women in Nigeria, as in many settings, simply being married can contribute to the risk of
contracting HIV. I studied men’s extramarital sexual behavior in the context of modern marriage
in southeastern Nigeria. The results indicate that the social organization of infidelity is shaped by
economic inequality, aspirations for modern lifestyles, gender disparities, and contradictory
moralities. It is men’s anxieties and ambivalence about masculinity, sexual morality, and social
reputation in the context of seeking modern lifestyles—rather than immoral sexual behavior and
traditional culture—that exacerbate the risks of HIV/AIDS.”
Try to think of specific actions or connections that might warrant the generalizations expressed in
the last two sentences (provided you can even detect what their meaning is intended to be). Of
course, if you are a postmodern academic, you don’t need to concern yourself with evidence to
support such generalizations, you just need to frame your writings in the contexts of “race, class,
and gender” to ensure publication. If you think that’s an exaggeration, please read up on the Sokal
affair, where an absurd parody passed muster for publication in the journal Social Text ‡.
At any rate, the scholarly publication that the L. A. Times ghost-writer apparently relied on
suggests that married women in Nigeria are at particular risk of catching “HIV” because of the
prevailing cultural milieu. A skeptic about how much reliance can be placed on “participant
observer” reports and face-to-face interviews about sexual behavior (“Marital case studies were
conducted with 20 couples”) might question the data and venture doubts about the conclusions,
but that is really beside the point since the descriptions of those matters seem entirely applicable
to Western cultures where married women are not at particular risk of catching HIV:
“In southeastern Nigeria marriage is sacred, and yet men’s infidelity is common”
—think certain prominent American televangelists
“a pronounced double standard with regard to extramarital sexuality”
“marriage remains the single most important marker of moral adulthood in Nigeria, [and
therefore] both policymakers and ordinary citizens remain resistant to the idea that marriage must
be understood as a risk factor for HIV infection”

“Most couples seek to portray their marriages to themselves and to others as being modern but
also moral, and this is crucial to explaining the dynamics of men’s extramarital sexual
relationships, married women’s responses to men’s infidelity, and the risk of HIV infection in
marriage”
“Many men were ambivalent about their extramarital sexual behavior, but in most cases men
viewed it as acceptable given an appropriate degree of prudence so as not to disgrace one’s
spouse, one’s self, and one’s family”
—[note “prudence”]
“[that] a significant proportion of extramarital sex in southeastern Nigeria involves relationships
that have emotional and moral dimensions—they are not just about sex—means that men imagine
these relationships, their partners, and themselves in ways that are quite distanced from the
prevailing local model that the greatest risk for HIV/AIDS comes from ‘immoral’ sex”
—in other words, “a significant proportion” of marital infidelity is not the supposedly really
risky behavior with prostitutes or “on the down-low”. What’s described is more reminiscent of
the French tradition of essentially life-long lovers or mistresses than it is of the rampant
promiscuity with multiple concurrent but changing partners that is ascribed to 20-40% of the
sub-Saharan population in order to explain the purported spread of “HIV” (see “The AIDS
Pandemic” by James Chin, formerly epidemiologist for the State of California and the World
Health Organization).
Indeed, the article admits that “On its face, marriage in southeastern Nigeria seems to be
changing in ways that make it increasingly similar to marriage in Western societies”, hardly a
promising direction in which to pursue an explanation for a high risk of catching HIV by
marrying.
Smith’s article begins, “Data from around the world, including Nigeria, suggest that married
women’s greatest risk of contracting HIV is through having sex with their husbands”; but the
cited reference is a Nigerian document, which in fact shows a higher rate of HIV-positive among
single women than among married ones in every region of Nigeria (Figure 11, p. 45, 2003
National HIV Sero-prevalence Sentinel Survey, April 2004).
Apart from those objective flaws, the text has similar postmodern usages as the Abstract, for
example:
“Male extramarital sexual practices are situated in economic, social and moral contexts, showing
how the social organization of extramarital sexuality is itself located at the intersection of
economic inequality, aspirations for modern lifestyles, gender disparities, and commanding and
contradictory moralities….The data demonstrate that married men’s risky sexual behavior and
their wives’ inability to protect themselves can be understood and explained without resorting to
blaming the victims.”
The conclusions in Smith’s article are not only ironic but also repeat the usual self-contradictions
that are inseparable from mainstream discourse about HIV/AIDS:
“Ironically, the HIV epidemic has further complicated possibilities for condom use because, in a
context where the risk of HIV is popularly associated with sexual immorality, suggesting a
condom is tantamount to asserting that one’s partner is risky and, hence, guilty of sexual
impropriety. . . . Perhaps the most important step is to design interventions that help reduce the
popular association of HIV risk with immoral sexual behavior”.
Once again that extraordinary breach of logic:
“X” is spread by unsafe promiscuous sex, which society regards as immoral. The way to stop “X”
from spreading is to persuade people that there’s nothing immoral about the behavior that leads to
its spread.
In many other contexts, this same idiocy is expressed by talking about the need to remove the
stigma associated with testing HIV-positive (see, for instance, HIV NONSENSE: TODAY AND
EVERY DAY, 22 November 2007).
When will we hear propaganda to that effect about gonorrhea or syphilis?

*****************************************
Footnotes:
† The L. A. Times does not typically engage in B***S***ing . . . except regarding HIV/AIDS,
that is to say; recall, for example, its scurrilous and unsubstantiated stories about Christine
Maggiore
‡ Instructive articles about the Sokal hoax include Paul Boghossian, Times Literary Supplement,
13 December 1996, 14-15 and Steven Weinberg, New York Review, 8 August 1996, 11-14. The
hoax article itself is “Transgressing the boundaries: Toward a transformative hermeneutics of
quantum gravity”, Social Text 46-47, Spring/Summer 1996, p. 217 ff. Sokal revealed the hoax as
soon as it was published, in “A physicist experiments with cultural studies”, Lingua Franca,
May/June 1995, 62-64.
*******************************************
Postscript:
As happens to me so often, checking a source brings unforeseeable benefits. One of the most
curious regularities in rates of testing HIV-positive is the apparently universal trend to higher
rates at higher population densities, which I first noted in the US data (The Origin, Persistence
and Failings of HIV/AIDS Theory)http://failingsofhivaidstheory.homestead.com/ and then found
reported also in Rwanda (see HIV DEMOGRAPHICS FURTHER CONFIRMED: HIV IS NOT
SEXUALLY TRANSMITTED, 26 February 2008). It popped up again in Nigeria, where this
trend was found in six of the country’s seven regions, with ratios for urban/rural rates averaging
1.7 (0.87 to 3.8, Figure 2 in “2003 National HIV Sero-prevalence Sentinel Survey”).
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***************************************************************************
AIDS, CANCER AND ARTHRITIS—A NEW PERSPECTIVE
Posted by hhbauer on Wednesday, 5 March 2008
That title belongs to a book that I’ve mentioned a couple of times before (see PURIFY? WHO
NEEDS THAT? (SO SAYS ROBERT GALLO), 17 January 2008). I referred to an informative
review of it by Neville Hodgkinson (posted at http://aras.ab.ca/index.php) because in North
America the book had to be ordered inconveniently from Britain. I’ve just heard that there is now
an American distributor of the book:
Marc R Breitsprecher
PO Box 593
Grand Marais, MN 55604-0593
E-mail breits@boreal.org
I learned a great deal from this book, about mycoplasmas and microbiology and virology in
general, not only about HIV/AIDS. Among other things, the book gives a concise and cogent
discussion of the lack of evidence that HIV has ever been properly isolated.
I recommend the book unreservedly.

Posted in HIV does not cause AIDS, HIV skepticism, HIV tests | Tagged: AIDS, CANCER AND
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***************************************************************************
UNRAVELING HIV/AIDS
Posted by hhbauer on Saturday, 8 March 2008
I had described Tony Lance’s article on intestinal dysbiosis as “slicing through the Gordian knot”
(20 February 2008) because it offers coherent and plausible answers to the most vexing specific
mysteries about “AIDS”. It appeared around 1980 among gay men in a few large cities: Why
then? Why there? Why in the form of those particular diseases—KS, PCP, candidiasis? In
addition, Lance’s explanation offers a satisfactory resolution to what has been a salient
conundrum for HIV/AIDS dissidents: Why does antiretroviral treatment sometimes bring
tangible, almost immediate health benefits?
Some of the responses to Tony’s article have brought home to me the need to put this keystone
solution into perspective, because “HIV/AIDS” nowadays encompasses such an enormous range
of disparate things. It’s an exceedingly complicated mess, with many threads needing to be
unraveled even after the central knot has been sliced.
To begin with, one must recognize that
1. “HIV” and “AIDS” are distinctly separate things.
2. Neither “HIV” nor “AIDS” is definitively defined by universally agreed, substantive and
objective criteria.
3. That second point is illustrated by the way in which the definitions of “HIV” and of “AIDS”
have been changed or augmented over time.
4. To muddy the waters even further, in some circumstances—but not in others—there is an
indirect correlation between some claimed measures of “HIV” and the claimed incidence of some
forms of “AIDS”.
********************
1.

“HIV” and “AIDS” are two separate things

Chapter 9 in The Origin, Persistence and Failings of HIV/AIDS Theory summarizes the many
facts which show that “HIV” and “AIDS” are not correlated:
— “HIV”-negative AIDS cases
— “HIV”-positive people who never come down with an “AIDS-defining” illness
— male-to-female ratios for “AIDS” and for “HIV” are quite different; and the difference has
changed over the years
— black-to-white ratios for “AIDS” and for “HIV” are quite different; and the difference has
changed over the years
— the overall incidence and prevalence of “AIDS” and of “HIV” have changed quite differently
over the years
— the geographic distributions of “AIDS” and of “HIV” are not the same
2 & 3.
time

“HIV” and “AIDS” have not been defined definitively; definitions have changed over

“AIDS”, when first recognized as a distinct entity, was defined as an immunedeficiency marked
by rare opportunistic infections and having no obvious cause (i.e., no cancer, malnutrition, or
other condition known to suppress immune function).
After the claimed discovery of “HIV” as its cause, “AIDS” was re-defined to require a positive
“HIV”-test. That made it necessary, some years later, to invent the new phenomenon of
idiopathic CD4-T-cell lymphopenia—pathogenic immunedeficiency without obvious cause—to
describe cases where the clinical diagnosis would have been “AIDS” except that “HIV”-tests
were negative.
The inclusion of hemophiliacs under “AIDS” broke the initial definition of immunedeficiency for
no known reason.
Further re-definitions over the years added to the list of “AIDS-defining” conditions a number of
illnesses where patients often tested “HIV”-positive. This had such bizarre consequences as
including tuberculosis as AIDS-defining just because TB patients often test positive for “HIV”,
and including cervical cancer as “AIDS-defining” even though its incidence had been declining
steadily throughout the period during which “HIV” and “AIDS” were supposedly spreading.
Then the Centers for Disease Control and Prevention decided that “HIV”-positive people with
CD4-cell counts of less than 200 in the blood were to be classed as “having AIDS” even when
they displayed and felt no symptoms of ill health. That criterion has not been accepted in certain
other countries, however, with the result that some “AIDS” patients from the USA may cross the
border into Canada and no longer have AIDS; indeed, in 1993 fully half of all newly diagnosed
AIDS patients in the United States, more than 20,000 of them, could have been cured just by
crossing the border.
“HIV” is variously defined as what is detected by antibody tests (ELISA or Western Blot) or by
PCR detection of genetic material. ELISA and Western Blot do not always agree over whether a
given sample is “positive”. The criteria for whether a Western Blot is positive are not the same in
different countries nor in different laboratories. Counts of immune-system cells (CD4+) and of
“viral load” (supposed amount of virus) do not correlate with one another.
Dissidents know, on the basis of any amount of documented evidence, that “HIV” tests are not
specific: they react positive under many physiological conditions, and they have never been
validated against pure virus, because no pure virus has ever been isolated direct from an “HIV”positive individual.
Nevertheless, countless published articles have described “HIV” in extraordinary detail of genetic
sequence and physical structure—all postulated on the basis of highly indirect inferences, since,
to repeat, no single authentic particle of the virus has ever been obtained from an “AIDS” patient.
All the so-called “viral isolates” stem from work with cultures; and even those are revealed by
electron microscopy as motley mixtures of bits and pieces of various sizes and shapes.
An empirical and natural way of defining “HIV” is: “what HIV tests have been held to detect”.
Under that view, published data from tens of millions of “HIV” tests in the United States show
that “HIV” is not a sexually transmitted agent, indeed is not an infection at all, because it has
been present at about the same level and in the same geographic distribution for more than two
decades. The manner in which “HIV” depends on age, sex, and race indicates that it is a very
non-specific physiological response to some sort of stress or health challenge. In other words,
HIV/AIDS theory contradicts itself; the evidence gained by applying HIV/AIDS theory is
incompatible with the theory.
4.

Occasional correlations between “HIV” and “AIDS”

What makes things so exceedingly complicated and messy is that even though “HIV” and
“AIDS” are not correlated in general and certainly not inevitably, as they would have to be if one

were the cause of the other, there are circumstances where there is an indirect or apparent
correlation between them.
Since “HIV” tests often react quite non-specifically to health stresses, people test “HIV”-positive
when palpably unwell from any one of a large variety of causes; for example, “HIV”-positive
rates are relatively high in hospital patients, especially those seen in emergency rooms, and
among people whose deaths were such as to call for autopsies. Consequently, “HIV”-positive
rates do show some sort of correlation with degree of illness in the so-called high-risk groups:
drug abusers, hemophiliacs, and gay men, and this happenstance lends some apparent yet
misleading support to the mainstream view.
Not acknowledged by the mainstream, but evident from mountains of data, is the fact that TB
patients are another group at high risk of testing “HIV”-positive, and of course at high risk of
dying as well.
Hemophiliacs suffer from a chronic, life-threatening disorder. No other explanation is required
for why they test “HIV”-positive at high rates and why that sometimes appears to correlate with
the severity of their illness.
Drug abusers are unhealthy or ill to varying degrees, depending on the types and amounts of
drugs consumed. Addicts test “HIV”-positive because that is a response to physiological stress,
and there is a consequent correlation between the degree of that drug-induced stress, that is the
severity of the drug-induced ill-health, and the tendency to test “HIV”-positive. The observation
that reformed drug addicts are less prone to test “HIV”-positive, in proportion to how long they
have been clean, underscores that testing “HIV”-positive is in these cases an indicator of the
degree of health stress, and as such it is reversible, just like a fever.
Lance’s intestinal dysbiosis article explains convincingly why gay men often test “HIV”-positive,
and why that is associated with the whole spectrum of health and illness, so that there is often a
correlation between the severity of the dysbiosis, the probability of testing “HIV”-positive, and
the likelihood of developing “AIDS”. The intestinal-dysbiosis hypothesis also affords an
explanation for the fact that the most severely ill gay men, those who experience full-blown
AIDS, tend to be older rather than younger, in their thirties or forties rather than—as would be
expected with a sexually transmitted disease—in their teens or twenties. Figure 10 in The Origin,
Persistence and Failings of HIV/AIDS Theory shows “HIV”-positive rates among gay men aged
more than 25 as higher than among younger gay men. Michelle Cochrane’s re-examination of
medical records of early AIDS cases in San Francisco found that their average age was in the
mid- to late thirties. The average age of the first 5 victims in Los Angeles was 31. The first 159
AIDS patients identified by the Centers for Disease Control and Prevention had an average age of
35 (pp. 187-8 in The Origin, Persistence and Failings of HIV/AIDS Theory).
Quite recently I came across yet more evidence of this correlation. A British study of “HIV”positive gay men found that the average age of those who had no symptoms of illness was 32.4
years; those who had swollen lymph glands or other signs of what used to be called “AIDSrelated complex” had an average age of 34.8; those with full-blown AIDS averaged 43.3 years of
age (Batman et al., Journal of Clinical Pathology, 42 [1989] 275-81). This is precisely what the
dysbiosis theory would predict: the longer one continues doing whatever causes the dysbiosis, the
more likely one is to become ill.
In the same vein, a longitudinal study of gay men found that the average age of seroconverting
(becoming “HIV”-positive) was 35.3 (Page-Shafer et al., American Journal of Epidemiology, 146
[1997] 531-42).
“Why are so many mid-life gay men getting HIV?”, asked Spencer Cox and Bruce Kellerhouse
on GayCityNews© (15 March 2007). That’s a real conundrum under HIV/AIDS theory, but it is
to be expected under intestinal-dysbiosis theory. A comment to that piece added anecdotal
evidence: “… I was in my 20s and early 30s back in the 1980s and early 1990s. Although there
were certainly men my age who were infected, most of the men I knew who succumbed to the
epidemic in those years were 10-15 years older than I was. Most of my gay male friends in their

20s-30s were HIV negative and have remained so. I’ve spoken to several other men my age who
have seroconverted later in life, and none of us lost close friends in the epidemic. But we did feel
that we missed out on the ‘wild’ sex and drugs of the late 70s and early 80’s” (Gary Higo,
Jacksonville, FL, Added: Tuesday March 20, 2007 at 05:47 PM EST).
***************
In sum: Tony Lance’s discussion solves the main puzzles about “HIV” and “AIDS” insofar as
they affect gay men, including why they have affected only a small subset of gay men. These
insights are also applicable to a variety of other circumstances where disturbances of the intestinal
flora have come about for one reason or another in heterosexual men and in women.
But “HIV” and “AIDS” nowadays are so different from their original connotations that many of
the observations can only be explained by taking into account the continual changes in definition
of both, which has enmeshed the topic of “HIV/AIDS” in a host of complications and
contradictions .
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***************************************************************************
TRACKING HIV BRINGS WORK AND FUNDS
Posted by hhbauer on Sunday, 9 March 2008
The obsession with HIV/AIDS brings work and funds to many people in a variety of ways; for
example,
“HIV cases to be studied—State uses data to guide funds” (web-posted 8 March 2008)
“The Amarillo [Texas] Public Health Department will soon hire an additional worker to review
all HIV-positive cases in the 41-county region of the Panhandle and South Plains. . . . Health
careworkers reported 18 new HIV cases . . . in 2006 . . . . That number was 28 in 2005. . . . the
state will use the data to guide funding allocations. If evidence shows an increase in HIV cases in
the region, organizations like PASO could see an increase in funding. “Everyone’s funding
decisions are based upon this data,” . . . . Amarillo’s health department’s two full-time disease
intervention specialists mainly work to intervene in the further spread of sexually transmitted
diseases by finding partners of infected persons or others at high risk. The new staffer will work
specifically with HIV and track information like the status of all existing HIV cases. . . . The state
recently approached Amarillo to see if it wanted to staff this position.”
*********************
Rhetorical questions:
With two full-time positions for tracking STD cases, do an additional dozen or two cases really
require the services of another full-time “worker”?
Or is the State looking for ways to justify getting more federal funds?
Posted in HIV/AIDS numbers | Tagged: HIV funding, HIV in Texas, tracking HIV
***************************************************************************
CDC MONGERS FEAR AND HAWKS DEADLY VACCINE
Posted by hhbauer on Thursday, 13 March 2008
The Centers for Disease Control and Prevention (CDC):
— have confused correlation with causation, thus committing perhaps the most elementary error
against which students of statistics are warned (p. 194 in The Origin, Persistence and Failings of
HIV/AIDS Theory);
— invented an “hierarchical” classification scheme that set HIV/AIDS on a wrong course and
made multivariate analysis impossible (ibid, p. 19);
— disseminated propaganda that everyone was at risk for AIDS while knowing that “for most
heterosexuals, the risk from a single act of sex was smaller than the risk of ever getting hit by
lightning” (Bennett and Sharpe, Wall Street Journal, 1 May, pp. A1, 6);
— use incompetent computer models (ibid, p. 223) and disseminate their flawed estimates rather
than actual counts (pp. 221-2);
— reduced retroactively some actually reported numbers, thereby obfuscating a decline in
“AIDS” deaths (ibid, p. 221);

— had the gall to say in 2005 that “HIV infections” in the United States had surpassed a million
“for the first time” when they had been estimating about a million for the past two decades (ibid,
pp. 1-2);
— increasingly commingle “HIV” and “AIDS” data so that the lack of correlation between them
is obscured;
— and for reasons not difficult to infer, they have invented “HIV disease” (post of Friday, 28
December 2007).
Given all that (and more), I hardly imagined that I would ever be taken aback at anything said or
done by the CDC. Still they managed to surprise me with the 11 March announcement that
“1 in 4 Teenage Girls Has a Sexually Transmitted Disease
– 3.2 Million Female Adolescents Estimated to Have at Least One of the Most Common STDs”
(CDC Press Release, 2008 National STD Prevention Conference—Confronting Challenges,
Applying Solutions)
1 of every 4 teenage females just seems awfully high. But how can one argue with scientific
facts?
“Chicago (March 11, 2008) – A CDC study released today estimates that one in four (26 percent)
young women between the ages of 14 and 19 in the United States – or 3.2 million teenage girls –
is infected with at least one of the most common sexually transmitted diseases (human
papillomavirus (HPV), chlamydia, herpes simplex virus, and trichomoniasis).… The two most
common STDs overall were human papillomavirus, or HPV (18 percent), and chlamydia (4
percent). …CDC also recommends that girls and women between the ages of 11 and 26 who have
not been vaccinated or who have not completed the full series of shots be fully vaccinated against
HPV.”
The study was based on data from a survey done in 2003-4. Why did it take more than 3 years to
release information of this importance? Perhaps there was no point in frightening people before
an HPV vaccine was available?
“ ‘The statistics are certainly disheartening,’ said Dr. Dorothy Furgerson, medical director at
Planned Parenthood Mar Monte” (Julie Sevrens Lyons, Mercury News).
Indeed. But disheartening perhaps for other reasons than Dr. Furgerson had in mind:
“The new study by CDC researcher Dr. Sara Forhan is an analysis of nationally representative
records on girls and women ages 14 to 19 who participated in a 2003-04 government health
survey. . . . [of] 838 teens”
One might wonder whether 838 could be truly representative nationally. But the main point here
has to do with human papillomavirus and the touting of “full” vaccination against it. Here are
some other facts from the CDC itself:
“Approximately 20 million Americans are currently infected with HPV, and another 6.2 million
people become newly infected each year. At least 50% of sexually active men and women acquire
genital HPV infection at some point in their lives
….
The American Cancer Society estimates that in 2008, 11,070 women will be diagnosed with
cervical cancer in the U.S. . . . [and with other] HPV-related cancers . . .
3,460 women diagnosed with vulvar cancer;

2,210 women diagnosed with vaginal and other female genital cancers;
1,250 men diagnosed with penile and other male genital cancers; and
3,050 women and 2,020 men diagnosed with anal cancer.”
In other words, with 6.2 million newly infected with HPV annually, about 20,000 women
annually will be diagnosed with a cancer “related” to HPV.
Keep in mind that it has never been proven that HPV causes the cancer; all the CDC has, once
again, is a correlation.
Evidently the chance of contracting one of these “HPV-related” cancers if one is infected with
HPV is 20,000 out of 6.2 million, about 1 in 300 or 3.3 per 1000. Can something that is
“associated” with a cancer only three times in a thousand really be said to cause that cancer?
Even were that so, consider the relative risks of vaccination and of not vaccinating. Leave aside
that the HPV vaccine, Gardasil, costs $120 for each of three required shots. Consider only that it
was approved in June 2006 by the Food and Drug Administration, and that within less than a year
there had come numerous reports of dangerous “side”-effects:
“Judicial Watch Uncovers Three Deaths Relating To HPV Vaccine” (24 May 2007)
“Judicial Watch . . . today released documents obtained from the U.S. Food and Drug
Administration (FDA) under the provisions of the Freedom of Information Act, detailing 1,637
reports of adverse reactions to the vaccination for human papillomavirus (HPV), Gardasil. Three
deaths were related to the vaccine. . . . As of May 11, 2007, the 1,637 adverse vaccination
reactions reported to the FDA . . . included 371 serious reactions. Of the 42 women who received
the vaccine while pregnant, 18 experienced side effects ranging from spontaneous abortion to
fetal abnormities. Side effects published by Merck & Co. warn the public about potential pain,
fever, nausea, dizziness and itching after receiving the vaccine. Indeed, 77% of the adverse
reactions reported are typical side effects to vaccinations. But other more serious side effects
reported include paralysis, Bells Palsy, Guillain-Barre Syndrome, and seizures. ‘The FDA
adverse event reports on the HPV vaccine read like a catalog of horrors,’ stated Judicial Watch
President Tom Fitton. ‘Any state or local government now beset by Merck’s lobbying campaigns
to mandate this HPV vaccine for young girls ought to take a look at these adverse health reports.
It looks as if an unproven vaccine with dangerous side effects is being pushed as a miracle drug.’”
Yet the CDC is urging this dangerous vaccine on all females aged between 11 and 26…
Evidently, press releases from the CDC ought to carry a “black box warning”:

Not that it’s necessarily better elsewhere:

“Glaxo wins European Union approval to sell Cervarix” (byline Marthe Fourcade)
“Sept. 24 (Bloomberg) — GlaxoSmithKline Plc won European Union approval for its cervical
cancer vaccine Cervarix, allowing the company to compete with Merck & Co.’s Gardasil in the
world’s second-largest pharmaceutical market. The vaccine was cleared for sale in 27 countries . .
. .”
******************
Sometimes toxic things (think antiretroviral drugs) have temporarily beneficial side-effects (the
general phenomenon is known as “hormesis”). In this case, the toxic press-release from the CDC
has the side-benefit of allowing me to recommend the book “Virus Mania” by Torsten
Engelbrecht and Claus Köhnlein (www.trafford.com/06-3226 or orders@ trafford.com; 320 pp,
softcover, US$24.00, C$27.60, EUR18.71, £12.40).

I had been in a quandary, what to write about this book, which I’d just been reading. It contains
some important eye-opening material; but the translation from German leaves quite a bit to be
desired, and the tone is strident at times in indicting institutions and companies for deliberate
deception and putting profits ahead of everything else. But any such defects are dwarfed by those
in CDC publications. Readers should of course reach their own opinion by checking the sources
cited in “Virus Mania”—just as they should always check in CDC publications for inconsistency
of data, for estimates masquerading as facts, and so on. But all quibbles aside,“Virus Mania”
reveals palpable facts that bring into serious question the widespread official propaganda about

hepatitis C, mad-cow disease, SARS, avian flu, and cervical cancer, as well as more generally
about vaccination and virology—not to mention AIDS, of course.
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***************************************************************************
“HIV DISEASE” IS NOT AN ILLNESS
Posted by hhbauer on Wednesday, 19 March 2008
This post is longer than I prefer, but I saw no good way to split it into parts. It explains that the
way “HIV infections” and deaths from “HIV disease” vary with age and with race and over time
constitutes a resounding disproof of HIV/AIDS theory.
**********************
A couple of years ago, I had come to the conclusion that the demographics of positive “HIV”tests, data published largely by the Centers for Disease Control and Prevention (CDC), represent
definitive proof that “HIV” is not an infection. Icing on that cake is the fact that “HIV” and
“AIDS” are not correlated—again, in officially published statistics—, as became clear to me
while writing The Origin, Persistence and Failings of HIV/AIDS Theory (see chapter 9). Now
I’ve found that a more direct line of proof lies in comparing the data on deaths from “HIV
disease”—as the CDC has come to call it—with data from “HIV” tests.
In earlier blogs, I had argued that “HIV disease” is not an illness, citing among other things Table
A below (see WORLD AIDS DAY . . ., 22 December 2007; “HIV DISEASE”, 28 December
2007; HOW TO TEST THEORIES . . ., 7 January 2008).
TABLE A (click in table for full size)

There I had waffled about how the racial disparities and sex differences in “HIV” deaths parallel
those found on “HIV” tests, and how strange it is that blacks and Hispanics are more susceptible
to “catching” HIV and yet survive to later ages than do whites or Asians or Native Americans
equally suffering from “HIV disease”, and how all this supports the hypothesis that testing
“HIV”-positive is a non-specific indication of some sort of physiological stress. But I had failed
to grasp the significance of the fact that the age distribution of deaths from “HIV disease” reaches
a maximum in people in the prime years of life, mid-thirties to early forties. That is the very
opposite of how people react to infectious diseases, where everyone is about equally at risk of
infection, but the young and the old are most at risk of succumbing to the infection, from
pneumonia, say, or influenza; so the variation with age of “HIV” deaths is the very opposite of
how death rates from infectious diseases vary with age; and for the same reason, it’s the very
opposite of how all-cause death rates vary with age (Table B).
TABLE B (click in table for full size)

Even death rates from chronic diseases—diabetes, say—or “diseases of old age”—heart and
cardiovascular, say, or cancer—show the same trend, though the death rates at very young ages
are much less prominent:
TABLE C (click in table for full size)

The all-cause death rates of people in their thirties or forties are comparatively low, between ¼
and ½ of the age-adjusted overall death-rate (Table B, 193.5 or 427 compared to 800.8). Nowhere
have I found mention of an illness that is most life-threatening for people aged 35-44 or 45-54—
except, of course, “HIV disease”.
One might quibble that the numbers in Table A are not rates for each of the given age-groups; but
adjusting for the age distribution in the population makes little difference, as shown by the age
distribution of reported death-rates from “HIV disease” (Table D, which is Table 42, p. 236, in
“National Center for Health Statistics: Health, United States, 2007 with Chartbook on Trends in
the Health of Americans”, Hyattsville, MD, 2007) : for males as for females and in every

calendar year, the highest rate of death from “HIV disease” comes at ages 35-44 with the single
exception of females in 1987 when it came at 25-34.
TABLE D (click in table for full size)

The failure of HIV/AIDS theory is demonstrated not only by this incongruous age-dependence of
death rates. Note how constant over the years is the shape of this age distribution. While the
magnitudes of the rates go up from 1987 to 1995 and then down, they do so in similar fashion in
each age group. By contrast, HIV/AIDS theory would have predicted high death-rates at
relatively early ages in 1987 and before, when there were no treatments for AIDS and victims
were dying within months, or at most a year or two, after diagnosis; then—HIV/AIDS theory
would have it—the highest death-rates would have moved steadily to older ages as treatments
were introduced, and particularly after the supposedly revolutionary introduction of “life-saving”
HAART in the mid-1990s and the development of continually better individual drugs. But there
is no such trend; the actual data show no change at all, over the years, in the age range within

which people are most at risk of dying of “HIV disease”. For two decades, the greatest risk of
dying from “HIV disease” has been experienced by people between 35 and 44years of age.
Also to be noted is that from 1987 into the mid-1990s, every age-group saw a great increase in
death rates. That was the era of AZT monotherapy, initially deploying doses so high that even the
mainstream acknowledged their toxicity by cutting them back drastically. Discontinuation of
monotherapy in favor of “cocktails” then allowed the death rates to fall back again; but, as
mentioned above, there is no indication at all that years of survival were increased by introduction
of HAART as monotherapy was phased out.
(After writing this I was struck by a sinking feeling that, like increasing arrays of HIV/AIDS
numbers issued by the CDC, Table D might have been drawn from computer models, which
would explain their astonishing regularity. Then I noticed the phrase in fine print just below the
Table’s header, “Data are based on death certificates”, and I was reassured —at least
provisionally.)
*************************
That “HIV”-positive” is not an illness is, of course, the reason that African Americans survive
“HIV disease” to later ages than do white, Asian, and Native Americans (Table A), one of the
points to which I had drawn attention earlier (7 January). Black people test “HIV”-positive more
often than others under all circumstances and in both sexes and at all ages (The Origin,
Persistence and Failings of HIV/AIDS Theory, Figures 13-17, pp. 53-6), so when they die they
still test positive more often at every age, even to an appreciable extent at ages where others test
positive so rarely as not to show up in the statistics (above 55 for men and above 45 for women,
Table A).
These variations with age of death rates from “HIV disease” run exactly as would be expected on
the hypothesis that testing “HIV”-positive is a non-specific response by the immune system to
some sort of physiological stress and that, for a given challenge to health, the strength of that
immune response varies according to the capacity of the individual’s immune system (The
Origin, Persistence and Failings of HIV/AIDS Theory).
From the teens into the “golden years”, external health challenges do not (on average, overall)
vary systematically with age, so on average the variation with age of the tendency to test “HIV”positive reflects the capabilities of the immune system, which tend to be at their best in the
middle years of life:
FIGURE 1

Health challenges are considerably higher, though, at very early ages, because newborns
experience the stress of birth and because young children meet many health challenges for the
first time as their immune systems are just learning to cope with them. So the graph rises to the
left not because the immune system is fully capable, as in the middle years, but because the
stresses and health challenges encountered in those years are exceptionally great.
But why should deaths from “HIV disease” parallel the tendency to test “HIV”-positive in the
middle years if that tendency represents a capable immune-system response?
Because of the manner in which the CDC defines “HIV disease”.
After “HIV” had become accepted as the cause of “AIDS”, an increasing number of diseases
were included by the CDC as “AIDS-defining” just because a significant number of people with
those diseases were reported as testing “HIV”-positive. As Rebecca Culshaw noted, this led to the
extraordinary situation that the death from any cause of a person known to be “HIV”-positive
would be reported as a death from “HIV disease”—even when the immediate cause of death was
heart attack, liver failure, CMV infection, or even suicide, a car accident, or drowning (“Science
Sold Out”, 2007, p. 30, citing Massachusetts Department of Health, 2002). (There may be a
financial incentive to do this: federal funds to “fight HIV/AIDS” are apportioned to states and
cities according to the perceived relative impacts of HIV/AIDS.)
Now: illness and death are in and of themselves often associated with positive “HIV”-tests (after
all, they represent extreme challenges to health). Hospital patients (admitted for reasons not
connected with HIV/AIDS) test “HIV”-positive at between 0.1 and 7.6% (The Origin, Persistence
and Failings of HIV/AIDS Theory, Table 3 p. 25; Table 23 p. 81); and moreover the tests vary
with age as in the diagram above (ibid., Table 26 p. 98); emergency-room patients tested at 5-6%
(ibid., pp. 48, 85); “HIV”-positive rates in autopsies were reported in one instance as between 1.9
and 3.7% and increasing in proportion to the degree of death-causing trauma, and in another
instance at 18% with no indications of AIDS (ibid., p. 85). Since even accident and trauma
victims tend to test “HIV”-positive, as well as people ill for a wide variety of other reasons, there
is then a definite probability that anyone who is seriously ill will test “HIV”-positive, and so
anyone who dies for any reason may well have tested “HIV”-positive while in hospital, or may
well do so in autopsy, with a probability of a few percent or more; that’s much higher than the
“normal” rate in the US population as a whole, which is an order of magnitude lower at a few per
thousand or less.

The maximum death-rates from “HIV disease” in 2004 (Table D) were 10.9 (per 100,000) at ages
35-44 and 10.6 at ages 45-54. The all-cause death-rates for those age groups were (Table B) 194
and 427 respectively. Thus deaths from “HIV disease” represented respectively 5.5% (10.9/194)
and 2.5% (10.6/427) of all deaths in those age groups, quite comparable to the frequency of
positive “HIV”-tests among non-AIDS hospital patients and emergency-room patients and in
autopsies. Thus deaths from “HIV disease” are merely that fraction of all deaths in which the
non-specific “HIV”-positive reaction happened to turn up in response to the health challenge that
had caused the death.
So death rates from “HIV disease” parallel the age variation of “HIV” tests simply because all
deaths of “HIV”-positives are called deaths from “HIV disease”, and because “HIV” tests are so
highly non-specific as to react to many life-threatening conditions. And that is also why the age
variation of death rates ascribed to “HIV disease” is (for chronic diseases) unlike or (for
infectious diseases) opposite to the variation with age of death rates from every other malady.
Figure 1 is schematic, not quantitative. I had mentioned in connection with its first appearance
(ibid., p. 26) that the actual “middle” age of the peak appears to vary somewhat with sex and with
race. To compare the actual years of that peak on “HIV” tests with the peak years of “HIV”
deaths, I wanted “HIV”-test data for the population as a whole, since the death-data in Table A
are also for the population as a whole. The most appropriate data-sets are those, totaling nearly
10,000,000 tests, published in 1995-8 by CDC for all public testing-sites (clinics for TB, HIV,
STD, drugs, family planning, prenatal care, and more, as well as prisons and colleges and some
reports from private medical practices). Pooling the actual numbers for each of those four years
and making the appropriate calculations delivers the following results:
TABLE E (click in table for full size)

The highlighted cells and the “XXX” overlap or straddle in 12 of 13 cases; there is a good
quantitative correspondence between the ages of maximum probability of testing “HIV”-positive
and the ages of maximum rate of dying from “HIV disease”. But under HIV/AIDS theory,
infection by HIV is supposed to be followed by a “latent period” of about 10 years: the peak ages
for deaths from “HIV disease” should be a decade or more later than the peak ages for “HIV”
infection, rather than overlapping in the same age-ranges. Furthermore, the difference between
age of “infection” and age of death should have increased during the years—from the mid-1990s
on—when “life-saving” antiretroviral treatments supposedly extended the life spans of “HIV”positive people by a significant amount. Yet in 2002-4 (Tables A and D), the peak ages for “HIV”
infection and for deaths from “HIV disease” are virtually the same as the ages where infections
were most common in 1995-8, even though most people “infected” in 1995-98 should have
survived well beyond 2005-8!
All this is inexplicable under HIV/AIDS theory, whereas it comports perfectly with the
alternative theory that testing “HIV”-positive denotes physiological stress.
HIV/AIDS theory lacks substantive legs to stand on. “HIV” is not any cause of illness. Testing
“HIV”-positive signals the presence of some sort of challenge to health. The tendency to test
“HIV”-positive depends on what the health challenge is, and on how strongly an individual tends
to respond.
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***************************************************************************
INSTITUTIONS OF HIV/AIDS
Posted by hhbauer on Monday, 24 March 2008
I knew HIV/AIDS was big business for drug companies, activists and activist groups, researchers,
and others. But I hadn’t realized how institutionalized it has become in the medicine-related
professions until I saw this on a blog:
“AAHIVM Announces Pilot Credentialing for HIV-Expert PharmDs
WASHINGTON, D.C. March 1, 2008 — The American Academy of HIV Medicine (AAHIVM)
has announced a one-year pilot program that will enable HIV-specialized Doctors of Pharmacy
(PharmDs) working in clinical practice settings to participate in its widely known HIV
Specialist™ credentialing program. The Academy’s pilot credentialing initiative for PharmDs is
being developed in response to the large number of inquiries that the organization receives from
PharmDs who have extensive day-to-day involvement with HIV treatment, and who want to
attain a valid measure of recognition for their expertise in this sub-specialty.
For the 2008 credentialing program only, PharmDs who serve a substantial number of HIV
patients may apply for a credentialing process that is similar to that currently offered to
physicians, nurse practitioners and physician assistants who specialize in HIV. Eligibility criteria
for PharmDs will vary slightly from the current provisions for frontline providers, and successful
completion of the program will yield an ”HIV Subject Matter Expert” designation (“AAHIVE”),
distinct from the AAHIVS HIV SpecialistTM designation currently awarded to primary medical

care providers. This one year pilot program will be open to all eligible practicing PharmDs,
irrespective of membership with AAHIVM.
The criteria for entry into this pilot program will be similar to the current credentialing eligibility
requirements for physicians, NPs and PAs, and are as follows:
Licensed PharmD in the state of practice
Direct involvement in the care of a minimum of 20 HIV/AIDS patients over the 24 months
preceding the date of application (this requirement may be fulfilled by direct retail or clinic client
service, inpatient or out-patient service in a clinic or hospital consultative role, or other treatment
team roles, varying by the scope of practice in the PharmD’s home state)
Completion of a minimum of 30 hours of HIV-related CEU in the 24 months preceding the date
of application”
… and more
Through that, I learned of the existence of the American Academy of HIV Medicine, which offers
a trademarked “HIV Specialist” credential. However, the Academy and the HIV Specialist
credential are not among the 24 specialties for which the American Board of Medical Specialties
has approved Boards that certify specialists in those areas.
*********************
This is a reminder of what’s involved in trying to bring out the truth about HIV and AIDS.
Thousands of doctors, nurses, and assistants have been indoctrinated as HIV Specialists. They
cannot afford, psychologically as much as or more than professionally, to admit to themselves
that what they have been taught might be wrong.
That’s true also for the hordes of PhD and MD researchers, and the vast number of administrators
and facilitators and activists.
It’s true for a large number of “HIV”-positive people who have suffered through awful
“treatments”; and it’s probably true for a large proportion of the relatives of those who died under
those “treatments”.
We desperately need to discover plausible strategies by which this bandwagon might be brought
to a halt (HOW CAN THE HIV/AIDS BANDWAGON BE STOPPED?, 27 January 2008;
STOPPING THE HIV/AIDS BANDWAGON—-Part II, 1 February 2008).
These are my present thoughts:
1. Anyone who is not already a “dissident” greets the dissident view with utter disbelief and is
therefore not willing to look at the evidence.
2. Therefore, non-dissidents can only be persuaded to look at the facts by poeple who they fully
trust.
3. Consequently, a chain or bridge needs to be constructed between, at the one end, dissidents
who can explain and document the facts, and at the other end a person or persons whose
influential position makes it possible to start an official reconsideration. That chain or bridge has
to be a series of people who already know and respect and trust one another implicitly.
4. Can anyone identify people at the influence end of the bridge as well as a plausible chain from
us to them?

Posted in HIV does not cause AIDS, Legal aspects, experts | Tagged: American Academy of HIV
Medicine, stopping the bandwagon
***************************************************************************
HIDING CONFLICTS OF INTEREST
Posted by hhbauer on Thursday, 27 March 2008
For years now, universities have been a little hesitant to accept research grants or contracts from
tobacco companies. Faculty too have been queasy about it—except, of course, those faculty who
would be taking advantage of the money. Entrepreneurs at Weill Cornell Medical College came
up with a nice scheme for masking the source of funds and hiding the associated conflict of
interest:
Set up a foundation.
The foundation receives the funds.
The foundation makes research grants.
Outside academe, this is known as money laundering. Inside academe, it is a way of not letting
principles interfere with getting things done, as it was once put it in my presence by an academic
vice-president who later became one of the longest-serving and most highly paid university
presidents (p. 167, To Rise Above Principle: The Memoirs of an Unreconstructed Dean).
At Weill Cornell Medical College, “Dr. Claudia Henschke . . . jolted the cancer world with a
study saying that 80 percent of lung cancer deaths could be prevented through widespread use of
CT scans” (Cigarette company paid for lung cancer study, by Gardiner Harris, New York Times,
26 March 2008).
The work had been published in the New England Journal of Medicine and credited support from
the Foundation for Lung Cancer: Early Detection, Prevention & Treatment—whose funds came
almost entirely from “the Liggett Group, maker of Liggett Select, Eve, Grand Prix, Quest and
Pyramid cigarette brands”. President of the Foundation was Dr. Henschke, her assistant was
Treasurer, and directors included the Dean of Weil Cornell (Antonio Gotto) and a member of the
College’s Board of Overseers. Cozy.
“Dr. Gotto said . . . that Dr. Henschke, Dr. Yankelevitz and another colleague set up the
foundation initially without the university’s approval . . . . He and Mr. Mahon joined the board
some weeks or months after its creation to ensure that the Vector grants were handled correctly . .
. . We think we behaved honorably. There was no attempt to set up a foundation to hide tobacco
money.”
“The Cancer Letter . . . recently reported that Drs. Henschke and Yankelevitz had failed to
disclose in articles and educational lectures a patent and 10 pending patents related to CT
screening and follow-up. . . .Jonathan Weil, a Weill Cornell spokesman, said Dr. Henschke did
not disclose the patents in some articles and lectures because she did not deem them relevant.”
“An increasing number of doctors and institutions are setting up foundations to accept money
from companies without having to disclose its source, said Dr. Murray Kopelow, chief executive
of the Accreditation Council for Continuing Medical Education.”

Please refer to the post of 15 December 2007, CONFLICTS OF INTEREST:
THE ONLY SAFEGUARD AGAINST THE POSSIBLE INFLUENCE
OF CONFLICTS OF INTEREST
IS TO HAVE NO CONFLICTS OF INTEREST.
PERIOD.
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EVERYONE’S AT RISK AND NEEDS MORE FUNDS—ESPECIALLY **OUR** GROUP
Posted by hhbauer on Friday, 28 March 2008
An unhappy corollary to affirmative action and political correctness has been the occasional
competition among self-appointed spokespeople and activists to bring to their particular minority
group the maximum of attention and to their own organization the associated funds.
The big story about HIV/AIDS and Native Americans is that they are not affected so
disproportionately by HIV/AIDS as are African Americans or Hispanics. National data on HIV
tests find positive tests among Native Americans at rates that are not much above those of white
Americans, definitely lower than among Hispanics, and far lower than among African Americans:
“Overall, American Indians and Alaska Natives in 2004 had a diagnosis rate of 11.1 per every
100,000 people. That compares to a rate of 76.3 among blacks, 29.5 among Hispanics and nine
among whites” (“Conference focuses on Natives and HIV/AIDS”, AP 4/30/2006, Mary
Pemberton)
“In 2005, data from the CDC showed that the rate of HIV and AIDS diagnosis for American
Indians and Alaska Natives was 10.6 per 100,000, compared with 72.8 for blacks, 28.5 for
Hispanics, 9.0 for whites and 7.6 for Asians and Pacific Islanders” (“Navajos continue to battle
AIDS and HIV despite cultural taboos”, AP 6/11/07, Felicia Fonseca) .
The relative rates, compared to white Americans as 1, are:
blacks 8.1-8.5; Hispanics 3.2-3.3, Native Americans 1.18-1.23
When it comes to actually dying from “HIV disease”, the relative rates again place Native
Americans well below blacks and Hispanics (see “HIV DISEASE” IS NOT AN ILLNESS, 19
March 2008). For males, the relative death-rates from HIV disease in 2002-4 were (again relative
to white Americans as 1)
blacks 7.4, Hispanics 1.9, Native Americans 0.84, Asians 0.3
and for females the relative rates were
blacks 24, Hispanics 3.4, Native Americans 1.4, Asians 0.22

Those numbers are the basis for what has acknowledged even by the mainstream and the media:
that in the United States, HIV/AIDS has become a disease of the black community, that in other
racial groups it is only such high-risk individuals as drug abusers or promiscuous gay men who
need to be concerned about HIV/AIDS. Nevertheless, self-serving activists make a fuss about the
situation of Native Americans, even though they are affected at rates comparable to those among
white Americans:
“On March 20, 2008, the National Minority AIDS Council (NMAC) honors the second annual
National Native (American Indian, Alaska Native, and Native Hawaiian) HIV/AIDS Awareness
Day. Native organizations together selected the date and each year the first official day of spring
will symbolize a new era of awareness, prevention and treatment around HIV/AIDS in Indian
Country. . . . ‘When we think of the impact HIV/AIDS has on communities of color in the U.S.,
we must broaden our scope to include Native and Indigenous communities. Per capita, American
Indians/Alaska Natives have the third highest rates of HIV/AIDS, behind African Americans and
Hispanics,’ says Ravinia Hayes-Cozier, NMAC’s Director of Government Relations and Public
Policy. ‘We must ramp up our efforts to combat stigma, provide culturally competent prevention
strategies, better access to care. This is a real crisis, and it deserves our attention’.
Yes, it’s true that Native Americans “have the third highest rates of HIV/AIDS, behind African
Americans and Hispanics”—but “behind” so far that it doesn’t deserve mention in the same
breath.
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REGULAR AS CLOCKWORK: HIV, THE TRULY UNIQUE “INFECTION”
Posted by hhbauer on Tuesday, 1 April 2008
Astonishment, disbelief, incredulity would merely begin to describe my feelings when I began
collecting published data about HIV a few years ago.
I got started because I couldn’t believe the assertion, in Harvey Bialy’s book about Peter
Duesberg’s work, that (in the mid-1980s, no less) teenage females from every part of the United
States were as likely as teenage males to be “HIV”-positive. But I verified the correctness of the
assertion in the original source; whereupon I expected to find contradictions in other studies, and
so I kept looking. I jotted notes on how rates of testing positive varied with all the factors
mentioned in the various reports. And my head swam, or spun, or rebelled, because it made no
sense: testing “HIV”-positive seemed to be as regular as clockwork, not at all like the incidence
of something infectious or contagious, which sweeps back and forth, here and there, as the
opportunity offers itself.
—“HIV”-positive was always greater among men than among women: except in the teenage
years, where it was often higher among females.
—“HIV”-positive always increased with age from the teens into the 30s or 40s, and then declined
again.
—Most extraordinary of all, so far as age was concerned: children below teenage tested “HIV”positive more than teenagers did, and increasingly so, the younger they were! The rate of testing
positive among newborns rivaled the highest rates among adults in their 30s and 40s!

I was looking at the wealth of data based on tests in the United States, but also came across some
reports from elsewhere, published by the same reliable researchers. That strange variation with
age, including young children, had been reported also from Africa!
US data of all sorts are typically reported by racial category. Regular as clockwork, rates of
testing “HIV”-positive always increased from among Asians to among white Americans to
among Hispanic Americans to among black Americans. Whether it was blood donors or gay men,
injecting drug users or newborns or their mothers; whether it was military personnel or prisoners,
people at STD clinics or women at pre-natal clinics—there were simply no reports that did not fit
into that progression of testing “HIV”-positive according to racial category. What sort of
infection is it that discriminates consistently and regularly by race?
Whenever there’s discussion of racial disparities between blacks and whites in the USA, the first
resort is to explanations based on slavery, Jim Crow laws, racial discrimination in general and
their lingering after-effects: high rates of poverty, unemployment, drug abuse, criminality, and so
on. But analogous circumstances have been the lot of Native Americans, displaced from their
homelands, traditional practices disrupted, never integrated into the American mainstream. So
one would expect that Native Americans might test “HIV”-positive about as often as African
Americans. But they don’t. Every published study finds that Native Americans test “HIV”positive at rates closer to those of white Americans than to those of any other group; somewhere
between the rates of whites and those for Hispanics, but generally closer to those of whites. HIV
is very race-sensitive indeed, and it discriminates by broad racial genetic category as no other
infection does.
In South Africa, the same racial disparities in testing “HIV”-positive were reported as in the
United States. Whites always much lower than blacks, and coloreds—mulattos—tested in
between. “HIV”-positive rates even reflect miscegenation!
Similarly, within the United States, the ethnic category of Hispanic delivers “HIV”-positive rates
that are distinctly higher in the East than in the West—in the same manner as the racial
proportions among Hispanics differ, higher proportion of Caribbean and African descent in the
East than in the West. HIV is adept at recognizing human racial genetics.
HIV is regular as clockwork in other respects, too. The same number of Americans has been
“HIV”-positive from when testing began in the mid-1980s right up to the present; about 1 million,
give or take whatever uncertainty the Centers for Disease Control and Prevention (CDC) is
prepared to admit at any give time.
Who dies of “HIV disease”, the latest obfuscating term devised by CDC? Always the highest rate
is among adults in their 30s and 40s, steadily from 1987 to date; no sign of any change in the
distribution of deaths by age, no sign that treatments have had any effect, that they have shifted
deaths to later ages (“HIV DISEASE” IS NOT AN ILLNESS, 19 March 2008). HIV is regular as
clockwork. You can bet on it.
HIV is distributed in the United States in a pattern that hasn’t changed in two decades. Just as the
total number of “HIV”-positive Americans has remained the same, so their geographic location
hasn’t changed. It’s highest in the Northeast, next highest in the Southeast, and lowest in the
North Central and Midwest. That applies to military personnel, new mothers and their infants,
members of the Job Corps, blood donors—every tested group shows that same geographic

distribution. Like no other infectious agent, HIV knows its place and sticks to it. Regular as
clockwork. You can bet on it.
I put one and one together. Constant geographic distribution, constant racial disparities—maybe
the geographic distribution merely reflects the racial proportions of the American population in
the different parts of the country?
Yes. Calculate what the geographic distribution of HIV would be if it depended only on the racial
make-up of the population and the relative rates at which the different races test positive, and you
get a very good fit with the maps of “HIV”-positive rates.
There was one regularity in the data I collected that was, if possible, even more puzzling than the
others. Quite a few reports made a point of noting that “HIV”-positive rates were higher in urban
areas than in rural regions; always that same progression, and always higher, too, in the large
urban areas than in the smaller ones. So regular was this that it seemed quantitative: in the largest
metropolitan areas, rates of testing “HIV”-positive were about 4 times as high as in rural areas,
and in “semi-urban” regions the rates were about half those in the largest cities.
Leave aside “why”, I thought. Clearly, the calculation of geographic distribution should be
modified by taking also this factor into account. Doing that, the fit between the calculated and the
actual geographic distributions of HIV is even better.
So HIV is this unique, unprecedented, even magical infection that hides itself not only in human
bodies (because none of it has never been isolated in live form from an “HIV”-positive person), it
hides itself also in its demographic characteristics, by behaving just like something endemic! It
doesn’t go up and down in incidence like other infections or contagions. It doesn’t skip, hop, and
jump around regions and countries and the world like other viruses or bacteria. It’s just there. It
mimics DNA, in fact, because it distributes itself according to racial category. It mimics
physiology: it varies according to the age of its host— regular as clockwork, it’s lowest in the
teens and highest at birth and in middle age. You can bet on it.
*********************************
I’ve mentioned before, on this blog (for instance, HIV DEMOGRAPHICS FURTHER
CONFIRMED…, 26 February 2008), how reassuring it has been to find that these regularities,
described and documented in my 2007 book (The Origin, Persistence and Failings of HIV/AIDS
Theory), continue to be reported in newer studies. Reassuring because it emphasizes that the
regularities I had discerned were not artefacts of those particular samples—which was unlikely a
priori, in any case, given that those “samples” included just about all the published data and
represented upwards of 60 million tests; including some, like blood donors and military cohorts,
in which all members of those groups were tested, not just sampled; and moreover tested
regularly throughout the era of AIDS.
The present little essay was stimulated by finding confirmation of that most puzzling of the
regularities, the variation of “HIV”-positive rates with population density. In gathering data for
my book, I had not come across a piece in the Journal of Rural Health by Steinberg and Fleming
of the CDC, “The geographic distribution of AIDS in the United States: Is there a rural
epidemic?” (16 [2000] 11-19). Maybe I had missed it because I focused my searches on “HIV”,
not “AIDS”.
Despite its title, that paper is about the distribution of “HIV”. CDC has added to its many sins by
conflating, since the late 1990s, HIV and AIDS in such a manner as to make it difficult if not
impossible to know what their statistics refer to. In this instance, “AIDS” is said to include “HIV-

related severe immunodeficiency”—healthy, asymptomatic people who test “HIV”-positive and
have low CD4 counts. So the numbers given in this publication represent “HIV”-positive rates.
The article reports specifically on data for 1996; and it confirms rather strikingly the regular
trends, including the variation with population density, that are published in my book, for data
collated from the mid-1980s to the later 1990s.
Geographic distribution:
Northeast > South > West > Midwest (49.4 to 34.2 to 28.6 to 13.5 per 100,000)
Black-to-white ratio, 7.2 (in my book, 5.5 ± 3.4)
Hispanic-to-white ratio, 3.4 (in my book, 2.7 ± 2.1)
Variation with population density:
Metropolitan statistical area (MSA) >500,000, 41.6; 50,000 - 500,000, 17.7; non-MSA, 10.1
In my book, 4 to 2 to 1
Regular as a clock that keeps good time.
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A NOBEL PRIZE FOR HIV/AIDS?
Posted by hhbauer on Saturday, 5 April 2008
“In Search of Memory” is a memoir by Eric Kandel, who received a Nobel Prize for his work on
the physiology of memory. I came to the book because of Kandel’s recounting of his childhood in
Vienna in the 1930s and the influences on him of the Nazi takeover of Austria, experiences that I
share. But I found the book highly interesting on several other counts as well. First, naturally
enough, for Kandel’s explanation of his work, which brought astonishing insights into the
biochemical reactions that are associated with memory. We are beginning to understand also the
physiological or physical basis for the real differences between short-term and long-term memory
(which unfortunately has practical significance for people of my age). I found particularly
intriguing that Kandel combines radical reductionism—explaining mental functioning in
chemical terms—with an appreciation of insights offered by psychoanalysis. The latter is often
regarded as the very opposite of reductionist, but Kandel reminds readers that Freud himself
believed that there are physical correlates to the processes he postulated as stemming from ego,
id, and libido.
What prompts this blog entry, though, is Kandel’s story about Sir John Eccles, who was awarded
a Nobel Prize in 1963 for elucidating the mechanism of synaptic transmission of nerve signals:
electric impulses are carried across the gaps or junctions (synapses) between nerve cells by
chemical messengers. Eccles had originally believed the transmission to be purely electrical, and
had become thoroughly discouraged at being unable to prove conclusively that nerve signals
cross synapses by “spark”, not chemical signals. Eccles was then working in New Zealand, where
he met the philosopher of science, Karl Popper. Popper explained to him that he should be
encouraged rather than discouraged, that he should look as hard as he could for ways to disprove
his theory, because that would also be a considerable scientific advance. Eccles followed his

advice, disproved his own “electrical spark” theory, and thereby gained a Nobel Prize as well as
increased scientific understanding.
That offers a lesson for the Pooh-Bahs* of the HIV/AIDS Establishment. Perhaps Gallo or Fauci
or Montagnier might still win a Nobel Prize, by proving conclusively that HIV is not the cause of
AIDS. After all, quite a lot of their work already points in that direction.
**************************
* When Barack Obama used this term a few days ago, many TV pundits seemed to be unfamiliar
with it. Its origin is a character in Gilbert and Sullivan’s musical, The Mikado, where Pooh-Bah is
Lord-High-Everything-Else and exemplifies unwarranted and ostentatious pomposity.
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CAN EVERYONE BE WRONG ABOUT SOMETHING?
Posted by hhbauer on Monday, 7 April 2008
After just a little thought, most people would answer “Yes” to that question, surely. After all,
everyone has been wrong about all sorts of things over the ages; the Earth being flat is perhaps
the most commonly cited example (though it’s a popular misconception that this was the case as
recently as medieval times).
Most people, too, would have to agree that there are some matters over which large chunks of
humanity must be wrong. When it comes to God, say, there are a number of competing beliefs,
none of which commands majority adherence even though no more than one of them can be
correct. Most people would see matters of politics as another and similar illustration. Yet on those
very same questions of politics and religion, each group of adherents is firmly convinced that
their group—and only their group—has it right while all the others have it wrong. In other words,
all manner of minorities believe that the others, who are in a majority, are wrong.
But in this age which is often (self-)described as a scientific age, there’s a widespread belief that
science is somehow exempt from the polarization of opinions that characterizes other spheres of
intellectual life, that science possesses some magic ability—namely, the scientific method—to
have it always right; and it’s blithely taken for granted that science is synonymous with the
established institutions of science and with the views of those who happen to hold leading
positions in those institutions.
That circumstance coexists with a general willingness to cite Thomas Kuhn (1962/70) on
“paradigm shifts” and “scientific revolutions”, and to get the significance of Kuhn’s work entirely
wrong. It’s not that science advances by periodic giant and revolutionary steps; “revolution” here
means getting rid of the present order. Kuhn’s insight, buttressed by a pretty good knowledge of
the history of science, is that periodically the accepted view of things is overturned, as it’s
realized that what was previously believed to be right turns out to be wrong.
Very little known are the works of Bernard Barber (1961) and Gunther Stent (1978), lately
revisited in an important, long-overdue discussion (Hook 2002): history of science reveals that

corrections of mistaken scientific paradigms are always fiercely resisted up to the very moment
that they succumb to a revolution. Just now I came across a discussion of this phenomenon that
predates Barber’s classic and focuses in large part on matters of medicine (Stevenson 1958).
By and large, it’s only scientific pioneers who discover this truth of routine resistance to new
scientific discoveries, when the pioneer’s peers refuse to consider even well-supported claims that
don’t fit the mainstream consensus. Peter Duesberg illustrates the surprise that such pioneers
experience when the approbation and high regard they have long enjoyed is suddenly switched
off, indeed reversed, because they said something different.
Even when these insights of Barber and Kuhn and Stent and Stevenson are recalled and pointed
out, it doesn’t shake the mainstream belief on any given topic; somehow, the conventional
wisdom is able to sustain the illogical and intellectually unsustainable view that this time, on this
particular issue, one can be absolutely sure that “science”—the mainstream, their own group, the
Establishment—has it right beyond any doubt. Added to the certainty expressed by the insiders is
that disseminated by the science groupies, herds of dogmatists who reveal themselves on blogs as
utterly sure about matters of which they actually have little if any direct knowledge. All they
know is that it’s what “science” says and so it must be right. Such dogmatists may be found in
academe as elsewhere, and they populate such organizations as the Committee for Scientific
Investigation of the Paranormal (CSICOP), which is comprised of more non-scientists than
scientists, does no investigating, and is as one-sided in its approach to evidence as those blogs
that style themselves as scientific.
Over the years, I’ve come to prize more and more those rare individuals who are able to admit
their own fallibility and who strive to mold their beliefs to the best available empirical evidence
while remaining aware that what’s now the best available will not remain so. I’ve found such
individuals everywhere, even in the ranks of CSICOP. The late Gordon Stein, for example, was
active in CSICOP and intent on debunking what deserves to be debunked while refraining from
the indiscriminate castigation of every unorthodox opinion in which most CSICOPpers indulge.
Just as I know of no one who is always right, so too I’ve not been unfortunate enough to get
personally into contact with anyone who is always wrong. (Well . . . maybe I can think of a
couple.)
The state of affairs that I’ve described applies, of course, to HIV/AIDS as to many other and
many less prominent topics. Dogmatists over HIV/AIDS will readily—or at least ultimately—
admit that, of course, science and medicine have sometimes been quite wrong; it just happens,
they maintain, that this time and on this issue, there’s just no doubt at all. The evidence, after all,
is overwhelming, and the overwhelming majority of qualified and competent doctors and
scientists are unanimous about it.
The trouble is, those dogmatists are committing the usual, the typical, the routine error of not
applying to their one pet subject the lessons that history offers; and, as the saying goes, “Those
who forget the past are doomed to repeat it”.
It’s not only the lessons from history of science that they forget; it’s also the substantive history
of HIV/AIDS itself. “HIV” was never isolated by Gallo from all his AIDS patients, in fact he
claimed to have found it in fewer AIDS patients than in association with what used to be called
pre-AIDS. As Michelle Cochrane has documented, the shibboleth that the early AIDS victims
were “young” and “previously healthy” is wrong on both those counts. As John Lauritsen pointed
out long ago, the shibboleth that the early AIDS victims were young, previously healthy “gay
men” is also misleading because the common factor was drug abuse, not gay sex. The Centers for

Disease Control and Prevention seem to have forgotten that they have proclaimed year after year
for about two decades that about 1 million Americans were “HIV”-positive, as they continue to
talk of spreading infections. Some of the most careful and comprehensive studies are ignored
whenever they conflict with the accepted view: the Concorde study which showed AZT to be
useless at best and CD4 counts to be clinically irrelevant; the Rodriguez study that found no
correlation between CD4 counts and “viral load”; the Antiretroviral Collaboration, with data from
22,000 patients, which found that HAART brings “adverse events” on sooner. The significance is
ignored of huge masses of data: that HIV tests do not track an infectious agent; that deaths from
HIV disease show no sign that the “lifesaving” antiretroviral drugs have extended life; that every
bright idea for a vaccine against HIV fails to make good on its promise. And innumerable selfcontradictions are swallowed whole, say, that HIV crossed in Africa from monkeys or chimps to
humans, did no damage there but made its way to the Western Hemisphere where it produced the
first epidemics, whose cause was then somehow transported back to Africa to spread like wildfire
there even though it hasn’t in the developed countries where it first appeared. This infectious
disease is unique, unprecedented, “everyone” is willing to accept: it discriminates by race, unlike
every other infectious disease; it kills preferentially adults in the prime years of life, unlike every
other infectious disease; the virus multiplies prodigiously without being detectable, and it mutates
at an unprecedented rate while remaining fully pathogenic.
And so on. During these months where I’ve become increasingly irritated by the lack of
intellectual integrity displayed by political partisans and pundits, I find myself sadly reminded
that intellectual integrity is in short supply everywhere, by no means excluding academe, science,
and medicine.
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HIV: THE VIRUS THAT DISCRIMINATES BY RACE
Posted by hhbauer on Friday, 11 April 2008
Everyone has surely heard the refrain, “HIV, the virus that causes AIDS”; it’s almost as though
media people can’t say “HIV” without tacking on that assertion. It might be a worthwhile project
for a student of Communications or Journalism or Sociology to ferret out when and where this
originated: Was it an innocent media attempt to inform, or another ploy devised by PR people
like those enlisted by the CDC to sell the idea that “everyone is at risk”? (Bennett & Sharpe,
AIDS fight is skewed by federal campaign exaggerating risks, Wall Street Journal, 1 May 1996,
pp. A1, 6)

In any case, “HIV, the virus that discriminates by race” would be more profoundly telling about
what HIV really is.
***********
There are diseases whose origins lie in unusual forms (alleles) of certain human genes–cystic
fibrosis, say. Some chronic ailments or conditions, perhaps especially those that become
prominent in old age, seem to affect more frequently those individuals who have a genetic
predisposition–some forms of breast cancer, for instance, or certain cardiovascular conditions.
Some such hereditary disorders are race-linked; perhaps the best known one is sickle-cell anemia,
which is virtually confined to people of African or of Mediterranean ancestry. Having just one
sickle-cell allele is not life-threatening and helps to resist the effects of malaria, while having two
is life-threatening; so in regions where malaria was endemic, sickle-cell genes were favored by
natural selection.
None of these genetically based conditions is contagious or infectious, of course; genes are not
exchanged by bodily contact or via bodily fluids. By contrast, infectious diseases do not
discriminate by race: cholera, influenza, measles, pneumonia, syphilis, tuberculosis, etc., do not
display the sort of racial disparity that sickle-cell anemia does–a disparity found equally in all
social groups and in both sexes at all ages.
No infectious disease shows that sort of racial disparity. All except one retrovirus, that is: the
lentivirus (“slow virus”) HIV.
***********
It’s no secret that HIV/AIDS has become a disease afflicting, in the United States, primarily
African-American communities. It’s also no secret that, globally, the only region heavily afflicted
by HIV/AIDS is sub-Saharan Africa. HIV/AIDS, in other words, seems to be race-linked like no
other infectious condition.
This linkage with race has not been clearly brought out, though, in mainstream publications,
possibly because it is inconceivable to minds entrenched in the belief that HIV/AIDS is
infectious. Hence there’s a continuing need to reiterate the plain and compelling evidence.
***********
In the United States, in every group for which the variable of race is reported in connection with
HIV tests, African Americans test positive much more frequently than whites; overall, according
to a recent review, black males and black females are 7 and 21 times, respectively, more likely to
test HIV-positive than are white males and females (Potterat et al., International Journal of STD
& AIDS, 19 [2008] 1-3).
However, such population-wide comparisons do not establish conclusively that race is the actual
basis for the differential test results, because certain sub-groups might so influence the overall
figures as to mask a more significant or causal factor. For example, the overall incarceration rates
for black Americans are also much higher than those of white Americans; but disaggregation of
the data reveals that this stems predominantly from conditions for younger black males in innercity locales. Blacks in every social group and at all ages are not more likely to be incarcerated
than are whites in the same social groups and ages: black academics or black marines are not

more frequently incarcerated than are white academics or white marines. The tendency to be
incarcerated is not race-linked in and of itself. For a particular characteristic to be demonstrably
race-linked, that characteristic must be found in every social group and at every age. Such is the
case with HIV/AIDS.
In the United States, blacks test HIV-positive markedly more often than whites among the
following groups (for citation of the original sources in the mainstream literature, see Chapter 5 in
The Origin, Persistence and Failings of HIV/AIDS Theory):
— women who have just delivered children
— blood donors
— applicants for military service
— teenage applicants for military service
— soldiers
— sailors
— marines
— Army Reserve personnel
— Job Corps members
— applicants for marriage licenses
— college students
— people at STD clinics
— prisoners
— drug abusers
— gay men
— the populations sampled by the National Health and Nutrition Survey
— female prostitutes, female drug abusers, “female partners of persons at risk”
In other words, blacks test positive more often than whites in high-risk groups (drug abusers, gay
men, prostitutes) as well as in low-risk groups.
Furthermore, the rates of new seroconversions to HIV-positive display the same racial disparities
as do the overall rates of testing positive.
Moreover, the same racial disparities are shown at all ages (relevant data have been reported for
the Job Corps, soldiers, sailors, marines, applicants for military service, gay men).
Race itself is the only common factor in the racial disparities as to HIV.
*************
If race is genuinely the responsible factor, then the same racial disparities as to HIV should show
up also outside the United States. They do.
However, no other country has published HIV-test data as comprehensive, and as routinely
classified by race, as the United States has, so the information about racial disparities is more
spotty and sparse. Nevertheless, every mention of a racial disparity notes that Africans test
positive more frequently than do non-Africans; for example:
— In South Africa, black women at prenatal clinics tested positive 15 times more often than
white women, and those of mixed race fell in between. Black blood-donors tested positive 25 or
30 times more often than white donors, and Indian and mixed-race individuals fell in between
(sources cited at p. 76, Tables 21 & 22 in The Origin, Persistence and Failings of HIV/AIDS
Theory)

— In Britain, the disproportionate impact of HIV on Africans was illustrated by the convening of
a National African HIV conference in March, 2008, at Regent’s College Conference Centre,
Regent’s Park, London
“Immigrants account for 70% of HIV and TB cases” (Nigell Hawkes, The Times [London], 16
November 2007)
“There are estimated to be over 63,000 adults living with HIV in the UK . . . The majority of
these are people who caught the infection abroad and of African origin” (BBC News, 7 December
2007)
— In Sheffield, England, the largest number of HIV cases is from black communities (Star [UK],
Kate Lahive, 18 February 2008)
— “Almost a third of those diagnosed with HIV in Ireland last year [2006] were African”
(Independent [Ireland], Tom Prendeville, 8 July 2007)
— In New Zealand, a disproportionate number of HIV-positives are refugees from Africa (NZ to
foot $1m bill for HIV-positive refugees, New Zealand Herald, 17 March 2008)
— In Mauritius, the HIV-positive rate is “1.8 percent, which is low for the region. On the African
mainland, HIV infection rates stand at 16.1 percent in Mozambique and 18.8 percent in South
Africa” (Reuters, Roche Bois [Mauritius] 12 November 2007)
The people of Mauritius are not racially sub-Saharan African: the population is 68% IndoMauritian, 27% Creole, 3% Sino-Mauritian, 2% Franco-Mauritian.
— “the San people of Botswana and Namibia have mysteriously low HIV infection rates even
though these countries are known for their extremely high AIDS mortality statistics” (source cited
at p. 171, The Origin, Persistence and Failings of HIV/AIDS Theory).
The San, also known as Bushmen of the Kalahari, are not racially sub-Saharan, that is, they are
not of Bantu Negroid ancestry.
— “Madagascar has some of the highest rates of sexually transmitted diseases in the world.
However, HIV infection rates for the country remain low, under 1%” (Madagascar’s ticking HIV
time bomb, Jonny Hogg, BBC News, Fort Dauphin)
“HIV prevalence rate in . . . Madagascar . . . [is] lower than its neighbouring Southern Africa
countries. . . . the national infection rate . . . [is] 0.95 percent . . . . [compared to] four percent
prevalence rate for sexually transmitted infections” (MADAGASCAR: New law to fight
HIV/AIDS stigma: Madagascar has so far been spared an HIV/AIDS epidemic, unlike its
continental neighbours; Antananarivo, 20 August 2007 )
The Malagasy (Madagascans) are not racially sub-Saharan, they are of mixed Malayo-Indonesian
and African-Arab ancestry. (Note that this report also contradicts the shibboleth that infection
with STDs synergizes becoming HIV-positive.)
*******************
Around the world, then, HIV is found much more often in people of sub-Saharan (Negroid,
Bantu) ancestry than among those of white (Caucasian) ancestry. This is so in every social and
regional sub-group. Race is the decisive factor.
No other infectious disease discriminates by race in this fashion.
There is a clear choice to be made, how to explain this circumstance:

HIV is uniquely an infectious agent that discriminates by race
OR

“HIV” is not an infection.
*******************

TO BE CONTINUED with more racial statistics, and then something about sociobiology and
racism
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BABIES INFECT MOTHERS; CRAZY THEORY RUINS LIVES
Posted by hhbauer on Saturday, 12 April 2008
What can one say about tragedies like these?
“Kyrgyz Babies Pass HIV to Mothers
OSH, Kyrgyzstan (AP) — Not long ago, she was a wife, mother and teacher. Now Dilfuza
Mustafakulova is HIV-positive and has lost her husband and her job. Mustafakulova’s baby son
was among 72 children infected with the virus at two Kyrgyz hospitals. Sixteen mothers also have
contracted it — in some cases by breast-feeding their children. . . .
The scandal has led to charges of negligence against 14 medical workers in the impoverished
former Soviet republic, where investigators suspect the children were infected by tainted blood
and the reuse of needles. . . . Although HIV infection from breast-feeding is rare, it is possible,
usually when the baby has mouth sores and the mother has lesions on her nipples, according to
AIDS experts. Mustafakulova, whose son was 7 months old at the time, said her breasts were
cracked and bleeding. . . . Some 1,600 people are infected with HIV in the Central Asian nation
of 5 million people, according to official figures — 15 times more than in 2002. AIDS experts
estimate the real number is closer to 6,000. The majority of cases stem from intravenous drug use.
...
Mustafakulova’s troubles began in June, when her son developed a high fever. She took him to
the Nookat hospital, where she said doctors put him on an intravenous drip. When he did not get
better, she took him to the hospital in Osh, the country’s second-largest city. After more than a
month in the hospital, her son still was not well and she was also feeling weak, so they returned to
their village . . . . In October, they both tested positive for HIV. . . . It has not been established
where the infection originated. Of the 72 children infected, some were treated only in Nookat and
others only in Osh, so both hospitals are suspected. ‘Where else could my child and I become
infected if I don’t use narcotics and don’t live an immoral life?’ Mustafakulova said during a
recent visit to the Rainbow center. ‘This could only be the irresponsibility of doctors.’ She was
abandoned by her husband . . . . No longer welcome in her in-laws’ home, she and her children
moved in with her parents. She sold her only possession, a small plot of land, to pay for her son’s
medical treatment. . . . The story of Mustafakulova’s fellow villager, Zarifa Shamshiyeva, is
remarkably similar. “
***************
On what evidence do the experts rely for the view that mothers can be infected in this way?

Even the higher estimate of 6000 infected in a country of 5 million makes the rate only 1.2 per
1000, which is typical for low-risk populations in non-African countries where there has been no
epidemic during the two decades of the AIDS era, despite continual prediction of such epidemics
by “AIDS experts”.
Here’s an assignment:
In 2002, only about 100 people were infected.
Most new infections have come via needles.
Construct a plausible scenario to account for how this mechanism brought a 15-fold increase in
infections in half-a-dozen years.
**************
The tragedies here are not only the wrongly diagnosed babies and mothers. What about the
doctors and other medical personnel who are being charged with negligence, when they did
nothing to bring about this situation?
“Four health officials from southern Kyrgyzstan were fired for their alleged roles in the outbreak,
including the directors of the two hospitals. The Kyrgyz General Prosecutor’s office has opened a
criminal investigation into the incident.”
“Kyrgyz medical workers charged with infecting children with HIV” [Associated Press, March
20, 2008]
“BISHKEK, Kyrgyzstan: Fourteen health professionals in Kyrgyzstan will face trial for allegedly
infecting children with HIV”
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HIV: A RACE-DISCRIMINATING SEXUALLY TRANSMITTED VIRUS!
Posted by hhbauer on Wednesday, 16 April 2008
HIV is unique not only as an infection that discriminates by race; it’s unique as a sexually
transmitted infection that discriminates by race. Chlamydia, gonorrhea, herpes, syphilis seem
equally able to infect humans of all racial types. No venereal disease—other than HIV/AIDS—
targets primarily one racial group.
This is so incredible, and the matter is so centrally important, that no amount of supporting
evidence could be redundant. To de-throne HIV/AIDS theory calls for overkill. So to the data
presented in an earlier post (HIV: THE VIRUS THAT DISCRIMINATES BY RACE, 11 April
2008 ), I add some more.
*************

The UNAIDS statistics for the global distribution of “HIV-infection” rates in 1997 and 2007 are,
respectively:
Sub-Saharan Africa, 7.4% and 5.0%
Caribbean, 1.9% and 1.0%
Everywhere else, ≤ 1% in both years
(The decreases from 1997 to 2007 are officially ascribed to recent data being more accurate, not
to any actual decline; after all, any decline might raise questions about the incessant propaganda
alleging an uncontrollably spreading epidemic)
That unchanging global distribution parallels the proportions of people of African ancestry in
those regions: a larger proportion of the Caribbean population is of African ancestry than
elsewhere outside Africa.
No other sexually transmitted infection has managed to be quarantined geographically and
racially in this way. North Africa, contiguous with sub-Saharan Africa, had a reported rate of
0.3% in 2007. Do people from sub-Saharan Africa not have sex with people in neighboring
countries?
At various times and in various parts of the world, sex across racial lines has been taboo, even
officially outlawed. The utter futility of such attempts to prevent miscegenation is demonstrated
by the large numbers of people of mixed race living all over the world. Yet HIV somehow
manages, more successfully than laws or taboos, to overcome sexual attraction across racial lines.
HIV just doesn’t much care to be shared sexually with people of non-African (Negroid, subSaharan) ancestry.
You might ask, “What about all those gay men in the largely white communities where AIDS
first appeared?”
True enough, there’s an apparent exception—though it implies that AIDS and HIV are
synonymous whereas they are actually not correlated (chapter 9 in The Origin, Persistence and
Failings of HIV/AIDS Theory). But leaving that aside, it would still be not so great an exception
after all, because the same racial disparities as to HIV are found among gay men as in low-risk
groups (and also among heterosexual clients at STD clinics). According to a CDC Fact Sheet
(“HIV/AIDS among men who have sex with men”, revised June 2007), gay black men in large
cities tested positive 46% of the time whereas gay white men in the same cities tested at the rate
of only 21%. (See also Figures 11 & 12, p. 42, in The Origin, Persistence and Failings of
HIV/AIDS Theory)
No interracial sex among gay men in large metropolitan areas?! Apparently, HIV-positive human
beings display a sexual fastidiousness as to race that HIV-negative humans do not.
*************
But it’s not just black and white (double entendre intended). Several anecdotes in the earlier post
(HIV: THE VIRUS THAT DISCRIMINATES BY RACE, 11 April 2008 ) noted that people of
mixed race test “HIV”-positive at rates that fall between those of their parents’ races; “HIV”positive behaves, in other words, just like other physical attributes that are proportional to degrees
of racial ancestry, skin color for example. Is the tendency to be infected by this sexually
transmitted agent inherited in quantitative fashion?
Yet further evidence that “HIV” is race-linked comes from data on other human races; for
instance, Asians always test “HIV”-positive much less frequently than whites: about 35% less

often, in fact (sources cited at p. 54 in The Origin, Persistence and Failings of HIV/AIDS Theory,
for data from the Job Corps, applicants for military service, public testing sites, and young gay
men ). The death rates from “HIV disease” for 2000-2004 among Asians are also less than those
of non-Hispanic whites, in that case by 70% or more (“HIV DISEASE” IS NOT AN ILLNESS,
19 March 2008).
“HIV” prefers whites over Asians by a substantial amount. I’ve come across no reports that
contradict this generalization.
*************
Data for Hispanics are routinely published in official US documents because Hispanics constitute
a minority group eligible for affirmative action, but it is recognized that “Hispanic” is an ethnic
and not a racial classification.
Here’s a most remarkable fact. Hispanics in the eastern USA test “HIV”-positive at far higher
rates than do Hispanics in the western USA:
“In the Western states, HIV seroprevalence was similar among Hispanics and whites, while in
states along the Atlantic Coast, seroprevalence was higher among Hispanics than among whites”
(CDC Surveillance Report for 1992, p. 37). This difference, a large one, has been noted among
military personnel and among new mothers, in the Job Corps and at various clinics, in low-risk
groups as well as among drug abusers (sources cited at p. 71 ff. in The Origin, Persistence and
Failings of HIV/AIDS Theory).
In what way could Hispanics in the East differ from Hispanics in the West?
Racially, of course.
In the Northeast, Hispanics are 40% Puerto Rican and 10% Mexican (3% Cuban, 47% “other”)
In the West, Hispanics are 75% Mexican and 2% Puerto Rican (≤1% Cuban, ≥20% “other”)
Puerto Ricans share a large proportion of relatively recent African ancestry, Mexicans do not.
(Numbers from US Census Bureau, “The Hispanic Population—Census 2000 Brief”)
Once again, people of African ancestry test HIV-positive much more frequently than do people of
non-African ancestry.
*************
US data recognize yet another racial classification, that of Native American. Compared to white
Americans as 1.00, the frequency of positive “HIV”-tests among Native Americans averages 1.5
in four studies cited in my book (Table 14, p. 66; also 0.63 for Asians, 2.3 for Hispanics and 5.7
for blacks ). In a 2006 report from the Centers for Disease Control and Prevention, the ratios
come out as 1.23 for Native Americans, 3.3 for Hispanics, 8.5 for blacks. Data for 2005 yield
ratios of 1.2 for Native Americans, 0.85 for “Asians & Pacific Islanders”, 3.2 for Hispanics, 8.1
for blacks. Noteworthy perhaps in that latter report is that “Navajo-area American Indians” tested
at 0.85 compared to white Americans.
Those data once again mirror racial ancestry since they place Native Americans quite close to
Caucasians. The Americas were settled, according to the latest scenario, via four major
migrations from Siberia and Asia, between about 10,000 and perhaps as much as 40,000 years

ago; there is some evidence also of contacts across the Pacific or from Polynesia. So Native
Americans (including Mexicans) are closely related genetically to Asians and Caucasians, with
little if any vestiges of African ancestry (which was, however, shared by all Homo sapiens at
about 200,000 years ago).
*************
The evidence is simply overwhelming: from every tested social group, high-risk as well as lowrisk; from every part of the world; for both sexes and at all ages—wherever “HIV” tests are
reported separately by race in any given sample, the tendency to test “HIV”-positive is paralleled
by racial ancestry. Africans test positive most frequently, Asians least frequently, Caucasians in
between but relatively close to Asians, and Native Americans quite close to Caucasians.
The geographic distribution of positive “HIV”-tests in the USA—which has not shown
appreciable change during the two decades of the AIDS era—can even be calculated from the
racial composition of the population in different parts of the country (p. 66 ff. in The Origin,
Persistence and Failings of HIV/AIDS Theory). Try doing that with chlamydia, gonorrhea,
herpes, or syphilis.
“HIV” discriminates by race just as though it were capable of recognizing the DNA sequences in
the human genome. The tendency to test “HIV”-positive, for a given state of health, is determined
primarily by race and significantly by age and sex. This is not how a sexually transmitted
infection behaves.
Posted in HIV absurdities, HIV risk groups, HIV tests, HIV transmission, HIV/AIDS numbers,
sexual transmission | Tagged: HIV and Africans, HIV and Asians, HIV and Hispanics, HIV and
Native Americans, HIV/AIDS and race, racial disparities in HIV/AIDS
***************************************************************************
A billion here, a billion there . . . .
Posted by hhbauer on Saturday, 19 April 2008
Senator Everett Dirksen is credited with the remark, about Congress’s habitual tendency to spend
taxpayers’ money on all sorts of projects, that “A billion here, a billion there, pretty soon it adds
up to real money”. One wonders what he would have said about HIV/AIDS, which gobbles up far
more for research per patient death ($180,000) than cancer ($10,000) or cardiovascular disease
($2600) (STOPPING THE HIV/AIDS BANDWAGON—Part II, 1 February 2008; data from
http://www.fairfoundation.org/factslinks.htm).
But in addition to billions spent on research, further billions are spent on treatment:
“HHS Awards $1.1 Billion for HIV/AIDS Care, Medications
HHS Secretary Mike Leavitt has announced grants of more than $1.1 billion to provide primary
care, medications and services for low-income and underinsured people living with HIV/AIDS.
Funded under Part B of the Ryan White HIV/AIDS Program, the grants are awarded to all 50
states, the District of Columbia, Puerto Rico, Guam and the U.S. Virgin Islands. Also receiving
grants are the U.S. Pacific Territories of American Samoa and Commonwealth of the Northern

Mariana Islands; and the Associated Jurisdictions of the Republic of the Marshall Islands,
Federated States of Micronesia, and Republic of Palau. HHS’ Health Resources and Services
Administration (HRSA) manages the Ryan White program.
“These Ryan White HIV/AIDS Part B grants help ensure Americans, especially those in rural and
underserved communities, affected by HIV/AIDS get access to the care they need through quality
health care and support systems,” Secretary Leavitt said. “These grants strengthen community,
city and state capacities to care for those with HIV.”
The majority of the funding, $774 million, supports state AIDS Drug Assistance Programs
(ADAPs) that provide prescription medications for HIV/AIDS patients. In 2006, close to 158,000
ADAP clients were served through state ADAPs.
Part B awards also include formula base grants that can be used for home and community-based
services, insurance continuation, ADAP assistance, and other direct services. Fourteen states will
also receive Emerging Community (EC) grants based on the number of AIDS cases over the most
recent 5-year period.
“Ryan White Part B awards reflect the urgent need for life-saving medications for those living
with HIV/AIDS,” said HRSA Administrator Elizabeth Duke. “Today we are thankful and proud
that all ADAP waiting lists have been eliminated.”
Every year, the Ryan White HIV/AIDS Program helps more than 530,000 people access the care
and services they need to live longer, healthier lives. Information on all domestic, Federal
HIV/AIDS programs is available at www.aids.gov. HRSA, part of the U. S. Department of Health
and Human Services, is the primary Federal agency for improving access to health care services
for people who are uninsured, isolated, or medically vulnerable. For more information about
HRSA and its programs, visit www.hrsa.gov.”
************************
“Socialized medicine” is a cuss-word (cuss-phrase?) in the United States. There is strenuous
opposition to any suggestion of a “one-payer” health-care system. But an exception is made for
HIV/AIDS, because the story was successfully sold that it is so dire a threat to everyone. Two
decades of a non-spreading “epidemic” have not yet modified that belief.
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DECONSTRUCTING HIV/AIDS in “SUB-SAHARAN AFRICA” and “THE CARIBBEAN”
Posted by hhbauer on Monday, 21 April 2008
Sub-Saharan Africa is being ravaged by HIV/AIDS, so we are incessantly reminded by the media,
UNAIDS, the World Health Organization, the World Bank, innumerable charities named for or
supported by prominent celebrities, and innumerable activists and activist groups. Disseminating
global and regional numbers, UNAIDS invariably refers to “sub-Saharan Africa” as though it

were an entity analogous to Asia, Eastern Europe and Central Asia, Latin America, North
America, Western Europe, Oceania, or Middle East and North Africa.
But those incessant expressions of grave concern may be the only thing that unites “sub-Saharan
Africa”, because little if anything is really common to every one of those 40-odd countries,
HIV/AIDS perhaps least of all. In sub-Saharan Africa, as also in the Caribbean, the reported
“HIV prevalence” varies widely— indeed wildly—from country to country; whereas in the rest of
the world, HIV prevalence is rather uniformly distributed within and between the regions of Asia,
Eastern Europe and Central Asia, Latin America, North America, Western Europe, Oceania,
Middle East and North Africa—where, at significantly less than 1%, “HIV” is also much less
than in “sub-Saharan Africa” and “the Caribbean”.
***************
Caribbean

The UNAIDS report for 2006 gives the “HIV-positive” rate for the Caribbean as 1.6% (± 0.6),
but for individual islands what’s reported is between 0.1% and 3.8%. There is no obvious reason
why the average of such widely varying numbers should mean anything. Looking at the countries
separately, there appears once again something like a correlation with race, in particular African
ancestry:

Note particularly the differences between Haiti and the Dominican Republic, which share a land
border but differ drastically in levels of “HIV” and in their proportions of people of African
ancestry.
***************
Sub-Saharan Africa
“Sub-Saharan Africa” displays a similar non-uniformity of “HIV”-positive rates, ranging from
highs of 38.8% and 37.3% in the south [sic--these extraordinary numbers are not typos] to 1% or
less in Senegal in the West and Somalia in the East:

These variations in “HIV” are more clearly discernible if country names are omitted:

and the trends may be seen even more readily if numbers are replaced by varied intensity of
shading (≤ 1%; 1-3%; 3-6%; 6-9%; 9-13%; 13-20%; 20-25%; ≥ 25%; no data were found for
Western Sahara; the 3 white blots in the mid-eastern section are bodies of water):

This does not look much like the distribution of something infectious or contagious, something
supposed to spread primarily via sexual intercourse; particularly not when the purported agent of
infection is said to have affected human beings for the first time in West Central Africa
http://mbe.oxfordjournals.org/cgi/content/short/24/8/1853 or Cameroon (Keele et al., Science,
313 [2006] 523-6) early in the 20th century, jumping in some manner from chimpanzees; the
highest frequencies of positive tests–by far–are in the extreme south, not around Cameroon.
Whereas this distribution does not look like the spread of an infection, it does look rather
plausible as the distribution of human genetic haplotypes. Certainly it bears a resemblance to the
distribution of language families in Africa:

There has been considerable controversy over the purported connection between language and
human genetics, but there may well be a correlation over time-spans on the order of centuries or a
millennium or two. In this instance, there is a plausible similarity with the great Bantu migration
that began a millennium or two ago:

Overall, there seems to be a correlation between the distribution of “HIV” in Africa and the
genetic connections suggested by Cavalli-Sforza (Genes, People, and Languages, North Point
Press [Farrar, Straus & Giroux], 2000):

Note particularly the distance between Bantu and West African, and even more between those
and Ethiopian, and especially San, the “Bushmen of the Kalahari”, who have a low rate of “HIVpositive” yet dwell in the region of (Bantu-populated) Botswana and Swaziland where “HIV” ≥
35%.
*****************
In the United States, the geographic distribution of “HIV-positive”—which has remained constant
since testing began—can be calculated with good accuracy from the regional variations in racial
composition of the population (see p. 66 ff. in The Origin, Persistence and Failings of HIV/AIDS
Theory). With only 4 levels of shading in each of the following two maps, by chance just 12
states (48/4) would have the same color in both maps; but here, 31 states are shaded the same in
both figures, much better than chance. This is consistent with the conclusion that the racial
composition of the population is the chief determinant of rates of testing “HIV”-positive.

**************
The geographic correlations described in this post are perhaps suggestive more than probative.
However, there is obviously no justification for talking about HIV/AIDS in “sub-Saharan Africa”
as though something were common about it throughout that region. “AIDS in sub-Saharan
Africa” is a sound-bite useful for propaganda; but like so many sound-bites, it is drastically
misleading.
It is not just suggestive, however, but quite solid fact, acknowledged in innumerable official
reports and mainstream publications, that “HIV” in the United States affects people in the
officially used racial and ethnic groups quite differently, and persistently in the sequence
Asian < white < Native American < Hispanic < black

There is evidently some sort of genetic basis for the tendency to test “HIV”-positive. Or one
might put it like this:
“HIV” tests are racially biased.
Posted in HIV and race, HIV risk groups, HIV transmission, HIV/AIDS numbers, sexual
transmission | Tagged: Cavalli-Sforza, geographic distribution of HIV, HIV and geography, HIV
in Africa, HIV in sub-Saharan Africa, HIV in the Caribbean, racially biased HIV tests
***************************************************************************
SOME OBSERVATIONS ON HIV/AIDS EPIDEMIOLOGY
Posted by hhbauer on Tuesday, 22 April 2008
In my post of 19 March, “HIV DISEASE” IS NOT AN ILLNESS, I treated changes over time in
an over-simplified way to make the qualitatively sound point. Darin Brown sent a long comment
that I thought too important, too instructive, to be hidden among “comments”, so I prevailed on
him to let me use it as a direct post. It follows below.
—————————–
Darin Brown, “SOME OBSERVATIONS ON HIV/AIDS EPIDEMIOLOGY”:

The mighty wall, atop which sits what I and a few other “insurgents” call the Humpty Dumpty of
all biomedical hypotheses, was made from two kinds of bricks — fashioned from the stuff of
virology and epidemiology, and held by what we contend is scientific cement of the most
dangerously thin consistency. — Harvey Bialy
Epidemiology is like a bikini: What is revealed is interesting; what is concealed is crucial. —
Peter Duesberg
We thought that we had the answers; It was the questions we had wrong. — U2, “11 O’Clock
Tick Tock”

It’s no secret that the strongest evidence, if not the only evidence, in favor of the HIV hypothesis
is epidemiological.
In his 1991 book Virus Hunting, Robert Gallo gave 7 reasons why he and his group of researchers
in early 1984 concluded “HIV is the sole primary cause of the epidemic called AIDS” (1). All but
one (#6) of Gallo’s 7 reasons are based purely on epidemiology and correlations:
1. “Finding of a new virus in AIDS patients…”
2. “The virus was also found in…’pre-AIDS cases’ and [in groups] at high risk…but only rarely
in healthy heterosexuals...”
3. “[HIV] was a new…virus. AIDS as an epidemic was clearly new.”
4. “Wherever the HIV was found, AIDS was present…Conversely, no HIV — no AIDS.”
5. “Studies of blood donors showed…[a] perfect correlation.”
6. “The virus infected T4 lymphocytes.”

7. “We commonly found HIV in the brains of people who had died of AIDS.”
When challenged by Peter Duesberg in the pages of Science in 1988, William Blattner, Robert
Gallo, and Howard Temin flatly admitted, “The strongest evidence that HIV causes AIDS comes
from prospective epidemiological studies that document the absolute requirement for HIV
infection for the development of AIDS.” (2) Note that this quote was made a full four years after
HIV was announced as the cause of AIDS.
“The Evidence That HIV Causes AIDS”, an anonymous document produced by the National
Institutes of Health, relies almost entirely on epidemiological arguments (3). The only direct
claim of virological evidence is the following vague plea:

CD4+ T cell dysfunction and depletion are hallmarks of HIV disease. The recognition that HIV
infects and destroys CD4+ T cells in vitro strongly suggests a direct link between HIV infection,
CD4+ T cell depletion, and development of AIDS. A variety of mechanisms, both directly and
indirectly related to HIV infection of CD4+ T cells, are likely responsible for the defects in CD4+
T cell function observed in HIV-infected people. Not only can HIV enter and kill CD4+ T cells
directly, but several HIV gene products may interfere with the function of uninfected cells.

Recent investigators have not been as sanguine about our knowledge of HIV’s pathogenic
mechanisms:

We still do not know how, in vivo, the virus destroys CD4+ T cells…. Several hypotheses have
been proposed to explain the loss of CD4+ T cells, some of which seem to be diametrically
opposed. (4)

Despite considerable advances in HIV science in the past 20 years, the reason why HIV-1
infection is pathogenic is still debated…. There is a general misconception that more is known
about HIV-1 than about any other virus and that all of the important issues regarding HIV-1
biology and pathogenesis have been resolved. On the contrary, what we know represents only a
thin veneer on the surface of what needs to be known. (5)

Twenty-five years into the HIV epidemic, a complete understanding of what drives the decay of
CD4 cells — the essential event of HIV disease — is still lacking…. The puzzle of HIV
pathogenesis keeps getting more pieces added to it. (6)

It is thus necessary to confront epidemiological arguments directly. One immediately faces a
problem — all the evidence is presented in the context of a web of assumptions concerning the
ontological status of HIV and the meaning of antibody, viral load and lymphocyte count tests.
Consequently, this web of assumptions itself frames epidemiological data collection and
questions.
For example, it is now impossible to answer, “What is the distribution of AIDS-indicator diseases
among different risk groups?” because the data needed to answer this question are no longer
routinely tallied. Similarly, it is impossible to answer, “What is the relationship between specific

protein band patterns on the Western blot test and HIV/AIDS demographics?” because data on
such patterns are not routinely tallied, let alone related to other demographic data.
The philosopher of science Paul Feyerabend posited that sometimes the only way to demonstrate
the irreparable inadequacy of a theory is to collect and interpret data within the context of a
completely incompatible set of assumptions regarding the most fundamental ontological and
epistemological issues (7). My own opinion is that this is the current case with regard to HIV —
the hypothesis will never be rejected until a comprehensive, substantial theory giving a positive
explanation for the data gains widespread acceptance. (See footnote 1.)
Nevertheless, some of the epidemiological arguments put forward in favor of HIV can be
dismissed by a few thought exercises. Here, I want to address what is perhaps the most common
epidemiological argument one hears: “The drugs are working. Death rates have fallen. People are
living longer.” (See footnote 2.)
First it should be noted that epidemiological evidence by its very nature is indirect and weak,
particularly when evaluating drug therapies. Epidemiology establishes associations which require
additional criteria to be met to demonstrate causation (8). It is strongest when combined with
other forms of evidence. In this case, the form of evidence is that much weaker, since it is not
based on the proposed pathogen itself but on therapies given. One has to be especially vigilant of
not committing the classic post hoc fallacy: B follows A; therefore, A causes B.
I expounded much the same argument in my previous article, “AIDS Case Fatality Rates” (9),
and here I want to extrapolate my observations to a few hypothetical thought experiments, in
order to expose the essence of the faulty logic.
Consider the following hypothetical disease, for which I will give the incidence for each calendar
year, and deaths/survival for those year-specific cases. In Table 1, "INC" means annual incidence,
the total number of cases diagnosed that year, "D<i>n</i>" means the total number of deaths
occurring in year <i>n</i> out of all cases diagnosed that year, and "D15+" means the total
number of AIDS patients remaining alive at the end of year 15 out of all cases diagnosed that
year. I am also assuming, without loss of generality, that all diagnoses occur on 1 January.

Suppose that two therapies are given for our hypothetical disease: Therapy X, which is introduced
and available to all on 1 January of year 6; and Therapy Y, which is introduced and available to
all on 1 January of year 9.
First let’s look at the anuual mortality rates of this hypothetical disease, assuming 1,000,000
people in the susceptible population, constant over all years. (This would not be true in practice,
due to population growth and other factors, but this would not affect the overall trend much.) The
units are “deaths per hundred thousand”:

From the data in Tables 1 and 2, it would appear the epidemic “peaked” in year 8. Proponents of
the therapies would point to the fact that <i>both</i> annual incidence <i>and</i> mortality fell
dramatically immediately following introduction of therapy Y, and that although mortality
increased after therapy X, it might have been much greater than it turned out, and anyway we
shouldn’t be too hard on therapy X, because it was our “first attempt” and its toxicities were
much greater than therapy Y.
But wait a minute. Go back and look at the data in Table 1. The annual incidence increased 15fold and then decreased 3-fold. Does it therefore really make sense to consider absolute mortality
rates?

Now let’s look at one-year “case-fatality rates”. By “case-fatality rate” in this instance, I mean
100% minus the 1-year survival rate, in other words, out of all cases diagnoses in a given year,
the proportion of deaths in that cohort after a single year times 100%. For example, in year 10,
there were 8000 cases diagnosed, and of those, 2000 died within one year, so the one-year casefatality rate for year 10 is 2000/8000 = 25%. (See footnote 3.)
Here are the one-year case-fatality rates:

This certainly paints a different picture of the epidemic. The severity of the epidemic reached its
peak around year 2 to year 3, when survival was lowest and case-fatality was highest. Ever since
then, except for some minor blips, severity has been decreasing steadily. Note that the peak
severity of the epidemic was reached long before either therapy X or therapy Y was put on
market, so any appeal to “falling death rates” as support for these therapies is shaky.

Now let’s put on our magic-hats and pretend we work for a hypothetical government agency, and
we want to really give the impression that therapy Y is a life-saver (or at the least, a lifeextender). Let's conjure up 4 survival rates. Here "survival rate" means 100% minus the casefatality rate. In other words the one-year survival rate is the proportion of patients surviving one
year after diagnosis, the 2-year survival rate is the proportion of patients surviving 2 years after
diagnosis, and so on.

Group 1: Diagnosed “pre-therapy Y”, say, years 1-7.
Group 2: Diagnosed immediately around and following therapy Y, say, years 8-11.
Group 3: Diagnosed after therapy Y was available for a substantial period, say years 12-13.
Group 4: Diagnosed during years 14-15.

We get the following numbers:

Group 1 Survival Rates after 1, 2, and 3 years respectively: 42%, 27%, 14%
Group 2 Survival Rates after 1, 2, and 3 years respectively: 62%, 51%, 45%
Group 3 Survival Rates after 1, 2, and 3 years respectively: 88%, 80%, 76%
Group 4 Survival Rates after 1, 2, and 3 years respectively: 90%, N/A, N/A

Based on these data, as well as the annual incidence and mortality rates above, it certainly seems
like therapy Y has been a smashing success: just look at those plummetting incidence and
mortality rates and steadily increasing survival rates, <i>all of which occurred immediately
following introduction of therapy Y.</i> Anyone who denies therapy Y is working must be a
“therapy Y denialist” who thinks the earth is flat and the moon landings were faked. The only
data which cast doubt on therapy Y are the case-fatality rates.
So which should we believe, the mortality rates and survival rates above, or the case-fatality
rates?
I’ve already discussed why the absolute mortality rates are not too meaningful: the incidence of
the disease has varied by more than an order of magnitude over the years, increasing and then
decreasing, so comparing absolute mortality rates over a period of several years is like comparing
apples to oranges to kumquats. The problem with the survival rates is clear once you look closely
at the case-fatality rates: by lumping the first 7 years together into a single group,
(1) it obscures the fact that survival reached a low point around year 2 to year 3; and
(2) it disproportionately favors those diagnoses made in year 6 and year 7, because there were
simply many more of them.

Together, the annual incidence and absolute mortality rates and the group-generated survival rates
above give the false impression that therapy Y is working. Or to be more precise, they give the
false impression that they are valid evidence that therapy Y is working.
POSTSCRIPT:
There is one other way around considering absolute mortality rates, and that is to scale the
mortality rates to the population consisting only of AIDS patients. This is essentially the approach
I took in my article a year ago (9), when I scaled death rates to AIDS prevalence, and it is the
same measure that appears in some papers examining changes in death rate from the mid-1990s,
with the units being “deaths per person-year” and the populations being cohorts of AIDS patients,
not the total population. Again, in these papers, they note that death rate declined dramatically
while HAART was rolled out and conclude HAART caused the decline. They fail to consider that
the decline may have begun far earlier, even before AZT monotherapy was available. My analysis
a year ago concluded that this is in fact the case: the AIDS epidemic, as measured by mortality
rate among AIDS patients, peaked in the US around 1984-1986. It is instructive to see what a
similar analysis yields for my hypothetical disease above.
To compute mortality rate scaled by AIDS prevalence, look at Table 1. Consider year 6. The total
of all the numbers in the columns D7 to D15+ at or above the row of year 6 represent those
patients who were alive at the beginning of year 6 and remained alive throughout year 6. They are
thus each weighted with a single person-year. There are 100 + 1000 + 100 + 500 + 500 = 2200
such patients, so they contribute 2200 person-years. The total of all the numbers in column D6
represent those patients who were alive at the beginning of year 6 but died during year 6.
Assuming that deaths are uniformly distributed throughout the calendar year, these patients are
thus each weighted with half a person-year. There are 100 + 400 + 3000 = 3500 such patients, so
they contribute 3500/2 = 1750 person-years. The numbers in columns D1 to D5 represent patients
who died before the beginning of year 6 and are thus do not contribute to either deaths or personyears. For year 6, therefore, we get 3500 deaths divided by 2200 + 1750 = 3950 person-years,
yielding 3500/3950 = 89% deaths/person-year. Calculating this for each year gives the following
table:

Again, for our hypothetical disease, it is clear the severity of the epidemic peaked around year 2
or year 3. And because of the wide variation in incidence over the years, either this measure of
mortality rate scaled to disease prevalence, or of survival rates among patients diagnosed in a
given year, must be used rather than absolute mortality rates. It is true that mortality among
patients declined and survival among patients increased after therapy Y was introduced, but in
both cases, these trends were already occurring long before therapy Y was put on market.
The numbers for my hypothetical disease are not much different in terms of general trends from
US AIDS data. The time period is stretched out over a few more years, and mortality isn’t quite
as high as my hypothetical example, but the general pattern is qualitatively the same. And so the
same argument applies to AIDS mortality throughout the years: the severity of the epidemic
peaked around 1984-1986, before AZT and HAART, in other words, the trends in declining
mortality, as measured by mortality scaled to prevalence or by survival rates, began long before
HAART was introduced and even before AZT was introduced, so these cannot be used as even
indirect evidence for the HIV hypothesis.
The general conclusion is quite sobering: Without the expansions of the definition of AIDS and
the introduction of AZT in the late-1980s and early-1990s, the AIDS “epidemic” in the US
clearly would have petered out on its own by the mid-1990s. For the past 15 years, “AIDS” has
largely been prolonged by iatrogenic factors, in other words, the viral hypothesis itself has
prolonged the epidemic.

FOOTNOTES:
1. An extended passage from Feyerabend is especially relevant here: “The concentration upon the
theory will now be reinforced, the attitude towards alternatives will become less tolerant. Now if
it is true…that many facts become available only with the help of such alternatives, then the
refusal to consider them will result in the elimination of potentially refuting facts. More
especially, it will eliminate facts whose discovery would show the complete and irreparable
inadequacy of the theory. Such facts having been made inaccessible, the theory will appear to be
free from blemish… By now the success of the theory has become public news. Popular science
books…will spread the basic postulates of the theory… More than ever the theory will appear to
possess tremendous empirical support. The chances for the consideration of alternatives are now
very slight indeed. At the same point it is evident…that this appearance of success cannot in the
least be regarded as a sign of truth and correspondence with nature. Quite the contrary, the
suspicion arises that the absence of major difficulties is a result of the decrease of empirical
content brought about by the elimination of alternatives, and of facts that can be discovered with
the help of these alternatives only. In other words, the suspicion arises that this alleged success is
due to the fact that in the process of application to new domains the theory has been turned into a
metaphysical system. Such a system will of course be very ’successful’, not, however, because it
agrees so well with the facts, but because no facts have been specified that would constitute a test
and because some such facts have even been removed. Its ’success’ is entirely man-made. It was
decided to stick to some ideas and the result was, quite naturally, the success of these ideas. If
now the original decision is forgotten, or made only implicitly, then the survival will seem to
constitute independent support, it will reinforce the decision, or turn it into an explicit one, and in
this way close the circle. This is how empirical ‘evidence’ may be created by a procedure which
quotes as its justification the very same evidence it has produced in the first place.” [italics as in
original] (7)
2. I will not address here in detail the clinical evidence proposed in favor of combination therapy.
There are many shortcomings of this evidence (inadequate trial duration, inadequate study size,
reliance on dubious surrogate markers), but the most important point to remember is that a
particular combination therapy is always tested against another “standard care” therapy, most
often by simply adding another drug to an existing therapy. For example, a combination of 3
drugs is tested against a standard care combination of 2 drugs. The combination of 2 drugs is
presumed to be standard care because it, in turn, has been previously tested against a standard
care of monotherapy, which itself has been previously tested against a “true placebo” (inert drug).
The point is that the claim that a combination therapy of 3 drugs is better than true placebo is
dependent upon a chain of clinical comparisons, just as the proof of a mathematical theorem is
dependent upon a chain of logical implications. So if even a single clinical comparison is invalid,
the entire chain falls apart, as a mathematical proof falls apart if even a single logical implication
is invalid. What this means for HIV therapy is that we must look very closely at the original
studies comparing AZT monotherapy to true placebo. If we find these original studies to be
unsound or fraudulent, then we have no basis for claiming combination therapy is better than true
placebo.
3. One important note for those who choose to read the previous article “AIDS Case Fatality
Rates”: There I use a different definition of “case-fatality rate”. Part of the problem is that after
reading some standard university epidemiology textbooks, I’m a bit mystified about the precise
definition of “case-fatality rate”, as you can find out by reading the “Notes on Definitions and
Computations” from that article. This confusion compels me to make my own computations,
spelling out precisely what it is I’m computing. If my choice of using the term “case-fatality rate”
in both that article and this one causes confusion, I don’t care to accept the charge it’s my fault. If

you wish, just ignore the term “case-fatality rate” everywhere you see it, and go by my own
explanations of my computations, which are not imprecise at all.
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HIV: IT MUST HAVE BEEN TRANSMITTED BY BITE!
Posted by hhbauer on Thursday, 24 April 2008
The unshakable belief that testing “HIV-positive” denotes infection by a virus transmitted from
another “HIV-positive” individual sometimes makes it necessary to draw inferences that outsiders
and lay people might find hard to accept, indeed outlandish. So it is with the “evidence” that a
man infected his daughter by biting her finger.
The following piece (”Rare causes of HIV transmission“) comes from Professor Courtenay
Bartholomew, Executive Director of the Medical Research Foundation in Trinidad & Tobago.
“Our case report on human bites: a rare risk factor for HIV transmission was published last year. .
. . in the American Journal of AIDS, which . . . accepts only about one in 20 submissions. . . . In a
review of such cases . . . Richman and Rickman . . . stated that ‘transmission of HIV through
human bites is biologically possible but remains epidemiologically insignificant and as yet not
well documented.’”
However, in June 2004 a heterosexual man with “very late stage AIDS” was found to be HIVpositive; he died in September 2007. He had a history of “dental caries and bleeding gums”. His
wife was found to be HIV-negative, but their 7-year-old child tested positive. The wife was
assumed to have remained negative “because sexual intercourse was infrequent”.

“Problem! How could the child be HIV-positive when the mother was HIV-negative seeing that
childhood infection is usually from mother to child? We tested and retested the blood from the
mother and the child but the results were the same. We also excluded any history of sexual abuse
by the father and of blood transfusion to the child. It was then that the mother recalled an incident
when at age three the child was bitten on her finger by her father, who was in a tantrum. Since we
excluded all other modes of HIV transmission, her HIV infection had to be a direct result of the
bite from her father four years ago.”
Posted in HIV absurdities, HIV in children, HIV transmission, experts | Tagged: Courtney
Bartholomew, HIV transmission by bite, oral transmission of HIV, Trinidad & Tobago
***************************************************************************
Rethinking AIDS Day
Posted by hhbauer on Monday, 28 April 2008
The Group for Rethinking AIDS decided to name April 23rd “Rethinking AIDS Day” to
commemorate Robert Gallo’s announcement of the pseudo-discovery of “HIV” on that date in
1984. A press release was issued, and there was tentative agreement on a “Green Ribbon” icon:

A fine video was created for the occasion.
An earlier PR venture in New York had taken advantage of an art auction in connection with the
Bono “RED” campaign, informational leaflets were offered to people entering the auction:

(thanks to Darin Brown for gatherng the links and information)

***************************************************************************
HIV/AIDS ILLUSTRATES COGNITIVE DISSONANCE
Posted by hhbauer on Tuesday, 29 April 2008
Oh that one would hear me! … and that mine adversary had written a book
King James Bible, JOB 31:35
As a target of debunking, a review may serve as well as a book, especially when it happens to be
a review of what’s [not!] known about HIV/AIDS: “The spread, treatment, and prevention of
HIV-1: evolution of a global pandemic”, by Myron S. Cohen, Nick Hellmann, Jay A. Levy,
Kevin DeCock, and Joep Lange, Journal of Clinical Investigation, 118 [2008] 1244-54;
doi:10.1172/JCI34706. The authors are heavyweight white-coated HIV/AIDS gurus, at least two
of whom (Levy, DeCock) have been in this business from the beginning. The review is a textbook
case of cognitive dissonance or, using Thomas Kuhn’s term, incommensurability (1).
Cognitive dissonance is the inability to “see”, or to comprehend the implications of, evidence
that—objectively speaking—disproves a belief. Popular parlance might describe it as a state of
denial. In Festinger’s classic study (2), when the predicted end of the world did not come on the
calculated date, the believers concluded only that they had gotten something in the calculations a
bit wrong, and their basic belief hardened rather than weakened.
“Incommensurability” signifies that researchers get so vested in the prevailing paradigm (i.e.,
dogma) that they cannot understand—quite literally cannot understand—how data could be
interpreted in any other fashion than the one dictated by their belief.
Imre Lakatos (3) identified a strategy researchers use quite routinely to preserve belief in the face
of contradictory evidence: they invent ad hoc explanations for each new piece of data that their
theory cannot accommodate. They do not modify at all the basic belief (the “core theory”); rather,
they attach to it ad hoc extensions that are not genuine corollaries because they are not inherently

demanded by the theory, and they are not necessarily consistent in any natural way with other
such ad hoc extensions of the theory.
This aspect of science is not part of the conventional wisdom about “science”; the popular myth,
oversimplified and reverential, holds science to be trustworthy under all circumstances (4, 5). But
illustrations of the fallibility of science abound, and HIV/AIDS dogma offers some cogent
examples of cognitive dissonance, for example:
— The prediction that the AIDS outbreaks in major American cities would be followed by a
spread into the general population was almost immediately falsified; yet the belief that HIV is
sexually transmitted hardened rather than weakened.
— The prediction that a vaccine would be available within a couple of years after 1984 has been
falsified over and again, despite the deployment of every conceivable strategy for design of such
a vaccine, not to speak of untold millions of dollars expended. These failures have brought only
increasingly strident calls to continue the attempts.
— The finding that the observed apparent rate of sexual transmission is far too low to explain the
observed distribution of “HIV-positive” people was met by the ad hoc postulate that there must
be some higher rate of infectivity during short periods; and this unobservable and unobserved
infectiousness is nowadays dogma without the benefit of proof.
The cited review by Cohen et al. of the state of the art of HIV/AIDS offers further illustrations of
accepting as fact, and disseminating as fact, things that are plainly not true, or that are unproven
or unprovable, or that border on the absurd. As well, interpretations are invoked or implied that in
other contexts would be immediately recognized as unwarranted, and racist to boot.
Simply wrong:
“[M]ale circumcision provides substantial protection from sexually transmitted diseases,
including HIV-1”
Four references are given, but left unmentioned is the study by the Centers for Disease Control
and Prevention (6), which found no such effect.
Even were such an effect to be suggested by correlations (which are the only available evidence),
one might question a causal interpretation for its extreme implausibility with respect to “HIV-1”:
how could circumcision protect males from an agent whose apparent transmission from female to
male is already significantly lower than the apparent transmission from male to female, which
itself is only about 1 in 1000? And given those almost immeasurably small apparent rates of
transmission, how massive a set of trials would be needed to gather potentially convincing
evidence?
As to circumcision protecting against known STDs, there is controversy extending over centuries
and still not resolved to the satisfaction of all researchers, see http://www.circumcision.org/. For
example, Professor Andrew Grulich (National Centre in HIV Epidemiology and Clinical
Research [Australia]) reported recently at the Australasian Sexual Health Conference (Gold
Coast, 11 October 2007) that there was no association between infection and circumcision status
for any disease apart from syphilis (Thaindian News, 14 November).
Hardened belief in face of contrary facts:
“28 years after AIDS was first recognized…, HIV-1 requires continued global focus and
investment”

Required, presumably, only because researchers want the money; for in the very same paragraph,
Cohen et al. acknowledge that “global HIV-1 prevalence seems to have been stable since around
the turn of the 20th century; and HIV-1 incidence peaked worldwide in the late 1990s and has
been declining ever since”.
“Perhaps one of the most surprising aspects of the HIV/AIDS pandemic is the unequal spread of
HIV-1”
Exactly; “surprising” because no infectious agent behaves like that.
On the one hand, “HIV-1 does not respect social status or borders”—because no sexually
transmitted agent does—yet on the other hand, “racial and ethnic minorities, especially African
Americans and Hispanics, are disproportionately affected… in Europe … many infections today
are found among immigrants from sub-Saharan Africa”. The obvious contradiction between “no
borders” and “racially discriminatory” can only be resolved by recognizing that HIV is not
sexually transmitted; but those hewing to the dogma are incapable of that recognition, as
Festinger, Kuhn, and others have pointed out.
“Africa has witnessed the full devastation of the HIV/AIDS pandemic”
but the population there has continued to grow at an annual rate of a few percent!
Swallowing improbabilities:
“DNA sequences of viruses in distinct clades can differ by 15%-20%”
and yet all of them are supposed to do about the same thing, with only minor differences in
efficiency of transmission and “pathogenic potential”.
But in other contexts we’re told that human and chimp genomes differ by less than 1%, which
suffices to produce quite major differences in the products of those genes.
“In Eastern Europe … brisk and severe epidemics emerged among injecting drug users in the late
1990s”
Grant—for the moment—that HIV can be transmitted via infected needles: how to conceive
“brisk and severe epidemics” from shared needles? Try to picture the orgies of needle-sharing
that would be required, particularly when two decades of experience have revealed that catching
“HIV-positive” from needle punctures is even less probable than the 1 in 1000 chance via
unprotected intercourse.
How HIV is transmitted in different parts of the world:

Since this figure sports precise percentages, the casual observer might be tempted to regard this as
scientifically established fact, instead of pausing to recognize how absurd it is on its face. Marital
sex responsible for half of all infections in the most affected area, and for a quarter of them in
Asia—but not at all in Eastern Europe? Casual sex more significant in Eastern Europe than
transmission among men who have sex with men, who remain in the United States the group
most regarded as at risk?! Mother-to-child transmission (MTCT) virtually unknown outside
Africa, including in Asia where “marital sex” represents a quarter of all transmission?? Doesn’t
marital sex in Asia ever lead to pregnancy?!? Medical injections, too, virtually unknown outside
Africa; and in Africa allowed just a few percent, ignoring the numerous publications by
Gisselquist, Potterat et al. that indict such injections as a more plausible source of the “pandemic”
than sexual intercourse?!?! Sex workers a substantial risk in Asia and Latin America, but far less
dangerous than marital sex in Africa, and no risk at all in Eastern Europe?!?!?
To believe all this, one would have to also believe that these various regions of the globe are
characterized by cultures and lifestyles so different as to bespeak the presence of altogether
different species of Homo.
The text of the review article notes that “the US epidemic remains a paradigm of HIV/AIDS in
the developed world”, indicates that sex among males is the greatest source of infections there,
and suggests something similar for Western Europe. Those are the regions for which the data are
most copious and reliable; and moreover North America is the region where HIV/AIDS
originated, the veritable “mother of all HIV/AIDS regions”; so why are Western Europe and
North America absent from the figure, whose source is “Bringing HIV prevention to scale: an
urgent global priority”?
Subterranean racism:
“even in settings of generalized epidemics [i.e., self-sustaining in the population], the risk of
infection with HIV-1 is … increased in persons with higher rates of partner change or who

acquire classical … STDs … [or] who experience other significant exposure(s) to HIV-1, such as
injection drug use”
— those people who also happen to be endowed with black skin, in other words, because all our
data has shown for a couple of decades that they, everywhere in the world, are the most likely to
test “HIV-positive”: “In the US, racial and ethnic minorities, especially African Americans and
Hispanics… in Europe … many infections today are found among immigrants from sub-Saharan
Africa”.
Note how the term “minorities” is deployed as a euphemism in mainstream discourse about
HIV/AIDS (and in many other contexts too). In the United States, Asians constitute a much
smaller numerical minority, and Native Americans an even smaller minority again, than either
blacks or Hispanics. But Asians are significantly less affected by “HIV” than are white
Americans, and Native Americans are affected not much more than Caucasians and significantly
less than Hispanics, let alone blacks. “Minorities” serves as a euphemism for both “liable to
reprehensible behavior” and “black”.
****************
This review article constitutes a goldmine of additional opportunities to debunk HIV/AIDS
theory. It is replete with unproven assertions, for instance about “acute viral syndrome”, and
contains the occasional nugget of acknowledgment that the most fundamental, central, matter of
all remains as mysterious as when it was first declared that HIV destroys the immune system:
“To date, the destructive properties of HIV-1
have not been completely unraveled”.
If one omits the misleading euphemistic weasel-word, “completely”, this statement is
demonstrably true. None of the many suggested mechanisms have stood the test of reality. No
plausible mechanism for the destruction of the immune system by HIV has been discovered in a
quarter century, following more than $100 billion spent on research.
————————–
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***************************************************************************
“HIV” IN PRISONS: REGULAR AS CLOCKWORK
Posted by hhbauer on Friday, 2 May 2008
A clear disproof of HIV/AIDS theory is the fact that the demographics of “HIV-positive” are
constant: the geographic distribution has not changed in two decades, neither has the rate at which
people test positive; and the racial disparities have remained the same. The numbers given in my
book continue to be replicated by other and by later reports, see for example REGULAR AS
CLOCKWORK: HIV, THE TRULY UNIQUE “INFECTION”, 1 April 2008. The latest report on
“HIV” in prisons once again replicates salient trends:
The overall rate of “HIV-positive” in prisons, 2004-2006, was 1.7-1.8%; most of the cited sources
in my book reported 2-3%. More strikingly, the geographic distribution is once again the same:
Northeast (3.9%) > South (2.2%) > Midwest (0.9%) and West (0.7%).
The same geographic distribution is seen among prisoners as among military cohorts including
applicants, new mothers, blood donors, members of the Job Corps, and the totality of public
testing sites. The geographic distribution of “HIV-positive”, in other words, is not a function of
social status or circumstances, and it is not a function of time, having remained without
significant change for more than twenty years.
Moreover, the geographic distribution can be calculated simply from the racial disparities in
testing “HIV-positive” and the racial composition of the population in each region
(DECONSTRUCTING HIV/AIDS in “SUB-SAHARAN AFRICA” and “THE CARIBBEAN”,
21 April 2008).
“HIV-positive” is not the mark of an infectious agent.
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RACIAL DISPARITIES IN TESTING “HIV-positive”: IS THERE A NON-RACIST
EXPLANATION?
Posted by hhbauer on Sunday, 4 May 2008
Whenever people in the United States have been tested for “HIV”, members of the officially
recognized racial groups have yielded different results: blacks always test “HIV-positive” more
often than others, Asians always test “HIV-positive” less often than others. Whites test “HIVpositive” significantly more often than Asians, Native Americans somewhat more often than
whites, and Hispanics significantly more often than Native Americans.
The same racial bias in “HIV” tests is found in other parts of the world: within South Africa (pp.
75-6 in The Origin, Persistence and Failings of HIV/AIDS Theory); between sub-Saharan Africa
and northern Africa; within the Caribbean; in Europe (HIV: THE VIRUS THAT
DISCRIMINATES BY RACE, 11 April 2008; HIV: A RACE-DISCRIMINATING SEXUALLY

TRANSMITTED VIRUS!, 16 April 2008; DECONSTRUCTING HIV/AIDS in “SUBSAHARAN AFRICA” and “THE CARIBBEAN”, 21 April 2008).
A comprehensive recent review acknowledges the racial bias in testing “HIV-positive”:
“racial and ethnic minorities, especially African Americans and Hispanics, are disproportionately
affected….
in Europe … many infections today are found among immigrants from sub-Saharan Africa”
(Cohen et al., Journal of Clinical Investigation 118 [2008] 1244-54).
The racial disparities in testing “HIV-positive” are as firmly accepted in mainstream discourse as
any aspect of HIV/AIDS is.
WHY? Why are “HIV” tests racially biased?
***************
For reasons that need no reiterating, deep and delicate sensitivities are aroused by any discussion
of human differences associated genetically with the commonly used racial designations. One
should therefore bear in mind that race is a matter of biology, not at all the same thing as
perpetrating racism, which is a matter of social practices and public policy. The eminent
anthropologist Ruth Benedict had wise things to say on this score (Race and Racism, first
published 1942; page references from 1983 edition, Routledge & Kegan Paul):
—“a student may have at his tongue’s end a hundred racial differences and still be no racist” (p.
vii)
—“Race is not ‘the modern superstition,’ as some amateur egalitarians have said. It is a fact. . . .
Race . . . is not the modern superstition. But racism is.” (pp. 96, 97)
Benedict makes clear the distinction between race and culture. Race is a biological matter having
to do with phenotypes, genotypes, DNA, physiology, colors of eye and hair and skin, and so on.
Culture is a matter of learned behavior, and culture and behavior are not determined by race;
innumerable cultures have maintained their distinguishing characteristics while the racial
composition of the people expressing those cultures changed; and no race has always expressed
some unique culture of its own everywhere.
“Race” is a very crude biological classification. There are only half-a-dozen or so human groups
in the typical list of “races”, and there is enormous genetic variation among members of any one
of these groups. Yet the classification has its uses, particularly perhaps in medicine, in view of
significant statistical associations of race with predisposition to such conditions as Tay-Sachs
disease or sickle-cell anemia.
But it is rather few predispositions that are significantly linked to this crude classification into
half-a-dozen racial groups. That’s what makes the racial disparities in testing HIV-positive so
extraordinarily difficult to explain on the basis of HIV/AIDS theory. Testing “HIV-positive” is
unquestionably linked to biological race. HIV/AIDS theory ascribes testing “HIV-positive” to
behavior. Thus HIV/AIDS theory appears to require that sexual and drug-abusing behavior be
determined by biological race to an extent that is seen with rather few other characteristics and
that has certainly not been found with any other form of behavior.
***************

If HIV is an infection transmitted predominantly via sex, then racial disparities in its distribution
have to be explained in terms of racial disparities in sexual behavior. That is contrary to the
evidence, and it is contrary to what anthropology and biology and psychology and sociology
know. Is there any way in which racial disparities as to HIV could be explained in non-racist
terms?
One would have to postulate that there are racially linked genes that influence how a person
reacts when exposed to the virus. Perhaps people with certain genetic traits are more likely to be
infected upon exposure? In that case, one would not have to ascribe racial disparities in rates of
actual infection to differential rates of exposure, that is, differences in sexual behavior.
Much research has aimed to identify genetic factors that make for resistance to “HIV infection”
or resistance to progression to AIDS after “infection” (or seroconversion), by studying so-called
“long-term non-progressors” or “elite controllers” or individuals persistently exposed to HIV
without seroconverting. These searches have remained unsuccessful. It has become something of
a shibboleth that genetic variants of CCR5, a “co-receptor” of HIV, provide resistance, but this
does not begin to accommodate the facts as to racial disparities: the pertinent allele is found “at
high frequency in European Caucasians (5%-14%, with north-south and east-west clines) but is
absent among African, Native American, and East Asian populations”; but non-CCR5-protected
Asians resist “HIV” even more strongly than supposedly-CCR5-protected Caucasians, and
Africans are affected by “HIV” far more than are Native Americans. Moreover, the CCR5 allele
in question appears to have been the subject of neutral evolution over thousands of years and
certainly was not selected for under the pressure of supposedly fatal infection by “HIV” (Sabeti et
al., PLoS Biology 3 [(#11, 2005] e378.) http://biology.plosjournals.org/perlserv/?request=getdocument&doi=10.1371%2Fjournal.pbio.0030378
The facts as to a putative resistance to infection also speak quite stubbornly against such a
phenomenon. The probabilities of apparent transmission are the same for blacks, whites, and
south-east Asians, always on the order of 1 per 1000 acts of unprotected intercourse (relatively
more for male-to-female and less for female-to-male), according to (at least) three published
reports from Africa, one each from Haiti and Thailand, and nine from the United States
(individual sources cited at p. 44 ff. in The Origin, Persistence and Failings of HIV/AIDS
Theory).
Since the apparent probability of transmitting “HIV-positive” displays this remarkably
reproducible figure of about 1 per 1000, differences in prevalence of the “HIV-positive”
condition can only be ascribed—under HIV/AIDS theory—to differences in frequency of
exposure or type of sexual behavior.
There is no way around it. To accept HIV/AIDS theory means to accept that there are
characteristic differences in sexual behavior between Asians, Caucasians, Native Americans,
Hispanics, and blacks; and, among Hispanics in the United States, characteristic differences in
sexual activity between the East and West coasts, differences that happen also to run parallel to
differences in racial ancestry. That requires acceptance of a radically extreme version of
sociobiology, namely, that sexual behavior is determined genetically and not culturally. Such
acceptance also constitutes what Ruth Benedict correctly described as racism and as contrary to
fact.
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***************************************************************************
DEATH, ANTIRETROVIRAL DRUGS, and COGNITIVE DISSONANCE
Posted by hhbauer on Friday, 9 May 2008
No sooner had I remarked on cognitive dissonance (HIV/AIDS ILLUSTRATES COGNITIVE
DISSONANCE, 29 April 2008 ) than a truly hair-raising instance of it turns up: the increasing
rate of deaths caused by antiretroviral drugs is said to require clinical trials in which these drugs
would be tried out on even healthier people.
***************
Most “AIDS” deaths now are from liver failure, cardiovascular problems, and the like, which are
clearly “side” effects of the antiretroviral drugs. By refusing to acknowledge this, however, a
recent article interprets the data as calling for administering these drugs to even more people,
people whose immune systems are even healthier by the official criterion of CD4 counts in the
blood. Under the current guidelines, treatment is recommended for asymptomatic HIV-positive
people who have never had an AIDS illness at CD4 counts <200, and it is said to be optional
between 200 and 350. Now, it is suggested, treatment should perhaps be recommended at counts
even higher than 350:
“Reductions in AIDS-related morbidity and mortality following the advent of combination
antiretroviral therapy have coincided with relative increases in chronic non-AIDS end-organ
diseases among HIV+ patients….
Higher CD4+ counts on antiretroviral therapy are associated with lower rates of non-AIDS
diseases and AIDS. These findings … motivate randomized studies to evaluate the effects of
antiretroviral therapy on a broad set of clinical outcomes at CD4+ counts greater than 350
cells/µl.” (emphasis added; Baker et al., CD4+ count and risk of non-AIDS diseases following
initial treatment for HIV infection, AIDS 22: 841)
That recommendation is based on the belief that antiretroviral drugs increase CD4 counts, and
that higher CD4 counts are not only somehow associated with better health but actually cause
better health and prognosis. That belief is not justified by much and long-accumulated data,
however. It’s been known at least since the Concorde results published in 1994 that CD4 counts
(in the blood) do not correlate with better clinical outcomes, and the large Antiretroviral
Collaboration published in 2006 reported that HAART increased rather than decreased the
incidence of adverse events (sources cited at p. 169 in The Origin, Persistence and Failings of
HIV/AIDS Theory). In between there have been a range of articles pointing the same way, for
example the finding that viral load and CD4 counts are not correlated:
“Presenting HIV RNA level predicts the rate of CD4 cell decline only minimally in untreated
persons. Other factors, as yet undefined, likely drive CD4 cell losses in HIV infection”
(Rodriguez et al., JAMA, 296 [2006] 1498-1506).
Note that the decline of CD4 counts in HIV-positive people remains to be explained and is not
owing to the amount of purported virus measured supposedly by viral load.
Yet Baker et al. in their 2008 publication cite a 1997 paper for the beneficial effect of HAART in
restoring CD4 counts, while neglecting to mention “immune restoration syndrome”, described

already in 1999: the phenomenon in which supposedly restored immune-system function leads to
death rather than health; and Baker et al. cite a 1998 paper reporting declining mortality, very few
years after HAART was introduced, while ignoring the Antiretroviral Collaboration published in
2006 that found increased mortality.
Correctly cited are no fewer than 10 independent studies, published between 2002 and 2007, that
found increased incidence of and death from liver, cardiovascular, and renal diseases, and from
some cancers, among HIV-positive people on antiretroviral treatment. In their own study,
remarkably, Baker et al. want to ascribe this to “prolonged survival” achieved by antiretroviral
treatment. Yet the median ages of their patients who suffered or died from these non-AIDS
illnesses was between 40 and 44, ages at which one does not normally expect a noticeable rate of
death from cancer, or from liver or heart “end-organ” failure. Those conditions are typical effects
of drugs.
Not only does the selective citation of data and the manner of interpretation adopted by Baker et
al. allow much room for questions to be raised, so does the very manner in which they report the
data. Here is their summary (their Table 1; “FIRST” is an acronym for the Flexible Initial
Retrovirus Suppressive Therapies trial):

Please look at the numbers carefully. 188 total deaths are reported, of which 89 are from AIDS
and 27 from non-AIDS “events”. “AIDS” and “non-AIDS”, one might imagine, are mutually
exclusive categories that together cover all possibilities; yet 188 minus 89 minus 27 leaves 72
deaths unaccounted for.
Only several paragraphs below the table are these referred to: “16 were a result of sepsis/shock,
17 from respiratory failure or pneumonia, 17 from other cardiovascular causes (arrhythmia, heart
failure, pulmonary embolus, or aneurysm), and 20 were due to unknown causes”.
How are these 17 cardiovascular-caused deaths different from the 5 reported in the Table as “nonAIDS cardiovascular”, since apparently they are not “AIDS”?
Why were not all those 72 deaths acknowledged as “non-AIDS”?

What possible reason is there not to regard these deaths as plausibly occasioned by the
antiretroviral drugs?
Furthermore, what is one to say about a study in which 20 deaths — 20 out of 188, a little over
15% — are attributed to unknown causes? Who was in charge here? How were the patients being
monitored? Who signed the death certificates? Why were no autopsies performed in cases of
doubt about the cause of death? In a study specifically aimed at elucidating ways of decreasing
mortality, what possible excuse is there for such lapses? (And, not by the way, what does this say
about the quality of the editorial review and refereeing practices of this journal?)
Enough of rhetorical questions: There were actually 99 non-AIDS deaths and 89 AIDS deaths.
All the causes of the non-AIDS deaths are conditions typically associated with “side” effects of
drugs. Since the median age of the patients was about 40, it is more than plausible that they were
caused by the antiretroviral drugs. Indeed, the latest version of the official Treatment Guidelines
states (at p. 13):
“In the era of combination antiretroviral therapy, several large observational studies have
indicated that the risk of several non-AIDS-defining conditions, including cardiovascular
diseases, liver-related events, renal disease, and certain non-AIDS malignancies … is greater than
the risk for AIDS in persons with CD4 T-cell counts >200 cells/mm3; the risk for these events
increases progressively as the CD4 T-cell count decreases from 350 to 200 cells/mm3.”
When there are more deaths from scenario A than from scenario B, one might prefer the latter. In
other words, better NOT to use antiretroviral treatment, especially with people who initially
present with no symptoms of illness and who are treated only because of laboratory tests (“HIV”
and CD4) of doubtful validity and significance.
But even accepting the article’s basic premises, note that there is mention of only a correlation
between CD4 counts and risk. Anyone should feel free to interpret all this differently, namely:
People with higher CD4 counts (in the blood) are better prepared to stave off physiological insults
than those with lower counts, and they are therefore better able to resist the toxic effects of
antiretroviral drugs. Apparently, the higher one’s CD4 count, the longer one is likely to survive
HAART. Recall Julianne Sacher’s explanation of why CD4 counts in the blood vary dramatically
from time to time: these cells move to those parts of the body that are under attack (AIDS AS
INTESTINAL DYSBIOSIS, 23 February 2008; ALTERNATIVE TREATMENTS FOR AIDS,
25 February 2008).
Baker et al., however, choose to sum up their findings thus:
“Serious non-AIDS diseases, such as liver, cardiovascular, renal, and non-AIDS cancers, have
contributed significantly to morbidity and mortality among HIV-infected patients because of the
introduction of potent combination ART. It is unclear to what extent this is due to chronic
immunosuppression, complications of ART, coinfection, or other established risk factors . . . .
we have established an association between latest CD4+ levels and risk for end-organ diseases
not attributable to AIDS following initiation of ART. Further research is needed to establish
whether HIV-related immune depletion truly leads to more frequent non-AIDS diseases, and to
examine the underlying mechanisms.”
In my view, it is implausible to the point of perversity to suggest “chronic immunosuppression,
coinfection, or other established risk factors” as possible reasons for the increased mortality in the
same breath as “complications of ART”, given that all the death events are from occurrences well
known to typify iatrogenic events; they are typical “side” effects of drugs.

It also seems to me highly irresponsible to suggest “further research” that involves exposing yet
more and healthier people to drugs whose toxicity is beyond doubt.
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***************************************************************************
TELLING TRUE STORIES ABOUT HIV/AIDS
Posted by hhbauer on Monday, 12 May 2008
How to entice into “rethinking AIDS”, into questioning the conventional wisdom, people who
have been thoroughly brainwashed by the constant repetition of “HIV, the virus that causes
AIDS”?
A large part of the problem is that the rethinkers’ case is not readily made in a convincing way
via self-evident sound-bites. “The ‘HIV’ tests don’t detect a virus”, or “ ‘HIV’ tests have never
been proven to be specific for ‘HIV’”, while perfectly true, are based on evidence that is too
technical for most people to feel comfortable with; to appreciate the strength of the case against
HIV/AIDS theory, to appreciate that those mainstream-contradicting sound-bites are really true,
requires prolonged immersion in much data. Even the most concise as well as documented
overview, say, Christine Maggiore’s excellent What If Everything You Thought You Knew
About AIDS Was Wrong?, or Rebecca Culshaw’s similarly concise yet also comprehensive
Science Sold Out: Does HIV Really Cause AIDS?, are hardly bed-time reading. A promising
alternative approach is through “fiction”.
There’s a long and respectable history of literary fiction that aims to acquaint readers with
important facts. (Most good literature teaches at least indirectly about people and about human
life, of course, but I’m now referring to deliberately didactic treatments of specific issues.)
Sinclair Lewis in Martin Arrowsmith conveyed important truths about medical practice and
medical research and commercial conflicts of interest. Upton Sinclair revealed through novels
some ugly truths about the meat-packing industry (The Jungle), the oil industry (Oil), and others,
and his Lanny Budd series can serve as a descriptive political history of the era of Nazism, the
Second World War, and its aftermath. Most recently, Michael Crichton exposed the lacunae and
fault lines in the current obsession with man-caused global warming in State of Fear.
HIV/AIDS seems a natural candidate for this sort of treatment, and Stephen Davis has put his
hand, head, and heart into the endeavor. His first novel, Wrongful Death: The AIDS Trial, was
published in 2006; the second, Are You Positive?, appeared this year.
Both books feature legal trials, and are thereby consistent with my growing suspicion that
HIV/AIDS theory will only be overturned when the mainstream is forced, in a court of law, to
reveal the extent to which the theory is like an Emperor wearing no clothes at all.
Wrongful Death tells the story of a class-action suit brought by relatives of those who died
needlessly because “HIV-positive” people were treated with AZT. The novel was exceptionally
timely, given that the Centers for Disease Control and Prevention was just then recommending
that “HIV”-testing should become routine. If that were to happen, then a few perfectly healthy

people in every thousand would be misguidedly told that they harbor a deadly virus and should
begin taking drugs whose “side” effects make the rate of “adherence to treatment” quite low and
which ultimately reward compliant adherence with serious illness and often death.
Davis follows, for legal reasons, the convention of claiming fictional character for the
protagonists (except for a few well-known public figures), but readers at all familiar with
HIV/AIDS matters will recognize many of the characters, most of whose names are faithful to the
initials of their real-life models. The story is told in quite a straightforward manner, an
appropriate vehicle for acquainting readers with the facts in a steady succession of digestible
pieces. Though the story is straightforwardly told, there are also a couple of ingenious twists in
the plot.
Are You Positive? features a trial that has, unfortunately, some real-life precedents: an HIVpositive man on trial for transmitting the virus to a sexual partner. As in the earlier book, the
real-life models of some protagonists are recognizable, including by their initials. The evidence is
unfolded at digestible pace: the lack of validity of “HIV” tests, the racial bias of the tests, the
particular likelihood that TB patients and pregnant women will test “HIV-positive”. The
recommendation that everyone be tested is mentioned, and the gruesome story of the orphans
used as guinea pigs in clinical trials. The Padian study revealing lack of sexual transmission is
dissected expertly. Gallo’s scientific failings are described accurately, as well as his selfincriminating testimony in the Parenzee trial in Adelaide (Australia). The role of conflicts of
interest in the HIV/AIDS industry is brought out. An Appendix has a recommended “Informed
Consent” form that people should require their doctors to sign if they are being asked to take an
HIV test.
The story is told very accurately indeed in this novel. Because I already knew that every detail is
correct, I found it emotionally difficult reading–I know of a dozen people languishing in jail for
the crime of making love while testing “positive” for a supposedly active infection that the tests
cannot actually establish, and there are surely many more in jail of whom I am not aware.
HIV/AIDS-naïve readers, however, may not experience that emotional burden as they are led
slowly to doubt what the conventional wisdom insists on.
My respect for these books and their author was only increased when, toward the end, I found
cited one of my favorite epigrams, one I had used myself for years as the motto of a newsletter I
once edited:
All that is necessary for the triumph of evil is for good men to do nothing
Both these books are paperbacks published via automated “on demand” printing. Their material
quality is comparable with such productions from large publishers, but in their lack of
typographical errors they are far superior to most contemporary works, including in hard covers
from long-established and respected presses.
Rethinkers ought to consider giving these books to their friends and acquaintances who scoff at
the possibility that the mainstream could be wrong about HIV/AIDS. Leading HIV/AIDS-naïve
people through salient details of the evidence in measured and linear succession is likely to make
it easier for them to begin to shake off unthinking acceptance of the conventional wisdom than
trying to argue all the scientific issues in concentrated form. Wrongful Death cites hundreds of
supporting published sources; Are You Positive? relegates them to the website. In both cases, you
can assure those to whom you give these books that the cited evidence is solidly supported in the

mainstream literature and that the cited sources represent fairly the totality of what has been
published and what is known.
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SEX, RACE, and “HIV”
Posted by hhbauer on Wednesday, 14 May 2008
Proponents of HIV/AIDS theory claim that purported epidemics of “HIV” reflect primarily sexual
behavior (except in Eastern Europe, where 85% of it is ascribed to drug abuse — see HIV/AIDS
ILLUSTRATES COGNITIVE DISSONANCE, 29 April 2008 — implying a truly inconceivably
prodigious sharing of infected needles).
Everywhere in the world, people test “HIV-positive” according to their race. People of African
ancestry test positive far more often than others. Asians always test positive least frequently.
Caucasians, Native Americans, and non-black Hispanics are in between, but much closer to
Asians than to Africans.
Therefore, the orthodox view as to HIV/AIDS postulates, implicitly but inescapably, that
members of different racial groups display characteristically different, race-determined sexual
behavior.
So egregious is this assertion that I would have thought it sufficient, in and of itself, to disabuse
anyone and everyone of the notion that “HIV” could possibly be a sexually transmitted agent.
Consider and compare the furor over an oft-claimed association of IQ and race. The claim led to
excruciatingly detailed dissection of what IQ tests actually measure. Even those who claim that
there is an association between race and IQ also acknowledge that it is only probabilistic, not
fully determinant (typically, heredity is said to be responsible for only about half of the variations
in IQ). If there is indeed such an association of race and IQ, one could at least speculate about a
possible physical or physiological and therefore genetic basis for it, by analogy with the folklore
— favored by devotees of table tennis — that Asians tend to have faster reflexes, and that faster
reflexes make for better IQ-test scores. But in the purported association of testing “HIV-positive”
and race, no careful dissection of what the “HIV” tests measure has been carried through (except,
of course, by HIV/AIDS rethinkers). In particular, it has never been shown that testing “HIVpositive” denotes active infection, as the orthodoxy maintains. Indeed, there’s a substantial prize
($25,000, plus a matching amount to charity) awaiting anyone who can produce a publication
proving that “HIV-positive” means active infection (http://www.aliveandwell.org/, May 2007
under “News and Updates”). There is an even larger prize for proof of the very existence of
“HIV”: the Michael Verney-Elliott Memorial Prize of £50,000 .
As to whether sexual behavior might be determined definitively by race-associated genetics, I am
not aware that anyone has been so foolish as to suggest it explicitly. Behavior is determined by
culture, learning, environment, within very wide limits set by human genetics. Sexual mores and
sexual practices have changed dramatically over short periods of time in several individual

cultures without any change in racial composition of the populations expressing those cultures.
Monogamy and polygamy have been practiced at times within cultures whose members belong to
different racial groups. The notion that any form of behavior is directly determined by race has
been thoroughly undermined by understanding and knowledge accumulated in anthropology,
sociology, developmental biology, psychology, and so on. Nevertheless, the orthodox view of
HIV/AIDS implies such an association, for the racial disparities in testing “HIV-positive” are at
least as firmly reproducible as anything else about HIV/AIDS.
Not only does HIV/AIDS theory incorporate by clear implication the extraordinary claim that
sexual behavior is characteristic of race, the sexual behavior it ascribes to Africans is implausible
in the extreme.
Since the average probability of apparently transmitting “HIV” is about 1 per 1000, to produce an
epidemic would seem to call for extensive and incessant orgies, a high rate of intercourse among
continually changing sexual partners. In order to save the hypothesis of sexual transmission in the
face of this implausible scenario, the speculation was ventured long ago (Anderson & May,
Nature 333 [1988] 514-9) — and has since become generally accepted without proof — that
when a person is first infected, there might ensue a short period of weeks, at most months, during
which the infectivity must be much higher than 1 per 1000.
However, the highest estimates for this putative initial infectivity allowed by actual data on
apparent transmission are only 1/50 to 1/250 (Cohen & Pilcher, Journal of Infectious Diseases
191 [2005] 1391-3). Such a rate still requires prodigious feats of sexual promiscuity to explain the
levels of “HIV infection” reported for sub-Saharan Africa, which are greater than 20%,
remember, sometimes even above 35%, in Botswana, Lesotho, Namibia, South Africa,
Swaziland, and Zimbabwe (21 April 2008, DECONSTRUCTING HIV/AIDS in “SUBSAHARAN AFRICA” and “THE CARIBBEAN”).
James Chin, former epidemiologist for California and later for the World Health Organization,
has carried out the requisite calculations (The AIDS Pandemic: The collision of epidemiology
with political correctness, Radcliffe 2007): “epidemic HIV transmission requires a very high level
of HIV risk behaviors” (pp. 44, 45). To achieve an epidemic spread over a period of “many
years”, 20-40% of adults must have “multiple concurrent relationships” — several sexual partners
at the same time, changing to new partners weekly or monthly, totaling to tens of different
partners over the course of each year (p. 64, Table 5.1). (Chin does not seem specifically to
consider the postulated short periods of higher infectivity. However, doing so would then require
even more rapid change of partners to produce an epidemic since the window of opportunity for
transmission is so brief.)
That, then — according to the official view — is what must have been going on in “sub-Saharan
Africa” for many years. Also on the official view, as one travels from south to north one would
observe the level of sexual activity steadily decreasing, until in North Africa promiscuity is at
quite a low level, comparable to that in the civilized regions of the developed world; see the maps
in DECONSTRUCTING HIV/AIDS in “SUB-SAHARAN AFRICA” and “THE CARIBBEAN”,
21 April 2008.
These staggering estimates, 20-40% of adults in multiple concurrent partner-changing
relationships, are not usually cited, perhaps because they are so truly not worthy of belief.
Instead, what HIV/AIDS theory implies — actually demands — is masked by abstract jargon not
translated into concrete quantitative scenarios: it’s just said typically that the HIV/AIDS epidemic
in sub-Saharan Africa results primarily from multiple concurrent relationships among

heterosexuals in overlapping networks of partners. That sort of longwinded discourse in
sociological jargon allows lay people’s eyes to glaze over and to defer to the experts who surely
must know what they’re talking about. But the concrete fact behind that abstract jargon remains
what Chin calculated: between 20% and 40% of adults having sex with several partners during
the same period of time, all of them changing those partners every few weeks. It boggles the
mind. Try to imagine that in your neighborhood: between 20% and 40% of men would have
several mistresses, changing them every few weeks or months for new ones, and the women
would be no less promiscuous. Just about everyone would have to be doing it, and certainly
everyone would know about it.
Moreover, that degree of sexual activity would surely be causing to spread also the commonly
known sexually transmitted infections (STIs or STDs) — gonorrhea, syphilis, chlamydia, etc.
Those are transmitted with probabilities that are far greater, ten times higher or more, than that of
1 per 50, the highest short-period rate postulated for HIV. Wherever “HIV” is spreading,
therefore, the population should have been absolutely swamped by the common STDs. They are
not. This in itself offers direct observational proof that HIV is not sexually transmitted, proof
available to anyone who looks even cursorily at the evidence.
*************
Now that HIV/AIDS in the United States is acknowledged to have become a disease of black
communities, similar feats of sexual activity as postulated for Africa have to be imagined there as
well. A high rate of “multiple concurrent relationships” has indeed been offered explicitly as
partial explanation for the purported epidemics now said to be endangering, in particular, young
black women, notably in the Southeast and in Washington city, DC; see, among many available
examples, Kulik et al., American Journal of Public Health 85 (1995) 1119-22; Hammett et al.,
Sexually Transmitted Diseases 33 (2006, July suppl.) 817-22; Adimora et al., Annals of
Epidemiology 14 (#3, 2004) 155-60.
*************
The racial disparities in testing “HIV-positive” are clearly, obviously, inescapably incompatible
with HIV/AIDS theory. If “HIV” were sexually transmitted, then the racial disparities in “HIVpositive” would mean that human racial groups differ characteristically and drastically in their
sexual behavior and mores. Furthermore, if “HIV” were sexually transmitted, then wherever there
is “HIV”, there would be vastly greater incidence of gonorrhea, syphilis, chlamydia, herpes, etc.
The notion that “HIV” is a sexually transmitted infection is simply unsustainable in light of the
actual data.
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WHAT’S IN A NAME? VITAMIN THERAPY BAD, MICRONUTRIENT THERAPY GOOD
Posted by hhbauer on Friday, 16 May 2008

Linus Pauling created an astonishing number of significant advances in the chemical sciences,
including the theory of chemical bonding and the physicochemical basis of biological activity,
and he was the first to discover the molecular basis of a disease, the misshapen structure of
hemoglobin in sickle-cell anemia.
Pauling’s political activism against the testing of nuclear weapons in the atmosphere made him
something of a pariah in political circles, and his insistence on the dangers of the radioactive
fallout produced in the tests was pooh-poohed by the expert white-coated gurus of the
establishment. For a long time now, of course, his view on that has been the mainstream
consensus, though I am not aware that there’s ever been a public acknowledgment that Pauling
had been right and that the Government and its experts had been wrong.
For his chemical work, Pauling received a Nobel Prize. For his political activism, another Nobel
Prize, for Peace. But when he began to stump for the desirability of large doses of vitamin C in
particular, as well as the benefits of other supplements, he was labeled a crackpot who had lapsed
into senility. Yet his argument for such “orthomolecular” practice was eminently reasonable: he
pointed out that the “minimum daily requirements” established for vitamins and minerals were
based only on clinical knowledge of the minimum amounts needed to avoid illness; it seems very
likely that the optimum amounts for healthy functioning would be greater than those minimum
amounts. As to vitamin C, he pointed out that our vegetarian primate cousins get far more of it
from their diet than we do.
In dribs and drabs, here and there, consensus medicine has been catching up to Pauling; for
instance, we are informed that senior citizens should take supplements of vitamin D, and
ophthalmologists advise vitamin E, selenium, and zinc to stave off macular degeneration. At the
same time, determined “crank busters” and representatives of consensus medicine continue to
castigate anyone who recommends a mineral, vitamin, or other supplement that has not already
been approved by the bureaucracies.
One result is that periodically a “breakthrough” is announced that comes as no news at all to
people who know about these historical facts. For example, two recent articles report the
discovery that for Africans seriously ill from TB, and sometimes even “HIV-positive”,
“micronutrient supplements appeared to decrease the risk of early tuberculosis recurrences among
HIV-positive patients”, and they “significantly decreased… incidence of peripheral neuropathy,
regardless of HIV status.”
(Peripheral neuropathy is described as “a condition that can be caused by both HIV infection and
key medication used to treat tuberculosis”. The second statement is correct, but the first is not; it
is antiretroviral drugs, not “HIV infection”, that causes peripheral neuropathy. This is the same
sleight-of-mouth as when there’s talk of “HIV-associated lipodystrophy”—the lipodystrophy
comes from the drugs, chiefly the protease inhibitors. Lipodystrophy was not a widespread
condition among AIDS victims or “HIV-positive” people before the advent of HAART.)
“Micronutrients”, then, offer benefits to Africans suffering from TB and also “HIV-positive”.
Still, castigation and calumny are heaped upon Dr. Matthias Rath http://www.dr-rathfoundation.org.za/ for his research on the role of nutrition in various illnesses, including
HIV/AIDS, and his advocacy of a variety of supplements. Rath had worked with Linus Pauling
and had been Director of Cardiovascular Research at the Linus Pauling Institute in Palo Alto
(CA). Rath is now vilified just as Pauling was; and just as with Pauling, some of Rath’s insights
are likely to be accepted belatedly by consensus medicine. And just as with Pauling, Rath is

unlikely to be then given his due credit. From the Pooh-Bah point of view, the misunderstanding
needs to be preserved, that the mainstream consensus in medicine and in science is always right.
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HIV/AIDS THEORY IS INESCAPABLY RACIST
Posted by hhbauer on Monday, 19 May 2008
Proponents of HIV/AIDS theory are on the classical horns of a syllogistic dilemma:
1. Racial disparities as to testing “HIV-positive” are pervasive, constant, and universally
acknowledged. It is undeniable that people of recent African ancestry test “HIV-positive” many
times more often than others, in all social groups and economic circumstances. Testing “HIVpositive” goes with recent African ancestry as inevitably as does dark-hued skin.
2. Under HIV/AIDS theory, the tendency to become “HIV-positive” is ascribed primarily to types
of behavior that are widely disdained.
3. Thereby such disdained behavior is linked inevitably to race.
That conclusion is contrary to what’s nowadays well known about the independence of behavior
and genotype, and it is blatantly racist. Point 3., what the syllogism presents as demonstrated,
being ignorant as well as racist (but then racism is in any case a sub-category of ignorance) means
that at least one of points 1. and 2. is wrong. Which one?
The evidence for 1. is, as already stated, undisputed. Many illustrative sources are cited in The
Origin, Persistence and Failings of HIV/AIDS Theory. Others have been added in many earlier
posts (HIV AND SEXUALLY TRANSMITTED DISEASE: IT JUST ISN’T SO, 28 November;
“HIV DISEASE” IS NOT AN ILLNESS, 19 March 2008; REGULAR AS CLOCKWORK: HIV,
THE TRULY UNIQUE “INFECTION”, 1 April 2008; HIV: THE VIRUS THAT
DISCRIMINATES BY RACE, 11 April 2008; HIV: A RACE-DISCRIMINATING SEXUALLY
TRANSMITTED VIRUS!, 16 April 2008; DECONSTRUCTING HIV/AIDS in “SUBSAHARAN AFRICA” and “THE CARIBBEAN”, 21 April 2008 ). Perhaps the most striking
demonstrations that it is biological, physical, race that determines rates of testing “HIV-positive”
are the difference between Hispanics on the East and West coasts in the United States, and that in
South Africa the “coloreds”, of mixed racial ancestry, test positive at rates intermediate between
those seen with blacks and with whites.
Since point 1. is correct, and point 3. is wrong, therefore point 2. must also be wrong.
Indeed, the evidence against point 2. is just as solid as the evidence for point 1.; for sources and
discussion, see WHAT “HIV” IS NOT: IT’S NOT SEXUALLY TRANSMITTED, 6 January
2008 and Chapter 4 in The Origin, Persistence and Failings of HIV/AIDS Theory.

What’s so difficult to accept, to comprehend, to explain, is that the conventional wisdom has
ignored this evidence for so long and with such passionate determination.

In order not to admit that point 2. — that “HIV” is sexually transmitted — is in error , it is
necessary to recast point 3. in a manner that masks its erroneous and racist nature. How to do
this?
“The promiscuity, blind sexual trust and intravenous drug use that gave life to this incurable
disease is just as prevalent today as when former NBA great Magic Johnson gave HIV/AIDS a
recognizable face. Black people in Mississippi make up 70 percent of the new HIV/AIDS cases;
black women make up 49 percent. No major study exists to tell us why, so we’re left with
theories that have no scientific foundation” (Ronnie Agnew, “HIV’s new target: Black women”,
Clarion-Ledger [Jackson, MS], 23 April 2006).
Political correctness offers a working model for obfuscating the matter: Accept that undesirable
behavior is linked to race, but assert that this is only because race has meant discrimination and
its after-effects of deprivation, poverty, lack of health care, etc. In other words, “their” behavior is
admittedly despicable, but it’s not really their fault.
Thus, as Potterat pointed out recently, there has been “evidence and speculation that epidemic
trajectories are shaped by demographic, social, economic and network configurations” (“Blind
spots in the epidemiology of HIV in black Americans”, Int J STD & AIDS 19 [2008] 1-3).
The currently fashionable parlance among HIV/AIDS experts is “multiple concurrent
relationships”. That abstract mouthful fails to reveal the magnitude of sexual activity required to
explain the spread of HIV: 20-40% of the population must be having sex with several people
during the same short period of time and all the people involved must be changing partners every
weeks (B***S*** about HIV from ACADEME via THE PRESS, 4 March 2008). A colloquial
description of such behavior allegedly found among Africans and African Americans might be,
“Those macacas screw around in ways that us civilized folks don’t”.
(For the expression “macaca” I am indebted to Republican Senator and former Governor of
Virginia, George Allen, whose use of it on a public occasion is widely thought to have spelled the
demise of his campaign for the presidential nomination of his party.)
*****************
In any case, no one attempts to deny the statistical facts. Under HIV/AIDS theory, those facts
must be interpreted in racist fashion, relying on racist stereotypes as to sexual behavior. The
mainstream attempt to hide that inescapable fact, to obfuscate it, harnesses nice-sounding,
politically correct, words like “cultural differences” and references to “minorities” in relation to
“poverty”, “discrimination”, lack of access to health case, and the like. What that amounts to is
admitting that “they”, the macacas, do behave that way, but it isn’t really their individual or
collective fault. Here are some actual examples of this rhetoric:
“The marked racial and ethnic differences in HIV prevalence, even among persons treated in the
same clinic, suggests that both behavioral norms and complex social mixing patterns within racial
and ethnic groups are important determinants of HIV transmission risk” (emphasis added; Centers
for Disease Control and Prevention, HIV/AIDS surveillance report for 1992, p. 37).
Translating from jargon: “behavioral norms” = regarded as acceptable behavior; “complex social
mixing patterns” = those who behave improperly are not sexually segregated from others “within
racial and ethnic groups”.

Nor has the Centers for Disease Control and Prevention changed its belief since then, as they
informed me in 2005: “The ‘characteristic differentiation by race’ that you note is compatible
with a behavioral explanation” (emphasis in original, Shari Steinberg [Divisions of HIV/AIDS
Prevention, CDC], letter to Henry Bauer, 19 May 2005).
“The phenomenon of men on the down low has gained much attention in recent years; however,
there are no data to confirm or refute publicized accounts of HIV risk behavior associated with
these men. What is clear is that women, men, and children of minority races and ethnicities are
disproportionately affected by HIV and AIDS … .
What steps is CDC taking to address the down low?
CDC and its many research partners have several projects in the field that are exploring the HIVrelated sexual risks of men, including men who use the term down low to refer to themselves. The
results of these studies will be published in medical journals and circulated through press releases
in the next few years as each study is concluded and the data analyzed. CDC has also funded
several projects that provide HIV education, counseling, and testing in minority racial and ethnic
communities. CDC’s research and on-the-ground HIV prevention efforts will continue as more
information about the demographics and HIV risk behaviors of men who do and men who do not
identify with the down low becomes available” (emphasis added; unchanged since at least March
2006, accessed 11 May 2008).
Note the weasel-word “minority” used here, as so often in similar contexts. It doesn’t mean
minority, it’s a euphemism for “black”. Asian-Americans are less affected by “HIV” than are
whites, and at 4.5% of the population they surely qualify as a “minority”, certainly by comparison
with about 13% African Americans. Perhaps the smallest recognized minority group in the United
States is comprised of Native Americans, who are affected by “HIV” almost as little as are white
Americans. The persistent usage of “minority” is intended to mask the fact that it is blacks who
are so disproportionately affected, and simultaneously to suggest — in condescending and
demeaning terms — that it isn’t their fault, because it’s so well known that “minorities” are
devastatingly discriminated against.
It’s hard to believe that this usage of “minority” is other than deliberate. Its use implies quite
clearly that the user accepts that “black” is the determining factor. The only way to explain that
under HIV/AIDS theory is by differences in sexual behavior. But one mustn’t say that, even
though it is evidently believed by those who resort to these euphemisms. In other words, these
statements are made by people who harbor stereotypically racist beliefs — albeit they would
likely be horrified if made aware of that subconscious or suppressed belief.
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sexual transmission | Tagged: HIV and racism, HIV and racist stereotypes, HIV/AIDS and
racism, HIV/AIDS and racist stereotypes
***************************************************************************
THE “GALILEO GAMBIT STRAWMAN”
Posted by Darin Brown on Friday, 23 May 2008
Perhaps the most common reaction to dissident arguments is the argumentum ad populum, more
commonly known as the “argument from consensus”. You know, “Fifty Million Frenchmen Can’t
Be Wrong”. This is perfectly exemplified by a quote Robert Gallo gave to Anthony Liversidge in
1989:

“There is no organized body of science that thinks it is anything but comedy with Peter right now.
That’s the fact. Why does the Institute of Medicine, WHO (World health Organization), CDC
(Centers for Disease Control), National Academy of Sciences, NIH, Pasteur Institute and the
whole body of science 100 percent agree that HIV is the cause of AIDS? If there was anything to
what Peter is saying, wouldn’t it occur to you that there would be some other scientists that would
agree with Peter? Can you tell me anyone?”
Twenty years later, little has changed:
“Debating denialists dignifies their position in a way that is unjustified by the facts about
HIV/AIDS. The appropriate way for dissenting scientists to try to persuade other scientists of
their views on any scientific subject is by publishing research in the peer-reviewed scientific
literature. For many years now, AIDS denialists have been unsuccessful in persuading credible
peer-reviewed journals to accept their views on HIV/AIDS, because of their scientific
implausibility and factual inaccuracies. That failure does not entitle those who disagree with the
scientific consensus on a life-and-death public health issue to then attempt to confuse the general
public by creating the impression that scientific controversy exists when it does not.” —
“Answering AIDS Denialists”, AIDSTruth.org
The argument from consensus is a logical fallacy. The truth of a claim is not dependent on how
many people hold the claim to be true. There are many counterexmaples from history, but a
favorite is Galileo’s advocacy of Copernicanism. The response runs as follows: “Almost
everyone thought Galileo was wrong, but he turned out to be right. Therefore, just because almost
everyone thinks something is true, doesn’t make it so.”
The fallaciousness of the argument from consensus is a banal fact which is hardly in dispute.
Therefore, people arguing from consensus are forced to either defend their claims with other valid
arguments or to defend the argument from consensus with further logical fallacies. The clever try
their hand at the former; the dim-witted almost invariably try their hand at the latter by using a
logical fallacy I like to call the “Galileo Gambit Strawman”.
The idea behind the fallacy is to replace the above response to the argument from consensus with
a strawman called the “Galileo Gambit”. The fallacy runs like this: “Yes, Galileo was right when
almost everyone thought he was wrong. However, for every Galilieo, there are a thousand Bozo
the Clowns who are wrong. Just because you compare yourself to Galileo, doesn’t mean you are
right. You are far more likely to be wrong. Stop using the ‘Galileo Gambit’.”
The “Galileo Gambit” has become a favorite tactic of pseudo-skeptics, as it was recently
popularized by one of our favorite surgeons-turned-blogger “Orac” (“Respectful Insolence”),
certainly familiar to many readers of this blog. Unfortunately for dear Orac and his readers, it is a
strawman argument.
When someone invokes Galileo as a counterexample against the argument from consensus, they
are not asserting that because almost everyone disagrees with them, they are necessarily correct in
their claims. Such an argument is patently absurd, and I have rarely, if ever, seen it advanced.
When someone invokes Galileo, they are not claiming that such a comparison is sufficient to
establish their claim, they are simply asserting that the example of Galileo provides evidence that
consensus itself is insufficient reason to reject a claim.

The Galileo Gambit Strawman is committed in response to a perceived use of the Galileo Gambit,
not the Galileo Gambit itself. It is ironic that such an elementary and obvious logical fallacy as
this is perpetrated almost invariably by those who most claim to be “rational”, “skeptical”, and
“scientific”.
APPENDIX
=======
For those wishing a more precise mathematical explication of the “Galileo Gambit Strawman”
fallacy:
Let
D = “Everyone disagrees with me.”, and
R = “I am right.”
The skeptic is saying
“~(D ==> ~R),”
where “~” indicates logical negation, in words,
“It is not the case that because everyone disagrees with me, I am necessarily wrong.”
The defender counters
“~(D ==> R)”
in words,
“It is not the case that because everyone disagrees with you, you are necessarily right.”
The statement
“(D ==> R)”
in words,
“Everyone disagrees with me, therefore I am right.”
is called the “Galileo Gambit”, and it is correctly described as a fallacy.
But the skeptic did not say “(D ==> R)”, they said “~(D ==> ~R)”. So I call the strawman counter
above from the defender the “Galileo Gambit Strawman”.
The Galileo Gambit Strawman then takes the precise form:
“~(D ==> ~R) <==> (D ==> R)”

The first statement is the correct argument against the argument from consensus. The second
statement is the fallacious Galileo Gambit. Taking the two statements to be logically equivalent is
the fallacious Galileo Gambit Strawman.
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UPDATE: MORE SPONTANEOUS SEROREVERSION
Posted by hhbauer on Friday, 23 May 2008
According to HIV/AIDS dogma, testing “HIV-positive” denotes infection by “HIV” which is
permanent and ineradicable. One of several independent proofs that HIV/AIDS theory is wrong is
the fact that people do spontaneously revert from “HIV-positive” to “HIV”-negative, perhaps
most notably and frequently, babies born “HIV-positive” and reformed drug abusers (p. 96 ff. in
The Origin, Persistence and Failings of HIV/AIDS Theory). But whenever spontaneous reversion
happens to be noticed, it’s treated as the secular equivalent of a miracle (HIV “INFECTION”
DISAPPEARS SPONTANEOUSLY, 22 January 2008). Here are a couple more instances:
“BEIJING, Dec. 3 (Xinhua) — A farmer in northeast China’s Jilin Province has tested HIV
negative, six years after being diagnosed as HIV-positive, according to the provincial Center of
Disease Control (CDC).
Wen Congcheng . . . first tested HIV positive in 2001 [during testing of blood donors]. . . . Late
in 2003, he was re-confirmed to have HIV/AIDS as a result of another test . . . . However, in July
this year [2007], Wen received a negative test result at the No. 1 Clinical Hospital of Beihua
University in Jilin. Wen decided to seek another opinion and went to the First Hospital of the
China Medical University and another three hospitals for HIV tests, which all proved to be
negative. The Jilin municipal CDC carried out a follow-up test which confirmed the negative
result, and later the provincial CDC also confirmed the result.”
But, of course, the white-coated gurus refuse to accept this, and have questioned the original
positive result, while the lab that made the diagnosis sticks by it.
“ ‘I am pretty sure there are no problems with the blood samples and the tests,’ said Liu Baogui,
former director of the HIV/AIDS and STD Section of the CDC of Jilin City. . . . Professor Wu
Min, a member of the HIV/AIDS experts’ committee under the Ministry of Health, is sceptical
about the validity of the original positive test result. ‘I can not believe that such miracle could
have really happened,’ he said. ‘Some patients appear to be free of the virus after effective
treatment, but the HIV anti-body is always there, so the test result will still be positive.’ Wu said
the inaccuracy rate of tests by the provincial CDCs is lower than 0.01 percent. ‘But it is possible
that the person’s name and blood sample was mixed up at the Chuanying District CDC where
Wen tested HIV positive for the first time,’ he said.
...
In 2003, Andrew Stimpson, a 25-year-old Briton, tested HIV-negative 14 months after testing
positive in May 2002. The case has never been scientifically explained.”
And here’s more detail about Andrew Stimpson:

“Doctors baffled as HIV man ‘cures’ himself” (Sophie Kirkham, Sunday Times, 13 November
2005)
“A MAN who tested positive for HIV, the virus that causes Aids [sic, British usage], has
subsequently shown up negative for the disease in a case that has mystified doctors. It was
claimed last night that Andrew Stimpson, 25, may have shaken off the virus with his own
immune system after contracting HIV in 2002.
If proved, the NHS has said the case would be ‘medically remarkable’. … The Chelsea and
Westminster Healthcare NHS trust, which treated Stimpson, has said he needs to undergo more
tests before it can be established how he apparently conquered HIV. ‘These tests were accurate
and they were his, but what we don’t know at the moment is why that has happened, and we want
him to come back in for more tests… It is potentially a fantastic thing.’ Stimpson was tested three
times in August 2002 … and the results showed he was producing HIV antibodies to fight the
disease. Stimpson … contracted the virus from his boyfriend, Juan Gomez, 44. He began taking
vitamins and other dietary supplements to keep his body healthy in the hopes that this might fend
off the development of full-blown Aids. In October 2003, after impressing doctors with his good
health, Stimpson was offered a new test, which came back negative. Further tests in December
2003 and March last year also proved negative. … ‘I couldn’t understand how anyone could cure
themselves of HIV . . . I thought it had to be wrong because no one can recover from HIV, it just
doesn’t happen.’ The tests were re-checked by the Chelsea and Westminster Healthcare NHS
Trust when Stimpson threatened litigation believing there must be a mistake, but the results
confirmed all the tests had been accurate. In a letter understood to be from the NHS Litigation
Authority in October this year, Stimpson was told: ‘The fact you have recovered from a positive
antibody result to a negative result is exceptional and medically remarkable.’ The trust said there
had been several other cases of claimed ‘spontaneous clearance’ of the virus worldwide, although
it is not believed any have been proved. A spokeswoman added that the trust had urged Stimpson
to return for tests, but that so far he had not done so.”
If I were Stimpson, I too would decline further tests administered by people who would love to be
able to tell me that I do, after all, have an incurable and fatal illness. Stimpson’s case is readily
explicable by Tony Lance’s intestinal dysbiosis hypothesis (WHAT REALLY CAUSED AIDS:
SLICING THROUGH THE GORDIAN KNOT, 20 February 200 or by the Perth-Group view
that testing HIV-positive merely denotes oxidative stress. It was not that Stimpson “contracted the
virus from his boyfriend”, but that they shared a lifestyle conducive in some manner to oxidative
stress or intestinal dysbiosis.
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RACE and SEXUAL BEHAVIOR: STEREOTYPE vs. FACT
Posted by hhbauer on Tuesday, 27 May 2008
Racial disparities in testing “HIV-positive” are explained — by proponents of HIV/AIDS theory,
that is — as stemming from the harmful effects of racial discrimination, which mire the
discriminated-against in circumstances rife with drug abuse and sexual promiscuity. That runs
counter to a goodly body of actual evidence that undercuts this type of explanation; and it also

draws on stereotypes not readily distinguishable from racist beliefs (see 19 May, HIV/AIDS
THEORY IS INESCAPABLY RACIST).
Some of the evidence confounding the stereotypes is cited in my book (p. 77):
“As a matter of actual fact, research in the context of HIV/AIDS has not revealed any racial
differences in sexual behavior. Among drug users, no significant differences in behavior by race
were found as to numbers of sexual partners, frequency of intercourse, numbers of sexual partners
who were IDUs, numbers of non-IDU sexual partners, prostitution, or intercourse with people
then or later diagnosed with AIDS (Friedman et al. 1987). Samuel and Winkelstein (1987) found
no significant racial differences in behavior among gay men in San Francisco, and they concluded
that the black-to-white ratio of . . . [“HIV-positive”] could not be explained by differences in
major risk factors. The San Francisco Department of Health (1986) found no differences between
races as to anal intercourse . . . . Bausell et al. (1986) found white Americans less likely than
black Americans to take protective measures during sex. Historical data from Zimbabwe records
a higher incidence of venereal disease among the white South Africa Police and the British
Armed Services than among the Native Police or among Africans in general (McCulloch 1999,
205, 207). Contemporaneous surveys have found that levels of sexual activity in general
populations in Africa are comparable to those in North America and Europe (Brewer et al. 2003;
Gisselquist 2002).”
It has become fashionable to assert that black women in the United States are at particular risk
because of black men “on the down low” (indulging secretly in male-with-male sex), becoming
“HIV-positive”, then transmitting that to their female partners. But here again, the evidence
doesn’t sustain the speculation:
“The lifestyle referenced by the term the DL is neither new nor limited to blacks, and sufficient
data linking it to HIV/AIDS disparities currently are lacking. Common perceptions about the DL
reflect social constructions of black sexuality as generally excessive, deviant, diseased, and
predatory. [“social construction” means stemming from human interpretation rather than from the
objective reality] Research targeting black sexual behavior that ignores these constructions may
unwittingly reinforce them” (Ford et al., Ann Epidemiol 17 [2007] 209-16).
An illustration of such unwitting reinforcement is one of the CDC’s statements:
“The phenomenon of men on the down low has gained much attention in recent years; however,
there are no data to confirm or refute publicized accounts of HIV risk behavior associated with
these men. What is clear is that women, men, and children of minority races and ethnicities are
disproportionately affected by HIV and AIDS” (emphasis added; unchanged since at least March
2006; www.cdc.gov/hiv/topics/aa/resources/qa/downlow.htm, accessed 11 May 2008).
Another common and politically correct gambit (attempting to explain away that blacks always
test “HIV-positive” more often than others) seizes on the high incarceration rate of young black
men, particularly from inner-city regions, and combines that with the shibboleth that prisons are a
hotbed of “HIV” transmission (for example, Johnson & Rafael 2006). But once again the
speculation goes contrary to fact, because “actual observations in prisons have failed to reveal
transmission of HIV there (Brown 2006; Horsburgh et al. 1990; Kelley et al. 1986)” (p. 79 in The
Origin, Persistence and Failings of HIV/AIDS Theory).
In South Africa, blood from black donors was, for some time, being destroyed as “unsafe”
because it tested “HIV-positive” so much more often than blood from people of mixed race or
from South-East Indians or whites (p. 75 in The Origin, Persistence and Failings of HIV/AIDS

Theory). However, since testing was available for the blood, this blanket rule surely owed
something to underlying and pre-existing racist beliefs. Racist preconceptions in the 1980s among
HIV/AIDS workers in Africa — some of whom are still prominent in HIV/AIDS research
nowadays — were described, long ago and in detail, by the Chirimuutas (AIDS, Africa and
Racism, Free Association Books, London [UK] 1987/89). Konotey-Ahulu, a distinguished
Ghanaian physician and medical researcher, also exposed the lack of evidence for an African
origin of HIV/AIDS in a book (What is AIDS? 1989/96, ISBN 0-9515442-3-3) I described in a
review as “flavored by a traditional attitude toward what constitutes acceptable behavior” and
displaying “what used to be called good breeding and proper upbringing”, exploding by personal
example all sorts of notions about “those Africans” (Journal of Scientific Exploration 21 [2007]
206-9).
That blacks always test “HIV-positive” more often than others simply cannot be explained by
differences in behavior:
“AIDS researchers don’t have a solid explanation for why black women in America have such a
shockingly high prevalence of HIV infection. . . . injection drug use, a particularly effective way
to spread HIV, is actually lower in black women than in white women” — Jon Cohen, “A silent
epidemic”, 27 October 2004, www.slate.com/id/2108724/.
“Black young adults . . . are at high risk even when their behaviors are normative. Factors other
than individual risk behaviors and covariates appear to account for racial disparities” — Halfors
et al., Sexual and drug behavior patterns and HIV and STD racial disparities: the need for new
directions, Am J Public Health 97 [2007] 125-32.
“HIV-positive gay men are more likely than HIV-positive black African heterosexual men and
women to engage in sexual behaviour that presents a risk of HIV transmission. . . . There were no
significant differences between white gay men and those from other ethnic background in terms
of sexual behaviour” (Rod Dawson, 5 January 2007. AIDSmap news, summarizing Elford et al.,
“Sexual behaviour of people living with HIV in London: implications for HIV transmission”,
AIDS 21 [suppl. 1, 2007] S63-70).
“According to Robert Janssen, director of CDC’s Division of HIV/AIDS Prevention, blacks do
not engage in riskier sexual behavior compared with other groups, but the population’s
HIV/AIDS infection rates mean that blacks who have sex with other blacks are more likely to get
HIV than people in other ethnic groups” — (emphasis added; Kaiser Daily HIV/AIDS Report, 9
March 2007).
Perhaps Janssen has never heard of the chicken-&-egg conundrum? How did the infection rate in
the black community become higher than in others in the first place, given that the first affected
groups in the USA were predominantly white gay men?
That ill-founded grasping-at-straws argument is not unique with Janssen:
“racial disparities in seroprevalence were . . . not attributable to disparities in risk factors such as
STD, bisexuality, or acceptance of HIV testing. This finding suggests that the observed
differences may reflect racial differences in the background seroprevalences” — Torian et al.,
Sex Transm Dis. 29 [2002] 73-8.
I suppose one must sympathize with people trying desperately to explain the unexplainable. This
“explanation” is a tautology: blacks test “HIV-positive” more often than others because blacks
already test “HIV-positive” more often than others.

“Paradoxically, potentially risky sex and drug-using behaviors were generally reported most
frequently by whites and least frequently by blacks. . . . Understanding racial/ethnic disparities in
HIV risk requires information beyond the traditional risk behavior and partnership type
distinctions” — Harawa et al., “Associations of race/ethnicity with HIV prevalence and HIVrelated behaviors among young men who have sex with men in 7 urban centers in the United
States”, JAIDS 35 [2004] 526-36.
The Centers for Disease Control and Prevention found, in one study, that “Black gay and bisexual
men . . . [were] more likely to engage in safe-sex practices than their white counterparts. . . .
‘Across all studies, there were no overall differences [by race] in reported unprotected receptive
sex or any unprotected anal intercourse . . . among young MSM — those ages 15 to 29 —
African-Americans were one third less likely than whites to report in engaging in unprotected
anal intercourse’ . . . . Black gay or bisexual men were also ‘36 percent less likely than whites to
report having as many sex partners as white MSM’ . . . . Blacks in the study were also less likely
to use recreational drugs, such as methamphetamine or cocaine, compared to whites” (“One-third
of HIV-infected gay men have unsafe sex: CDC”, HealthDay News, 3 December 2007).
*******************
Black people always test “HIV-positive” more often than others.
Black people do not differ greatly from others in their sexual behavior. Where they do, it is
through behaving somewhat more responsibly than white people.
The racial disparities in testing “HIV-positive” cannot be explained by differential behavior:
blacks always test positive much more often, but their sexual behavior does not constitute a
corresponding risk.
THEREFORE: Testing “HIV-positive” must indicate something other than a sexually acquired
condition. Testing “HIV-positive” does not mark infection by a sexually transmitted agent.
Rather, testing “HIV-positive” is a very non-specific indication of some sort of physiological
stress; see, for example, REGULAR AS CLOCKWORK: HIV, THE TRULY UNIQUE
“INFECTION”, 1 April 2008; “HIV DISEASE” IS NOT AN ILLNESS, 19 March 2008;
UNRAVELING HIV/AIDS, 8 March 2008; HIV DEMOGRAPHICS FURTHER CONFIRMED:
HIV IS NOT SEXUALLY TRANSMITTED, 26 February 2008; TWINS ATTRACT THEIR
MOTHER’S HIV, 12 January 2008; HOW TO TEST THEORIES (HIV/AIDS THEORY
FLUNKS), 7 January 2008.
Posted in HIV and race, HIV as stress, HIV risk groups, HIV tests, HIV transmission, prejudice,
sexual transmission | Tagged: Angela D. Thrasher, Chandra L. Ford, Jay S. Kaufman, Kathryn D.
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***************************************************************************
A SMALL HITCH IN THE BANDWAGON?
Posted by hhbauer on Thursday, 29 May 2008
“Health expert calls for end to UN HIV programme” (InTheNews.co.uk, 9 May 2008 )

“The joint United Nations programme on HIV and Aids should be ‘closed down rapidly’,
according to . . . Roger England, chairman of Health Systems Workshop — an independent
advisory group on health management in poor countries — . . . [because] its mandate is “wrong
and harmful”. . . . Writing in the British Medical Journal (BMJ), Mr England says the agency was
set up on the argument that HIV and its impact are exceptional. But he writes that this argument
is no longer valid and says the claims HIV needs its own body as it can tip households into
poverty would also apply to all serious diseases and disasters. ‘HIV is a major disease in southern
Africa, but it is not a global catastrophe, and language from a top UNAids official that describes
it as ‘one of the make-or-break forces of this century’ and a ‘potential threat to the survival and
well-being of people worldwide’ is sensationalist . . . . Worldwide the number of deaths from
HIV each year is about the same as that among children aged under five years in India. . . . far too
much is spent on HIV relative to other needs and . . . this is damaging health systems . . . . HIV
causes 3.7 per cent of mortality but receives a quarter of international healthcare aid and a “big
chunk” of domestic expenditure. ‘HIV exceptionalism is dead — and the writing is on the wall
for UNAIDS. . . . Why a UN agency for HIV and not for pneumonia or diabetes, which both kill
more people? . . . UNAids should be closed down rapidly, not because it has performed badly
given its mandate, which it has not, but because its mandate is wrong and harmful. Its technical
functions should be refitted into [the World Health Organisation], to be balanced with those for
other diseases.’”
Similarly, in the United States the expenditure on HIV/AIDS research dwarfs that on major
killers like cancer or cardiovascular disease: 20 times as much per “HIV” death than per cancer
death, 100 times as much per “HIV patient” as per cardiovascular patient (STOPPING THE
HIV/AIDS BANDWAGON—-Part II, 1 February 2008).
Perhaps free-market economics can slow the bandwagon?
After all, if funds start to dry up, then the propaganda will also begin to ebb. So long as UNAIDS
exists, it will seek to justify its existence by putting out the scary pseudo-statistics that James
Chin, for example, has debunked (CONDOMS AND HIV: WHAT EVERYONE KNOWS IS
ONCE AGAIN WRONG, 10 February 2008; B***S*** about HIV from ACADEME via THE
PRESS, 4 March 2008).
But I am not holding my breath. Too many careers and livelihoods depend on the
disproportionate attention paid to HIV/AIDS. And what happens to drug sales and profits if TB,
malaria, intestinal worms, malnutrition, become the focus? All those can be handled at far less
expense than the provision of toxic antiretroviral drugs.
Posted in Funds for HIV/AIDS, HIV/AIDS numbers, experts | Tagged: disproportionate funding
for HIV/AIDS, UNAIDS
***************************************************************************
WHY UNAIDS SHOULD BE DISBANDED
Posted by hhbauer on Saturday, 31 May 2008
James Chin, formerly epidemiologist at the World Health Organization and currently clinical
professor of epidemiology at the School of Public Health, University of California at Berkeley,
adds further weight to the call (A SMALL HITCH IN THE BANDWAGON?) to end the UN’s

HIV program. In the China Post (Taiwan), Chin wrote (“Myths behind AIDS might lead to
billions in misspending”, 18 May 2008):
“UNAIDS — the U.N.’s specialist AIDS advocacy body — has raised some US$110 billion for
the next five years: . . . AIDS will shortly become the biggest single item in foreign aid. . . .
UNAIDS has systematically exaggerated the size and trend of the pandemic, in addition to hyping
the potential for HIV epidemics in ‘general’ populations. . . . But UNAIDS’s claims are not
supported by the epidemiologic data.
...
UNAIDS has ignored this and promoted a range of myths that have more to do with political
correctness than science.
For instance, UNAIDS claims that poverty and discrimination are major determinants of high
HIV prevalence. In 1987, John Mann, the first head of AIDS at the World Health Organization,
claimed that being ‘excluded from the mainstream of society or being discriminated on grounds
of race, religion or sexual preference, led to an increase of HIV infection,’ a litany uncritically
accepted by UNAIDS.
All available data suggests the opposite. In Africa, AIDS is a disease associated with wealth. The
richest people in Kenya, Tanzania and Ethiopia have HIV rates several times higher than the
poorest, probably because wealthy men and women in these countries have more sex partners.
[[More likely, the reason is that it’s among the wealthy that drug abuse is more common, and the
illnesses that are caused directly by overindulgence in drugs]]
Poverty and discrimination present barriers to gaining access to prevention and treatment but are
not primary determinants of sexual behavior . . . .
UNAIDS has consistently claimed that the world is on the brink of generalized heterosexual HIV
epidemics. . . . [To the contrary, a] recent report by an independent commission on AIDS in Asia
has acknowledged that epidemic sexual HIV transmission has not spread in Asia beyond the
highest HIV-risk groups, such as gay men, injecting drug users, and sex workers, into any general
population. However, UNAIDS’s perpetuation of the myth that everyone is at risk of AIDS has
led to billions wasted on HIV prevention programs directed at general populations and especially
youth, who, outside of sub-Saharan Africa, are at minimal risk of any exposure to HIV.
....
At least US$5 billion has been wasted in this way in the last five years. Meanwhile, to the shame
of the global health bureaucracy, a handful of diseases that are relatively inexpensive to prevent
or treat — several vaccine-preventable diseases, diarrheal diseases, malaria and some acute
respiratory infections — continue to account for about four million annual child deaths globally.
. . . . HIV is incapable of epidemic spread in the vast majority of heterosexual populations.
Continued denial of these realities will further erode whatever credibility UNAIDS and other
mainstream AIDS agencies and experts may still have, and will seriously damage the future fight
against this disease: let’s face the data and put the money where the real problems really are”
[emphases added].
Chin is author of The AIDS Pandemic. The China Post story reports also that his The Myth of a
‘General’ AIDS Pandemic is to be published this month by the Campaign for Fighting Diseases.
The latter is described in Wikipedia as funded by pharmaceutical companies. The Campaign’s
own website is inscrutable as to its funding and governance.
Posted in Funds for HIV/AIDS, HIV risk groups, HIV transmission, HIV/AIDS numbers, experts
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ANTHONY FAUCI EXPLAINS RACIAL DISPARITIES IN “HIV/AIDS”
Posted by hhbauer on Tuesday, 3 June 2008
(Several references below — euphemism, minority, macacas — are more fully explained in the
earlier post, HIV/AIDS IS INESCAPABLY RACIST, 19 May 2008 ).
Anthony Fauci, Director of the National Institute of Allergy and Infectious Diseases at the
National Institutes of Health, has appeared often on the public-radio Diane Rehm show. For
example, on 27 November 2007, he was introduced thus (“HIV/AIDS Worldwide”, transcript by
Soft Scribe LLC):
“Racial and ethnic minorities continue to be disproportionately affected by the HIV/AIDS
epidemic here in the U.S. New figures show that African Americans are among those who are
most at risk. Here in Washington, D.C. 1 in 20 residents is thought to have the HIV, and 1 in 50
to have AIDS.”
Once again (see HIV/AIDS IS INESCAPABLY RACIST), that euphemism “minority”. Already
the following sentence shows that actually meant is black. (In Washington, DC, blacks comprise
a majority of the population.)
Fauci said that “in the District, about 37 - 39 percent [of ‘HIV-positive’ results from]
heterosexual transmission, 20-some-odd percent men who have sex with men, and about 14
percent injection-drug users. . . . [This] resembles in some respects . . . what we see in third world
countries. And the confluence of an inner city area with poverty, lack of healthcare access,
injection-drug use which keeps a core of infection in the city, and then that’s spread
heterosexually and then from there you get secondary and tertiary heterosexual spread” [emphasis
added].
Once more: “complex social mixing patterns” (see HIV/AIDS IS INESCAPABLY RACIST) are
postulated in these “minority” communities whose conditions happen to resemble those in ThirdWorld countries (euphemism for sub-Saharan Africa).
Another remark by Fauci illustrates how content the mainstream is to assert as fact what cannot
be known: “there is a disproportional amount of transmission from people who do not know that
they are infected”.
STOP.
THINK.
They don’t know they’re infected. No one told them. Why not? Because no one else knows,
either.
What Fauci asserts could only be assumed, not actually known; and it is also and first assumed
that there’s a short period of undetectable infection but high infectivity just after being infected;
because that’s the only way to cope with the undeniable fact that the average probability of
apparently transmitting the “HIV-positive” condition is only about 1 per 1000 acts of unprotected
intercourse, far too low a probability to sustain any sort of epidemic (14 May 2008, SEX, RACE,
and “HIV”).

(”Don’t know they’re infected” reminded me of the study that found “Nine in 10 students who
experienced hazing . . . did not think they had been hazed”; Chronicle of Higher Education 21
March 2008, p. A21)
Fauci again: “disproportional amount, more of poverty, lack of access to medical care, a lack of
access to counseling for prevention, proximity in locations in inner city for example where there
are pockets of injection-drug use . . . . among blacks … being gay and having gay sex is not as
accepted … as it is in the society as a whole”.
Again: it’s so but it ain’t “their” fault.
More Fauci: “a misconception that because women get infected in this community that they are
leading promiscuous lives. That’s certainly not the case in general. Very often it’s someone who
is being monogamous with someone who happens to be infected”.
“Very often”: How often must a monogamous woman have sex with an infected partner to
become positive, when the probability is about 1 per 1000? James Chin, epidemiologist, says the
contrary. To produce the alleged levels and rapidity of spread, 20-40% of people must be engaged
in multiple concurrent relationships with frequent partner change (4 March 2008, B***S***
about HIV from ACADEME via THE PRESS). Doesn’t that qualify as quite promiscuous?
Over and again, Fauci pretends to believe that it’s not their fault, it’s their culture — “very often
women want their male sexual partner to use a condom, but they won’t do it. And in certain
cultures it is not easy for a woman to assert herself and say, ‘No, this is the way it’s going to be.
We don’t have a condom, I’m not having sex.’ They can wind up getting abused as it were. Those
are the kind of cultural barriers that we need to overcome” (emphasis added).
(1) How does Fauci know that this happens “very often”?
(2) Again it’s those macaca cultures, which are apparently ensconced just as powerfully in
Washington, DC, among people whose ancestors left Africa many generations ago, as among
those still now living in Africa.
Fauci: “68 percent of the infections in the world occur in southern Africa. . . . it has to do with
cultural and other factors. Poverty, dissolution of the family units, post-colonization where people
would leave the family and go and work in mines, go on the trucking routes, get exposed to
commercial sex workers, bring the infection back to their family, infect their wives, lack of
prevention modalities. . . . some very good studies about sexual activities that in certain cultures,
including those in Southern Africa there is what’s called overlapping concurrent multiple sexual
partners. If you have a society that has sequential sexual partners, it is much less likely to have
explosive transmission than when you have people who have simultaneously multiple sexual
partners that you share.
…
there is a degree of disenfranchisement . . . There is discrimination . . . communities in which
there is crime, there is murder . . . .”
Once more, it’s those other cultures that do sex differently than “we” do; and those cultures in
Washington DC and in southern Africa share the common factor of people with dark-hued skin.
As documented in my book, The Origin, Persistence and Failings of HIV/AIDS Theory, Native
Americans suffer even more than African Americans from violent crime and disenfranchisement
and abuse of alcohol and drugs, but their rate of testing “HIV-positive” is far below that of blacks
and not much higher than among whites. It’s the biological race that matters, not the “minority”
“culture”.

Note once again the asserting, as fact, matters that are speculative. “Overlapping concurrent
multiple sexual partners” have been postulated to explain spread of “HIV” among heterosexuals. I
await citation of those “very good studies” that actually found that sort of situation which —
recall James Chin’s calculations (14 May 2008, SEX, RACE, and “HIV”) — require 20-40% of
adults to be behaving in this fashion if “HIV” is to spread. Such a rate of promiscuity would be
evident to the most casual observer, yet it has not been reported by any observers.
Fauci virtually confessed his belief that race and cultural determinants of sexual behavior go
together:
FAUCI: it’s very difficult when you have societies whose cultural approach to life has been going
on for centuries that you are going to all of a sudden change sexual practices.
REHM: But I don’t think we ought to single out sub-Saharan Africa.
FAUCI: No, not, of course not, anywhere.
REHM: I mean, here in Washington –
REHM: — that kind of promiscuous sex –
FAUCI: Right, and –
REHM: — is going on.
FAUCI: Right, exactly.
*************
Anthony Fauci and many others, including those who speak for the Centers for Disease Control
and Prevention, appear willing to ascribe racial disparities in “HIV-positive” to “cultural” factors,
even though those disparities transcend all social milieus and all geographic boundaries and all
age groups and are seen in both sexes. Would they also ascribe to “cultural” factors characteristic
of Caucasians that whites always test “HIV-positive” anywhere from 50% to 300% more often
than Asians? Could it be that Caucasians are inherently more given to “multiple concurrent sexual
relationships” than Asians are?
Posted in HIV and race, HIV risk groups, HIV transmission, HIV/AIDS numbers, experts,
prejudice, sexual transmission | Tagged: Anthony Fauci, HIV and racism, racial stereotypes,
racist stereotypes | No Comments »
***************************************************************************
TALKS SCHEDULED: HIV does NOT cause AIDS
Posted by hhbauer on Thursday, 5 June 2008
On Monday next, 9th June, 11 am to noon Eastern time, I’ll be talking with George Whitehurst
Berry about my book
The Origin, Persistence and Failings of HIV/AIDS Theory
and additional evidence that “HIV” is not the cause of AIDS. The talk can be heard at
hearitonline: click on the pink box, top right, “HEAR IT ONLINE! Listen to CRASH!…”.
I plan to mention the data on deaths from “HIV disease” and from HIV tests that show

(1) There is no sign of life-extending effect of antiretroviral treatment
(2) There is no sign of a “latent period” between “HIV infection” and symptoms of AIDS
followed by death.
Those data are in my blog post of 19 March 2008, “HIV DISEASE” IS NOT AN ILLNESS, and
form the basis a forthcoming talk, “Disproof of HIV/AIDS Theory”, at the Annual Meeting of the
Society for Scientific Exploration, Boulder CO, 26-28 June.
Posted in HIV does not cause AIDS, antiretroviral drugs | Tagged: disproof of HIV/AIDS theory,
HEARITONLINE, HIV latent period, no HIV latent period, Society for Scientific Exploration
***************************************************************************
FOLLOW THE MONEY
Posted by hhbauer on Friday, 6 June 2008
HIV/AIDS has an unparalleled ability to generate grants and gifts.
The Global Fund has approved nearly $29 million, and actually disbursed already $16 million, to
help fight HIV/AIDS in the hard-hit land of Kyrgyzstan.
According to the CIA Fact Book, by 2003 there were in Kyrgyzstan an estimated 3900 people
living with HIV/AIDS, there had been fewer than 200 HIV/AIDS deaths, and the prevalence was
estimated at < 0.1% (as low as anywhere in the world). So the Global Fund’s allocation to
Kyrgyzstan, at $29 million, represents about $150,000 per death and about $7000 per patient.
While that may seem excessively generous, perhaps it was goided by the budgeting of the
National Institutes of Health, which called in 2007 for about $180,000 per AIDS death in the
United States (allocaitons for other diseases were, for example, just under $10,000 per cancer
death and $2600 per cardiovascular death—see STOPPING THE HIV/AIDS BANDWAGON—Part II, 1 February 2008.
The threat to Kyrgyzstan from HIV/AIDS is further illustrated by the suspected infection of 26
babies in two hospitals (HIV-POSITIVE CHILDREN, HIV-NEGATIVE MOTHERS, 25
November 2007) and the even more terrifying fact that these babies might then infect their
mothers through being breast-fed (BABIES INFECT MOTHERS; CRAZY THEORY RUINS
LIVES, 12 April 2008 ).
Posted in Funds for HIV/AIDS, HIV absurdities, HIV risk groups, HIV transmission, HIV/AIDS
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WHO SAYS that WE’VE BEEN VERY WRONG about HIV and AIDS? (Clue: WHO = World
Health Organization)
Posted by hhbauer on Tuesday, 10 June 2008

“A 25-year health campaign was misplaced. . . . there will be no generalised epidemic of AIDS in
the heterosexual population outside Africa. . . . outside sub-Saharan Africa [the threat of AIDS] . .
. was confined to high-risk groups including men who have sex with men, injecting drug users,
and sex workers and their clients.
… the threat of a global heterosexual pandemic has disappeared. . .
Ten years ago a lot of people were saying there would be a generalised epidemic in Asia . . . That
doesn’t look likely. . . .
In 2006, the Global Fund for HIV, Malaria and Tuberculosis . . . warned that Russia was on the
cusp of a catastrophe. . . . it is unlikely there will be extensive heterosexual spread in Russia. . . .
the factors driving HIV [are] still not fully understood. . . .
In the US , the rate of infection among men in Washington DC is well over 100 times higher than
in North Dakota, the region with the lowest rate. . . . How do you explain such differences?”
No, these are not statements and questions from “deniers”, “dissidents”, “denialists”, rethinkers,
or other outsiders. They are from Dr. Kevin De Cock, head of the World Health Organization’s
department of HIV/AIDS (Jeremy Laurance, “Threat of world Aids pandemic among
heterosexuals is over, report admits”, Independent.co.uk, 8 June 2008 [’ve changed the British
usage, “aids”, to “AIDS” throughout]).
Not only does De Cock hold that authoritative position at WHO, he has been in the forefront of
HIV/AIDS research from the very beginning. Indeed, he is at the forefront of those who are
demonstrably culpable for promulgating a notion that underpins the whole HIV/AIDS house of
cards, namely, the notion of a “virus out of Africa” which was created on the basis of zero
evidence as well as high implausibility.
As the Chirimuutas* pointed out long ago, the conceit that 1980s outbreaks in a few American
cities stemmed from a virus brought back to the United States by tourists ignores the fact that
Africans had been transported to the United States long before that; that people from many parts
of Africa had been visiting and residing in the United States for many decades; that the back-andforth people traffic between Africa and colonial European powers had been far more intense, and
had gone on far longer, than between Africa and America, so that an imported-from-Africa virus
would have done its first damage in Europe, not America. And, after all, none of the early 1980s
AIDS victims had ever been to Africa.
Furthermore, De Cock’s explanation, for why AIDS was not noticed or identified in Africa before
it traveled to the United States, ignorantly indicted African medicine for incompetence in
diagnosis of even such endemic diseases as malaria. De Cock also suggested that Africans had
adjusted physiologically in some way to cope with the disease better than Americans could,
which hardly explains why AIDS supposedly devastates Africa but not America or Europe.
The book by the Chirimuutas, chock-full of citations of peer-reviewed literature, is a stunning
exposé of how early Belgian researchers in Africa—Peter Piot as well as De Cock—laid the
groundwork for decades of misguided research through their thoroughly incompetent activities.
More recent articles make many of the same points: “Is AIDS African?” (1997); “AIDS and
Africa: A case of racism vs. science? AIDS in Africa and the Caribbean 1997”

Piot has been Executive Director of UNAIDS since its creation in 1995 as well as UnderSecretary-General of the United Nations. Given his and De Cock’s role in creating it, perhaps
HIV/AIDS should be known as “the Belgian disease”.
————————————
Reality has now intruded so forcibly that De Cock can no longer avoid the fact that AIDS
epidemics have not happened, those epidemics that he and his cohorts prophesied with such
overweening confidence for more than two decades. But— cognitive dissonance once again!—he
also cannot recognize that this fact undermines the whole HIV/AIDS scenario. De Cock describes
as “four malignant arguments” some certifiable truths cited by critics: that official data have
inflated all HIV/AIDS estimates and that HIV/AIDS has diverted funds from such obvious needs
as malaria prevention and the provision of clean water and food, building infrastructure, and
sensible public-health programs; even then, plain reality forces De Cock to admit that there are
“elements of truth” in these criticisms.
Nevertheless—recall what cognitive dissonance involves, HIV/AIDS ILLUSTRATES
COGNITIVE DISSONANCE, 29 April 2008 —De Cock still asserts that AIDS “remains the
leading infectious disease challenge in public health” , even as he knows that it is no threat
outside Africa and in the face of at least equally authoritative assertions by others that malaria and
malnutrition kill far more Africans than “AIDS” does (A SMALL HITCH IN THE
BANDWAGON?, 29 May 2008; WHY UNAIDS SHOULD BE DISBANDED, 31 May 2008 ).
De Cock’s muddled state of mind manages only to recognize that something doesn’t fit:
“The biggest puzzle was what had caused heterosexual spread of the disease in sub-Saharan
Africa—with infection rates exceeding 40 per cent of adults in Swaziland, the worst-affected
country—but nowhere else. . . . Sexual behaviour . . . doesn’t seem to explain [all] the differences
between populations.”
Yet having acknowledged that sexual behavior isn’t the explanation, he resorts to sexual behavior
as an explanation:
“more commercial sex workers, more ulcerative sexually transmitted diseases, a young
population and concurrent sexual partnerships. . . . Even if the total number of sexual partners [in
sub-Saharan Africa] is no greater than in the UK, there seems to be a higher frequency of
overlapping sexual partnerships”.
Regarding that shibboleth about multiple concurrent overlapping partnerships, not only is there
no evidence for such multiple overlapping concurrencies, there is strong evidence against the
assumption; see earlier posts, in particular RACE and SEXUAL BEHAVIOR: STEREOTYPE vs.
FACT, 27 May 2008.
——————————
The epidemiology is so clear that even such insiders as James Chin++ and Kevin De Cock can’t
make it jibe with HIV/AIDS theory. And since— remember, cognitive dissonance—they cannot
admit to themselves that they have been utterly and entirely wrong, so too can they not find a way
to admit publicly that they have been utterly and entirely wrong. But their attempts to cope with
the evidence inevitably become more and more absurd, and the whole enterprise begins to
crumble, as insiders from specialties that compete with them for funds begin to raise their voices

(A SMALL HITCH IN THE BANDWAGON?, 29 May 2008; WHY UNAIDS SHOULD BE
DISBANDED, 31 May 2008 ).
* Richard and Rosalind Chirimuuta, AIDS, Africa and Racism, Free Association Books
(London), 1989 (2nd ed., revised). Rosalind Harrison (Chirimuuta) is a diplomate in Tropical
Medicine and Hygiene, specialized in ophthalmology, and presently a consultant with the British
Health Service
++ Re Chin, see for example B***S*** about HIV from ACADEME via THE PRESS, 4 March
2008
Acknowledgment: Many thanks to the several people who alerted me to the article in the
Independent.
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“SMART” STUDY BEGETS MORE COGNITIVE DISSONANCE
Posted by Darin Brown on Wednesday, 11 June 2008
Someone recently alerted me to a 2006 paper comparing adverse events on “continuous” vs.
“interrupted” ARV therapy:
“CD4+ Count-Guided Interruption of Antiretroviral Treatment: The Strategies for Management
of Antiretroviral Therapy (SMART) Study Group”, NEJM, Volume 355:2283-2296, November
30, 2006, Number 22
The study was trumpeted in the media as the death knell for so-called “interrupted” or
“intermittent” ARV therapy, following the conclusion:
“Episodic antiretroviral therapy guided by the CD4+ count, as used in our study, significantly
increased the risk of opportunistic disease or death from any cause, as compared with continuous
antiretroviral therapy, largely as a consequence of lowering the CD4+ cell count and increasing
the viral load. Episodic antiretroviral therapy does not reduce the risk of adverse events that have
been associated with antiretroviral therapy.”
The original study was intended to last 6-9 years:
“We calculated that 6000 patients would need to be enrolled for the study to have a statistical
power of 80% to detect a 17% relative reduction in the rate of opportunistic disease or death from
any cause in the drug conservation group as compared with the viral suppression group, with a
two-sided alpha level of 0.05. Follow-up was to continue until 910 primary end points had
occurred (estimated to be at least 6 years for each participant), assuming an event rate in the viral
suppression group of 1.3% in each of the first 2 years and 2.6% per year thereafter.”
but was stopped short after a mean patient follow-up of just 16 months, for “ethical reasons”:

“On January 10, 2006, at its sixth meeting, the board recommended stopping enrollment in the
SMART trial because of a safety risk in the drug conservation group and because it appeared to
be very unlikely that superiority of the drug conservation treatment would be shown. On January
11, 2006, investigators and participants were notified of these findings, enrollment was stopped,
and participants in the drug conservation group were advised to restart antiretroviral therapy.
What I found most revealing about this study was:
“Only 8% of deaths were due to opportunistic disease.”
The cognitive dissonance here is astounding.
Among all patients, grade 4 events occurred about 3.5 times as often as opportunistic disease: a
total of 89 patients experienced any type of opportunistic disease; by contrast, a whopping 321
patients experienced grade 4 events.
Even more shocking is the following: out of all 85 patients who died, more than 5 times as many
experienced grade 4 events as compared to opportunistic diseases, because 37 of the 85 patients
who died experienced grade 4 events, compared to only 7 who experienced opportunistic
diseases.
Opportunistic diseases did occur about 3.5 times as often in the DC (drug conservation) group as
in the VS (viral suppression) group (69:20), but only 7 of these 89 patients died (8%), 4 from the
DC group and 3 from the VS group. By contrast, grade 4 events occurred slightly more often in
the DC group as in the VS group (173:148), but 37 of these 321 patients died (12%).
This also means that out of all patients who died, between 41 and 48 patients (48-56%) died due
to causes that were either unknown or not related to either opportunistic diseases or grade 4
events. I wonder why the researchers didn’t stop to ponder this incredibly bizarre finding.
Let’s put these numbers into perspective: We have a study on giving ARV to HIV patients, and 5
times as many have drug reactions as AIDS defining illnesses, and this fact doesn’t even register
with the authors of the paper? HALF of all deaths have nothing to do with AIDS or ARVs, and
this bizarre fact doesn’t register with the researchers either?
The half of all deaths having nothing to do with AIDS or ARVs is several times higher than the
average national mortality rate for all Americans among that age group. Why are they dying so
much? They can’t blame their low CD4 counts, because their deaths weren’t AIDS related. They
can’t even blame the drugs! Obviously, simply being told you’re HIV positive and have a low
CD4 count greatly increases your probability of dying from things that have absolutely nothing to
do with HIV or CD4 counts… very strange.
Never mind that the whole explanation why this study supports “continuous” therapy is prima
facie absurd. The reasoning goes something like this: After controlling for other factors, lower
CD4 counts and higher viral load were associated with higher risk of adverse events, and so the
reason the patients on “interrupted” therapy had more adverse events was because they weren’t
getting enough ARVs to keep HIV viral load in check, to keep their CD4 counts high enough to
stave off the adverse events caused by the ARVs in the first place.
Try wrapping your mind around that one!
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COCAINE AND HEROIN AREN’T GOOD FOR YOU! — a Golden Fleece Award
Posted by hhbauer on Friday, 13 June 2008
My generation of scientists was familiar with the Golden Fleece Awards bestowed by Senator
William Proxmire on federally funded research to find answers that were already known or on
topics of no importance. Proxmire would certainly have given an award for the work described by
the headline,
HIV-positive illicit drug users have increased risk for opportunistic infections, death, study says
(Kaiser Daily HIV/AIDS Report, 8 March 2006)
When Google Alerts delivered me this headline, I naturally inferred that the study had found that
“HIV”-positive drug users had a poorer prognosis than HIV-negative drug users. That would have
made this just another study showing that if you were “HIV”-positive you were more likely to be
ill than if you were HIV-negative, given that testing “HIV”-positive is a sign of physiological
stress, albeit not necessarily serious enough to worry about unless your physician decided that
you needed to take antiretroviral drugs. Moreover it would have been consistent with several
reports that “HIV”-positive drug addicts reverted to HIV-negative, as well as to better health,
upon conquering the addiction.
Imagine my delight, not to say surprise, on finding that my inference was dead wrong:
“HIV-positive users of cocaine and heroine have an increased risk for opportunistic infections
and death compared with HIV-positive nonusers, according to a study published in the January 4
on-line edition of the American Journal of Epidemiology, Reuters reports. Gregory Lucas of the
Johns Hopkins University School of Medicine and colleagues surveyed a total of 1,851 HIVpositive individuals every six months starting in 1998. Researchers grouped the participants into
different categories: 1,028 ‘nonusers’; 588 ‘intermittent users,’ who had used illicit drugs an
average of 14 days in the last six months; and 235 ‘persistent users,’ who had used illicit drugs an
average of 27 days in the last six months. After three years, researchers found that the
approximate survival rates were 87% for nonusers, 80% for intermittent users and 68% for
persistent users. After adjusting for various factors — including age, race, gender and CD4+ Tcell counts — researchers found that the risk of death was almost double in intermittent users and
almost triple in persistent users. During periods when users abstained from illicit drug use, the
risk of opportunistic infections decreased to the level associated with nonusers, according to the
study.”
Imagine that!
Congress, The National Drug Enforcement Agency, indeed all law enforcement entities, as well
as the NGOs that preach “Just say NO to drugs”, will be greatly relieved at this proof that their
work has actually had a genuinely substantive basis. No longer need they worry, whether they

have an objective basis for their animus against cocaine, crack, crystal, heroin, etc., etc.—now it’s
been scientifically proven at last that those substances are health-threatening.
“The observed increase in risk might be attributed to the effect illicit drugs have on the immune
system…”
Well. Yes, that seems plausible enough.
But let us not overlook that this whole study involved “HIV”-positive people. So the really major
question is, how do cocaine and heroin interfere with treating HIV? So, as Jon Stewart of the
Daily Show would say, “Here’s your moment of Zen”:
“The observed increase in risk might be attributed to … failure to adhere to antiretroviral
therapy”.
So therefore:
“Effectively targeting and treating active substance abuse in HIV treatment settings may provide
a mechanism to improve clinical outcomes”.
Would anyone disagree?
Would anyone have disagreed before this study was ever done??
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More De COCK AND BULL stuff and nonsense
Posted by hhbauer on Sunday, 15 June 2008
In the face of undeniable facts about HIV/AIDS, cognitive dissonance and passionate defense of
vested interests are eliciting from official sources statements that call for the talents of comedians
in the tradition of Mort Sahl, Tom Lehrer, Jon Stewart, Stephen Colbert, for appropriate
commentary.
Kevin De Cock, for example, chief white-coated HIV/AIDS guru at the World Health
Organization, said that “Ten years ago a lot of people were saying there would be a generalised
epidemic in Asia . . . That doesn’t look likely” [emphasis added] (Jeremy Laurence, “Threat of
world Aids pandemic among heterosexuals is over, report admits”, Independent.co.uk, 8 June
2008 ).
What’s comical here is that De Cock and his cohorts at WHO and UNAIDS were themselves this
“lot of people”, and that they were not only saying it but strenuously insisting on it, trumpeting it,
repeating it incessantly and brooking no contradiction.
De Cock’s mention that Swaziland suffers an infection rate of 40% also deserves at least a
snigger if not a belly laugh. He bemoans that fewer than one third of people in those African
countries are getting the antiretroviral drugs they need. Of course even fewer were getting them

until quite recently. Since Swaziland and other sub-Saharan countries have had these high rates
for a decade or more in absence of treatment, there should by now be few people left alive there.
Where then are all the corpses? Rian Malan (1) looked and couldn’t find them. And how did
Africa’s population manage to continue to grow at a few percent per year despite all this carnage?
De Cock’s admission that HIV/AIDS is not going to spread outside Africa might have reflected
his encounter with reality as co-author of the review article featured in HIV/AIDS
ILLUSTRATES COGNITIVE DISSONANCE, 29 April 2008. A colored graph in that article
incorporates the assertion that HIV is disseminated by quite different means in different parts of
the world. In sub-Saharan Africa, marital sex is indicted for more than 50% of the spread while
commercial sex is responsible for only about 10%, whereas in Eastern Europe about 85% of
transmission is owing to injection by drug addicts and only about 10% is ascribed to each of
“casual sex” and sex between men—no noticeable amount from marital sex or from commercial
sex, which latter is indicted in other parts of the world for between 10% and 20% of transmission.
Aren’t some of the drug addicts in the former Warsaw pact countries married? Don’t they have
sex with their wives? Are there no sex workers there? Don’t the injecting drug addicts there ever
have sex with anyone, or do they have only homo-sex?
In both Latin American and the Caribbean, sex between men is supposed to be responsible for
about 60% of the spread—but the overall rate in Latin America is twice that in the Caribbean. Is
the proportion of gay men in the Latin American population twice that in the Caribbean?
One shouldn’t in any case speak of any spread at all in those regions, given that there has been no
reported increase for at least a decade. UNAIDS in its Global Reports and Updates reported for
HIV in Latin America, 0.5% for both 1997 and 2007; in the Caribbean, 1.9% in 1997 and only
1.0% for 2007.
Mother-to-child transmission, according to that review article, accounts for 15% of all
transmission in sub-Saharan Africa but is barely noticeable in Latin America and the Caribbean
and is not even mentioned for Asia and Eastern Europe. Yet in Asia, 25% of transmission is
supposed to be via marital sex. How does it come about that all those married women infected via
marital sex never pass their infection on to their newborns?
Someone like De Cock who collaborated in authorship of this review article would, I suggest,
find unbidden doubts making themselves felt about the whole business of HIV/AIDS epidemics;
albeit those doubts might express themselves only in dreams—or nightmares.
Expressing such doubts in the light of day, and from within the World Health Organization, is
tantamount to treason. No surprise, then, that WHO and UNAIDS quickly issued a joint
“correction” (“Correction to AIDS story in Independent article 8 June 2008; Joint Note for the
Media WHO/UNAIDS - Wed, 11 Jun 2008”).
This correction reiterates that “the global HIV epidemic is by no means over. . . . AIDS remains
the leading cause of death in Africa. . . . Worldwide, HIV is still largely driven by heterosexual
transmission. The majority of new infections in sub-Saharan Africa occur through heterosexual
transmission. We have also seen a number of generalized epidemics outside of Africa, such as in
Haiti and Papua New Guinea.”
But this in no way speaks to, let alone contradicts, De Cock’s admission that there are not and
will not be heterosexual epidemics in the Americas, Asia, Australia, or Europe. That takes all the

wind out of the sails of this “correction”; and the last assertion in this press release deserves to be
laughed off the stage:
“AIDS remains the leading infectious disease challenge in global health. To suggest otherwise is
irresponsible and misleading.”
As already pointed out in our earlier post (WHO SAYS that WE’VE BEEN VERY WRONG
about HIV and AIDS? (Clue: WHO = World Health Organization), 10 June 2008 ), numerous
official sources have presented evidence over and over again that more people even in Africa die
of malaria and other scourges traditionally present there, than die of AIDS.
Peter Piot, collaborator with de Cock in creating “the Belgian disease” of HIV/AIDS in Africa,
seems to have acted with better self-preservation instincts than De Cock: “In a little noticed
statement in April, Piot said he would step down when his term ended at the end of this year”
(“June 11, 2008: First shoe at UN drops: Peter Piot resigns” and “Liam Scheff at GNN: The Aids
machine grinds to a halt” ). When a Director of UNAIDS and Under-Secretary of the United
Nations steps down with a “little noticed statement”, something is awry. Why not the traditional
press-release citing his desire to spend more time with his family after having accomplished all
that he had aimed to accomplish? That no successor was announced amplifies the smell of fish
here, in its indication of haste and confusion rather than orderly transition at the normal end of a
term of service.
The cat is out of the bag. HIV is not fueling heterosexually transmitted epidemics—at least not in
most of the world. Outside sub-Saharan Africa, heterosexual epidemics are apparent only among
other dark-skinned people, according to WHO/UNAIDS in Haiti and Papua New Guinea. It’s just
shameful what those black people do in the way of sex—particularly those married ones in subSaharan Africa, see TO AVOID HIV INFECTION, DON’T GET MARRIED, 18 November;
HIV/AIDS ABSURDITIES AND WORSE, 9 DECEMBER 2007; B***S*** about HIV from
ACADEME via THE PRESS, 4 March 2008.
———————Citation:
(1) Rian Malan, “AIDS in Africa: In search of the truth” Rolling Stone Magazine, 22 November
2001; “Africa isn’t dying of Aids”, The Spectator (London), 14 December 2003.
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VIRTUAL HIV/AIDS RESEARCH AND TREATMENT
Posted by hhbauer on Tuesday, 17 June 2008
Rian Malan had expressed a certain degree of astonishment when HIV/AIDS experts ventured
that their computer programs were becoming so competent that it would soon be unnecessary to
gather actual data about numbers of people infected with HIV, numbers dying from AIDS, and
the like (“Africa isn’t dying of Aids”, The Spectator [London], 14 December 2003).
Since then, HIV/AIDS computers have certainly been gaining ground. The Centers for Disease
Control and Prevention now likes to fill its reports with “Estimates” instead of with actual

reported counts—the 2005 Surveillance Report, for example, has 7 tables of estimated cases of
HIV/AIDS and AIDS; one of estimated deaths of people with AIDS; and for “Persons Living
with HIV/AIDS, AIDS, or HIV Infection (Not AIDS)” there are 6 tables, 2 maps, and 3 figures of
estimated data. All these estimates, of course, are outputs of computer models whose inputs
include unsubstantiated assumptions plus — surely? — some counts of actually reported cases.
Until about a decade ago, these Surveillance Reports had presented counts of reported cases. By
disseminating estimates instead of empirical counts, the Centers for Disease Control and
Prevention masks any evidence that there might be of inadequacies in the computer models or in
the theories and assumptions that underlie the models.
But this is only a start, apparently. Soon, it seems, it will be possible to learn everything we need
to know about HIV in human physiology through the use of supercomputers in the form of a
VPH, the Virtual Physiological Human:
UCL in the News: Scientists use supercomputers to test HIV treatment
Rebecca Thomson, ‘Computer Weekly’, 30 January 2008
“Scientists in London are using networks of supercomputers to test a treatment for HIV.
The computing method, called the Virtual Physiological Human (VPH), links networks of
computers across the world to simulate the internal workings of the human body. It can then be
used to simulate the effects of a drug. …
Peter Coveney [UCL Chemistry] said that although nine drugs are currently available to inhibit
the HIV virus, doctors have no way of matching a drug to the unique profile of the virus as it
mutates in each patient. Instead, they prescribe a course of drugs and then test whether these are
working by analysing the patient’s immune response.
One of the goals of VPH is for such ‘trial and error’ methods to eventually be replaced by patientspecific treatments tailored to a person’s unique genotype. …
Coveney said, ‘This study represents a first step towards the ultimate goal of “on-demand”
medical computing, where doctors could one day “borrow” supercomputing time from the
national grid to make critical decisions on life-saving treatments.
We have some difficult questions ahead of us, such as how much of our computing resources
could be devoted to helping patients and at what price. At present, such simulations - requiring a
substantial amount of computing power - might prove costly for the National Health Service, but
technological advances and those in the economics of computing would bring costs down.’”
See also “‘Virtual Human’ tests HIV drugs”:
“Tests on a ‘virtual physiological human’ (VPH) have simulated how well an HIV drug blocks a
key protein in the lethal virus”.
For the original scientific paper, see “Rapid and accurate prediction of binding free energies for
saquinavir-bound HIV-1 proteases”, Stoica et al., J. Am. Chem. Soc., 130 [2008] 2639-48.
**************
The really desirable development, of course, will be when those toxic antiretrovirals are fed to
machines instead of to people.
Posted in HIV absurdities, antiretroviral drugs, clinical trials, experts | Tagged: computer models
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Golden Fleece Award II: MENTAL ILLNESS MAY BE DISABLING
Posted by hhbauer on Monday, 23 June 2008
“Mental illness and substance use delay HIV treatment” [March 18, 2008]
“People with untreated mental illness or substance abuse, or both together, start HIV treatment
later than people without mental illness or substance abuse, according to a study published in the
March 1 issue of AIDS Patient Care and STDs. People who are receiving drug treatment for a
mental illness, however, do not delay starting HIV treatment. . . . Given that rates of mental
illness and substance abuse are more common in people living with HIV, and that these
conditions have been found to interfere with adherence to HIV treatment, Mary Tegger, P.A.-C,
MPH, and her colleagues from the University of Washington in Seattle set out to determine
whether these conditions may also delay the start of antiretroviral therapy.”
Did they take any bets beforehand, as to what the study would find?
Among “all HIV-positive patients receiving primary care at the university’s Harborview Medical
Center HIV Clinic during 2004 . . . . Of the 1,744 patients included in the study, 63 percent were
found to have a mental illness, 45 percent had a substance use disorder and 38 percent had both.
Alcohol was the most commonly abused substance, followed by cocaine and amphetamine.
Depression and anxiety were the most commonly diagnosed mental illnesses.”
“Tegger’s team theorizes that there are multiple reasons for the delay in antiretroviral treatment
observed in people with mental illness and substance abuse disorders. The team proposes that
such individuals are less willing, on average, to comply with treatment recommendations, such as
starting antiretroviral treatment.”
On the other hand, any sane and sober person reading the official treatment guidelines might well
be inclined to delay treatment forever — see also DEATH, ANTIRETROVIRAL DRUGS, and
COGNITIVE DISSONANCE, 9 May 2008; TO AVOID HIV LATER, DAMAGE YOUR
KIDNEYS AND LIVER NOW, 19 January 2008; HISTORY OF AZT, 1 January 2008; FIRST:
DO NO HARM!, 19 December 2007; WHAT HIV DRUGS DO, 15 December 2007; OFFICIAL
GUIDELINES FOR HIV TREATMENT, 14 December 2007; ANTIRETROVIRAL DRUGS:
HISTORY AND RHETORIC, 12 DECEMBER 2007; BEST TREATMENT FOR HIV: THIS
YEAR’S ADVICE, LAST YEAR’S, OR NEXT YEAR’S?, 10 December 2007.
——————–
Preview:
I’m working on several posts that call for much reading, and I’m away this week at the meeting
of the Society for Scientific Exploration, presenting the data that show lack of benefit from
antiretroviral drugs and absence of “latent period”, see “HIV DISEASE” IS NOT AN ILLNESS,
19 March 2008. Then I’ll get back to working on a deconstruction of the claim that treatments for
AIDS have saved at least 3 million years of life; see Anthony S. Fauci, “Twenty-five years of
HIV/AIDS”, Manila Times 29 May 2007, relying on Walensky et al., Journal of Infectious
Diseases 194 [2006] 11-19; mentioned, unsurprisingly enough, among the News Items on the
website of Fauci’s Institute.
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Antiretroviral therapy has saved 3 million life-years
Posted by hhbauer on Tuesday, 1 July 2008
It used to be understood, at least by statistics gurus and the few statistically literate observers, that
there are “Lies, damned lies, and statistics”, because the data can be arranged so easily to serve
any desired mis-interpretation; just as survey researchers and social scientists know that they can
get any desired result from a poll by phrasing suitably the questions they ask. Nowadays,
however, the preferred way to fool the public is by means of computer models [HIV
NONSENSE: TODAY AND EVERY DAY, 22 November; HIV/AIDS: NUMBERS THAT
DON’T ADD UP, 29 November 2007].
A brother-in-law of mine years ago had been one of several vice-presidents of a major
corporation. One of the VPs always succeeded in getting what he asked for in the way of annual
budget, but none of the others did. Eventually those others asked the successful one for his secret.
He explained that he always presented his request to the Budget Committee of the Board in the
form of a computer print-out. Who would have the temerity to argue with that? Computers don’t
lie, do they?
Far too many people are far too easily misled by computer outputs. Computers don’t think. They
are more gullible than any human being. They believe whatever you tell them, no matter how
absurd or how obviously wrong. Hence
GIGO: Garbage In, Garbage Out.
But only computer gurus and the few computer-literate users know that. Most people dissolve in
obeisance when presented with something spewed out by a computer.
More illustrations pop up all the time of commentariat, media, and policy makers accepting
conclusions based on computer models instead of on happenings in the real world. Yet those
computer outputs are no better than the assumptions and uncertainties fed into the computer in the
first place. Computers can only say, “IF this is so, then that follows”—PROVIDED WE
UNDERSTAND EVERYTHING ABOUT ALL THE PROCESSES INVOLVED.
IF!
PROVIDED!
If even one assumption in the model is wrong, then the model’s output is worth not even as much
as an informed guess; it will likely be totally misleading.
HIV/AIDS has offered innumerable illustrations of Garbage Out, in the form of computer-model
estimates of HIV and AIDS numbers issued for two decades by UNAIDS, the World Health
Organization, the Centers for Disease Control and Prevention, and in peer-reviewed articles.
Several insiders have recently been forced to acknowledge that those estimates were wildly off
the mark—so wildly that predicted epidemics never happened, and rates of “HIV-positive” have
had to be revised drastically downwards across the globe [WHO SAYS that WE’VE BEEN
VERY WRONG about HIV and AIDS? (Clue: WHO = World Health Organization), 10 June
2008].

Recently I came across an outstanding specific example of computer-model nonsense, the
assertion that through antiretroviral therapy, “at least three million years of life have been saved
in the United States alone” (Anthony S. Fauci, “Twenty-five years of HIV/AIDS” (Op-Ed),
Manila Times, 29 May 2007) . Op-Ed pieces don’t bother giving citations, but Googling for that
assertion immediately revealed its source: “The survival benefits of AIDS treatment in the United
States”, Walensky et al., Journal of Infectious Diseases 194 [2006] 11-19; abstracted,
unsurprisingly enough, among the News items on the website of Fauci’s Institute.
The raison d’être for the Walensky effort was that, since the US Government was allocating $21
billion to HIV/AIDS activities in 2006, questions might well be raised about what benefit the
United States was getting in return.
Here’s some back-of-the envelope arithmetic. The Walensky calculation is for life-years saved
through 2003. Funding began at zero in 1981 and rose steadily. If the increase was linear, then by
2003 roughly $225 billion would have been spent to save 3 million life-years, in other words,
about $75,000 per life-year. Given an average lifespan of 75 years, that works out at well over $5
million per human life.
I personally don’t much care for such calculations. I think comparing lives and dollars is rather
like comparing dogs and rocks. But I recognize that insurance companies, lawyers, and similar
realities of modern life do need to make such calculations, and for their purposes, $5 million per
life might not seem out of whack. Unless, of course, one thinks not of the rare court cases that
make headlines but of all citizens. In terms of pay, benefits, and compensation for injuries, we
certainly don’t compensate most members of our armed forces at $75,000 per life-year or $5
million per life. And if 300 million Americans are each worth $5 million, then our population’s
total value is more than a thousand trillion dollars — 1015 —, which seems a bit high. After all,
our annual Gross Domestic Product per capita is about $45,000, which on a human-capital
investment of $5 million represents an unattractively low yield of less than 1%.
So if you must value people in dollar terms, the Walensky calculation suggests that we are
spending significantly too much on HIV/AIDS. Of course neither the Walensky article nor the
Fauci commentary made this sort of calculation. They left it at trumpeting millions of life-years
saved, which the unwary might easily confuse with millions of actual LIVES saved. But at a
lifespan of 75 years, 3 million life-years represents 40,000 lives, not quite so impressive a
number. After all, by 2003 there had been more than 520,000 AIDS deaths in the United States,
according to the Centers for Disease Control and Prevention (HIV/AIDS Surveillance Report for
2003, vol. 15). The Walensky calculation therefore amounts to a claimed saving of only about 7%
of AIDS victims (40,000 out of [520,000 + 40,000] patients; 40/560 = .071) .
Again, I don’t myself care to calculate like this, because I think every life is literally invaluable.
But if one insists on cost-benefit calculations to justify expenditures, as Fauci and Walensky et al.
do, this 7% success-rate is somewhat less than impressive—especially for treatment that they like
to describe as lifesaving, as having converted a fatal illness into a chronic, manageable one.
But perhaps one should consider only the HAART era, beginning in 1995, with the really
successful treatment by “cocktail” or “combination” antiretroviral therapy?
From 1996 to 2003, Walensky et al. calculate 2.35 million life-years saved. At 75 years per life,
that yields about 31,000 lives, compared to about 200,000 reported AIDS deaths during that

period. So “lifesaving” HAART actually saved the lives of 13% of AIDS patients. That’s much
better than 7%, of course, but not exactly what most people would understand by “lifesaving”.
Consider again costs and benefits: To save the lives of 13% of “AIDS” victims, we apparently
need to spend $21 billion annually. Therefore to save all the victims, we would presumably need
to spend about $160 billion a year.
————————I do apologize if some readers find this rather flippant, tongue-in-cheek commentary offensive.
For my part, I find offensive this propaganda about millions of life-years saved when the reality is
so much less impressive. The article begins by citing expenditures as the reason for calculating
benefits, but then fails to compare costs and savings. As sketched out above, such a comparison
indicates that the savings have been bought at a very steep price; one that society would probably
be reluctant to pay were it given the choice—especially if the information were also provided
about how disproportionate are these expenditures on HIV/AIDS in comparison to funds aimed at
the major causes of death, cancer and heart disease [STOPPING THE HIV/AIDS
BANDWAGON—Part II, 1 February 2008]. Moreover, under the Ryan White Care Act, the
government acts as payer of last resort and “provides some level of care for around 500,000
people a year and, in 2004, provided funds to 2,567 organizations. The Ryan White program also
funds and provides technical assistance to local and state primary medical care providers, support
services, healthcare provider and training programs”
(http://en.wikipedia.org/wiki/Ryan_White#Ryan_White_Care_Act, where the pertinent official
source documents are cited). HIV/AIDS is a unique instance of government-funded socialized
medicine in the United States.
The Walensky et al. article is also technically incompetent and dishonest in several respects, as
will be discussed in a later post.
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HIV/AIDS SCAM: Have antiretroviral drugs saved 3 million life-years?
Posted by hhbauer on Sunday, 6 July 2008
In the previous post [Antiretroviral therapy has SAVED 3 MILLION life-years, 1 July 2008], I
showed that the impression conveyed by “millions” is misleading. The claim actually amounts to
an estimate that HAART has saved, at an annual cost of about $20 billion, only about 13% of
AIDS victims, in other words about 1 in 8, which is hardly what’s implied by the commonly used
description of HAART as “lifesaving”.
I referred also in that earlier post to “dishonesty” in the Walensky et al. article. That charge
reflects the fact that only a by-the-way sentence on the fourth page of the article modifies
drastically the claim, made in the Abstract, of “at least 3.0 million” life-years saved: “Of these,
1,184,851 years have already been realized, and 1,629,041 years are being accrued by current
patients”. The claimed 3 million turns out to be less than 1.2 million! Yet that is once again

fudged or masked by the last sentence of the article: “Ten years after the introduction of potent
combination ART, at least 3 million years of life have been saved in the United States” [emphasis
added]. Counting projected future savings as already in hand might not survive an independent
audit.
Repeating the calculations in the earlier post with the lower figure of 1.2 million of actually
realized savings, we find that there were saved by 2003 not 13% of patients but only 6%, at
expenditure of more than $180,000 per saved life-year, or $12.5 million per life; and our
productivity in GDP terms then represents a measly return of 0.36% on this human capital. Such
are the numbers that Fauci apparently believes to justify current expenditure on HIV/AIDS. One
can be sure, moreover, that the computer model was designed and the calculations made with a
view to presenting as rosy a picture as possible. If this is the best they can come up with, then it’s
time to stop talking about HIV/AIDS as a manageable, chronic but not fatal disease.
Not only is the claimed benefit of treatment much less than impressive, the claim actually lacks
any solid foundation whatsoever. It relies on a computer model that makes a number of
unjustifiable assumptions, and it ignores such central issues as the acknowledged toxicity of the
antiretroviral treatment as well as how the definition of AIDS has changed, and thereby the
health-state of people being treated.
Here is the essence of the Walensky article: “The Cost-Effectiveness of Preventing AIDS
Complications (CEPAC) model was used to estimate per-person survival beneﬁts. CEPAC is a
widely published computer-based state-transition simulation model of HIV disease that
incorporates CD4 cell count; HIV RNA level; ART efficacy; OI incidence, treatment, and
prophylaxis; and other important clinical information [16–18, 21]. “State transition” means that
the model characterizes the progression of disease in an individual patient as a sequence of
transitions from one ‘health state’ to another. . . . In the model, the level of HIV RNA determines
the rate of CD4 cell count decline, and the absolute CD4 cell count governs the monthly risk of
OIs and death”.
One hardly needs to read any further, given that Rodriguez et al. (JAMA 296 [2006], 1498-1506)
found a lack of correlation between “HIV RNA level”—otherwise known as viral load—and the
rate of CD4 decline. This fact alone would be enough to vitiate the model; but there are also no
valid studies of ART efficacy using untreated controls. As to prophylaxis of opportunistic
infections, more is said below.
Walensky et al. considered “6 distinct eras of HIV/AIDS treatment from 1989 to 2003”. But
about 50,000 AIDS deaths had already been reported up to 1989 (CDC 1990), about 35,000 of
those during the AZT monotherapy years of 1987 and 1988. Some (or most or perhaps even all)
of those deaths were caused or hastened by the AZT, and those lost life-years should surely be
subtracted from the savings calculated from 1989 on, since HAART typically incorporates AZT
or an analog of it, albeit at much lower doses than in the monotherapy era. Instead, Walensky et
al. apparently seek to hide AZT toxicity by saying that “we excluded the early beneﬁts of
antiretroviral mono- and dual-drug therapy when survival beneﬁts were more limited”, a fine
illustration of double-speak: “more limited benefits” here stands for “no benefit, just caused
harm”.
The first era commences with “prophylaxis for Pneumocystis jiroveci pneumonia (PCP) starting
in 1989”, ignoring that Michael Callen and Josef Sonnabend had pioneered prophylaxis against
PCP in AIDS victims years earlier. Callen cites data from the Centers for Disease Control and
Prevention that more than 30,000 people had died of PCP by February 1989 even though the
possibility of prophylaxis had been known since 1977. Callen himself had urged Fauci in May

1987 to recommend prophylaxis, but Fauci refused; nearly 17,000 PCP deaths occurred between
May 1987 and February 1989 (pp. 30-31 in Michael Callen, Surviving AIDS, HarperCollins
1990). That is in direct contradiction to the claim that “88% of eligible patients in the pre-ART
era were receiving OI [opportunistic infection, includes PCP] prophylaxis” (Walensky et al.,
p.12). How many of those 30,000 or 17,000 PCP deaths should be subtracted from Walensky’s 3
million — or actually 1.2 million — saved years of life? 30,000 lives lost to PCP, after all,
already represent more than 2 million life-years, and even 17,000 lives amount to over a millionand-a-quarter life-years, either of which would wipe out entirely all the life-years claimed to have
been saved between 1989 and 2003.
Walensky et al. cite an estimate that only 57% of known “HIV-positive” people are receiving
treatment, and they assert that additional life-year-savings would result if more were being
treated. But how many of the non-treated are avoiding antiretroviral drugs by choice? Certainly
among gay men, knowledge of the fearsome “side”-effects of antiretroviral drugs has been
widespread for two decades. Moreover, any reader of the official Treatment Guidelines learns
that “In the era of combination antiretroviral therapy, several large observational studies have
indicated that the risk of several non-AIDS-defining conditions, including cardiovascular
diseases, liver-related events, renal disease, and certain non-AIDS malignancies . . . is greater
than the risk for AIDS”. How then could Walensky et al. legitimately ignore these toxicities, as
they do: “The analysis did not account for later ART-related toxicities that may result in, for
example, cardiac disease or diabetes”. They wave aside the iatrogenic harm from ART even
further by opining that “hyperlipidemia reduces overall life expectancy by ~1 month”. When your
doctor tells you that your cholesterol is too high and that you should begin a lifelong course of
expensive statin drugs — whose deleterious “side” effects also call for regular doses of
Coenzyme Q10, which few doctors will tell you, however —, try responding that you have it on
good authority that the potential benefit of conquering hyperlipidemia is only about 1 month of
extra life. Let me know what your doctor says to that.
————————Noted by Walensky et al. is that “after 1992, ~70% of new AIDS diagnoses were made according
to a CD4 cell count criterion of <200 cells/mm3 alone”. This criterion for an AIDS diagnosis is
unique to the United States, and patients thus diagnosed may display no symptoms of illness.
Thus up to 70% of “AIDS” patients receiving antiretroviral drugs in the United States since 1993
have been clinically healthy when they begin “treatment”. It would then be hardly surprising that
survival rates increased from the years before 1993 when this CD4-count criterion was
introduced, for initially healthy people will surely survive toxic drugs longer than people who are
already ill: “projected per-person survival after an AIDS diagnosis increased from 19 months (1.6
years) in the absence of treatment to 179 months (14.9 years) by 2003, a gain of 160 months (13.3
years)” [emphasis added]. The all-knowing computer model can apparently be sure already in
2003 that patients will survive on average into 2018. But even this projection hardly justifies the
assertion that AIDS is now “a highly treatable chronic condition”, given that even by 2004 — 8
years into the “lifesaving” HAART era — most deaths from “HIV disease” were still occurring
among people around 40 years of age, just as two decades earlier [Table 42, p. 236, in “National
Center for Health Statistics: Health, United States, 2007 with Chartbook on Trends in the Health
of Americans”, Hyattsville, MD, 2007; see “HIV DISEASE” IS NOT AN ILLNESS, 19 March
2008].
Puzzling is the statement that “Mean per-child survival gains for the averted infections ranged
from 60.5 years if the child was born before 1996 (before combination ART) to 45.8 years during

1996-1999, when combination ART was available”. If ART is better, why is the survival gain
from it only ¾ of the earlier survival gain from pre-ART prophylaxis of opportunistic infections?
——————It also remains for me a continuing mystery that so many AIDS researchers, reviewers of
HIV/AIDS manuscripts, and editors of journals that publish this material are so lacking in
elementary numeracy as to pepper their articles with numbers like “832,179 years in ART 3”,
“2,813,892” years saved, and so on. Numbers no less than words should convey meaning. The
only thing conveyed clearly by “2,813,892” is that the writers take computer outputs as
sacrosanct and don’t think about what the numbers mean. Those extra digits are not only
meaningless, they positively distract the reader, making necessary a mental rounding-off to
recognize that the substantive claim is “about 2.8 million”; not many people, after all, are used to
digesting 7-digit numbers and savoring their significance. In the Walensky et al. article, the
mystery of this abusive mathematical incompetence is only deepened by the fact that the authors’
affiliations include departments of epidemiology and biostatistics.
——————Walensky et al. “employed a model-based approach, conducting repeated analyses to explore the
clinical consequences of alternative patient-care-innovation pathways”. The whole article deals
not with actual patients but with “hypothetical patients”. This fulfills the suggestion, reported in a
previous post, that one no longer needs human beings for clinical studies, computers can
conveniently substitute [VIRTUAL HIV/AIDS RESEARCH AND TREATMENT, 17 June
2008]. The most convenient thing about this, of course, is that it’s much easier to get the results
you want from a computer model you have yourself designed than from observations of real
people.
Here’s the point to bear in mind whenever the gurus parade the outputs of their computer models:
A computer model can be guaranteed to mimic reality faithfully only if everything about that
reality is already known in every detail. But if that is so, then one doesn’t need a computer model.
Computer models are experiments carried out on surrogates of reality, surrogates that are
unavoidably simplified and based on assumptions about reality. In the Walensky et al. case, the
model incorporates assumptions about what happens to a person with a given viral load and CD4
count under no treatment, and what happens to individuals with given viral loads and CD4 counts
under a variety of treatment regimens: all of which are based on guesses, because clinical trials
with proper controls have never been carried out to determine properly the parameters needed for
such a model. Moreover, as earlier mentioned, the article by Rodriguez et al. found no correlation
between “viral load” and subsequent decline in CD4 counts. Further, the article ignores the well
established phenomenon of “long-term non-progressors” or “elite controllers”, individuals who
demonstrate that being “HIV-positive” does not necessarily lead to destruction of the immune
system, illness, and death. How could the fates of non-treated “patients” be modeled when this
phenomenon is ignored? When it is not even known what proportion of people are potentially
elite controllers?
The outputs of this model deserve no credence whatsoever. The claim of more than 3 million
saved life-years is utterly bogus. Even were it not bogus, it would reveal the claimed benefits of
antiretroviral therapy to be at best marginal and procured at egregiously excessive cost.
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More HIV/AIDS GIGO (garbage in and out): “HIV” and risk of death
Posted by Henry Bauer on Saturday, 12 July 2008
HAART had supposedly saved at least 3 million years of life by 2003, thereby supposedly
justifying the expenditure of $21 billion in 2006 from federal US government funds alone—how
much more was disbursed or used by charities and other NGOs is not known. On examination,
that claimed 3 million turned out to be 1.2 million: and since these are not lives but life-years,
they represent the lives of perhaps 6% of AIDS victims [Antiretroviral therapy has SAVED 3
MILLION life-years, 1 July 2008;
HIV/AIDS SCAM: Have antiretroviral drugs saved 3 million life-years?, 6 July 2008]. Not so
impressive after a quarter century of research costing >$100 billion.
Another more recently trumpeted claim of benefits from antiretroviral therapy is that the “excess
mortality” ascribed to “HIV” has decreased substantially in the era of HAART (Bhaskaran et al.
for the CASCADE collaboration, “Changes in the risk of death after HIV seroconversion
compared with mortality in the general population”, JAMA 300 [2008]51-59). This article
resembles the older one in its reliance on computer modeling to produce desired results; in
addition, it displays astonishing ignorance of such HIV/AIDS basics as the latent period of 10
years between “infection” and illness; and it deserves a Proxmire Golden Fleece Award for
discovering what was already known.
The methodology is described in laudable detail, which reminded me of the V-P who always got
his requested budget because he submitted it as a computer print-out [Antiretroviral therapy has
SAVED 3 MILLION life-years, 1 July 2008]; how many unqualified fools like me would rush in
when Bhaskaran et al. talk of “the familiar Cox hazard ratio”, “Kaplan-Meier methods”,
“Poisson-based model”, and use of Stata version 10 for the statistical analysis? Yet the weakness
of the whole approach is separate from any possible technical flaws: assertions and assumptions
are made that are demonstrably wrong. [Which is not to deny that specialists might well also
question the applicability of any one or all of those mentioned techniques to this particular task.
Specialists might also want more information than the statement that “The median duration of
follow-up was 6.3 years (range, 1 day to 23.8 years), with 16 344 individuals (99%) having more
than 1 month of follow-up” --- what exactly does “follow-up” mean here? Were not all of these
patients monitored throughout the study?]
Bhaskaran et al. ascribe to antiretroviral drugs the lower mortality in the HAART era compared to
the pre-HAART era. It is at least equally plausible that this reduction in “excess mortality” was
owing to the abandonment of high-dose AZT monotherapy. After all, deaths from AIDS in the
United States about doubled from 1987 to 1990, and increased by more than another 50% from
1990 to 1995, dropping back then to 1987 levels (National Center for Health Statistics, Table 42,
p. 236, in “Health, United States, 2007”; “HIV DISEASE” IS NOT AN ILLNESS, 19 March
2008; http://aras.ab.ca/news.html, June 30, “Disproof of HIV/AIDS Theory”).
Bhaskaran et al. themselves admit—albeit only in by-the-way fashion in concluding comments—
that their analysis is rotten at the core: “it is likely that HIV-infected individuals in our study

differ from the general population in other ways”. Yes indeed! Or rather, it’s not that the studied
group (HIV-positives) is “likely” to differ in multiple ways from the “control” group (HIVnegative general population), it’s a certainty that they do. On the mainstream view of HIV/AIDS,
HIV-positive people have been exposed to health risks that others have not, bespeaking
significant behavioral differences. On my view and that of many others, “HIV-positive” is—like
a fever—an indication that the immune system has reacted against something or other, that HIVpositive people have been exposed to health challenges that HIV-negative people have not. So
differences in mortality between these two groups may have nothing at all to do with “HIV”.
The gross ignorance of HIV/AIDS matters displayed in this article is illustrated by the statement,
also by-the-way in the concluding comments, that “race/ethnicity are also likely to differ among
HIV-infected persons”. How could these authors not know that “HIV” is found disproportionately
among people of African ancestry?
Here is a further illustration of incredible ignorance of HIV/AIDS matters: “Interestingly, we
found that by 2004-2006, the risk of death in the first 5 years following seroconversion was
similar to that of the general population . . . further research will be needed before our finding of
no excess mortality in the first 5 years of infection in 2004-2006 can be generalized beyond those
diagnosed early in infection”.
Almost from the very beginning, one of the salient mysteries about the lentivirus (slow virus)
HIV has been the “latent period” between presumed infection by HIV and the appearance of any
symptoms of illness. That latent period is nowadays agreed to be about 10 years. Therefore there
should be no excess mortality at all for an average of 10 years after infection among people not
being treated with HAART, and of course for much longer if HAART staves off AIDS. Unless,
of course, “HIV” is causing death in symptom-less people, so that deaths from “HIV disease”
during the latent period are deaths without apparent cause. It seems unlikely that such a
phenomenon would long have gone unnoticed. Here is a typical representation of the supposed
progression from infection to illness and death:

The death rate shown during the putative latent period is flat and runs along the baseline.

All this makes the authors’ modest admission that “Our study has some limitations” more than a
little inadequate. The many obvious deficiencies in this article, notably the ignorance of latent
period, reflect unkindly not only on the authors but also on the journal, its editorial procedures,
and the lack of competence or diligence of the “peer reviewers” who presumably were engaged to
comment expertly on whether this deserved to be published. What on earth has happened to
medical “science”? Or was it always so defective in such obvious ways?
As to Golden Fleece Awards, there is the finding that “those exposed through IDU at significantly
higher risk than those exposed through sex between males”. Yes indeed, drugs are not good for
you! But then it has been routine among HIV/AIDS experts to discount the risks of illegal drugs
by comparison to those of “HIV”, to the extent that there are continuing campaigns to provide
drug addicts with fresh, clean, needles; and occasional surprise is expressed that injecting drug
users typically have health problems [COCAINE AND HEROIN AREN’T GOOD FOR YOU!
— a Golden Fleece Award, 13 June 2008]. In the end, do seem to be aware of this: “It is unlikely
that HIV infection is the only factor leading to increased mortality rates among those exposed
through IDU” because of, among other things, “the direct risks of substance abuse”.
No less surprising (to Bhaskaran et al., that is) than the poorer health of drug addicts is the finding
that older people are less able than younger people to stave off health challenges: “Older age at
seroconversion was associated with a higher risk of excess mortality . . . there was a clear
gradient of increasing risk of excess mortality with increasing age at seroconversion”.
In other words, the older you are when you “seroconvert”—become infected, according to
mainstream views, or encounter some sort of health challenge, according to Perth-Group-type
views—the more likely you are to succumb, compared to people of the same age who have not
encountered the same challenge. Who would have thought it?
Yet another finding worthy of attention was that “Females were at consistently lower risk [of
dying] than males”. On the one hand, even most lay people are aware that women have a greater
life expectancy than men (in most countries and in all developed ones). On the other hand, might
not this finding with respect specifically to “HIV-positive” have stimulated some thought among
the authors, whether this means anything specifically with respect to “HIV-positive” as signifying
infection by a virus?
—————————–
Here, as so often, some of what I’ve written might appear to accept that HIV is infectious and
causes illness. That is not so; I am merely pointing out that even on its own terms, the HIV/AIDS
view would still be wrong about the claimed benefits of antiretroviral drugs: there is no evidence
that they prolong life. At best, as Dr. Juliane Sacher has pointed out, they might bring a
temporary benefit by acting as antibiotics, for they certainly are inimical to life.
—————————–
ACKNOWLEDGMENT: I am grateful to Fulano de Tal (a commonly used pseudonym, compare
“John Doe”) who pointed out that an earlier version of this post included speculations based on
US data that are irrelevant here since the CASCADE study includes only European cohorts. I also
added the graph in response to one of “Tal”’s comments, because I was not able to put the graph
into my response.
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Radio exposure of rethinkers’ views
Posted by Henry Bauer on Sunday, 13 July 2008
Michael Ellner arranged a discussion with Earl Caldwell during the Caldwell Chronicles, Friday
11 July.
The show runs from 3 to 5 pm, but the HIV/AIDS discussion began at 3.40 pm, when Earl
Caldwell and Michael Ellner were joined by Rodney Richards, Curtis Cross, and me.
The show is archived at http://archive.wbai.org and is available for download. It’s about 20 MB
and titled 080711_150001caldwellc.MP3
Earl Caldwell is planning a series of shows questioning HIV/AIDS.
——————–
I’ve also been interviewed several times (9 & 18 June, 11 July) by George Whitehurst Berry at
HEARITONLINE, “Crash! Are you ready?”, http://www.hearitonline.com/
Christine Maggiore and I were interviewed by Jeff Farias on 1480 KPHX in Phoenix; 14 MB
MP3 is available at http://aras.ab.ca/index.php, News for June 12.
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SELENIUM: Mainstreamers again follow rethinkers as to dietary supplements
Posted by Henry Bauer on Monday, 14 July 2008
“Anecdotal” reports that “HIV-positive” people experience improved health from dietary
supplements have long been pooh-poohed by the Pooh-Bahs of the HIV/AIDS Establishment.
Periodically, however, mainstream journals publish “scientific” reports that “micronutrients”
improve the health of “HIV-positive” people, see for instance WHAT’S IN A NAME? VITAMIN
THERAPY BAD, MICRONUTRIENT THERAPY GOOD, 16 May 2008; David Rasnick, “The
AIDS ribbon is a noose around the neck of Africa”, at www.dipmat.unipg.it/~mamone/scidem/sci&dem.htm, posted 9 May 2008.
This month, Dr. Barry Hurwitz of the University of Miami reported a placebo-controlled, doubleblind trial of selenium supplements stretching over 9 months and enrolling 262 HIV-positive

people [“Selenium for HIV”, WFTV.com, 1 July 2008]. Selenium controlled or even lowered
viral load, there was a positive dose-response correlation, and selenium also led to higher CD4
counts. According to Hurwitz, “I liken the effect of selenium to a lion tamer in a zoo. . . . What it
tends to do is make viruses more docile and they are less likely to replicate. The effect of
selenium appears to be acting directly on the virus”.
In April, a 5-year study from Tanzania reported that “micronutrient supplements appeared to
decrease the risk of early tuberculosis recurrences among HIV-positive patients”; and there was
“significantly decreased… incidence of peripheral neuropathy, regardless of HIV status”. Details
are in articles by CS Benn et al. and by E Villamor et al. in Journal of Infectious Diseases, vol.
197 [2008], 1487-9 and 1499-1505 respectively (available free online).
Neither of the latter articles, nor the media reports, mentioned the name of Harold D. Foster, who
has been amassing and disseminating information about the benefits of selenium supplements for
AIDS patients (among others). In numerous articles and a book, “What really causes AIDS”
(download available at Foster’s website), Foster brings together a wealth of sources that report a
significant correlation of availability of selenium with a better prognosis for AIDS patients as
well as with a lower frequency of positive HIV tests. A recent concise summary is in “Nutrients
used in AIDS cases offer hope”, Well Being Journal, May/June 2008, 14-19.
Like Linus Pauling and Matthias Rath, Foster is an enthusiast for his cause who may lapse into
over-enthusiasm. His website offers several other books, he considers selenium to offer benefits
also in treating schizophrenia, and he seems in general an advocate of the orthomolecular
approach to medicine. He is therefore readily found guilty by association with unorthodox views;
but his claims are fully documented, often from mainstream sources; and, as noted above,
mainstream researchers who happen to look in similar directions as Foster come to similar
conclusions, albeit they fail to credit him for being there before them.
Foster makes a number of sound arguments against current standard practices in treatment of
AIDS patients, but he accepts the theory that HIV is the cause of AIDS. However, all his data are
equally compatible with the view that selenium is a necessary trace element, that its deficiency
makes people more vulnerable to a range of illnesses and infections, and that remedying the
deficiency makes for generally better health and ability to fight off infections.
Foster’s work is well worth attending to because it is so determinedly EMPIRICAL. One can
learn from the evidence he cites and the sources he references, whether or not one ultimately
draws the same conclusions as he does. Those of us who know that HIV doesn’t cause AIDS can
still recognize the value of providing malnourished people with dietary supplements, and we can
accept comfortably that “AIDS” patients benefit from such treatment, possibly even more than
people who are less ill to begin with.
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Science Studies 101: Why is HIV/AIDS “science” so unreliable?
Posted by Henry Bauer on Friday, 18 July 2008

Recent comments and e-mails reminded me of my career change, about 3 decades ago, from
chemist to science-studies scholar. I had begun to wonder: What is it exactly that has made
science so strikingly reliable?
(This is a long post. If you prefer to read it as a pdf—of course without hyperlinks to some of the
on-line references—here it is: sciencestudies101).
Over the years, teaching chemistry and publishing research in electrochemistry, I had become
increasingly aware that research practices and practitioners differ significantly from the ideal
images that had attracted me (1). My education, like that of most scientists, had been strictly
technical: chemistry, physics, math, biology, statistics. Recreational reading had added some
history of chemistry, which also focused on the technical aspects—progress, discoveries,
breakthroughs. We were not exposed to history, philosophy, or sociology of science in any
meaningful way; nor are most people who study science even nowadays.
Mid-20th century, that lack of exposure to the context and significance of scientific activity was
partly a matter of Zeitgeist, I recognize in hindsight. Philosophy of science was rather in flux.
History of science as a whole was not so different in approach from the history of chemistry I had
read—and perhaps not so different from how history in general was being taught: as milestones
of achievement made by great individuals (largely, of course, men). Sociology of science had
been founded only in the late 1930s. It was the 1960s before historians of science and
philosophers of science began to engage seriously with one another, an engagement illustrated by
Thomas Kuhn’s “The Structure of Scientific Revolutions”. Sociologists of science, too, began to
engage with the historians and philosophers of science.
Following World War II, some scientists and engineers were looking for ways to make their
knowledge an effective influence in public policy. Emblematic of this quest was the Bulletin of
the Atomic Scientists. Starting about 1960, there were founded a variety of free-standing
academic courses, a few research centers, and some organized academic programs under the
rubric of “science and society”. These science-based ventures and the history-philosophy-based
ones soon recognized each other as concerned with the same issues, yet even after a half-century,
no truly integrated multi-disciplinary approach to understanding scientific activity has matured
into an overall consensus (3). There persists a distinct internal division between those whose
backgrounds are in the practice of science and technology and those whose backgrounds are in
the humanities and social sciences (3, 4, 5). But despite differences over modes of interpretation
and what is most worth looking into, there has accumulated a body of agreed facts about
scientific activity. Most important for the present purpose is that many of those facts about
science are at variance with commonplace conventional wisdom. Misconceptions about scientific
activity are pervasive, not least among practicing scientists and medical practitioners.
I was lucky enough to participate in the early days of one of the first programs in the world in
what has become known as “science and technology studies” (STS). At Virginia Tech, we began
with physicists and chemists, economists and sociologists, mathematicians, statisticians, political
scientists, and other as well, telling one another how we thought about science. We scientists
learned to be less sure that our research reveals unchanging, objective, universal facts about the
real world. The humanists and social scientists learned that the physical and biological sciences
uncover facts about the real world that are more trustworthy than the knowledge accessible in
such disciplines as sociology. We learned also how different are the viewpoints and intellectual
values to which we are schooled in the various disciplines: in a sense, the differences are not so
much intellectual as cultural ones (6,7, 8). I learned even more about such cultural differences

between academic fields through having responsibility for the variety of disciplines embraced by
a college of Arts & Sciences (10).
A salient fact is that “the scientific method” is more myth than reality (2, 11). What makes
science relatively reliable is not any protocol or procedure that an individual scientist can follow,
it is the interaction among practitioners as they critique one another’s claims, seek to build on
them, and modify them, under constraints imposed by the concrete results of observations and
experiments. Because individual biases predispose us to interpret the results of those observations
and experiments in congenial ways, the chief safeguard of relative objectivity and reliability is
honest, substantive peer-review by colleagues and competitors. That’s why I was grateful to
“Fulano de Tal” when he pointed to errors in one of my posts: we rethinkers do not have the
benefit of the organized peer-reviewing that is available—ideally speaking—in mainstream
discourse [see Acknowledgment in More HIV/AIDS GIGO (garbage in and out): “HIV” and risk
of death, 12 July 2008].
Because proper peer-review is so vital, conflicts of interest can be ruinously damaging (12, 13).
Recommendations from the Food and Drug Administration or the Centers for Disease Control
and Prevention are too often worthless—worse, they are sometimes positively dangerous (14)—
because in latter days the advisory panels are being filled overwhelmingly with consultants for
drug companies. That’s not generally enough appreciated, despite a large and authoritative
literature on the subject (15-20).
Lacking familiarity with the findings of science studies, scientists are likely to be disastrous as
administrators. It was a Nobel-Prize winner who relaxed the rules on conflicts of interest when he
headed the National Institutes of Health, with quite predictably deplorable consequences (21).
There have been many fine administrators of technical enterprises, but few had been themselves
groundbreaking discoverers. To convince the scientific community of something that’s
remarkable and novel, a scientist must be single-minded, captivated by the idea and willing to
push it to the limit, against all demurrers—very bad qualities in an administrator; the latter ought
to be a good listener, an adept engineer of compromises, an adroit manager able to stick to
principles with an iron hand well masked by a velvet glove.
Those who have the egotism and dogmatic self-confidence to break new ground also need luck to
be on their side, for—as Jack (I. J.) Good likes to point out—geniuses are cranks who happen to
be right, and cranks are geniuses who happen to be wrong: in personal characteristics they are
identical twins (22, 23). This role of luck has important implications: it’s why Nobel-Prize
winners so rarely have comparable repeat successes, and why they should not be automatically
regarded as the most insightful spokespeople on all and sundry matters.
HIV/AIDS vigilantes like to denigrate rethinkers for not having had their hands dirtied by direct
research on the matters they discuss. Historians and sociologists of science, however, know that
some of the most acclaimed breakthroughs were made by disciplinary outsiders, who were not
blinkered and blinded by the contemporary paradigm (24, 25).
Self-styled “skeptics” (26) like to denigrate heterodox views as “pseudo-science” just because
those views are heterodox, ignorant of the fact that there are no general criteria available by
which to judge whether something is “scientific”; and they tend to be also ignorant of the fact that
“scientific” cannot be translated as “true” (2, 27, 28).
Most relevant to the question of the “truth” of scientific knowledge is that science and scientists
tend to occupy something of a pedestal of high prestige in contemporary society; perhaps because

when we think of “science” we also tend to think “Einstein” and other such celebrated innovators.
But nowadays there are a great many run-of-the-mill scientists, and even considerably
incompetent ones: “Science, like the military, has its hordes of privates and non-coms, as well as
its few heroes (from all ranks) and its few field marshals” (29)—which serves to explain, perhaps,
some of the examples of sheer incompetence displayed in HIV/AIDS matters (30). Pertinent here
is the fact that much medical research is carried out by people trained as doctors; training for
physicians’ work is by no means training for research.
——————Those are some of the ways in which the commonplace conventional wisdom is wrong about
science, but there are plenty more (24, 25, 32, 33). Those misconceptions play an important role
in the hold that HIV/AIDS theory continues to have on practitioners, commentators, and
observers, and they need to be pointed out in answer to the natural question often put to
rethinkers: “But how could everyone be so wrong for so long?”
That’s why Part II of my book (31) has the title, “Lessons from History”, with chapters on
“Missteps in modern medical science”, “How science progresses”, and “Research cartels and
knowledge monopolies”. (About research cartels and knowledge monopolies, see also 34, 35).
I’m enormously grateful to Virginia Tobiassen, the fine editor who helped me with the book, not
least for the opportunity to augment the technical Part I with this Part II and the Part III that
recounts the specific details of how HIV/AIDS theory went so wrong.
I’ve come to understand a great deal more since the book came out, among other things that
perhaps the crucial turn on the wrong path came when Peter Duesberg’s rigorously researched
and documented argument against HIV/AIDS theory went without comment, even in face of an
editorial footnote promising such a response (36). Just as virologists ignored Duesberg’s
substantive critiques, so epidemiologists ignored the informed critiques by Gordon Stewart (37)
and immunologists ignored the fully documented questions raised by Robert Root-Bernstein (38);
and just about everyone in mainstream fields ignored John Lauritsen’s insights into data analysis
and his insider’s knowledge of interactions among gay men (39).
Peer review in HIV/AIDS “science” lapsed fatally from the beginning and has not yet recovered.
Thus the only real safeguard of reliability was lost, it sometimes seems irretrievably.
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Antiretroviral treatment benefits? from 3 MILLION to 1.2 million to …!?!
Posted by Henry Bauer on Friday, 18 July 2008
The claim by Walensky et al., triumphantly cited by Anthony Fauci, was that “at least 3 million”
life-years had been saved by antiretroviral drugs since 1989. The fine print, however, noted that
only 1.2 million of those had already been realized, the remainder were expected to be accruing to
currently living HIV/AIDS patients [HIV/AIDS SCAM: Have antiretroviral drugs saved 3 million
life-years?, 6 July 2008]. Now I come across information showing that even this 1.2 million
overstates matters.
The total benefit claimed by Walensky was calculated by them for 6 eras of treatment approach:

Let’s assume PCP prophylaxis yielded savings of only 3.1 months per person in later eras as well
as in the first. Then the savings attributed to it amount to 58,000 years in the 2nd era, 19,000 in
the 3rd, 14,000 in the 4th, 19,000 in the 5th, and 6,000 in the 6th, giving a total (including the
41,000 in the first era) of 157,000 life-years saved through PCP prophylaxis alone.
But how did Walensky et al. decide that PCP prophylaxis had this survival benefit? Their leading
reference regarding PCP prophylaxis is:

“2. Ioannidis JP, Cappelleri JC, Skolnik PR, Lau J, Sacks HS. A metaanalysis of the relative
efficacy and toxicity of Pneumocystis carinii prophylactic regimens. Archives of Internal
Medicine; 156 (1996) 177–88.”
That article analyzed 35 randomized trials. It excluded one of those from mortality considerations
because “mortality data were dominated by the early trial of Fischl et al. (15) in which the
mortality from PCP was 50% and PCP accounted for 29% of all deaths in the placebo group.
When this study was excluded, prophylaxis . . . offered no survival benefit over placebo (risk
ratio 1.00 [95% CI, 0.72 to 1.39]). Similarly, no significant difference was seen in overall
mortality among different prophylactic regimens”.
The Fischl trial was of a cohort of people already diagnosed with Kaposi’s sarcoma; Fischl et al.,
JAMA 259 [1988] 1185-9. Half of those treated with Bactrim prophylaxis had “adverse
reactions”. The authors commented that this drug is known to cause bone-marrow suppression,
which would be enhanced by the antiretroviral then in use, AZT = zidovudine, which has the
same “side”-effect.
In concluding comments, Ioannidis et al. again note the lack of survival benefit: “P carinii
prophylaxis significantly reduced P carinii events and P carinii-related deaths, but there was no
statistically significant reduction in the overall mortality of patients who received prophylaxis”.
Evidently the estimate of benefits of anti-HIV treatment needs to be further reduced below 3
million 1.2 million.
In every form of treatment, what matters to patients is quality of life and a possible reduction in
all-cause mortality: it’s no gain if one dies just as soon or sooner from the drugs than from the
ailment. It is by no means routine, unfortunately, for all-cause mortality to be reported in clinical
trials; that lack is emphasized in Joel Kauffman’s rigorously researched book, Malignant Medical
Myths.
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EXPERTS: Climate change and HIV
Posted by Henry Bauer on Monday, 21 July 2008
I’ve had occasion to remark that under HIV/AIDS theory, HIV makes EVERYTHING worse. So
too, of course, does (human-caused) “global warming”. The latter is now known more frequently
as “climate change”: a useful semantic shift, for “human-caused global warming” denialists are
not obviously wrong, whereas who would dare to be a “climate-change denialist”? Who would
dare deny that climate changes? If it doesn’t get warmer, then it’s bound to get cooler, after all;
there’s the snowball’s chance in hell that things will remain exactly as they are.
The semantic shift from HIV/AIDS to “HIV disease” is similarly useful. It’s far from
immediately obvious that HIV causes AIDS, and it can be embarrassing to be asked for proof that
it does. But no one can deny that some people test “HIV-positive”, and no one could deny that
“HIV-positive” people eventually die.
Anyway, here’s another authoritative prediction from academic gurus:

“Climate change could increase HIV
Climate change will trigger a chain of events that is likely to prompt an increase in HIV rates
worldwide, an expert has warned.
Daniel Tarantola of the University of New South Wales (UNSW) said the disadvantage in
developing countries must be addressed if the world is to prevent a dramatic escalation of the
HIV epidemic as well as other health problems.
‘It was clear soon after the emergence of the HIV epidemic that discrimination, gender inequality
and lack of access to essential services have made some populations more vulnerable than
others,’ Tarantola said Wednesday.
‘Today, additional threats are lurking on the horizon as the global economic situation deteriorates,
food scarcity worsens and climate change begins to affect those who were already dependent on
survival economies,’ Tarantola said.
David Cooper, also of UNSW, said: ‘Science has achieved great strides towards shaping a more
effective response to HIV. Yet research has not succeeded in producing the hoped-for ‘magic
bullets’ of either a cure or a vaccine.’”
Not just global warming and HIV/AIDS, we’re treated to a dose of political correctness as well.
[cr. Hindustan Times, 20 July 2008, from Indo-Asian News Service. Sydney, 1 May 2008]
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Science Studies 102: Burden of proof, HIV/AIDS “science”, pseudo-science
Posted by Henry Bauer on Tuesday, 22 July 2008
For a long time, the central question in philosophy of science was to find objective, specific, and
practically applicable criteria for deciding whether a claim or investigation warrants designation
as “science”; without that, one cannot legitimately class anything as “not science” or “pseudoscience”. Tried and found wanting were notions of “scientific method”, falsifiability,
progressiveness or regressiveness of research programs, as well as other, less well known
attempts. Perhaps the definitive history and debunking of these attempts is by Larry Laudan (1).
Nevertheless, the epithet “pseudo-science” continues to be bandied about in controversies over
such matters as human-caused global warming, psychic phenomena, HIV/AIDS, Loch Ness
monsters—wherever dogmatists are 100% sure of their beliefs, they like to describe the opposing
position as pseudo-science.
The history of such arguments teaches that they are finally settled only by evidence specific to the
particular claims, not by application of abstract notions like scientific method or falsifiability (2);
for no matter how plausible some abstract criterion may seem at first sight, in practice
illustrations of it can be found on both sides of the imagined divide between science and pseudoscience.
Take the matter of burden of proof (3). Defenders of mainstream paradigms like to portray those
who put forward unorthodox claims as saying, “Prove me wrong”, when actually the onus is on
the dissenters to prove their claims right; but in practice, one can find mainstreamers themselves

setting the challenge, “Prove us wrong”, instead of providing the necessary proof that the
mainstream view is sound.
Immanuel Velikovsky’s “Worlds in Collision” had received great public acclaim in the 1950s,
and the Velikovskian cult gained widespread support even among prominent humanists and social
scientists (4), despite the huge implausibility of his claims: that a comet ejected from Jupiter had
nearly collided with Earth and Mars, producing such Biblical events as the parting of the Red Sea
and the fall of Jericho’s walls before settling eventually into its present position as the planet
Venus.
“Throughout Velikovsky’s writing runs the subtly misleading attitude that the onus is on his
critics to prove him wrong. Whenever he states — as he often does — that his case is unshaken
and has not been disproved, the unwary listener or reader is led to expect that some clear disproof
is called for, and that in its absence Velikovsky’s reconstruction stands as plausible or even valid.
But in all fields of knowledge the onus of proof rests on the new proposition” (5).
Yet when it comes to HIV/AIDS, it is the orthodoxy that states, “Prove us wrong”, and that
refuses to accept the onus of proof. Mainstream discourse is salted and peppered with statements
to the effect that “the evidence that HIV causes AIDS is overwhelming” (6), yet the mainstream
has never established, for example:
1. That a positive HIV-test marks the presence of active infection (7).
Whole virions of HIV have never been isolated direct from an HIV-positive individual. Indeed, a
prize of $50,000 awaits anyone who uncovers a scientific publication in which such isolation has
been demonstrated (8).
2. That HIV-positive portends progress to AIDS, and all AIDS patients are HIV-positive.
To the contrary: It has long been known that there are thousands (at least) of “long-term nonprogressors” or “elite controllers”, HIV-positive individuals who have not become ill, some of
them “positive” since the early 1980s. It has also been known since the early 1990s that there are
many clinically diagnosed AIDS patients who have never tested HIV-positive, causing the
mainstream to invent the new condition of “ICL” (9).
3. What mechanism it is by which HIV destroys the immune system (11).
4. What properties a vaccine needs to have to protect against infection (12).
As noted before [Science Studies 101: Why is HIV/AIDS “science” so unreliable?, 18 July 2008],
the repeated publication of mainstream HIV/AIDS claims without adequate proof represents a
failure of peer review that began in the late 1980s when Duesberg’s critiques were ignored. The
initial claim that Gallo had discovered the “probable” viral cause of AIDS became accepted by
default, it was never followed by definitive published proof; a prize of ₤50,000 awaits whoever
produces proof of isolation of virions from AIDS patients (13).
By contrast, HIV/AIDS rethinkers and skeptics have accepted the onus of proof by publishing
positive evidence to the effect that
1. A retrovirus cannot do what HIV is charged with doing (14).
2. Illnesses developing in “AIDS” patients who abuse drugs are specific to the particular drug;
signifying that it is the drug that produces the illness and the frequently positive HIV-test in drug
abusers (15).
3. Kaposi’s sarcoma in gay men in the United States results predominantly from persistent
inhalation of nitrite “poppers” (16).
4. Official data show that the tendency to test HIV-positive has the characteristics of an endemic
physiological property, not of a spreading infection (10).

5. Officially reported deaths from “HIV disease” since 1987 demonstrate that antiretroviral drugs
have had no life-extending effect (17). AIDS patients treated by alternative modalities have lower
mortality than those treated with antiretroviral drugs (18).
6. Officially reported death statistics together with officially reported data on HIV “infection”
demonstrate that the 10-year latent period supposed to intervene between “infection” and illness
does not exist (17).
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PARASITIC WORMS are *NOT* GOOD for you!
Posted by Henry Bauer on Thursday, 24 July 2008
According to HIV/AIDS theory, “HIV” destroys the immune system. One might then reasonably
expect that malnourished individuals, or drug abusers, or people suffering from any illness or
infection, would therefore be more likely to acquire a further infection—like, say, according to
the mainstream view, “HIV”; and they would also be likely have a poorer prognosis for surviving
than people who were not already ill before acquiring the extra burden of disease.
But even such uncontroversial and reasonable expectations need to be nailed down by specific
clinical trials, so there are endless opportunities to qualify for research grants—without having to
entertain a single novel thought. Consequently, “HIV/AIDS researchers” have studied whether
“HIV-positive” African children infested with intestinal worms have a poorer prognosis than
“HIV-positive” African children who are not so infested [ARE INTESTINAL WORMS GOOD
FOR US? ARE THEY GOOD FOR AFRICANS? FOR AFRICAN CHILDREN?, 30 December
2007]. Other “HIV/AIDS researchers” have studied whether “HIV-positive” African children
who have insufficient food have a poorer prognosis than “HIV-positive” African children who are
properly fed [DRUGS OR FOOD?, 25 December 2007; FOOD IS GOOD FOR CHILDREN, 8
January 2008]. Yet other “HIV/AIDS researchers” regaled us with the startling finding that
COCAINE AND HEROIN AREN’T GOOD FOR YOU! [a Golden Fleece Award, 13 June 2008]
—not good for you insofar as HIV/AIDS is concerned, that is, of course: there’s nothing wrong
with those drugs in themselves, in fact one should help users of cocaine and heroin to remain
healthy by providing them with fresh, clean needles (ignoring that a range of studies have shown
“HIV-positive” status to be more common among those NOT sharing needles).
Now Ruth M. Ruprecht* and nine collaborators from several prominent American medical
institutions have confirmed that Schistosomiasis (infection by parasitic worms) makes acquisition
of “HIV-positive” status more likely: “the hypothesis that parasite infection increases an
individual’s susceptibility to HIV-1 has never been prospectively tested in a relevant in vivo
model. . . . Our data provide the first direct evidence that acute schistosomiasis significantly
increases the risk of de novo AIDS virus acquisition, and the magnitude of the effect suggests that

control of helminth infections may be a useful public health intervention to help decrease the
spread of HIV-1” (Chenine* et al., Acute Schistosoma mansoni infection increases susceptibility
to systemic SHIV Clade C infection in Rhesus Macaques after mucosal virus exposure, PLoS
Neglected Tropical Diseases, 2 #7 [2008] e265).
That’s really good to know. Now we have—at last?!—a genuinely scientific reason to help
sufferers from schistosomiasis get rid of the worms. The treatments are quite straightforward and
inexpensive: a couple of days on cheap medications: “Safe and effective drugs are available for
the treatment of schistosomiasis. . . . pills to take for 1-2 days”. After that, we can then begin
treatment with the expensive antiretroviral drugs whose side effects are likely to be no less
debilitating than the symptoms of schistosomiasis.
Of course, as Chenine et al. note, there had been earlier suggestions (Bentwich et al.,
Immunology Today 16 (1995) 187-91; Hotez et al., PLoS Medicine 3 #5 (2006) e102, pp. 57684) that treating schistosomiasis would have corollary benefit in fighting HIV/AIDS; but here is
“the first direct evidence”. (Don’t be put off by the fact that the experiment used a human-made
simian-human virus, or that the experiment was carried out in monkeys. )
Important breakthrough research of this ilk naturally causes the media to take notice: “Parasitic
worms may help fuel AIDS epidemic: study” (Will Dunham, 22 July 2008, Reuters)
http://news.yahoo.com/s/nm/aids_worms_dc;_ylt=Arwdg_f1cAJCXYaGcWq3xzSs0NUE
———–
Lest readers be misled by talk of “HIV” “infection”, above, into assuming that we accept
HIV/AIDS theory, I hasten to add that everything in this breakthrough research is entirely
compatible with our view that “HIV-positive” status is, in the words of Dr. Christian Fiala, like
running a fever. The more severe the health challenge from just about any source, the more likely
it is that one will test “HIV-positive”—if one has TB, or malaria, or has been vaccinated recently
against flu or tetanus, say, to mention just a few of the many possibilities. So humans with
schistosomiasis are more likely than others to become “HIV-positive”; and perhaps that applies in
monkeys as well.
—————————*
Science Studies tidbit:
How could I say “Ruth M. Ruprecht and nine collaborators” and then cite “Chenine et al.”?
There’s a large literature in science studies and the sociology of science about authorship
practices in science. There are interesting variations between disciplines, but in general and in the
beginning, the name of the Big Cheese (BC) always came first. Some BCs, however, displayed an
ostentatious false modesty by always placing their name LAST. But as time went by, the numbers
of authors on scientific articles went beyond a couple or three or four, to nowadays perhaps an
average of ten in medically related matters and dozens in particle physics, so there came into use
a ready device for identifying who the Really Big Cheese (RBC) is: look for the footnote, “To
whom correspondence should be addressed:” Uninformed lay people might imagine that this
would be a secretary, but it’s not, it identifies the RBC.
Also nowadays, especially in medically related fields, one is likely to find a paragraph or two
noting which specific contributions to the reported work were made by which of the co-authors:
had the idea; carried out the experiments; did the statistics; etc. Providing this useful information

came about for bad rather than good reasons: the increasing prevalence of fraudulent publications
led to the idea that all the authors of an article should have read and approved it before
publication and could therefore be held responsible for its honesty. On an embarrassing number
of occasions, co-authors had disclaimed responsibility for fraud in published work by stating that
they were not familiar with various aspects of the study or had not seen the final draft of the
manuscript. That’s how it’s been going in late-20th and early 21st-century science.
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***************************************************************************
Mainstream duffers clutch at Duffy straws: African ancestry and HIV
Posted by Henry Bauer on Saturday, 26 July 2008
Anywhere and everywhere, people of African ancestry test HIV-positive more often than
others—including members of other “minority” groups in the United States, notably Native
Americans and Asians. The dilemma for HIV/AIDS dogmatists is that this well established fact
sits very uneasily with the claim that HIV is chiefly transmitted sexually, through risky and
widely deplored behavior: that conjunction mirrors racist stereotypes about the sexual behavior of
blacks [ANTHONY FAUCI EXPLAINS RACIAL DISPARITIES IN “HIV/AIDS”, 3 June 2008;
RACE and SEXUAL BEHAVIOR: STEREOTYPE vs. FACT, 27 May 2008; HIV/AIDS
THEORY IS INESCAPABLY RACIST, 19 May 2008; SEX, RACE, and “HIV”, 14 May 2008;
RACIAL DISPARITIES IN TESTING “HIV-positive”: IS THERE A NON-RACIST
EXPLANATION?, 4 May 2008; DECONSTRUCTING HIV/AIDS in “SUB-SAHARAN
AFRICA” and “THE CARIBBEAN”, 21 April 2008; HIV: A RACE-DISCRIMINATING
SEXUALLY TRANSMITTED VIRUS!, 16 April 2008; HIV: THE VIRUS THAT
DISCRIMINATES BY RACE, 11 April 2008].
A just-published article seemed to promise delivery from this dilemma (“Duffy antigen receptor .
. . mediates trans-infection of HIV-1 . . . and affects HIV-AIDS susceptibility”, Weijuing He et
al., Cell Host & Microbe 4 [2008] 52-62). The significance and authoritativeness of this
revelation was underscored by the fact that one of the members of the “international team” is
“renowned virologist Robin Weiss” [Sabin Russell, San Francisco Chronicle, 16 July 2008]:
“An international team of AIDS scientists has discovered a gene variant common in blacks that
protects against certain types of malaria but increases susceptibility to HIV infection by 40
percent. Researchers, keen to find some biological clues to explain why people of African descent
are bearing a disproportionate share of the world’s AIDS cases, suspect this subtle genetic trait —
found in 60 percent of American blacks and 90 percent of Africans — might partly explain the
difference. Ten percent of the world’s population lives in Sub-Saharan Africa, but that region
accounts for 70 percent of the men, women and children living with HIV infection today. In the
United States, African Americans make up 12 percent of the population, but account for half of
newly diagnosed HIV infections. ‘The cause of this imbalance is not necessarily driven by
behavior,’ said Phill Wilson, founder of the Black AIDS Institute in Los Angeles. ‘Gay black men
do not engage in riskier behavior than gay white men, for example. African people with this gene
may have a higher vulnerability’. . . .

The researchers compared 814 African American military personal who were HIV negative with
470 who were infected with HIV. Out of this comparison popped the surprising number: A 40
percent higher risk of HIV among those whose genes suppressed the Duffy protein.”
At first sight, I was less than overwhelmed. A 40% increased risk doesn’t seem all that much help
in explaining why African-American men are about 7 times more often “HIV-positive” than
white American men, and African-American women about 21 times more often “HIV-positive”
than white American women; nor that certain countries in sub-Saharan Africa report an “HIVpositive” rate of between 5 and 35% whereas no other region in the world, with the exception of
the Caribbean, reports anything as high even as 1%. Still, HIV/AIDS dogmatists have proven
their ability to explain anything, forget about plausibility; one could easily enough conjure some
amplification effect.
I was impressed, however—though still not quite overwhelmed—by another aspect of this study:
“The researchers also made another remarkable finding — once a person with the African gene
became infected, the same genetic trait appears to prolong survival. One of the Duffy protein’s
natural roles appears to be to ramp up the immune system. It attracts a number of chemical
signals that promote inflammation — a defensive mechanism that normally protects the body, but
lays out a banquet of white blood cells for HIV to infect and destroy. So the same genetic
mutation that raises the risk of HIV infection provides some protection to those who become
infected. Similarly, those who carry the normal Duffy protein may be somewhat shielded from
HIV infection, but once infected may sicken and die sooner without treatment.”
This counter-intuitive claim struck me hard because I had suggested elsewhere on the incongruity
that blacks do in fact survive “HIV disease” to greater ages than members of other races, even as
they are also “infected” by “HIV” to a far greater extent than are members of other races [HOW
TO TEST THEORIES (HIV/AIDS THEORY FLUNKS), 7 January 2008]. I had taken this as
further confirmation of my view that testing “HIV-positive” is an entirely non-specific indication
of an immune-system response and that racial disparities reflect differences in genetic patterns
relevant to immune-system function; now here was a generic explanation that was consistent with
the data AND with the mainstream HIV/AIDS theory!
Admittedly, this explanation of how the Duffy protein could both increase and decrease
susceptibility to “HIV” made my head swim. It ramps up the immune system, that should be
good. But those extra cells whose job it is to defend the body are thereby exposed to the
predations of “HIV”! That fits with the Ho view of frantic rapid turnover, but Ho’s math was
discredited as soon as it was published. The explanation is also reminiscent of attempts to invoke
immune (hyper)- activation or auto-immune reactions to explain how HIV destroys the immune
system—but those had also been found wanting. Just too technically sophisticated for a lay
person to understand. Anyway, wouldn’t this mean that anything that ramps up the immune
system also makes it easier for HIV to destroy it? Beware vaccination! No wonder all attempts to
make an anti-HIV vaccine have failed, indeed have sometimes increased susceptibility!
I was totally confused, so it was some comfort to find that technically sophisticated people could
also find this explanation difficult: “The researchers offer an explanation that they concede is far
from straightforward. ‘If you found the paper plain sailing, most of my students didn’t,’ Dr.
Weiss said.”
Still, that didn’t erase my concern that here was a shred of evidence to support a mainstream
explanation. Fortunately, alleviation came from several sources. Nick Wade in the New York
Times cited certain reservations [17 July 2008; Gene variation may raise risk of H.I.V., study

finds]: “David B. Goldstein, geneticist who studies H.I.V. at Duke University, said that the new
result ‘would be pretty exciting if it holds up’” [emphasis added]; and he remarked that the
techniques used to avoid effects of chance correlation “might not have been adequate”.
The crucial point seems to be that the Duffy gene in question is characteristic of—closely
associated with—African ancestry. The tendency to test “HIV-positive” is also strongly
associated with African ancestry. Therefore the Duffy gene and testing “HIV-positive” will
inevitably show an association, a correlation, whether or not the gene has any causative role as to
“HIV”. It’s the same old correlation-doesn’t-prove-causation fallacy that HIV/AIDS
researchers—and innumerable others too, of course—often commit (for example, about “HIV”
and excess deaths in Africa, see p.194 in The Origin, Persistence and Failings of HIV/AIDS
Theory).
Two blogs concerned with genetics give a full explanation of why the attempts by this
“international team of AIDS scientists” to rule out chance correlation were flawed. Some of the
gene bits (SNPs) used as “tests” were not independent of the Duffy gene; others were poor
discriminators between European and African ancestry, and therefore unsatisfactory for gauging
the proportional ancestry of African Americans; and the choice of SNPs raised the suspicion that
they had initially been looked at for possible correlations with “HIV” and only later for ancestryindicating tests; see “DARC and HIV: a false positive due to population structure?” and “DuffyHIV association: an odd choice of ancestry markers”.
***********************
An HIV-gene claim analogous to the Duffy one was made some years ago about the supposedly
protective properties of CCR5 genes with a particular deletion (∆32), because that is found in
European but not in African populations. But it’s present in only a small proportion of Europeans,
and moreover its distribution varies enormously from north to south. It’s also present to a
negligible extent in North Africa, whereas HIV is as uncommon in North Africa as it is in
Europe.

Novembre J, Galvani AP, Slatkin M (2005) The Geographic Spread of the CCR5 ∆32 HIVResistance Allele. PLoS Biology 3(11): e339 doi:10.1371/journal.pbio.0030339

For comparison, “HIV” rates, with North African countries in bold; “HIV” should increase from
red to pale yellow regions if CCR5delta32 protects against it:
Albania, Algeria, Bosnia/Herzegovina, Bulgaria, Croatia, Cyprus, Czech Republic, Egypt, Libya,
Romania, Slovakia, Slovenia, Turkey <0.2%; Finland, Germany, Hungary, Malta, Morocco,
Norway, Poland, Tunisia 0.1; Denmark, Greece, Iceland, Ireland, Netherlands,
Serbia/Montenegro, Sweden, United Kingdom 0.2; Austria, Belgium 0.3; France, Portugal,
Switzerland 0.4; Italy 0.5, Spain 0.6 (UNAIDS 2006 report on the global AIDS epidemic)
******************
These quite typical episodes illustrate something that science writers and journalists do not
usually know but should know—indeed, that it would be good for everyone to know:
REAL SCIENCE ISN’T NEWS
“Real science”, the stuff that is almost universally regarded as reliable, trustworthy, in fact true, is
not and cannot be the latest, newest “breakthrough”, because it takes time and the critiquing and
testing by other investigators to determine how much validity any new claim has. The real,
reliable science is what’s been around long enough to have been thoroughly tested. Science is
made trustworthy not by any formulaic “scientific method” but by a knowledge filter of the
criticisms and repetitions and modifications and disproofs rendered by other researchers and peer
reviewers.
Those who cover science for the media should learn to be as cautiously suspicious of “scientists”
and “scientific” institutions as they mostly are of politicians, political institutions, business
executives, and corporations. Scientists are no less human than other people, and they are no less
capable of being corrupted by career ambitions and pressures, by “the system”, by taking goodies
“because it doesn’t hurt anyone” “because everybody does it” and “If I didn’t do it, someone else
would”.
Modern-day “Big Science” does not fit the traditional view of a quasi-religious vocation
attracting disinterested truth-seekers who form an intellectual free market in which an invisible
hand safeguards against error; modern-day “Big Science” is an array of bureaucracies that
produce knowledge monopolies and research cartels.
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***************************************************************************
The CASES AGAINST HIV: Strategies for Halting the Bandwagon
Posted by Henry Bauer on Tuesday, 29 July 2008
Rethinkers have written many books and articles and have expounded and argued on many blogs,
e-mail lists, and discussion groups. The great majority of all this has been ANTI the mainstream
assertions: pointing to flaws in mainstream claims; arguing that no retrovirus could do what HIV
is supposed to do; emphasizing that “HIV” has never been isolated and that “HIV” tests have
never been validated; debunking claims as to the purported benefits of antiretroviral drugs; and so
on.

It occurs to me that this mode of arguing AGAINST something has disadvantages both
substantive and rhetorical.
A major substantive disadvantage is that it typically requires much more effort to debunk a claim
than to make the claim in the first place. For instance, articles asserting benefits for antiretroviral
treatments incorporate a large number of assumptions, a variety of mathematical techniques and
elaborate models, and many inadequacies in the data. Explaining what’s questionable in all of
those is an Herculean labor—at the end of which one has only shown that the particular article is
not convincing. That doesn’t do much to shake HIV/AIDS dogma.
A major rhetorical disadvantage of arguing AGAINST something is that one adopts an essentially
defensive posture. Thereby rethinkers allow the mainstream to choose the battlegrounds, the
specific topics, and these also determine to a certain extent the weapons that come to be used.
Bystanders and observers surely note (at least subliminally) that rethinkers are REACTING, and
will assume, naturally enough, that the mainstream has posited a case that seems able to
withstand assaults.
As I continue to look for the potentially most convincing case that HIV/AIDS theory is wrong, I
suggest that there are a number of other possible modes of arguing that might be more effective
than the debunking of detailed aspects of mainstream claims.
1. Make a positive case about HIV and AIDS.
Rather than argue what HIV is not, and what AIDS is not, expound what AIDS IS, and what
“HIV” IS. I don’t mean to say, of course, that rethinkers have not done those things. They have,
in many ways and in many places, but typically late in the discussion and in the context of
debunking mainstream assertions and presenting alternatives. What I have in mind now is an ab
initio story about the several different types of “AIDS” and about what “HIV” is.
2. Enlist the power of laughter.
Emphasize the range of unbelievable things that HIV/AIDS theorists require people to believe:
more breast-feeding leads to less transmission of “HIV”; married women are more at risk of
incurring a sexually transmitted infection than are single women, even prostitutes; “HIV” is
spread by quite different mechanisms in different regions of the world; those who share needles
are less frequently HIV-positive than those who do not share needles; and so on.
There will always be room, of course, for criticizing mainstream claims that are not obviously
and absurdly unbelievable, but I suggest that here too one can distinguish more than one mode
(points 3 and 4 below):
3. Point to essential things that are absent from the mainstream case.
We have no electron micrographs of authentic virions of “HIV” extracted direct from AIDS
victims or HIV-positive people.
We don’t know how “HIV” destroys the immune system.
We have been unable to discover what properties an anti-HIV vaccine would need to have.

4. Flaws in mainstream claims.
This category includes the mass of material that I described as the outset, and that—it now seems
to me— is a less potentially convincing mode of arguing than the first three. One need only read
some of the to-and-fro on those blogs in which rethinkers and mainstreamers have at one another,
or the lengthy exchange in the on-line British Medical Journal, to recognize that arguing over
those particular points cannot bring resolution, because the evidence on those particular matters
permits of opposing interpretations—not equally plausible ones, admittedly, but we need final
and conclusive evidence, not high or low plausibility.
I chose to moderate this blog in hopes of keeping strictly to substantive issues, and the occasional
interventions from mainstreamers illustrate the point I’m trying to make. The questions, whether
HAART benefits or doesn’t, and if it does benefit then to what extent, and how to factor in toxic
“side”-effects, are sufficiently complex that no agreement is going to be possible when people
approach the questions with fundamentally opposed preconceptions; see, for example, More
HIV/AIDS GIGO (garbage in and out): “HIV” and risk of death, 12 July 2008.
“Fulano/Mengano de Tal” (a. k. a. John/What’sis-name Doe) and I had some further private
exchanges about claimed HAART benefits and the particular article that I had originally
criticized, until I suggested that we should rather discuss first the more basic issue: Does/do
he/she/they agree that the cumulative record of HIV tests in the United States, surveyed and
analyzed in my book, demonstrates that what is being detected is not a contagious or infectious
thing? If he/she/they does/do not agree, why not?
I have heard no more.
An ad hominem review of my book by one of the AIDStruth vigilantes was soon withdrawn again
from amazon.com.
The only mainstream journal to review the book noted that it “can be used as a mirror for some of
the major failings of HIV epidemiology during the first quarter century of its existence . . . HIV/
AIDS researchers and health workers . . . should take a hard look at the weak quality of evidence
supporting the views of HIV propagation appearing in their pages . . . richly documented . . .
asking good questions and . . . detailing how ‘competent and qualified people who questioned the
orthodoxy have been largely excluded from the leading journals’ . . . and, consequently, the
media . . . Readers should ask the HIV/AIDS establishment, especially the health agencies
entrusted with monitoring and intervening in HIV epidemics, why they have settled for evidence
from a lesser god when the stakes for getting the picture right are so high. Bauer, Epstein and
Chin ought to be thanked for providing us with such a (regretfully unflattering) mirror. Our task
ought to be to recognize the serious weaknesses in the available evidence and to insist on rigorous
studies that can supply the strong, direct evidence needed for epidemiologic validity”. (The
review also had some criticisms, of course, to which I responded in a letter published by the
journal).
The mainstream’s strategy evidently is to ignore wherever possible any positive cases made for
rethinking. Where they cannot ignore, as with Celia Farber’s article in Harper’s, they respond
with character assassination and undocumented counter-arguments. They simply cannot answer
such positive cases as those raised by the death of Joyce Ann Hafford or the epidemiology of
“HIV” tests in the United States.
*************************

The four points set out above represent scientific or intellectual cases against HIV. There are also
cases to be made against HIV on grounds of human costs, both individual and social ones. These
human costs might be called “collateral damage” from the mainstream’s paradigmatic war against
HIV/AIDS.
5. The individual human case against HIV/AIDS is what an “HIV-positive” diagnosis does to the
person concerned—psychologically via the nocebo effect as well as physically if the individual
accepts antiretroviral treatment.
6. The social case against HIV/AIDS has two parts:
(a) What the individual’s plight does to others: family, friends, groups.
(b) The enormous amounts of mis-spent money, which dwarf expenditures on much more
widespread health-care deficiencies in both the developed and the developing regions of the
world—things like cancer or heart disease in the former, malnutrition or malaria or TB (and
more) in the latter.
There is yet another human cost which, just like most of the claimed benefits of antiretroviral
treatment [HIV/AIDS SCAM: Have antiretroviral drugs saved 3 million life-years?, 6 July 2008],
has not yet accrued and is yet to be experienced:
7. The frightful burdens of guilt and remorse that will be the lot of “AIDS activists” and AIDS
organizations and HIV/AIDS researchers when finally they have to cope with the realization that
they have horribly hurt innumerable people. That the mainstreamers and their groupies have done
harm unwittingly, unknowingly, sometimes only indirectly, will be no source of comfort to them.
Posted in HIV absurdities, HIV does not cause AIDS, HIV skepticism, HIV tests | Tagged:
AIDStruth, HIV/AIDS dissidents, rethinking strategies, stopping the HIV/AIDS bandwagon,
toppling the HIV/AIDS paradigm
***************************************************************************
Those reporters, and the copy editors, and the editors…
Posted by Henry Bauer on Wednesday, 30 July 2008
“Australia’s HIV rates rising”, by Tamara McLean; July 30, 2008
“AUSTRALIA’S rising HIV rates have come under the spotlight in a UN report that shows the
disease is generally stabilising worldwide. . . .The UNAIDS report names Australia alongside
Papua New Guinea, Indonesia, China, Britain and most of Africa, as nations in which HIV
infections are on the rise. . . . The report, issued ahead of the 17th International AIDS Conference,
opening in Mexico City on Sunday, said there were 33 million people living with HIV last year,
compared with 32.7 million in 2006. . . . Mortality from AIDS last year was around two million,
about 200,000 deaths fewer than in 2005. The authors credited the widening distribution of
immune-suppressing drugs for the decline” [emphasis added].
I just can’t wait to see the actual report, it would be too delicious if that’s what it really says. As it
is, this does little credit to folks at The Australian.
Posted in uncritical media | Tagged: immune-suppressing drugs, Tamara McLean, The Australian

***************************************************************************
Dr. Frankenstein turns to CCR5
Posted by Henry Bauer on Thursday, 31 July 2008
It was once imagined that Europeans are protected from “HIV” by the CCR5∆32 gene (CCR5
with deletion 32). However, comparison of the geographic distributions of CCR5∆32 and of
“HIV” disproves that suggestion [Mainstream duffers clutch at Duffy straws: African ancestry
and HIV, 26 July 2008]. No sooner had we posted that information than HIV/AIDS “researchers”
publish a brilliant scheme for mimicking the ∆32 deletion via genetic engineering, as “an
attractive approach for the treatment of HIV-1 infection”:

“Homozygosity for the naturally occurring 32 deletion in the HIV co-receptor CCR5 confers
resistance to HIV-1 infection. We generated an HIV-resistant genotype de novo using engineered
zinc-finger nucleases (ZFNs) to disrupt endogenous CCR5. Transient expression of CCR5 ZFNs
permanently and specifically disrupted 50% of CCR5 alleles in a pool of primary human CD4+ T
cells. Genetic disruption of CCR5 provided robust, stable and heritable protection against HIV-1
infection in vitro and in vivo . . . . HIV-1-infected mice engrafted with ZFN-modified CD4+ T
cells had lower viral loads and higher CD4+ T-cell counts than mice engrafted with wild-type
CD4+ T cells, consistent with the potential to reconstitute immune function in individuals with
HIV/AIDS by maintenance of an HIV-resistant CD4+ T-cell population. Thus adoptive transfer
of ex vivo expanded CCR5 ZFN–modified autologous CD4+ T cells in HIV patients is an
attractive approach for the treatment of HIV-1 infection” (Perez et al. [23 authors,
correspondence to C. H. June], “Establishment of HIV-1 resistance in CD4+ T cells by genome
editing using zinc-finger nucleases”, Nature Biotechnology 26 [2008] 808-16).
This brings out in force the Luddite that has been growing in me, fertilized by the copious manure
that emanates non-stop from the drug industry and its academic henchpeople. (Luddites are
named after the machine-destroying protesters in 19th-century Birmingham whose jobs were lost
to mechanization during the Industrial Revolution. It’s come to be applied to antagonism against
things that are widely applauded as scientific or technological “improvements” or “advances”.)
There are at least two immediately obvious things very wrong with this sort of anti-HIV
approach, irrespective whether HIV has anything to do with AIDS. First, gene therapy remains an
idea, not a reality—moreover, an idea whose time has passed because its basis has been found to
be incorrect. Second, does not the CCR5 gene perform any functions apart from its possible
connection to “HIV”? What are those functions? What happens to them if CCR5 is disrupted in a
manner that natural selection (or the Creator, makes no difference) never invented or intended?
The idea of gene therapy stemmed from the initial interpretations of DNA as the carrier of
hereditary information. It was thought at first that specific sequences of DNA form distinct and
separate genes, individual units of hereditary information, each of them responsible only for the
production of one particular protein. That has turned out to be not the case. Genomes are dynamic
systems and not linear arrays of fixed genes. At various times, different sub-units of what are still
called “genes” work together with sub-units of other “genes” to generate the proteins needed at
any given time and place. The sophistication of these precisely scheduled interactions is such that
genomes can produce many more proteins than they have “genes”: humans have fewer “genes”
than corn and only 25% more than flatworms, even though humans are somewhat more complex

creatures; see the fairly recent review by Ast, “The alternative genome”, Scientific American,
April 2005, 58-65.
Given that current understanding, any notion of replacing a “defective gene” with a non-defective
one presupposes that we know everything about which bits of which genes are needed for what,
and at which times, in the development and life of the organism. Our knowledge is very far from
that.
Official websites describe the problems quite well:
“Although gene therapy is a promising treatment option for a number of diseases (including
inherited disorders, some types of cancer, and certain viral infections), the technique remains
risky and is still under study to make sure that it will be safe and effective. Gene therapy is
currently only being tested for the treatment of diseases that have no other cures” [published 18
July 2008]
“The Food and Drug Administration (FDA) has not yet approved any human gene therapy . . . .
Current gene therapy is experimental and has not proven very successful in clinical trials. Little
progress has been made since the first gene therapy clinical trial began in 1990. In 1999, gene
therapy suffered a major setback with the death of 18-year-old Jesse Gelsinger. . . . [who] died
from multiple organ failures 4 days after starting the treatment. . . . Another major blow came in
January 2003, when the FDA placed a temporary halt on all gene therapy trials using retroviral
vectors in blood stem cells. . . . after . . . a second child treated in a French gene therapy trial had
developed a leukemia-like condition. . . . Before gene therapy can become a permanent cure for
any condition, the therapeutic DNA introduced into target cells must remain functional and the
cells containing the therapeutic DNA must be long-lived and stable. Problems with integrating
therapeutic DNA into the genome and the rapidly dividing nature of many cells prevent gene
therapy from achieving any long-term benefits. Patients will have to undergo multiple rounds of
gene therapy. . . . Anytime a foreign object is introduced into human tissues, the immune system
is designed to attack the invader. The risk of stimulating the immune system in a way that reduces
gene therapy effectiveness is always a potential risk. Furthermore, the immune system’s enhanced
response to invaders it has seen before makes it difficult for gene therapy to be repeated in
patients. . . . Viruses, while the carrier of choice in most gene therapy studies, present a variety of
potential problems to the patient—toxicity, immune and inflammatory responses, and gene
control and targeting issues. In addition, there is always the fear that the viral vector, once inside
the patient, may recover its ability to cause disease. . . . Conditions or disorders that arise from
mutations in a single gene are the best candidates for gene therapy. Unfortunately, some the most
commonly occurring disorders, such as heart disease, high blood pressure, Alzheimer’s disease,
arthritis, and diabetes, are caused by the combined effects of variations in many genes. Multigene
or multifactorial disorders such as these would be especially difficult to treat effectively using
gene therapy. . . .” [last modified 13 May].
Perez et al. ingeniously avoided some of those problems, but the basic lack of knowledge
remains. The disruption of CCR5 also disrupted the genome at other sites, chiefly at the
neighboring CCR2: “Loss of CCR2 in CD4+ T cells is predicted to be well tolerated as CCR2-/mice display phenotypes that are not disabling . . . . Mutant alleles of CCR2 have been correlated
with delayed progression to AIDS in HIV-infected individuals, although no influence on the
incidence of HIV-1 infection was observed . . . . Thus, parallel mutation of a small proportion of
CCR2 in CD4+ T cells ex vivo is unlikely to be deleterious . . . . ”; and there was also disruption
at “an intron of ABLIM2 on chromosome 4”. “Thus, except for CCR2 (5.39%), and rare

(~1/20,000) events at ABLIM2, all the remaining sites showed no evidence of . . . [disruption],
given a threshold level of detection of ~1 in 10,000 sequences”.
In other words, the engineering of the CCR5 gene is not 100% specific, other parts of the genome
are affected. That no deleterious “side”-effects were observed in the experimental mice is hardly
persuasive that the procedure could do in human beings only the one thing we want done and
nothing else. Above all, Perez et al. say nothing about why CCR5 exists at all, what functions
natural selection intended for it, and whether the CCR5∆32 that supposedly protects against
“HIV”—but doesn’t, according to epidemiological comparisons—is associated with any
undesirable conditions.
So, I suggest, Perez et al. are tinkering with things they don’t understand and that are better left
alone, hence my reference to Dr. Frankenstein. Incidentally: if you think “Frankenstein” was
written by Mary Wollstonecraft Shelley, you should read John Lauritsen’s “The Man Who Wrote
Frankenstein”, an illustration that it’s not only in medical science that the mainstream consensus
can be wrong for long periods of time. The dogma that the Clovis people were the first Americans
was maintained for more than half-a-century in the face of contradicting evidence as well as the
implausibility of the idea that the earliest discovered habitation sites would correspond with the
earliest actual sites. Back to literary scholarship: it is also not the case that William Shakspere of
Stratford-on-Avon wrote Shakespeare’s works, see Diana Price, “Shakespeare’s Unorthodox
Biography: New Evidence of an Authorship Problem” ).
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***************************************************************************
The THREAT FROM TIJUANA
Posted by Henry Bauer on Sunday, 3 August 2008
No matter how often it’s pointed out that predicted HIV/AIDS epidemics never happened,
HIV/AIDS “researchers” and “activists” keep beating the same fear-mongering drum (pp. 114-7
in “The Origin, Persistence and Failings of HIV/AIDS Theory”). James Chin, long-time
epidemiologist for the World Health Organization, debunked in his book, “The AIDS Pandemic”,
the notion of HIV/AIDS spreading out of its original risk groups. Kevin De Cock, chief
HIV/AIDS honcho at the World Health Organization admitted that a lesson of these last 25 years
is that the “HIV/AIDS epidemic” has not and will not spread outside its original borders, namely,
“epidemics” among heterosexuals in sub-Saharan Africa and the Caribbean and among gay men
and drug abusers everywhere else [WHO SAYS that WE’VE BEEN VERY WRONG about HIV
and AIDS? (Clue: WHO = World Health Organization), 10 June 2008].
Such facts are taboo at the 17th International AIDS Conference in Mexico City and for reporters
covering the antics of the 25,000 attendees. Instead, what’s “news” is, for instance, that

“Tijuana’s AIDS Epidemic Is a Binational Threat” [Ceci Connolly, Washington Post, August 1,
2008; A10].
“TIJUANA, Mexico — . . . The percentage of people living with HIV-AIDS in Mexico is half
that of the United States and one-third that of Guatemala, El Salvador and Panama . . .. But in
Tijuana, a chaotic border city of 1.5 million people, the HIV infection rate is nearly triple the
national average, and it has been rising steadily for more than a decade. Today, about one in 125
adults in the city is infected with the virus that causes AIDS. And with Mexico’s border cities
serving as funnels for workers and goods traversing the two countries, Tijuana’s AIDS crisis
poses a direct threat to the United States.
‘I call HIV the uninvited hitchhiker,’ said Steffanie Strathdee, a leading AIDS researcher at the
University of California’s Division of International Health and Cross-Cultural Medicine. A
survey by university researchers found that 64 percent of 116 HIV-positive Tijuana residents
crossed into the United States at least once a month. Nearly half of men having sex with men in
Tijuana and 75 percent of those in San Diego reported having partners across the border. And of
1,000 prostitutes interviewed in Tijuana, 69 percent had U.S. clients who crossed the border for
their services.
Tijuana is the front line of Mexico’s war against AIDS — and [Angel] Cabrera is an unlikely foot
soldier. A former drug addict with an old bullet wound in the back, he now spends his days and
many nights distributing condoms and clean needles to almost anyone who will take them. He
argues that needle exchange, like condoms, is a public health strategy. ‘We are not giving
needles to people who are not drug users. We’re giving needles to people who are already using
those drugs,’ he said in an interview. ‘This is a way to avoid HIV infections.’ . . . As an 8-yearold in Mexico City, he sniffed glue . . . . Glue led to marijuana, then cocaine and finally heroin.
He would live for a stretch in Tijuana, then sneak into the United States. He sold drugs to
American tourists . . . . At his most desperate, he sold his body to men for sex. For 25 years,
Cabrera engaged in every type of high-risk behavior. Only a life-threatening case of tuberculosis
motivated him to quit and take a job in rehab. By his own admission, it is a near-miracle that he is
not infected with HIV. Cabrera’s former cross-border existence mirrors the lives of many here
who shuttle back and forth for financial, cultural and legal reasons. In 2007, U.S. Customs and
Border Protection counted 38 million legal border crossings from Tijuana into California. Often,
the virus that causes AIDS moves with them. . .
‘It’s really deportation that’s driving the epidemic,’ said Strathdee, who has documented
significantly higher HIV rates in deported drug users.”
Let’s think about this.
Angel practiced every HIV/AIDS-risky behavior for 25 years without becoming “HIV-positive”.
“Many” of those in Tijuana “mirror” his behavior—and there’s no reason to assume that they do
so only now, that Angel was the only one doing this sort of thing during the past 25 years.
So doesn’t it seem even more miraculous that the “HIV infection” rate is only 1/125 = 0.8%?!
What inconceivable things must those sub-Saharan Africans be doing, where rates are as high as
30% and more, that Angel and his ilk have not been doing?
What about the scary statistics that this 0.8% rate in Tijuana is nearly 3 times the Mexico
average? Which is only half that in the USA, and one-third of that in some countries to the south?
Well, Tijuana is more like those countries to the south. Maybe in part because there are a lot of
people there from the south, just waiting for a chance to cross into the United States?

Tijuana is only about 1/3 more “infected” than the United States as a whole. And there’s no
reason to assume that it hasn’t been like that for many years, is there? So where’s the threat?
There are no AIDS epidemics in the United States, in Mexico, or in any other countries in Latin
America. The differences in “infection” rates between Mexico’s 0.3% and the United States 0.6%
and the others’ 0.7, 0.9, and 1.1% are hardly anything to make a fuss about. After all, middleaged people test HIV-positive 10 times as often as teenagers do, and more than twice as often as
people in their twenties [Table E in “HIV DISEASE” IS NOT AN ILLNESS, 19 March 2008];
and there are even greater differences between people of different races. How much of the small
differences between 0.3, 0.6, 0.7, 0.9, and 1.1% can be explained adequately by differences in
those demographic parameters?
After all, the national average “HIV-positive” rate in the United States is 0.6% but in its national
capital, Washington (DC), it is 5% (District of Columbia HIV/AIDS Epidemiology Annual
Report, 2007 ). Obviously, Washington is a far greater threat to the United States than is Tijuana
(some might say, not only in terms of HIV ).
As to “significantly higher HIV rates in deported drug users”, is “Steffanie Strathdee, a leading
AIDS researcher” really unaware of the fact that drug abusers always test HIV-positive as often
as do TB patients, and that they can become “HIV-negative” when they stop using?
“Reporting for this article was supported by the Project for International Health Journalism
Fellowship, a part of the Henry J. Kaiser Family Foundation’s Media Fellowships Program” . . . .
But the reporting was evidently not supported by knowledge about “HIV” rates in various
countries, nor about “HIV” and drug abuse, nor that there have been no AIDS epidemics in Latin
America.
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The EXPERT SPEAKS about AIDS and sexual behavior
Posted by Henry Bauer on Wednesday, 6 August 2008
I hope this won’t seem inappropriate here.
On the morning news I heard a news report from the 17th International AIDS Conference that
brought me up short, wondering whether I could have heard incorrectly.
An expert was saying that the only way to stop AIDS in Africa was for Africans to learn that they
had to control and change their sexual behavior.
The expert was former US President Bill Clinton.
He should certainly know quite a lot about that.
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***************************************************************************
NEVIRAPINE, TB, and HIV/AIDS
Posted by Henry Bauer on Wednesday, 6 August 2008
“TB hampers HIV treatment — study
Patients being treated for tuberculosis (TB) may not get the full benefits from HIV therapy,
researchers say. Nevirapine — a cheap antiretroviral drug used to treat HIV in developing
countries — did not work as well in patients also on TB treatment. . . . Around 40% of HIV
patients in the South African study were also treated for TB. . . . Nevirapine is a common choice
because of its cost and can be used in women of child-bearing age.”
That TB patients test HIV-positive at a very high rate has been known for a long time, from data
gathered in the United States:

Are TB patients particularly promiscuous sexually, or incessantly sharing infected needles for
drug abuse? [IS TUBERCULOSIS AN APHRODISIAC?, 4 January 2008] Or is it that HIV tests,
which react “positive” on a wide range of conditions, are particularly prone to test positive in the
presence of TB? Surely the latter interpretation is much the more plausible.
As to the benefits of nevirapine and its utility in pregnant women, read Celia Farber’s “Out of
Control” [Harper’s magazine, March 2006]: a pregnant woman taking nevirapine in a clinical trial
died thereby; and the main initial trial of the drug in Africa had been so flawed that the claims
based on it should have been disregarded.
Nevirapine is a known cause of liver disease, sometimes fatal, as well as of other potentially fatal
“side”-effects. The following quotes are taken from the January 2008 revision of the official
HIV/AIDS treatment guidelines:
“Nevirapine may be used as an alternative to efavirenz for the initial NNRTI-based regimen in
women with pretreatment CD4 counts <250 cells/mm3 or in men with pretreatment CD4 counts
<400 cells/mm3 (BII). Symptomatic and sometimes serious or life-threatening hepatic events
have been observed with much greater frequency in women with pretreatment CD4 counts
>250/mm3 and in men with pretreatment CD4 counts >400/mm3. Nevirapine thus should be
initiated in these patients only if the benefit clearly outweighs the risk. Close monitoring for
elevated liver enzymes and skin rash should be undertaken for all patients during the first 18
weeks of nevirapine therapy. . . . nevirapine was associated with greater toxicity (see below) and
did not meet criteria for non-inferiority compared with efavirenz. . . . Two deaths were attributed
to nevirapine use. One resulted from fulminant hepatitis and one from staphylococcal sepsis as a
complication of Stevens-Johnson syndrome (pp. 18-19).”
“Serious hepatic events have been observed when nevirapine was initiated in treatment-naïve
patients. These events generally occur within the first few weeks of treatment. In addition to
experiencing elevated serum transaminases, approximately half of the patients also develop skin
rash, with or without fever or flu-like symptoms. . . . A 12-fold higher incidence of symptomatic
hepatic events was seen in women (including pregnant women) with CD4 counts >250 cells/mm3
at the time of nevirapine initiation . . . . Most of these patients had no identifiable underlying
hepatic abnormalities. In some cases, hepatic injuries continued to progress despite
discontinuation of nevirapine [129, 131]. . . . More detailed recommendations on the management

of nevirapine-associated hepatic events can be found in Table 18a [whose heading is, ‘Potentially
Life-Threatening and Serious Adverse Events’] (p. 19).”
“female patients seem to have a higher propensity of developing Stevens-Johnson syndrome and
symptomatic hepatic events from nevirapine (p.29).”
“Because nevirapine is an inducer of the drug-metabolizing hepatic enzymes, administration of
full therapeutic doses of nevirapine without a 2-week, low-dose escalation phase will result in
excess plasma drug levels and potentially increase the risk for toxicity (p. 41).”
“. . . . Hepatic failure and death have been reported among a small number of pregnant patients
(p. 48).”
“DISADVANTAGES (Table 9):
• Higher incidence of rash than with other NNRTIs, including rare but serious hypersensitivity
reactions (Stevens-Johnson syndrome or toxic epidermal necrolysis)
• Higher incidence of hepatotoxicity than with other NNRTIs, including serious and even fatal
cases of hepatic necrosis”
There is also a “Black Box Warning” for nevirapine (Table 20, p. 86):
“• Severe, life-threatening, and in some cases fatal hepatotoxicity, including fulminant and
cholestatic hepatitis, hepatic necrosis, and hepatic failure, has been reported. Patients may present
with nonspecific prodromes of hepatitis and progress to hepatic failure.
• Women with CD4 counts >250 cells/mm3, including pregnant women receiving chronic
treatment for HIV infection, are at considerably higher risk of hepatotoxicities.
• Severe, life-threatening, and even fatal skin reactions, including Stevens-Johnson syndrome,
toxic epidermal necrolysis, and hypersensitivity reactions characterized by rash, constitutional
findings, and organ dysfunction have occurred with nevirapine treatment.
• Patients should be monitored intensively during the first 18 weeks of nevirapine therapy to
detect potentially life-threatening hepatotoxicity or skin reactions.
• A 14-day lead-in period with nevirapine 200 mg daily must be followed strictly.
• Nevirapine should not be restarted after severe hepatic, skin, or hypersensitivity reactions”
“Nevirapine has also been shown in animal studies to cause cancer: “hepatocellular adenomas
and carcinomas in mice and rats” (Table 26).”
THAT’s the drug that HIV/AIDS experts describe as “can be used in women of child-bearing
age”.
THAT’s the drug widely used in Africa to supposedly protect newborn babies from their “HIVpositive” mothers.
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NEVIRAPINE — P.S.
Posted by Henry Bauer on Wednesday, 6 August 2008
No sooner had we posted about the toxicity of nevirapine than it was featured in another story:
“Stanford Study Finds HIV Drug Can Persist in Mothers’ Milk, Increasing Risk to Them and
Their Babies” (SOURCE: Stanford University Medical Center)

“STANFORD, Calif., Aug 05, 2008 (BUSINESS WIRE) — A drug commonly used in the
developing world to prevent transmission of HIV from mother to child persists in the breast milk
and blood of the mothers, putting them and their babies at risk for developing drug-resistant
strains of the virus, according to researchers at the Stanford University School of Medicine”
[emphasis added].
Over and over again, HIV/AIDS researchers show that the only thing they care about is THE
VIRUS.
God forbid that THE VIRUS should escape our drugs! If we have to ruin the livers of mothers
and babies in order to kill the virus—well, that’s unavoidable collateral damage. What’s
intolerable is that the drugs should be so ineffective as to allow mutant strains of THE VIRUS to
evolve.
“The researchers found that the drug, nevirapine, stays in the blood and breast milk of the
infected mothers for at least two weeks. During that time, the virus has ample opportunity to
transform itself into drug-resistant strains of HIV, the human immunodeficiency virus that causes
AIDS, which can be very difficult to treat.”
What about the hepatotoxicity? What happens to the livers of those newborns during those two
weeks?
“In the short term, nevirapine is better than nothing,” said David Katzenstein, MD, professor of
infectious diseases and principal investigator of the study. [Some might argue, on rather solid
grounds, that “nothing”---doing nothing--- would actually be much better than nevirapine.] “But
in the long term, I’m concerned about conferring resistance. If you’re talking about resistance on
a broad scale, it could jeopardize future treatment for mothers and infants” [assuming, of course,
that in the meantime they haven’t succumbed to liver failure or other “side”-effects of
antiretroviral drugs].
“Seble Kassaye, MD, instructor in infectious diseases and first author of the study, will present
the results Aug. 5 at the International AIDS Conference in Mexico City”
where many other studies will also be presented in which THE VIRUS is the focus, not the
quality of life of people who happen to test “HIV-positive”.
As is characteristic of the HIV/AIDS scene, facts are ignored in favor of shibboleths and myths:
“Sixty-five percent [of the mothers] had drug-resistant strains in their breast milk as well, with the
potential to pass this on to their babies through breastfeeding, a common mode of viral
transmission”.
But study after study has shown that the more there is breast-feeding, the LESS likely that the
baby becomes “HIV-positive” [MORE HIV, LESS INFECTION: THE BREASTFEEDING
CONUNDRUM, 21 November; HIV and BREASTFEEDING AGAIN, 13 February 2008].
“Last year, 420,000 babies were born HIV-positive, the large majority of them to HIV-infected
mothers in sub-Saharan Africa, according to figures from the United Nations Joint Programme on
HIV/AIDS. The centerpiece of public health programs in the developing world to stop mother-tochild transmission of HIV are both zidovudine (AZT) and nevirapine, which have been used as
preventive tools in nearly 900,000 women and infants worldwide”.
Several of my posts have addressed the question, how can the HIV/AIDS bandwagon be stopped?
[HOW CAN THE HIV/AIDS BANDWAGON BE STOPPED?, 27 January 2008; STOPPING
THE HIV/AIDS BANDWAGON—-Part II, 1 February 2008; A SMALL HITCH IN THE

BANDWAGON?, 29 May 2008; The CASES AGAINST HIV: Strategies for Halting the
Bandwagon, 29 July 2008].
Here’s one unpleasant possibility. AZT and nevirapine continue to be administered to increasing
numbers of African women and babies. Over time, the liver damage to mothers and babies and
life-long mitochondrial damage to the babies become so obvious that they can no longer be
ignored.
To coin a phrase, there will then be hell to pay.
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Measuring VIRAL LOAD WITHOUT VIRUS: Where are the virions?
Posted by Henry Bauer on Sunday, 10 August 2008
A continuing puzzle, at least for this lay person, is why HIV/AIDS researchers have never
bothered to extract virions—whole particles of HIV—from HIV-positive people or from AIDS
patients. Soon after “infection”, after all, the former are supposed to be teeming with virus, and
AIDS victims are supposed to be full of virus (again) by the time opportunistic infections get a
foothold; according to Fauci et al., there are then about 106 and 105 “HIV RNA copies”,
respectively, in each milliliter of plasma, each copy supposedly representing a virion:

Since primary infection and “acute viral syndrome” are often unaccompanied by any clinical
symptoms—at best (or worst) mild flu-like signs or rashes—I had long thought that it would be
unfair to chide mainstream researchers for failing to extract genuine virus at that stage. But, it
turns out, some researchers have been able to carry out sophisticated studies of blood drawn
during those critical initial weeks of primary infection.
Gasper-Smith et al. report on “Induction of plasma (TRAIL), TNFR-2, Fas ligand, and plasma
microparticles after Human Immunodeficiency Virus Type 1 (HIV-1) transmission: Implications
for HIV-1 vaccine design”, Journal of Virology 82 [2008] 7700-10. They conclude that “Release
of products of cell death and subsequent immunosuppression following HIV-1 transmission could
potentially narrow the window of opportunity during which a vaccine is able to extinguish HIV-1
infection and could place severe constraints on the amount of time available for the immune
system to respond to the transmitted virus”.
The researchers had been able to obtain from ZeptoMetrix Corporation of Buffalo (NY)
“seroconversion panels” consisting of “sequential aliquots of plasma (range, 4 to 30 aliquots)
collected approximately every 3 days during the time of acute infection with HIV-1”; they cite,
for the availability of these seroconversion panels, Fiebig et al., “Dynamics of HIV viremia and
antibody seroconversion in plasma donors: Implications for diagnosis and staging of primary HIV
infection” , AIDS 17 [2003] 1871-9.
Here, it seemed to me, had been an ideal opportunity to extract veritable whole particles of HIV
generated during the acute initial infection. But the only mention of “virion” in the Gasper-Smith
article is in this sentence: “While the average peak HIV-1 VL level was 1,421,628 copies/ ml, the

average total MP peak level was 606,881,733/ml. Thus, at the times of maximum VL and MP
levels, the average number of MPs was 427 times larger than the average number of virions”.
“VL” of course is viral load. “MP” is not military police, it is “microparticles”:
“MPs are small membrane-bound vesicles that are released from the surface of apoptotic cells by
exocytic or budding processes; . . . . MPs, which circulate in the blood under many clinical
conditions, are part of a spectrum of subcellular structures that are released from cells and can be
distinguished from exosomes . . . . MPs have immunomodulatory activities and can promote
immune cell death; exosomes are also immunologically active, can suppress immune responses . .
. , and have been reported to have been found at elevated levels in cases of chronic HIV-1
infection . . . . If elevations in levels of immunosuppressive molecules, coupled with early CD4+
T-cell death, occur early following HIV-1 transmission, then these events could potentially define
a protected time during which HIV-1 is able to replicate while anti-HIV-1 T- or B-cell responses
are suppressed” [emphases added].
Gasper-Smith et al. counted and extracted and studied the MPs by flow cytometry and electron
microscopy. Why did they not also study HIV particles? Did the freezing and storing of the
plasma destroy HIV virions while leaving MPs intact?
There were 427 times as many MPs as copies of RNA supposed to stem from HIV. MPs can
“promote immune cell death”. How do we know that the CD4 cells supposedly killed by HIV
weren’t killed by the MPs?
Though phrased rhetorically and left unanswered, I intend those questions to be taken quite
seriously. If I wanted to be flippant or sarcastic, I might have commented once again on the
peculiar penchant among HIV/AIDS researchers to imply that their measurements are accurate to
an impossible number of significant figures when they report MPs of “606,881,733/ml”. That’s
one of the drawbacks of the digital age, I suppose. In the good old days when we read
measurements off scales with pointers, we weren’t tempted to write down meaningless numbers.
Perhaps Fiebig et al., cited by Gasper-Smith et al. for the brilliant idea of getting those stored
samples from blood donors, had looked for whole particles of HIV?
“Because of the difficulty in obtaining blood samples representing early acute HIV infection from
clinical patients, most patients do not come to medical attention until weeks to months after
infection, we resorted to stored, frozen plasma collections from plasma donors, who unrelated to
donating became infected with HIV, and were deferred from further donating. As plasma donors
donate on average twice a week, and every donation is tested for HIV and held for 60 days before
release, their archived samples provide a unique record of the infection from timepoints before
viral exposure until seroconversion and beyond. . . . Plasma donations (600-800 ml) from source
plasma donors were routinely collected at approximately twice weekly intervals and stored frozen
at -20oC or less.”
Plenty of material to work with, it would seem—600 ml is well over a pint, and ought to contain
many millions of HIV virions, at “1,421,628” per ml.
But, NO. In the Fiebig article, there’s not a single mention of “virion”. They used ELISA, p24
antigen, and HIV-1-RNA tests to determine how much “HIV” was present.
—————————

Is the failure to even try to extract virions somehow related to the fact that Gallo was more often
able to “isolate” HIV from “pre-AIDS” patients than from those who actually had AIDS? Here’s
from the Abstract of Gallo’s ground-breaking article that followed the press conference
announcing discovery of the probable cause of AIDS:
“Peripheral blood lymphocytes from patients with the acquired immunodeficiency syndrome
(AIDS) or with signs or symptoms that frequently precede AIDS (pre-AIDS) were grown in vitro
with added T-cell growth factor and assayed for the expression and release of human Tlymphotropic retroviruses (HTLV)” (Gallo et al., Science 224 [1984] 500-3).
That’s what Gallo means by “isolation”, as other rethinkers have often remarked. It’s not the
commonly used meaning of the word, namely, “extraction” or “separation from”. And it’s not as
though the “assaying” involved separating virions from those cultures, either.
“Retroviruses . . . were isolated from a total of 48 subjects including 18 of 21 patients with preAIDS, three of four clinically normal mothers of juveniles with AIDS, 26 of 72 adult and juvenile
patients with AIDS, and from one of 22 normal male homosexual subjects”.
Why from more pre-AIDS than from actual AIDS patients?
The Abstract ends with “These results and those reported elsewhere in this issue suggest that
HTLV-III may be the primary cause of AIDS” [emphases added].
From that modest suggestion, the dogma that HIV causes AIDS evolved without the benefit of
direct isolation—extraction, separation—of whole infectious virions from even a single HIVpositive or AIDS-suffering person, or from plasma preserved from periods of “acute viral
syndrome”.
Posted in HIV skepticism, HIV/AIDS numbers | Tagged: acute viral syndrome, Andrew Conrad,
Anthony Fauci, Barton F. Haynes, Bhupat D. Rawal, Charles F. Reich III, Charles Heldebrant,
David J. Wright, David S. Pisetsky, Deanna M. Crossman, Eberhard W. Fiebig, Gene M. Shearer,
George M. Shaw, Guido Ferrari, HIV never isolated, HIV virions, Janet S. Ottinger, John F.
Whitesides, Kent J. Weinhold, Laura E. Jones, Li Qin, Lorraine Peddada, M. Anthony Moody,
Mark Kaplan, Michael P. Busch, microparticles and HIV, Mikulas Popovic, Nadia Mensali,
Nancy Gasper-Smith, Patricia E. Garrett, Richard Smith, Richard T. Schumacher, Robert Gallo,
Sara E. Miller, Stephen G. Self, Steven G. Plonk, Steven H. Kleinman, Syed Z. Salahuddin,
Thomas N. Denny, viral load and virions
***************************************************************************
CRACK COCAINE CAUSES AIDS!
Posted by Henry Bauer on Tuesday, 12 August 2008
Peter Duesberg has adduced much evidence supporting the claim that abuse of recreational drugs
can cause “AIDS”. Gordon Stewart noted “AIDS”-like symptoms in drug abusers before the
AIDS era (p. 103f. in Hodgkinson, “AIDS; The Failure of Contemporary Science” ). A recent
publication confirms that crack cocaine can cause AIDS:
“Persistent crack users were over three times as likely as non-users to die from AIDS-related
causes, controlling for use of HAART self-reported at 95% or higher adherence, problem

drinking, age, race, income, education, illness duration, study site, and baseline virologic and
immunologic indicators. Persistent crack users and intermittent users in active and abstinent
phases showed greater CD4 cell loss and higher HIV-1 RNA levels controlling for the same
covariates. Persistent and intermittent crack users were more likely than non-users to develop new
AIDS-defining illnesses controlling for identical confounds. These results persisted when
controlling for heroin use, tobacco smoking, depressive symptoms, hepatitis C virus coinfection,
and injection drug use. CONCLUSION: Use of crack cocaine independently predicts AIDSrelated mortality, immunologic and virologic markers of HIV-1 disease progression, and
development of AIDS-defining illnesses among women” (Cook et al., “Crack cocaine, disease
progression, and mortality in a multicenter cohort of HIV-1 positive women”, AIDS 22 [2008]
1355-63 ).
Of course the authors of this study don’t admit that it is the cocaine that causes the “HIV-1
disease progression” and “AIDS-related mortality”; they interpret the results as signifying that
crack cocaine somehow enhances the evil effects of HIV.
Cook et al. controlled, commendably, for many conceivably confounding variables: heroin use,
tobacco smoking, depressive symptoms, hepatitis C virus co-infection, injection drug use (crack
cocaine is smoked, not injected). But they failed to control for the single most centrally relevant
variable: “HIV-positive”. What would have been the findings had the comparison been between
crack users who are HIV-negative and others who are “HIV-positive”?
But, of course, such controls might be very difficult to find, especially with comparable levels of
drug intake, because drug abusers test “HIV-positive” as frequently as do TB patients and fastlane gay men:

Whatever it is that stimulates an “HIV-positive” response–or rather, whatever “they” are,
whatever range of molecular species it is that can produce an “HIV-positive” response–, evidently
most or all “recreational” drugs are capable of doing so, as well as of causing illnesses that could
be called “AIDS”.
Everything in this article by Cook et al., and in other literature cited there, is readily explained on
the basis that crack cocaine and other drugs produce an “HIV-positive” response, ill health in
general, and specific damage to the immune system. Cocaine has been shown to cause “immune
alterations”, “decreasing operation of important immune responses”. It causes “membrane
permeability” permitting passage across the “blood-brain barrier”—recall Tony Lance’s report
(gay-related-intestinal-dysbiosis.pdf) that “leaky gut syndrome” seems able to produce an “HIVpositive” response as well as illness [WHAT REALLY CAUSED AIDS: SLICING THROUGH
THE GORDIAN KNOT, 20 February 2008]. Cocaine has been shown to interfere specifically
with the Th1-Th2 balance that seems involved in “HIV-positive” and in AIDS [Culshaw, Journal
of American Physicians and Surgeons 11 (#4, Winter 2006) 101-5; Sacher, AIDS AS
INTESTINAL DYSBIOSIS, 23 February 2008, and ALTERNATIVE TREATMENTS FOR
AIDS, 25 February 2008]. One cited study had already reported crack use as stimulating
progression to AIDS. Another study had found “the risk of AIDS-related opportunistic conditions
was greater for persistent users and intermittent users during periods of active use, with no
difference during periods of abstinence” [emphasis added], consistent with reports that HIVpositive drug abusers revert to HIV-negative when they abstain (Moss et al., AIDS 8 (1994) 223–
31). The cited finding that “hard drug use (i.e., cocaine, heroin, methadone, or injection drugs)
was significantly associated with AIDS-defining illnesses, but not with change in CD4 cell count,
HIV- RNA, or mortality” is consistent with the finding that CD4 counts, viral load, and clinical

progression are not directly correlated (Rodriguez et al., JAMA 296 [2006] 1498-1506). The cited
fact from another study that “cocaine in combination with alcohol places individuals at increased
risk of infection with a number of pathogens, due to additive or synergistic effects resulting in
impaired immune function” will seem surprising only to people unaware that alcohol and cocaine
are both bad for health.
Despite all the previous work referred to, despite the sheer common-sense knowledge that drugs
are bad for you [COCAINE AND HEROIN AREN’T GOOD FOR YOU! — a Golden Fleece
Award, 13 June 2008], the authors congratulate themselves on the ground-breaking nature of their
work: “Ours is the first study to show that use of crack cocaine in a large, national cohort of
HIV-positive women is longitudinally associated with subsequent deterioration in immune
status, failure of virologic suppression, development of AIDS-defining conditions, and mortality
due to AIDS-related causes, even among those who reported adhering to HAART regimens 95%
of the time or more”.
Ample grounds for seeking research grants to take this knowledge even further.
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CDC versus CDC: Which Data to Believe?
Posted by Henry Bauer on Friday, 15 August 2008
I’ve commented critically, on numerous occasions, in many connections, on the fallacy of
accepting outputs from computer models as though they were reliable data. I’ve also noted on
several occasions that the so-called “Surveillance Reports” published by the Centers for Disease
Control and Prevention (CDC) have increasingly — since the late 1990s — featured estimates
rather than reported numbers (for example, see Table 33, below, from The Origin, Persistence and
Failings of HIV/AIDS Theory, and the following pages in the book).
Another egregious example of estimates taking the place of reported numbers turned up as I was
looking into information about deaths from “AIDS” (= “HIV disease”). That led me to remember
that bureaucracies are ill suited to doing, assessing, managing, or reporting matters scientific:
bureaucracies are not good at self-criticism; internal disagreements are wherever possible hidden
from outsiders and settled by political rather than scientifically substantive negotiations. That’s
part of the reason why 21st-century science is becoming riddled with knowledge monopolies and
research cartels.
The Centers for Disease Control and Prevention is a sizeable bureaucracy. Some 16 units report
to the Director:

Within the Coordinating Center for Infectious Diseases reside four National Centers, for:
— Immunization and Respiratory Diseases (NCIRD)
— Zoonotic, Vector-Borne, and Enteric Diseases (NCZVED)
— HIV/AIDS, Viral Hepatitis, STD, and TB Prevention (NCHHSTP)
— Preparedness, Detection, and Control of Infectious Diseases (NCPDCID)
NCHHSTP houses a variety of programs under 6 “topics”:
— Sexually Transmitted Diseases
— HIV/AIDS
— Viral Hepatitis
— Tuberculosis
— Global AIDS
— BOTUSA (Botswana-USA).
[That “HIV/AIDS” and “Sexually Transmitted Diseases” are separate “topics” does not,
regrettably, mean that the CDC has now acknowledged that HIV/AIDS is not sexually
transmitted.]
Within (presumably) the “HIV/AIDS” topic is the Division of HIV/AIDS Prevention, which has
published HIV/AIDS Surveillance Reports.

Within the Coordinating Center for Health Information and Service (CCHIS) reside three
National Centers:
— Health Statistics (NCHS)
— Public Health Informatics (NCPHI) (has 5 divisions)
— Health Marketing (NCHM)
[For anyone who is not squeamish about bureaucratic and PR jargon, I recommend highly the
explanation of what “health marketing” is (and if you can explain what the explanation means,
please let me know)]
Evidently the publishers of the HIV/AIDS Surveillance Reports are quite a few bureaucratic steps
away from the National Center for Health Statistics, which publishes the National Vital Statistics
Reports (NVSR) and annual summaries of Health, United States (HUS). Perhaps that explains
why the data in the Surveillance Reports differ so much from those in NVSR and HUS.
Take the instance of deaths in 2004 from “HIV disease”.
NVSR 56 #5, 20 November 2007, using “information from all death certificates filed in the 50
states and the District of Columbia”, lists by age group (in its Table 1) the numbers of recorded
deaths, and the death rates per 100,000, for the ten leading causes of death in each group.
“Human immunodeficiency virus (HIV) disease” appears as one of those ten leading causes only
between ages 19 and 54. There are listed 160 deaths among 20-24-year-olds, 1468 deaths among
ages 25-34, 4826 deaths among ages 35-44, and 4422 deaths among ages 45-54.
However, numbers for some of the other age groups can be calculated because the death rates for
them are supplied in Health, United States, 2007 — With Chartbook on Trends in the Health of
Americans (National Center for Health Statistics, Hyattsville, MD: 2007). Appendix I confirms
what is said in NSVR: “Numbers of . . . deaths from the vital statistics system represent complete
counts . . . . Therefore, they are not subject to sampling error”. Table 42 [also featured in an
earlier post, HIV DISEASE” IS NOT AN ILLNESS, 19 March 2008] is for deaths from HIV
disease:

* Rates based on fewer than 20 deaths are considered unreliable and are not shown.
(Note again, under the heading of Table 42, “Data are based on death certificates”.)
These rates allow calculation of actual numbers of HIV-disease deaths for age groups from 5
through 84 years of age (column F, Table I below), because the NVSR gives not only numbers
but also the corresponding rates for each age group, allowing calculation of the factor connecting

rate and number, see column D. (The factor is independent of the particular disease but varies
with age: it reflects how many individuals are within that age group in the whole population.)
Together with the numbers already given in NVSR, this yields numbers of deaths for the whole
range from 5 to 84 years of age, column G.
TABLE I
Deaths for “HIV disease”, 2004
From NVSR report

Table
42
above
E
rate

A
B
C
D
F
G
age
HIV
rate
number/rate
DxE
HIV
range
deaths
= number
deaths
1-4
<48
<0.3
n.a.**
* <20
5-9
<33
<0.2
2,888/14.7 = 196
0.1
20
20
10-14
<43
<0.2
3,946/18.7 = 211
21
21
15-19
<50
<0.2
13,706/66.1 = 207
0.5
104
49
20-24
160
0.8
19,715/94 = 210
105
160
25-34
1468
n.a.**
n.a.**
1468
35-44
4826
n.a.**
4826
45-54
4422
n.a.**
4422
55-64
<3745
<12.9
265,000/910 = 291
5.4
1571
1571
65-74
<5119
<27.7
400,000/2165 = 185
2.4
444
444
75-84 <10,586
<81.6
684,000/5275 = 130
0.8
104
104
≥85
<9,648 <198.5
n.a.**
* <20
* Rates based on fewer than 20 deaths are considered unreliable and are not shown
** n.a. here means “not needed”

(A rate is given in Table 42 for the age range 15-24, whereas a number was given in NVSR for
the age range 20-24. Using the number/rate conversion-factor gives for deaths from 15-24, 104 +
105 = 209; less the 160 reported for 20-24, that leaves 49 for ages 15-19.)

Now compare those numbers with the estimates published in Table 7 of HIV/AIDS Surveillance
Report, volume 18, “Cases of HIV infection and AIDS in the United States and Dependent Areas,
2006”, presenting data “reported to CDC through June 2007”) :

For 2004, here is a comparison of the numbers from these two sources within CDC:
TABLE II
Estimates, Table 7
From death certificates,
from CDC Division CDC Center for Health
of HIV/AIDS
Statistics
<13
15
30
between
41 and 61*
13-14
15
15-19
36
36
49
20-24
175
175
160
25-29
482
1610
1468
30-34
1128
35-39
2425
5818
4826
40-44
3393
45-49
3251
5753
4422
50-54
2502
55-59
1425
2166
1571
60-64
741
≥65
807
548
807
TOTAL
16,126
13,354
median age **
47.5
44.3
* <20 from column E plus 20 and 21 from column G in Table I
** calculated by linear interpolation in the >44 group

Estimates as
ratio of
reported deaths
0.59
0.73
1.10
1.10
1.21
1.30
1.38
0.68
1.21

The estimates from the CDC are on average 21% greater than the actually recorded numbers.
Moreover, the error varies with age group in a remarkably regular way; one that exaggerates the
median age of death by more than 3 years.
Now, Table 7 in the Surveillance Report does have this caveat, in small print in a footnote to the
Table: “These numbers do not represent reported case counts. Rather, these numbers are point
estimates, which result from adjustments of reported case counts. The reported case counts have

been adjusted for reporting delays and for redistribution of cases in persons initially reported
without an identified risk factor, but not for incomplete reporting” [emphasis added]. Incomplete
reporting for 2004 should hardly be a problem, however, in a publication that presents data
“reported to CDC through June 2007”; nor would incomplete reporting vary with age group in
this remarkable manner, it would be more random.
Such “adjustments” 3 and 4 years after the event are no rarity in these CDC HIV/AIDS
publications. For example, deaths “reported” for the 1980s were “adjusted” downwards in
wholesale fashion more than half-a-dozen years later, thereby altering the fact that the earlier data
had shown deaths to have been leveling off, see Table 33, p. 221 in The Origin, Persistence and
Failings of HIV/AIDS Theory:

Note how “reported” deaths for the years through 1986 somehow decreased dramatically between
the 1988 report and the 1989 report. Such re-writing of historical facts will be familiar to students
of the former Soviet Union, but it is not normally found in scientific publications.
At any rate, CDC unapologetically—indeed, without admitting it or drawing attention to it—
routinely publishes considerably revised “estimates”; for example (Table III), for deaths in 2002

as given in the 2005 and 2006 Surveillance Reports. Table 7 in the 2006 Report does not warn
that numbers for as far back as 2002 are different from those for the same years in the 2005
Report.
TABLE III
Deaths in 2002
from HIV/AIDS Surveillance Reports
age range
<13
13-14
15-19
20-24
25-29
30-34
35-39
40-44
45-49
50-54
55-59
60-64
≥65

2005
estimate
25
9
38
152
555
1451
2922
3527
3231
2279
1174
602
675

2006
estimate
25
10
39
151
553
1480
2967
3595
3294
2318
1209
616
691

Difference
in numbers
0
+1
+1
-1
-2
+29
+45
+68
+63
+39
+35
+14
+16

Difference
percentage
10%
3%
1%
2%
2%
2%
2%
2%
3%
2%
2%

The Technical Notes do warn: “Tabulations of deaths of persons with AIDS (Table 7) do not
reflect actual counts of deaths reported to the surveillance system. Rather, the estimates are based
on numbers of reported deaths, which have been adjusted for delays in reporting”.
The estimates may be based on reported deaths; but if so, then they are very loosely based on
them indeed, since they differ by as much as 38% in some age groups, see Table II above. That
adjustments from one year to the next are so similar in percentage terms for the various age
groups (Table III); that the differences between actual counts and “estimates” vary in such regular
fashion with age (Table II); and that the numbers given are “point estimates” all indicate that the
estimates are arrived at by means of some sort of overarching algorithm, computer model, or
graphical representation, with—presumably—periodic adjustment of some of the assumptions or
parameters defining the model. However, when estimates, no matter how derived, are claimed to
be “based on numbers of reported deaths”, one expects that the mode of estimating will be
progressively refined over the years to bring the estimates closer to the actual numbers. That has
evidently not been the case here: estimated “data” for deaths for 2004 are shockingly different
from the reports based on death certificates (Table II).
Once again—or rather, as usual—HIV/AIDS “researchers” imply greater accuracy than is
warranted. The “point estimates” in Table II differ from year to year by a couple of percent, so
the numbers should never be written to more than 3 significant figures. When they differ from
actual numbers as much as in Table III, even two significant figures give a false impression.
The overall description at the beginning of the Surveillance Report is also misleading: “Data are
presented for cases of HIV infection and AIDS reported to CDC through June 2007. All data are
provisional.” Nothing here about “estimates”, and the reader who scans without careful attention

to fine-print footnotes and Technical Notes could easily believe—given that numbers are given to
four and five significant figures—that these really are “reported” “data”, not computer garbageoutput emanating from invalid models. Nor are readers referred to NVSR or HUS; the only
mention of either is in the Technical Notes and does not refer to Table 7: “The population
denominators used to compute these rates for the 50 states and the District of Columbia were
based on official postcensus estimates for 2006 from the U.S. Census Bureau [24] and bridgedrace estimates for 2006 obtained from the National Center for Health Statistics [25].”
Why would one publish estimates when actual numbers are reported by a sibling unit in the same
bureaucracy? After all, death certificates are a legal requirement, and information from them
should be as trustworthy as demographic data ever can be. Is it coincidental that the HIV/AIDS
specialists always overestimate?
Posted in HIV varies with age, HIV/AIDS numbers | Tagged: bureaucratic organization, Centers
for Disease Control and Prevention, computer model, dysfunctional bureaucracy, estimates versus
actual reports, HIV/AIDS deaths, unreliable HIV/AIDS data
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ABUSED WOMEN and “HIV”
Posted by Henry Bauer on Friday, 22 August 2008
“HIV” is the worst evil in the world, according to HIV/AIDS believers:
— They want to give drug addicts fresh needles, because cocaine and heroin are so much better,
so much more healthy than “HIV”; see COCAINE AND HEROIN AREN’T GOOD FOR YOU!
[a Golden Fleece Award, 13 June 2008];
— They will treat Africans for worm infestation only if that makes antiretroviral treatment more
efficient; see PARASITIC WORMS are *NOT* GOOD for you!, 24 July 2008; ARE
INTESTINAL WORMS GOOD FOR US? ARE THEY GOOD FOR AFRICANS? FOR
AFRICAN CHILDREN?, 30 December 2007;
— They will provide food to malnourished Africans only if that helps with antiretroviral
treatment ; see DRUGS OR FOOD?, 25 December 2007; FOOD IS GOOD FOR CHILDREN, 8
January 2008;
— “HIV” does ALL SORTS of dreadful things, like instigating bone fractures; see TALKING
OF HIV’S MAGICAL POWERS…, 29 DECEMBER 2007.
And so on. No doubt about it, “HIV” — or, of course, “HIV/AIDS” — is the worst evil in the
world.
Therefore it makes sense to study — and to acquire research grants to study — whether abused
women are at greater risk of “HIV” than non-abused women are. If one finds that they are at
greater risk, that would provide a compelling reason to regard the abusing and battering of
women as a bad thing and perhaps even to look for ways of helping abused women and of trying
to prevent such abuse.
A corollary that seems to me obvious, though apparently not to HIV/AIDS believers, is that if
abused women are NOT at greater risk of “HIV”, then there’s no need to give further thought to
the plight of abused women?

My e-mail friend Andy D. found this as absurd as I did, and drew my attention to the several
news items in which the HIV status of abused women is treated as a matter of the highest
newsworthiness:
“AIDS infection risk higher in abused Indian women, study says” (John Lauerman, Aug. 12,
Bloomberg)
“Indian women who are physically and sexually abused by their husbands are four times more
likely to have HIV than other wives . . . . AIDS prevention should focus more on mistreatment of
women . . . .
India’s AIDS epidemic is the third largest of any country in the world, and infections among
women are rising . . . . Health officials should target wives who are forced to have unsafe sex,
along with their husbands, for preventive measures, said study author Jay Silverman, an associate
professor of society, human development and health at the Harvard School of Public Health in
Boston.
’Sexual abuse of adolescent girls and women is driving the HIV epidemic in India and around the
world . . . . We need to make it a major priority for prevention.’
The findings echo a 2004 study of women in South Africa, . . . [where] abused women were 50
percent more likely to be HIV-infected than non-abused women, regardless of their own
behavior.
’In many settings, women’s risk of HIV is largely driven by the behavior of their male partners,’
said Kristin Dunkle, an assistant professor of behavioral sciences and health education at the
Emory Center for AIDS Research in Atlanta . . . .
About 0.73 percent of women who had been physically and sexually abused were infected,
compared with 0.19 percent among non-abused women . . . . Almost all the women, 95 percent,
reported that they had no extramarital sexual relations themselves . . . . That points to known
patterns in the behavior of abusive husbands that puts their wives and children at higher risk of
HIV infection . . . . Sexually abusive husbands may force their wives to have intercourse without
condoms, or unprotected anal sex, both of which can significantly increase HIV infection risk . . .
. The men may also be having risky sex with women outside the marriage, increasing their own
chance of infection . . . . ‘We have to get to the men,’ Silverman said. ‘And we have to provide
women with reasonable alternatives if they’re being abused, so they can maintain their children
and not become destitute.’
. . . . ‘To be truly successful in addressing the spread of HIV in India, we must think of ways to
address the all-too-widespread mistreatment of wives,’ said Donta Balaiah of the Indian Council
of Medical Research, who helped write the study. The study was supported by the U.S. National
Institute of Child Health and Human Development in Bethesda, Maryland, and the Indian Council
of Medical Research in New Delhi, which funds and promotes research in the country.”
Another version was in CBC News: “Prevent abuse of women to stem rise of HIV: researchers”
(August 12) :
“ . . . . despite a lower prevalence of infection among India’s general population, women account
for a rising percentage of HIV cases. . . . ‘married Indian women who experienced both physical
and sexual intimate partner violence demonstrated an HIV infection prevalence approximately
four times greater than that of non-abused women,’ . . . . The risky sexual behaviour of husbands
was the major source of women’s infection . . . . They suggested that doctors and public health
officials focus on preventing intimate partner violence to help reduce the spread of HIV/AIDS.”
The scientific publication on which these stories are based is Silverman et al, JAMA 300 [2008]
703-710.
————————–

As I said at the outset: The prime reason for trying to do something about abuse of women is
apparently to prevent the spread of HIV.
That’s a heartless HIV/AIDS cart-before-horse stupidities. To my mind, any abuse of human
beings is a thoroughly despicable and detestable thing, and we should do everything we can think
of to prevent it. Naturally enough, the more it can be prevented, the more beneficial
COROLLARIES there will be — for the women’s emotional and mental as well as physical
health, and that of their family members; and much more. How on earth does “HIV/AIDS” come
to take priority over everything else? Perhaps because any mention of it brings the money
flooding in?
Note also the HIV/AIDS-typical abuse of statistics and data in this:
“India’s AIDS epidemic is the third largest of any country in the world”
— only because India has so large a population. The HIV-positive rate in India is among the
lowest in the world. Moreover, the HIV/AIDS guru at the World Health Organization admitted
that there had not been and would not be a heterosexually spread epidemic there, see WHO
SAYS that WE’VE BEEN VERY WRONG about HIV and AIDS? (Clue: WHO = World Health
Organization), 10 June 2008. A year ago, it was conceded that there were about 2.5 million
“HIV/AIDS” people in India rather than the 5.7 million estimated earlier (for example, REDIFF:
India Abroad — “India’s HIV/AIDS affected reduced to half in revised figures” July 06, 2007;
acknowledged in the Silverman et al. article). The earlier number had corresponded to a rate of
0.9%, so the newly estimated rate is 0.4% — as I said, among the very lowest in the world.
However:
“and infections among women are rising”
This illustrates a common way in which statistics are abused for the purpose of misleading. If
something starts at zero and then “increases” to barely noticeable, that’s an enormous increase if
you express it in percentages!
This device is used pervasively in marketing medicines. “Take XXXXX”, we are assured, and
“cut in half” our risk of YYYYY; where YYYYY might be heart attack, stroke, just about
anything undesirable. If you are inclined to take this sort of thing at face value, then you should
read Malignant Medical Myths by Joel Kauffman (read this for an excellent summary). If the risk
of YYYYY is, say, 1%, does it make sense to try to reduce this to 0.5% when the “side” effects of
prolonged dosing with XXXXX brings its own tangible risks? The only clinical trials worth
attending to are those for which the important data are rarely published: namely, changes (if any)
in ALL-CAUSE MORTALITY. If XXXX is good for you, then it should lower ALL-CAUSE
mortality, not just the risk of YYYYY.
Silverman et al. further illustrate misleading via numbers with “Despite recent reductions in HIV
prevalence among both the general population and many high-risk groups, the percentage of all
infections occurring among Indian women (currently estimated at 39%) has continued to rise
relative to that among men” [emphasis added].
How impressive that “39%” appears! An enormous “increase”!
But in India the overall rate for women is 0.22% and for men 0.36%, both extraordinarily low by
any standards. Yet these trivially low rates allegedly cause India to be “recognized as the source
of increasing HIV prevalence among its South Asian neighbors”!

I suppose a prevalence of even 0.4% poses a threat to neighbors like China, Laos, and Pakistan
where the prevalence is estimated at 0.1%; let alone to those where it’s estimated at LESS than
0.1% (Afghanistan, Bhutan, Bangladesh, Sri Lanka); but surely the threat is the other way around
from Myanmar (1.3%) or even Nepal (0.5%). This is worse than ludicrous.
Silverman et al. reported that “7.68%” (2161) of 28,139 women had been both physically and
sexually abused; and “0.73%” (205) tested HIV-positive. A statistical test marked the difference
between that 0.73% and the 0.19% among non-abused women as “statistically significant”.
Maybe, although we lay people wonder why fewer than 1 in 10 of those “at risk” abused women
were actually HIV-positive; but bear in mind that “statistically significant” is not the same as
PROVEN. More important, what’s statistically significant is NOT that physical and sexual abuse
are CAUSATIVE of testing HIV-positive, only that the two things are CORRELATED; and
CORRELATION NEVER PROVES CAUSATION
Note, too, the usual abundance of assertions about matters that are not known:
“women’s risk of HIV is largely driven by the behavior of their male partners”
— Were all the male partners investigated to arrive at that “largely”?
— And who established “known patterns in the behavior of abusive husbands”?
Where I would thoroughly agree — at least for the purpose of the published study — is that “’We
have to get to the men,’ Silverman said”.
I wish the authors had done that, and had tested all the husbands of those abused women of whom
95% had not had extramarital relations, because an essential — but missing — part of the study is
to discover, how many of those husbands are themselves HIV-positive. If they aren’t, then they
didn’t infect their wives, after all.
My prediction is that very few of those husbands are HIV-positive, certainly many fewer than
95% of them.
Think about it. 0.73% of Indian women are physically and sexually abused and HIV-positive.
Each has a husband, so those husbands represent about 0.73% of Indian men (only “about”
because the ratio of males to females is not 1 and varies with age). In the overall population of
India, however, only 0.36% of men are HIV-positive. Therefore physically and sexually abusive
husbands must be twice as likely as other men to be HIV-positive AND ALL OF THOSE MUST
HAVE INFECTED THEIR WIVES — a truly remarkable set of circumstances, especially given
that the claimed average rate of sexual transmission of “HIV-positive” without use of condoms is
about 1 per 1000. It gets only more remarkable when one takes into account that about ¾ of all
“HIV transmission” in India is NOT owing to marital sex, if India is at all comparable to Asia as
a whole, see HIV/AIDS ILLUSTRATES COGNITIVE DISSONANCE, 29 April 2008. Then the
husbands of those poor HIV-positive abused women must themselves be not twice as likely but 8
times as likely as other Indian heterosexual men to be HIV-positive?
The fact of the matter is that testing HIV-positive does not mark infection by a sexually
transmitted agent, it is a sign of physiological stress. That physically and sexually abused women
are 4 times as likely as untroubled women to be seriously stressed should be no surprise to
anyone, not even to researchers who conjure up imaginative grant proposals.
Posted in Funds for HIV/AIDS, HIV absurdities, HIV as stress, HIV risk groups, HIV skepticism,
HIV tests, HIV transmission, clinical trials, experts, sexual transmission, uncritical media |

Tagged: abused women and HIV, Anita Raj, Donta Balaiah, India, invented epidemics, Jay G.
Silverman, John Lauerman, Kristin Dunkle, lying with statistics, Michele R. Decker, misleading
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Conquering HIV/AIDS without antiretrovirals
Posted by Henry Bauer on Sunday, 24 August 2008
There are innumerable anecdotes and personal testimonies and a few mentions in published
scientific articles of people who overcame HIV-positive diagnoses, or AIDS diagnoses, without
antiretroviral drugs. Roberto Giraldo is seeking testimonies from such indviduals for a book he is
working on.
“If you are a person diagnosed as seropositive (HIV-positive) and live a normal life without
taking antiretrovirals, you can help me with a book that I am writing, a book that will feature the
testimonies of those who have survived this diagnosis. This book will be in support of and will be
of great help to those who suffer the social Calvary of seropositivity and AIDS. History will
recognize the courage and bravery of each witness and your testimony will support and bring
hope to those affected, demonstrating that it is possible to escape the incorrect forecasts of the
official view on AIDS.”
Please assist him of you can. THANKS!
Posted in Alternative AIDS treatments, antiretroviral drugs | Tagged: overcoming HIV/AIDS
without antiretrovirals, Roberto Giraldo, surviving HIV/AIDS
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HIV demographics are predictable; HIV is not a contagious infection
Posted by Henry Bauer on Wednesday, 27 August 2008
The relative frequencies of HIV-positive tests in any group of people are predictable: the rate
varies with race, sex, and age in a regular, reproducible, manner; and its geographic distribution
reflects the racial compositions of the respective populations. The absolute magnitude of the rate
of positive tests is determined by the degree and type of health challenge to which the tested
group is or has been exposed.
Those regularities and trends are what I found astonishing, since they prove that those “HIV”
tests do not track an infection; see the data in Part I of The Origin, Persistence and Failings of
HIV/AIDS Theory. Because this is so crucial a point, I continue to draw attention to it as I come
across more data that confirm the generality of the dependence of “HIV” on the variables of age,
sex, race, and geography. For example:
— Married women test positive more often than prostitutes or widows, incongruous for an STD
but obvious since positive HIV tests are most common in adults of young-middle-age and married
women tend to be older than prostitutes and younger than widows; see TO AVOID HIV
INFECTION, DON’T GET MARRIED 18 November 2007.

— Tuberculosis is very likely to produce a positive “HIV” test, its victims test positive as often as
do the “high-risk” groups of gay men and drug abusers, see Figure 22, p. 83 in The Origin,
Persistence and Failings of HIV/AIDS Theory; confirmed quite often in news reports about how
TB must be treated if HIV/AIDS is to be defeated, see for example IS TUBERCULOSIS AN
APHRODISIAC?, 4 January 2008;
TUBERCULOSIS AGAIN, 27 January 2008.
— The age-variation of positive tests, peaking in young-middle-age, is seen also in Rwanda,
Kenya, Lesotho, and Tanzania; those data also confirm the suggestion in US data that black
women are particularly prone to test positive; and the Kenyan data also show that females in their
teens are more likely to test positive than teenaged males, just as in the USA (and, again,
incongruous for an STD, especially one that is found most frequently among gay men); see HIV
DEMOGRAPHICS FURTHER CONFIRMED: HIV IS NOT SEXUALLY TRANSMITTED, 26
February 2008.
— The same tendency to test HIV-positive in young-middle-age is seen also in death rates from
“HIV disease”, which is truly odd if there’s a latent period and if antiretroviral treatment has a
life-extending benefit; see “HIV DISEASE” IS NOT AN ILLNESS, 19 March 2008.
— The variations of positive HIV-tests with geography, population density, and race described in
my book are replicated in a CDC publication on the geographic distribution of “AIDS” in rural
areas, see REGULAR AS CLOCKWORK: HIV, THE TRULY UNIQUE “INFECTION”, 1 April
2008.
— The racial disparities in “HIV” are reproduced everywhere in the world, and they explain the
geographic distribution of “HIV” globally as well as in the United States; see RACIAL
DISPARITIES IN TESTING “HIV-positive”: IS THERE A NON-RACIST EXPLANATION?, 4
May 2008.
— One of the striking things about these racial disparities is that they subsist WITHIN HIGHRISK GROUPS as well as in the general population. Not only in the United States, see The
Origin, Persistence and Failings of HIV/AIDS Theory, but also in Britain:

“British men of South Asian origin who have sex with men have a significantly lower rate of HIV
infection than other ethnic groups, including white men, the first survey of gay men from
different ethnic groups in the United Kingdom has found”, according to Jonathan Elford in a
presentation at the 27th international AIDS conference in Mexico City; BMJ 337 [2008] a1182.
Though this was described as the first such survey, an earlier publication had noted the same
disparities: compared to gay white British men, gay black men in Britain are 2.06 times as likely
to test HIV-positive while gay Asians in Britain are only 40% as likely to test positive, see
Hickson et al., “HIV, sexual risk, and ethnicity among men in England who have sex with men”,
Sexually Transmitted Infections 80 (2004) 443-45.
The variation of HIV-positive tests with age is seen also in women in India: the rates were 0.21%
up to age 29, 0.36% in the age range 30-34, 0.18% at ages 35-39 and 0.13% above age 40: once
again, rising from the teens into young middle-age and then decreasing again (Silverman et al.,
“Intimate partner violence and HIV infection among married Indian women”, JAMA 300 [2008]
703-710). As noted in my book, the exact age at which the tendency to test positive peaks does
vary somewhat with sex, race, and state of health, but it seems to be no later than the lower 40s
and rarely before the 30s.
A bonanza of supporting demographic facts is in the South African National HIV Prevalence,
HIV Incidence, Behaviour and Communication Survey, 2005.

The usual variation with age is shown in the Survey’s Table 3.10, reflecting the standard
generalities: the HIV-positive rate decreases from birth into the lower teens, then increases into
young adulthood and decreases again after young-middle-age. There is the often-seen difference
between the sexes in the ages where the frequency of HIV-positive peaks, in this case lower for
females, in the range 25-29. The male-to-female ratio also decreases from birth, increases from
young adulthood to later ages and possibly declines again — compare the results from public
testing sites in the United States, Table 25, p. 98 in The Origin, Persistence and Failings of
HIV/AIDS Theory.

Table 3-17 of the South African Survey shows the same decline from birth into the young teens
followed by an increase again also for a survey carried out in 2002.
Pregnancy is one of the conditions that can bring about a positive HIV-test: at every age, women
at pre-natal clinics tested positive more often than non-pregnant women in the same age group;
and after pregnancy the rate of positives declined again (except among the teenagers), see Table
3.14 in the Survey:

The same racial disparities are seen as in other regions of the world, black >> white (from the
Survey’s Table 3.17):

However, something is wrong with at least some of these numbers. As it stands, 5.6% of whites
and 4.2% of coloreds must have died between 2002 and 2005 in order to bring the rates down to
those extents.
Table 3.18 shows the same racial disparities in annual incidence of “HIV infection”: 3.4% among
Africans, 0.3-0.5% among whites, coloreds, and Indians.
The annual incidence among adults is, just like the overall prevalence, highest at ages 25-34:
3.3% among 15-24-years olds, 7.1% for 25-34, 4.0% for 35-44, 1.7% at 45-54, 0.4% at ≥55. It is
lowest among 10-14-year olds at 0.4% and higher among younger children, 0.8% at 2-4 years and
1.5% at 5-9 years. One might have thought that such high rates among children below the age of
sexual activity would have brought at least some people to question whether sexual transmission
of a virus is involved, since this phenomenon is seen in other countries as well. Thus the
prevalence (not incidence, now) of HIV-positive children in 2004 in Botswana was 6.0% among
males and 6.8% among females aged 18 months to 4 years; 5.9% among males and 6.2% among
females aged 5-9; and 3.6% among males and 3.9% among females aged 10-14. In Zimbabwe,
the prevalence was 5.8% among children aged 6-8.
For every age group, these South African data confirm the tentative suggestion (see pp. 74, 217,
246 in The Origin, Persistence and Failings of HIV/AIDS Theory) that black women are much
more prone than others to test HIV-positive: male-to-female rates are lower among blacks than
among other racial groups,. The following Table uses data from the Centers for Disease Control
and Prevention reports on tests at public sites for 1995, 1996, 1997-98, and 1999-2004.

Unfortunately but predictably, the South African Survey takes for granted that relative rates of
testing HIV-positive reflect sexual behavior, and nigh on 2/3 of the whole Report discusses
behavioral issues. As I’ve pointed out often, if one accepts the sexual-transmission view, then one
must also believe that black people actually behave as described in the most extreme racist

stereotypes — see ANTHONY FAUCI EXPLAINS RACIAL DISPARITIES IN “HIV/AIDS”, 3
June 2008 and HIV/AIDS THEORY IS INESCAPABLY RACIST, 19 May 2008, and chapters 57 in The Origin, Persistence and Failings of HIV/AIDS Theory.
Posted in HIV and race, HIV in children, HIV risk groups, HIV skepticism, HIV tests, HIV
transmission, HIV varies with age, M/F ratios, sexual transmission | Tagged: HIV and pregnancy,
HIV demographics, HIV in Britain, racial disparities among gay men
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John Doe and his ilk: pitfalls of pseudonymity
Posted by Henry Bauer on Thursday, 28 August 2008

A little while ago, I remarked on the anonymity of commentator “Fulano de Tal”, who later
insisted he was a genuine “de Tal”, namely, Mengano de Tal; and in private e-mails ventured the
promise (so far unrequited) to tell me his real identity. So I was amused when a friend sent me a
link to the following story:
“When it’s time for gossip, here are some handy names: Fulano, Mengano y Sutano”
http://www.amcostarica.com/101606.htm, accessed 30 July 2008
“No, these are not the names of the Three Stooges. They are monikers that are used to refer to
people without using their given names. Many Costa Ricans use one of these, for example, when
they can’t think of a person’s real name. It’s sort of like ‘what’s-his-name’ in English, or, as the
Germans say, ‘dinksbumps.’
A story in which these three ‘characters’ appear might go something like this:
‘You know that Fulano, son of old Don Mengano— the guy who owns the general store —
anyhow, this Fulano bought a used piece-of-junk motorcycle off some Sutano who lives in the
first house after you cross the old bridge . . . .’
The interesting thing is that these three characters also have the same apellido, or last name,
which is De Tal meaning ‘so-and-so.’
…
When you refer to a person as Fulano De Tal it means he is someone you don’t really care much
about one way or the other. A Mengano De Tal, or Menganito, is someone you might feel sorry
for. And Sutano de Tal is someone you don’t know at all, a perfect stranger.
…
Fulano, Mengano and Sutano also have wives. They are Fulanita, Menganita and Sutanita. So,
when you are annoyed with the woman who does your shirts you can tell your friend about that
little Fulanita down at the laundry who parades around like some kind of movie queen, but all
she’s really after is poor Menganita’s husband!
Another way to use these pseudonyms is to make reference to somebody who is just too
amazingly stupid. For example you might say to a friend whom you wish to dissuade from

making a tremendous blunder: ‘¡No seas tan Fulano!’ Meaning: ‘Don’t be such an idiot!’ Or you
could comment on a person who is acting foolishly by saying: ‘Ese Fulano si es menso’ or ‘That
imbecile is really stupid.’ But the general principle is always the same, to camouflage, albeit at
times rather thinly, someone’s real name. . . .”
Possibly related posts: (automatically generated)
First Language
Final conclusions of the fusion of realities in b-mol
Experto Mengano de Tal revela “el jaque mate de Raúl” en exclusiva en …
This entry was posted on Thursday, 28 August 2008 at 6:19 pm and is filed under HIV
absurdities, HIV skepticism. Tagged: Fulano de Tal, Mengano de Tal, pseudonyms.
***************************************************************************
HIV: It can do anything, everything . . . or nothing?
Posted by Henry Bauer on Tuesday, 2 September 2008
Newspost Online (August 30th, 2008 Health, World News) broke this news: “HIV-infected
patients at ‘higher risk of bone fractures’”.
“HIV-infected patients are at a significantly higher risk of bone fractures, according to new study
to be published in the Journal of Clinical Endocrinology & Metabolism (JCEM). ‘Prior studies
have indicated reduced bone density in HIV-infected patients, but little was known whether
fracture risk increased in this population,’ said Dr. Steven Grinspoon . . . . ‘These data are the first
to suggest that there is a clinically significant increase in bone fractures among HIV-infected
patients’. . . . overall fracture prevalence increased more than 60 percent in HIV-infected patients
versus non HIV-infected patients. . . . ‘HIV patients with risk for low bone density should be
assessed and potentially treated to prevent fractures . . . . Further research is needed into the
mechanisms of bone loss in this population,’ added Dr. Grinspoon” [emphases added; original
source is Virginia A. Triant, Todd T. Brown, Hang Lee, and Steven K. Grinspoon, “Fracture
prevalence among HIV-infected versus non HIV-infected patients in a large U.S. healthcare
system”, J Clin Endocrin Metab, published ahead of print 1 July 2008 ---doi:10.1210/jc.20080828].
This study may be “new”, but it isn’t the “first” (as also noted in TALKING OF HIV’S
MAGICAL POWERS…, 29 DECEMBER 2007 ):
“December 28, 2007 — HIV-positive women have higher risk of bone fractures . . . say the
authors of a study published in Osteoporosis International. Jerilynn Prior . . . and her colleagues
compared the medical records of 138 HIV-positive women with the records of 402 HIV-negative
women. Both groups were similar in terms of age, bone mineral density, family history of
osteoporosis, calcium intake and other factors known to affect bone health. . . . 26 percent of the
HIV-positive women had a history of a fragility fracture — a broken bone that occurs as a result
of a fall from standing height or less — compared with just 17 percent of the HIV-negative
women. . . . Dr. Prior’s team theorized that the difference in fracture rates, despite equal bone
mineral density, may be due to the effect of HIV infection within the bone in a manner that does
not show up on standard measures of bone health”[emphases added; original source is J. Prior, D.
Burdge, E. Maan, R. Milner, C. Hankins, M. Klein, & S. Walmsley, “Fragility fractures and bone
mineral density in HIV positive women: a case-control population-based study”, Osteoporos Int
(2007) 18:1345–1353, DOI 10.1007/s00198-007-0428-7].

That “60%” in Grinspoon et al. reminded me once again of techniques for misleading by means
of numbers. SIXTY is big, impressive; no one wants to take a risk like that. But this is the same
sort of sleight of evidence as when people neglect all-cause mortality when considering risks of
death (ABUSED WOMEN and “HIV”, 22 August 2008 ). The HIV-negative controls of similar
ages already have quite a high risk of bone fracture, more than 1 in 6. To reduce that to perhaps 1
in 4, does it make sense to contemplate treatment with highly toxic antiretroviral drugs, as
Grinspoon suggests? Especially since those drugs themselves damage bone marrow and cause
osteonecrosis (= bone death) — see Treatment Guidelines, 29 January 2008, pp. 23, 30, 67, 69,
80, 84, 101, 102; mentioned re osteonecrosis are “all protease inhibitors” and, for bone-marrow
suppression, ganciclovir, lamivudine, and zidovudine (AZT) as well as (in animal models)
stavudine and tenofovir. Drugs listed as causing “overlapping toxicity” through bone-marrow
suppression are “amphotericin B, cidofovir, cotrimoxazole, cytotoxic chemotherapy, dapsone,
flucytosine, ganciclovir, hydroxyurea, interferon-a, linezolid, peginterferon-a, primaquine,
pyrimethamine, ribavirin, rifabutin, sulfadiazine, trimetrexate, valganciclovir, zidovudine”; some
of those are used for prophylaxis against PCP, for example.
But in addition to risking damage to the very system — bone — that HIV supposedly puts at
some risk, HAART is also known to be a risk factor for “cardiovascular diseases, liver-related
events, renal disease, and certain non-AIDS malignancies” (Treatment Guidelines, 29 January
2008, p. 13).
A risk-benefit analysis might well conclude that a 60% increased risk of bone fracture is the risk
least to be feared. Or rather, one might conclude that even if “HIV” were definitely known to be
the cause of a higher rate of bone fractures. But many HIV-positive people are being treated with
antiretroviral drugs already. Did these studies look for differences in tendency to fractures as
between HIV-positives on HAART and HIV-positives who were not getting antiretroviral drugs?
NO. They didn’t!
————–
There’s a significant difference between the Grinspoon article and the Prior one: the latter
eliminated osteoporosis as a cause of the increased rate of fractures by using a proper control
group of HIV-negative people “similar in terms of age, bone mineral density, family history of
osteoporosis, calcium intake and other factors known to affect bone health”.
Now, Grinspoon et al. acknowledge that “Comparison with a control population is critical”;
however, “Due to database constraints, we could not investigate antiretroviral medication use,
smoking, alcohol use, body mass index, socioeconomic status, or medications affecting bone
metabolism such as estrogens or steroids”. They used data from a large health-care system and
could only accept what was available, they didn’t — as Prior did — use a PROPER control
population, namely, one matched in as many potentially confounding variables as possible.
No wonder, then, that Grinspoon et al. see a need for further research. In any case, that’s
ALWAYS so with people who derive their living from doing research. And HIV/AIDS is ideal
for the purpose, because so many contradictory results keep turning up. For example, does HIV
actually have anything to do with bone density and osteoporosis?
Grinspoon says “Yes”, prior studies have shown it; and no fewer than 14 such studies are cited as
well as a meta-analysis. Those studies also provide ample reason for further research, because
while some of them do find bone density lower in HIV-positive people, a number of studies

ascribe this not to HIV but to HAART. Moreover, the Treatment Guidelines, version 29 January
2008, see above, cite many of the components of HAART as known causes of bone-marrow
suppression or osteonecrosis. An infinite series of studies will no doubt be required to resolve
those (manufactured?) contradictions.
The Prior study is exemplary in spelling out possibly confounding factors and attempting to
control for them. For example, it speculates about a possible resolution of the conundrum of
higher fracture-rate despite equal bone density: different racial compositions of the study and
control groups, because black women have higher bone-density than others do. Also noted is that
“HIV+ women in this study had more classical risk factors for osteoporosis, including more
systemic steroid therapy, heavier smoking histories, more oligomenorrhea [irregular menstrual
periods at intervals >35 days] and more weight cycling, than the control women. They also had
much higher rates of injection or illicit drug use. . . . Half of the HIV+ women reporting
intravenous drug use had a history of 10-kg weight cycling. The use of narcotics, cocaine or
amphetamine and their related weight losses probably account for the higher proportion of HIV+
women who reported oligomenorrhea. . . . HIV+ women had more variable cycle lengths and a
tendency toward abnormally short cycles . . . associated with higher viral loads and lower CD4 Tcell counts . . . ovulation is disturbed in HIV+ women . . . . Early menopause before age 40 . . .
may also occur more frequently in HIV+ women . . . .”.
But what about the known bone-death and bone-marrow damage that are “side” effects of many
components of HAART? The Prior study enrolled “One hundred and thirty-eight HIV+ women”;
some were on HAART and some were not: “100 ART+, 38 ART-“. That, it would seem, would
be the very first variable to be controlled for. Yet the study does not even mention the relative
rates of bone fracture in those two different groups!
It’s not that Prior et al. were unaware of this issue, it’s just that yet another study will be needed
to look into it: “It remains to be determined whether part of the reason for increased fractures in
this population of HIV+ women relates to the majority of the population who were treated with
modern highly active antiretroviral therapy [2]. Literature results are mixed about whether ART
use is associated with bone loss because of adverse drug effects or with bone gain as HIV+
women become less ill, more mobile, gain weight, and have less inflammation. Investigation of
fracture and BMD [bone mineral density] in these cases by ART use or not, is currently ongoing
(Burdge, personal communication).” [Burdge is one of Prior’s six co-authors]
One may wonder how many studies will be needed before it is admitted that, in some patients at
least, HAART leads to severely debilitating “side” effects such as lipodystrophy and loss of bone.
After all, reactions to many drugs differ from individual to individual; but if some people suffer
severe “side”-effects, others are likely to suffer similar effects in milder fashion. With such
treatments as HAART, which are continued indefinitely, even mild “side”-effects may become
serious after a while. The fact that some studies have not found bone loss to be associated with
HAART does not prove invalid other studies that do find such a relationship; it only indicates that
there were some unknown differences in the studies, possibly characteristics of the particular
people being studied, some being more sensitive than others to those particular effects. So results
should surely not be ignored like those of Tebas et al. (AIDS, 14 [#4, 2000] F63-7), that protease
inhibitors not only produce lipodystrophy but also more than double the risk of osteopenia and
osteoporosis; or those reported by McDermott et al., Am J Clin Nutr., 74 (#5, 2001) 679-86.
————————————-

As seems so common in HIV/AIDS research, Prior et al. are prepared to credit HIV with almost
magical properties: “bone geometry and microarchitecture are of key importance as risks for
osteoporotic fracture. Further research is required to explore the geometric properties of bone in
HIV+ women . . . .”. If HIV doesn’t de-mineralize the bone, perhaps it alters its structural
properties?!
Note that HIV is held responsible not only for possible bone damage, even if only in some occult
manner, but also with “more variable cycle lengths and a tendency toward abnormally short
cycles . . . associated with higher viral loads and lower CD4 T-cell counts . . . ovulation is
disturbed in HIV+ women . . . . Early menopause before age 40 . . . may also occur more
frequently in HIV+ women” [emphasis added]: clearly, it’s taken for granted that viral load and
CD4 counts are reliable measures of activity by HIV, and this distracts the authors from the more
obvious connection between HAART and bone damage.
All these conflicting reports resolve themselves once it’s realized that testing HIV-positive is
simply a marker, analogous to fever, of some disturbance of the system. HIV-positive doesn’t
signify the presence of an all-powerful virus, it is a consequence or corollary of any one of a large
variety of pre-existing conditions of disturbed health, minor as well as major. If you’re on drugs,
or something has disturbed ovulation and menstruation, or you’re under just about any form of
physical or emotional stress, you’re more likely than otherwise to test HIV-positive, to have
lower CD4 counts, to be generating the bits of RNA that constitute “viral load”.
“HIV” doesn’t cause bone loss any more than it causes liver damage or heart disease;
antiretroviral drugs do those things.
Posted in Funds for HIV/AIDS, HIV absurdities, HIV and race, HIV as stress, HIV does not
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Science Studies 103: Science, Truth, Public Policy — What the CDC should know but doesn’t
Posted by Henry Bauer on Thursday, 4 September 2008
For decades, politicians have increasingly taken expert scientific advice as a guide to public
policy. That’s wonderful in principle, but not necessarily in practice, because outsiders don’t
understand that the experts’ advice is based on scientific knowledge, which is always tentative
and temporary; scientific theories have a limited lifetime. It’s a widespread illusion, with
seriously debilitating consequences, that “science” is synonymous with “truth”.
Not that anyone would, if asked, admit that they believe that science = truth; but observe how
science is commonly talked about. If we want to emphasize that something really is so, we say
it’s “scientific”. If we want to denigrate something as being untrue, we call it “unscientific”; or if
we want to be nasty, we say it’s “pseudo-scientific”. “Tests have shown that …” somehow
doesn’t seem convincing enough, so we say, “Scientific tests have shown …”, and then we need
no longer fear any contradiction.

Policy makers ought to know that advice from scientific experts is fallible. Much public policy
has to be based on judgments in situations where the facts are not certain, and decisions have to
be made about possible benefits balanced by possible drawbacks. Therefore
the prime responsibility of technical experts
whose advice informs politicians
is to make as clear as possible
the uncertainties in what they think they know.
Otherwise, policy is influenced by judgments made unconsciously by the technical experts, who
may see the trees fairly well but who are usually ignorant about the forest.
For example, when the Centers for Disease Control and Prevention (CDC) publish estimates of
something, their responsibility is to make plain, indeed to emphasize, the limits of uncertainty in
those estimates. This the CDC singularly and repeatedly fails to do; for example, it issued a press
release in 2005 that HIV infections has surpassed 1 million “for the first time”, when it had
already released estimates of about 1 million throughout the previous twenty years (p. 1 in The
Origin, Persistence and Failings of HIV/AIDS Theory).
This post was prompted by the brouhaha following CDC’s recent announcement that its earlier
estimate of about 40,000 annual HIV infections had been too low, its new estimate being 56,000.
CDC was hardly a shrinking violet with this revision: “The new data is [sic] scheduled for
publication in the peer-reviewed Journal of the American Medical Association. The report’s
release is meant to coincide with the opening Sunday of the biannual International AIDS
Conference in Mexico City, Mexico.”
“Dr. Kevin Fenton, director of the CDC’s National Center for HIV/AIDS, Viral Hepatitis, STD
and TB Prevention”, proclaimed that “‘The fact that 56,000 Americans each year are contracting
HIV for the first time is a wake-up call for all of us in the U.S.’ . . . [CDC] is now using
technology capable of determining when someone was infected. The new method can indicate
whether someone has been infected with HIV during the previous five months, rather than relying
on statistical models. Diagnosis of HIV can occur years after infection”.
News accounts do not always reflect accurately, of course, what a speaker or a press release says,
but in this instance it was evidently something that could easily lead a listener or reader to believe
that some “new method” had supplanted “statistical models” — which is entirely untrue. A few
media accounts did mention that this new number is simply a revised estimate, not a claim that
the rate of HIV infections has been on the increase. What none of the media accounts that I have
seen has pointed out is how fraught with assumptions and uncertainties this new estimate is, and
how wrong are the conclusions of this “new method” when tested against reported “HIV”
numbers from earlier years. Figure A shows what the CDC’s “new method”, combined with its
computer-statistical model, “predicts” new HIV infections to have been since before the
beginning of the AIDS era (source: Hall et al., “Estimation of HIV incidence in the United
States”, JAMA, 300 [2008] 520-529).
Figure A

I’ve highlighted several clues to how uncertain all this is, though the clues are not hard to
recognize. What is not at all uncertain, though, is that the estimates given in this Figure are totally
at odds with data-based estimates of HIV infections during at least the first decade of the AIDS
era.
From the Y-axis scale, Figure A yields the numbers in Table A, column I. Column II lists the
AIDS deaths during the relevant periods (from “Health, United States” reports ). Column III is
the net estimated prevalence, namely, the cumulation of annual new infections in Column I minus
the deaths. Column IV lists earlier estimates from official reports and peer-reviewed articles. The
CDC’s “new method” combined with their computer-statistical model constitutes a drastic rewriting of history. And just as the Soviet Union rewrote history all the time without mentioning
the old version — let alone explaining what was wrong with it —, CDC fails to mention the
numbers it and peer-reviewed articles had propagated during the 1980s and 1990s.

Those earlier estimates in Column IV had been made in a quite straightforward manner. The
actually measured rate of testing “HIV-positive” in various groups was multiplied by the size of
each group. Military cohorts, blood donors, and Job Corps members were routinely tested.
Sentinel surveys had been carried out in hospitals and a range of clinics, and special attention had
been paid to sampling homosexual men and injecting drug users. The only uncertainty was in
estimating the sizes of the various groups, but good information was available about most of
those, and moreover there was a National Household Survey that provided a good check on what
is typical for the general population overall. Persistently over two decades, the result was an
approximately constant prevalence of something like 1 million.
That fact is incompatible, however, with HIV/AIDS theory, which insists that “HIV” somehow
entered the USA in the late 1970s. Naturally, the CDC’s model incorporates that assumption even
though it remains unproven and is incompatible with surveillance of HIV infections since 1985.
Now CDC continues its attempt to shape public policy with numbers derived from a model whose
validity is not merely uncertain, it’s demonstrably invalid.
That seems incredible, but Science Studies once again offers insight. The modelers know they are
“just” modeling, trying to establish the best possible algorithms to describe what’s happening. In
their publication, they scrupulously set out all the assumptions made in this latest set of
calculations; indeed, almost the whole text of the article describes one assumption after another.
The failure to discuss how incompatible the model is with data from 1985 through the late 1990s
is, plausibly, because the authors are not even aware of those earlier publications — they’re
working on this particular model, that’s all. The blame, if any, should be directed at the

administrators and supervisors, whose responsibility it is to know something about the forest, and
most particularly about the CDC’s responsibility to the wider society: not to arouse panic without
good cause, for example; to ensure that press releases are so clear to lay people that the media
will not misrepresent them. But CDC big-shots, like bureaucrats in other agencies, suffer
inevitable conflicts of interest: they want to attract the largest possible funding and to gain the
highest possible public appreciation, esteem, prestige. That’s why, in the early days of AIDS, the
CDC had hired a PR firm to convince everybody that AIDS was a threat to every last person,
even as they knew that it wasn’t (Bennett & Sharpe, “AIDS fight is skewed by federal campaign
exaggerating risks”, Wall Street Journal 1 May, 1996, A1, 6.)
At any rate, this latest misleading of the public, seemingly not unintentional, is far from
unprecedented. The crimes and misdemeanors of CDC models are legion; see, for example,
“Numbers”, “Getting the desired numbers”, and “Reporting and guesstimating”, respectively p.
135 ff., p. 203 ff., and p. 220 ff. in The Origin, Persistence and Failings of HIV/AIDS Theory).
Consider the instance in Table B of CDC-model output that was wildly off the mark. The
modelers had seen fit to publish this, as though it were somehow worthy of attention, when the
calculated male-to-female ratios for “HIV-positive” are completely unlike anything encountered
in actual HIV tests in any group for which such data had been reported for the previous dozen
years.

Not that WHO or UNAIDS models are any better, as James Chin — who designed and used some
of them — has pointed out cogently (“The AIDS Pandemic”). Jonathan Mann was one of the
first international HIV/AIDS gurus, responsible for authoritative edited collections like “AIDS in
the World II: Global Dimensions, Social Roots, and Responses” (ed. Jonathan A. Mann & Daniel
J. M. Tarantola, Oxford University Press, 1996) . In that volume, the cumulative number of HIV
infections in the USA is confidently reported as in Table C below. On the one hand, I give Mann
et al. high marks for restricting themselves to 4 significant figures and avoiding the now-standard
HIV/AIDS-researchers’ penchant for giving all computer outputs to the nearest person. On the

other hand, their estimates are in total disagreement with those based on actual data obtained
during the relevant years.

The CDC’s 2008 model is a bit closer than WHO’s to the data-based estimates, but it’s still
wildly off the mark, up at least to 1990.
The model is clearly invalid
and the numbers derived from it are WRONG
This post is already long enough. I’ve written more about science not being truth and related
matters in Fatal Attractions: The Troubles with Science, New York: Paraview Press , 2001 . In
another post I’ll write more specifically about this latest CDC publication, the array of
unvalidated underlying assumptions as well as hints of troubling conflicts of interest.
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***************************************************************************

CDC’s “model” assumptions (Science Studies 103a)
Posted by Henry Bauer on Saturday, 6 September 2008
An earlier post showed that the CDC’s model of HIV/AIDS is simply wrong; it yields estimates
of HIV infections that are contrary to repeatedly published data for at least the first decade of the
AIDS era. A wade through that article describing the CDC’s latest estimates (Hall et al.,
“Estimation of HIV incidence in the United States”, JAMA, 300 [2008] 520-529) is less than
reassuring about what CDC does and how it does it, albeit enlightening in a head-spinning
journey-through-wonderland sort of way.
To take a relevant non-technical matter first:
“the CDC determined in 2005 and again in 2007 that HIV incidence surveillance is not a research
activity and therefore does not require review by an institutional review board” — at least in part,
presumably, because this is “routine HIV and AIDS surveillance.”
That determination was based on specified rules and regulations and evidently satisfied
bureaucratic requirements, but it’s nevertheless nonsense, in an important way. When something
is described as “research”, most everyone understands that there’s a degree of uncertainty
attached to the output. When, on the other hand, something is NOT research, just routine
surveillance, then there’s a clear implication that the outputs are factual and trustworthy. Slogging
through the details of how the calculations are made shows quite convincingly, however, that one
would be foolish to place much reliance on any resulting claims — even leaving aside that, as
shown earlier, those outputs are at variance with published data from official and peer-reviewed
sources stretching over more than a decade.
Why not have an institutional review board look at this activity? Well, perhaps such a review
would consider the associated ethical issues, since human subjects are involved. Have they given
informed consent? What are the consequences for a person who is told that an HIV infection is
not only present but happens to be recent? How would it affect that person’s intimate relations?
And so on. A bag of worms, best left unopened. You never know, no matter how carefully you
choose members for such review boards, a troublemaker might slip through the vetting process.
——————The article’s conclusions imply a degree of certainty that’s entirely unwarranted:
“This study provides the first direct estimates of HIV incidence in the United States using
laboratory technologies previously implemented only in clinic-based settings.”
What does “direct” estimates seek to convey, if not trustworthiness? Yet those estimates are
anything but direct, given the avalanche of assumptions that go into those estimates.
The rationale for this research-that-isn’t-research is that “the incidence of HIV infection in the
United States has never been directly measured”. True, because it couldn’t be, since acquiring
“HIV infection” brings no symptoms with it. However, there have been multitudes of direct
measurements of HIV prevalence; and that, together with deaths from AIDS whose reporting is
legally mandated, permits calculation of incidence. As shown in the earlier post, those actual
calculations demonstrate that these new “direct estimates of incidence” are dead wrong.
The crucial mistake in CDC’s models is, of course, the assumption that HIV causes AIDS. That
leads to the further assumption that the incidence of HIV can be “back-calculated” from the
incidence of AIDS diagnoses. Even were the first assumption correct, back-calculation would
require everything to be known about the course of “HIV disease” following infection. Given that

there must be individual differences, and that any one of some 30 diseases or conditions might be
the manifestation of “HIV disease”, that’s impossible; therefore, another avalanche of
interlocking assumptions blankets the model.
These considerations in themselves ought to be enough to vitiate the whole approach, but yet
more assumptions are piled on. Possibly the most critical is the “new method” for determining
whether infections are recent or not. The basic concept was described (for example) ten years ago
in Janssen et al., “New testing strategy to detect early HIV-1 infection for use in incidence
estimates and for clinical and prevention purposes”, JAMA 280 (1998) 42-8: it’s assumed that
recent infections will be detectable by a sensitive antibody test and less recent ones will be
detectable by a less sensitive antibody test. It’s long been accepted that it takes a matter of weeks
or months after infection before tests can pick up HIV antibodies; so, the idea is, the levels of
antibodies increase at not too rapid a rate, and using simultaneous sensitive and less sensitive
assays can distinguish relatively new from relatively old infections. (Analogous earlier
suggestions include Brookmeyer et al., American Journal of Epidemiology 141 [1995] 166-72
and Parekh et al., AIDS Research and Hum Retroviruses 18 [2002] 295-307.)
I invite — no, I urge interested parties to read the Janssen et al. paper. I can’t post the whole thing
since it’s copyrighted by the American Medical Association, but here’s a “fair use” extract to give
a taste of the proliferation of approximations and assumptions:
“We estimated distribution and mean time between seroconversion on the 3A11 assay and the
3A11-LS assay using a mathematical model . . . with a variety of cutoffs. To estimate time
between seroconversion on the 2 assays, we assumed a progressive increase in antibody during
early infection, producing for each subject a well-defined time on each assay before which results
would be nonreactive and after which results would be reactive [but bear in mind that HIV
antibody tests don’t give a definitive “yes/no” --- a “well-defined time” was CHOSEN];
seroconversion time on the 3A11 assay was uniformly distributed [that is, the assumption of
uniform distribution was made part of the model] between time of the last 3A11 nonreactive
specimen and the time of the first 3A11 reactive specimen; 3A11-LS assay seroconversion
occurred no earlier than 3A11 assay seroconversion [assumption: the less sensitive test could not
be positive unless the more sensitive one was]; and time difference between seroconversion on
the 3A11 and 3A11-LS assays was [assumed to be] independent of seroconversion time on the
3A11 assay. We modeled time between seroconversions using a discrete distribution that
assigned a probability to each day from 0 to 3000 days, estimated by maximum likelihood based
on observed data on times of last nonreactive and first reactive results for 3A11 and 3A11-LS
assays, using an EM algorithm approach.29 A smoothing step was added to the algorithm30 to
speed convergence and produce smooth curves; a kernel smoother with a triangular kernel was
used with bandwidth (h) of 20 days. Mean times between 3A11 and 3A11-LS sero- conversion
were largely invariant for the range of days for smoothing bandwidths we considered (0#h#100).
Confidence intervals (CIs) for mean time between seroconversions were obtained using the
bootstrap percentile method.31 Day of 3A11 assay seroconversion was estimated from the model
conditional on observed times of last nonreactive and first reactive results for 3A11 and 3A11-LS
assays and using estimated distribution of times between seroconversions. To assess ability of the
testing strategy to accurately classify specimens obtained within 129 days of estimated day of
3A11 seroconversion and to correct for multiple specimens provided by subjects, we calculated
the average proportion of each person’s specimens with 3A11 reactive/ 3A11-LS nonreactive
results obtained in that period” [emphases added].
Now, I’m not suggesting that there’s anything untoward about RESEARCH along these lines;
quite the contrary, it’s commendable that researchers lay out all the assumptions they make so

that other researchers can mull over them and decide which ones were not good and should be
modified, as work continues in the attempt to develop an adequate model. What’s inappropriate is
that the outputs of such highly tentative guesswork morph over time into accepted shibboleths.
The CDC’s recent revision of estimates accepts as valid this approach even while admitting that it
had been found to give obviously wrong results in Africa and Thailand, namely, “the
misclassification of specimens as recent among persons with long-term HIV infection or AIDS,
which overestimates the proportion of specimens classified as recent”. Outsiders might draw the
conclusion that there’s something basically wrong and that the approach needs refining; certainly
before it gets applied in ways that lead to public announcements that spur politicians into
misguided action, say, that medical insurance be required to cover the costs of routine HIV tests.
(Researchers, on the other hand, merely note such failures and press on with modifications that
might decrease the likelihood of misleading results.)
So: Hall et al. begin with the assumption that HIV cause AIDS. They add the corollary that HIV
incidence can be back-calculated from AIDS diagnoses, which requires additional assumptions
about the time between HIV infection and AIDS — not just the average “latent period”, but how
the latent period is distributed: is it a normal bell-curve distribution around a mean of 10 years?
Or is it perhaps a Poisson distribution skewed toward longer times? Or something else again? The
fact that the precise time of infection cannot be determined, only estimated on the basis of yet
further assumptions, makes this part of the procedure inherently doubtful.
Heaped on top of these basic uncertainties are more specific ones pertaining to the recently
revised estimate of HIV infections for the whole United States. The data actually used came from
only 22 States. Of an estimated 39,400 newly diagnosed HIV-positives in 2006, 6864 were tested
with the assay that had proved unreliable in Africa and Thailand, and 2133 of these were
classified as recent infections, which led by extrapolation to an estimated 56,300 new infections
in 2006 in the United States as a whole.
This 2008 publication asserts that the Janssen et al. approach “now makes it possible to directly
measure HIV incidence”, citing articles published in 1995, 1998, and 2002. It refers to “new
technology” and a “new system”, citing the 2002 article in conjunction with “R. H. Byers, PhD,
unpublished data, July 2005”. A further assumption is the criterion that “a normalized optical
density of less than 0.8 on the BED assay . . . [means that] the source patient is considered
recently infected”. This hodge-podge is made to appear scientifically reliable by christening it
“the serologic testing algorithm for recent HIV seroconversion (STARHS)”, citing Janssen et al.
(published in 1998, remember).
The public call-to-arms about 56,300 new infections was based on this STARHS approach,
fortified by an “extended back-calculation” yielding 55,400 infections per year during 2003-6, the
back calculation being based on “1.230 million HIV/AIDS cases reported by the end of 2006”.
Once again: Researchers can be properly pleased when two approaches yield closely the same
result, 56,300 and 55,400. It means that what they’re doing is self-consistent.
But self-consistent doesn’t mean correct, true to reality. Outsiders might note, however, and
policy makers badly need to note, that both approaches are based on the same basic assumptions,
namely, that HIV entered the USA in the late 1970s and that HIV causes AIDS. But those
assumptions are at glaring odds with a number of facts.
For one, the report that first led me to look at HIV-test data: that in the mid-1980s, teenaged
females from all around the country were testing HIV-positive at the same rate as their male

peers. In other words, a sexual infection that got its foothold around 1980 among gay men and
shortly thereafter in injecting drug users had, within a few years, become distributed throughout
the whole United States to the stage that teenagers planning to go into military service, and
therefore rather unlikely to have been heavily into drug abuse or unsafe sex with gay men in large
cities, would have already caught this lethal bug. Not only that: although this infectious diseasecausing agent was already so pervasively distributed around the country, the disease itself was
not.
That early publication (Burke et al., JAMA 263 [1990] 2074-7) also reported that the greatest
prevalence of HIV-positive was NOT in the places where AIDS was most to be found; the maleto-female rates of HIV-positive were nothing like those for AIDS; and testing HIV-positive was
more likely for black youngsters from regions with little AIDS than for white youngsters from
regions with much AIDS.
No more should have been needed, one might well suggest, to scotch once and for all the
mistaken connection between AIDS and HIV-positive. Instead, we are now inundated in houses
of cards held together by a proliferation of assumptions modified ad hoc, all preventing research
on the really pressing matters:
What does testing HIV-positive mean in the case of each individual? What should people do, who
are told they are HIV-positive? What is the best treatment for people presenting with
opportunistic infections?
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The Research Trough — where lack of progress brings more grants
Posted by Henry Bauer on Wednesday, 10 September 2008
Erwin Chargaff wrote wonderfully acerbic essays about the gap between the traditional high
ideals of science and the actual practices of scientists, for example, “in our time a successful
cancer researcher is not one who ‘solves the riddle,’ but rather one who gets a lot of money to do
so. It is all quite similar to the history of alchemy, another truly goal directed, though much less
costly, enterprise” (Chargaff, Voices in the Labyrinth, 1977, p. 89).
What might Chargaff have said about the goal-directed missions of trying to invent vaccines and
microbicides to prevent infection by HIV?

He would surely have expressed it much more memorably, but the gist would have been, “I told
you so”:
“NORFOLK, Va. - Eastern Virginia Medical School is receiving a $100 million grant to develop
a product to prevent the transmission of the virus that causes AIDS. . . . Officials say the grant
will further two decades of studying microbicides that would block HIV and other sexually
transmitted diseases. Microbicides can come in forms such as topical gels, creams, tablets, films
or oral pills. The grant will fund the school’s program known as CONRAD. . . . CONRAD
researchers have been working on microbicides for 20 years and are focusing on several
promising candidates that interfere with the process that allows HIV to replicate” [AP, 8
September 2008; emphases added].
That’s progress for you: after two decades, “some promising candidates”. Note how misleading is
the stuff about “topical gels, creams, tablets, films or oral pills”, implying that it’s the vehicle that
needs work when the very feasibility is at issue since an effective agent remains to be discovered.
Luddites like myself might suggest that this $100 million throws good money after bad. Naïve
observers might ask whether there’s something basically wrong with our view of “HIV”, if
twenty years has brought nothing better than some “promise”.
Here’s a short and random recent history of HIV-microbicide research:
“Microbicide Trials On HIV Transmission Prevention Halted — The Chronicle Newspaper
(Lilongwe) . . . 7 May 2007 . . . Malawi will continue with phase 3 Trials on the efficacy of a
microbicide gel that is being tested for HIV prevention in women despite trials of a similar kind
being halted in other participating countries. . . CONRAD, a reproductive health research
organization had halted the phase 3 efficacy trials of its Cellulose Sulfate (CS) based
microbicides . . . the public [is] asking why the trials . . . being carried out by John Hopkins
Foundation in Malawi are still continuing. . . . on the Pro 2000 and Buffer Gel [trials] started in
2005 . . . . CS is a completely different product from Pro 2000 and Buffer Gel . . . preliminary
results indicated that Cellulose Sulfate could lead to an increased risk of HIV infection . . . . ‘With
these microbicide candidates in large scale efficacy trials and a new generation of microbicides
well into safety studies, microbicides could be available in five to seven years’” .
That reminded me that an HIV vaccine, promised in 1984 within a couple of years, has not been
delivered after more than a couple of decades.
“FDA Mandates HIV Warning on Contraceptives — Contraceptive gels, foams, films, and inserts
sold in the United States will now come with a warning that the products do not protect against
HIV and other sexually transmitted diseases. The Food and Drug Administration will require the
warning on all over-the-counter products containing nonoxynol-9 . . . . ‘FDA is issuing this final
rule to correct the misconceptions that the chemical N-9 in these widely available stand-alone
contraceptive products protects against sexually transmitted diseases, Janet Woodcock, FDA’s
deputy commissioner for scientific and medical programs, said . . . . The warning was proposed in
2003 after a study in Africa and Thailand found women using the nonoxynol-9-based products
were at higher risk of HIV than those on a placebo. The new warning states that because the
products can irritate the vagina and rectum they may boost the risk of contracting HIV/AIDS”
[emphases added].
Four years between proposing a warning and actually issuing it seems a bit long even for a
federal bureaucracy; especially one that’s accustomed to approve new antiretroviral drugs
virtually overnight.

“Pfizer Seeks to Prevent HIV” — Wall Street Journal 30 January 2008 — “A new Pfizer Inc.
HIV drug will soon be reformulated in an effort to prevent the transmission of the virus, offering
a faint ray of hope in an arena littered with disappointments. . . . [Pfizer] will license its new
medicine, Selzentry, to a nonprofit that investigates ways to turn HIV medicines for infected
patients into vaginal substances to prevent transmission to women during sex. The partnership
offers a low-risk way for Pfizer to find out if the medicine could become a frequently taken drug,
while potentially offering an empowering concept to women in the developing world. HIV
preventives have proven elusive, with researchers and advocates still recovering from last year’s
collapse of Merck & Co.’s once-promising vaccine trial. And Pfizer’s new venture with the
International Partnership for Microbicides is a long shot that relies on an unproven theory. . .
Pfizer’s drug was approved last year for patients who have undergone other HIV treatment. Pfizer
is now giving the IPM a license to try to turn the medicine into a vaginal gel, ring or film that
might prevent transmission. The Pfizer drug already has a safety portfolio approved by the Food
and Drug Administration, potentially making it easier to get through testing in a new form.”
Re “approved safety profile”, note for Selzentry (equivalent generic is maraviroc, MVC) the
following “Adverse Events” from the HIV/AIDS Treatment Guidelines, 29 January 2008:
“Abdominal pain, cough, dizziness, musculoskeletal symptoms, pyrexia, rash, upper respiratory
tract infections, hepatotoxicity, orthostatic hypotension” (Table 14, p. 74).
There’s also a “Pertinent Black Box Warning” (Table 20, p. 86):
“Hepatotoxicity has been reported with maraviroc and may be preceded by evidence of a
systemic allergic reaction (e.g., pruritic rash, eosinophilia, or elevated IgE). . . . Immediately
evaluate patients with signs or symptoms of hepatitis or allergic reaction.”
The “GOOD” news about MVC (Table 26, p. 101), is that it doesn’t seem to cause cancer in
animals.
“The first anti-AIDS vaginal gel to make it through late-stage testing failed to stop HIV infection
in a study of 6,000 South African women” — AP, 18 February 2008 — “Scientists . . .plan more
tests on a revamped gel containing an AIDS drug that they hope will work better. The gel used in
the current study did prove safe, however, and researchers called that a watershed event.”
How Chargaff would have been delighted at this grist for his mill: it’s a watershed event when,
finally, an intended medicine at least does no harm.
But the researchers were quite rightly delighted, because “A year ago, scientists stopped two latestage tests of a different gel after early results suggested it might raise the risk of HIV infection
instead of lowering it. . . . The study was paid for by the Bill & Melinda Gates Foundation and the
U.S. Agency for International Development . . . . Jeff Spieler, an official at USAID, called the
trial ‘groundbreaking work’ in a statement. ‘We have always known that the path to developing a
successful microbicide would be a long one.’ The Population Council hopes to start tests this year
of a revamped Carraguard containing an experimental AIDS drug, MIV-150. The group also has
studies under way of a contraceptive version of the gel, Carraguard plus hormones.”
Sounds very good. Plenty of research needed, so grants will keep coming in for the “long”
foreseeable future.
26th February 2008: “CHICAGO (AFP) — The quest to develop a vaginal gel to prevent HIV
infection took a step forward Monday when researchers announced that one such gel is safe
[cheers!] for women to use on a daily basis. . . . The researchers found no disruption of liver,
blood or kidney function . . . . ‘Based on what we have learned we can proceed with greater
confidence on a path that will answer whether tenofovir gel and other gels with HIV-specific
compounds will be able to prevent sexual transmission of HIV in women when other approaches

have failed to do so,’ said lead investigator Sharon Hillier, director of reproductive infectious
diseases at the University of Pittsburg School of Medicine.”
“The announcement comes a week after researchers announced that the first prototype to
complete advanced clinical trials was ineffective in preventing infection. Microbicides are one of
the most eagerly-sought avenues in the war on AIDS, where at present there is neither a cure nor
a vaccine . . . . A number of different gels are currently being tested around the world but none
have been proven to be effective and some have even increased the risk of contracting HIV.”
As to tenofovir (Viread; also in Atripla and Truvada), the Treatment Guidelines say:
“Renal impairment, manifested by increases in serum creatinine, glycosuria, hypophosphatemia,
and acute tubular necrosis, has been reported with tenofovir use . . . . The extent of this toxicity is
not completely defined. . . . Renal function, urinalysis, and electrolytes should be monitored in
patients while on tenofovir” (p. 23);
Adverse Events (Table 10, p. 69): “Asthenia, headache, diarrhea, nausea, vomiting, and
flatulence; renal insufficiency; Lactic acidosis with hepatic steatosis (rare but potentially lifethreatening toxicity with use of NRTIs).
Pertinent Black Box Warning (Table 20, p. 86): “Lactic acidosis and severe hepatomegaly with
steatosis, including fatal cases, have been reported with the use of nucleoside analogs alone or in
combination with other antiretrovirals. Tenofovir is not indicated for the treatment of chronic
hepatitis B (HBV) infection; safety and efficacy in patients with HIV/HBV coinfection have not
been established. Severe acute exacerbations of hepatitis B have been reported in patients who
discontinued tenofovir — hepatic function should be monitored closely with both clinical and
laboratory follow-up for at least several months after discontinuation of tenofovir in HIV/HBVcoinfected patients. If appropriate, initiation of anti-HBV therapy may be warranted after
discontinuation of tenofovir.”
Tenofovir has also caused liver cancers in mice.
Since microbicides are intended for use by women, yet another comment in the Treatment
Guidelines is pertinent:
“Because of lack of data on use in human pregnancy and concern regarding potential fetal bone
effects, tenofovir should be used as a component of a maternal combination regimen only after
careful consideration of alternatives” (Table 27, p. 102).
Though the drugs had been approved as safe and effective by the FDA, the label for Selzentry and
information about tenofovir make rather frightening reading.
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How “AIDS Deaths” and “HIV Infections” Vary with Age — and WHY
Posted by Henry Bauer on Monday, 15 September 2008
According to orthodox HIV/AIDS belief, antiretroviral treatment has greatly extended the
lifespan of “HIV-positive” individuals. It follows that the ages at which people typically die of
“HIV disease” should have increased since AIDS was first noted in the early 1980s. Yet the
greatest risk of dying “from HIV disease” remains is now just about the same as it was two

decades ago: around age 40 ± 5 years. There is no sign that antiretroviral drugs have extended
life.
Another shibboleth of HIV/AIDS theory is that infection by HIV is followed by a latent period
averaging 10 years before symptoms of illness present themselves; and this pre-symptomatic
period is supposed to have been lengthened by contemporary antiretroviral treatment. It follows
that the ages at which people die from “HIV disease” should be much greater than the ages at
which they become “infected”. Yet the ages at which people most often test “HIV-positive” are
the same as the ages at which people are most likely to die of “HIV disease”, in the range of 40 ±
5 years. There is no indication of a latent period, nor that antiretroviral drugs have extended it.
There are dramatic differences in frequency of testing HIV-positive between members of
different racial groups: black >> Native American > white > Asian. There are similarly dramatic
differences, of similar magnitude, in the respective death rates. Yet the variations with age are
incongruous: blacks survive HIV/AIDS disease to significantly greater ages than do whites,
Native Americans, or Asians. An infectious disease that targets some racial groups more than
others also allows members of the most affected groups to survive longer?!
I first noted these points in a blog [“HIV disease” is not an illness, 19 March 2008], and later in a
talk to the Society for Scientific Exploration (“Disproof of HIV/AIDS theory”). A journal article
making these points has now been published (“Incongruous age distributions of HIV infections
and deaths from HIV disease: Where is the latent period between HIV infection and AIDS?”,
Journal of American Physicians & Surgeons 13 [#3, Fall 2008] 77-81). The data showing that
“HIV infections” peak in the same age range as deaths from “HIV disease” are in Table 5 of the
journal article and Table E of the blog post:

and a graphical representation is in the PowerPoint presentation:

It is an additional curiosity that the greatest risk of dying from an infectious disease should be for
people who are in prime years of adulthood — infections are typically most dangerous for the
very young and for the elderly, those for whom childhood vaccinations and flu and pneumonia
vaccinations are most recommended.
In the limited space of the journal article and the limited time of an oral presentation, I had to
leave unaddressed a number of complications and corollary points, which I’ll address in
subsequent posts, for instance, that the age of first recorded positive HIV-test is not the same as
the age of first becoming HIV-positive.
Perhaps the most interesting and consequential fact is that the age distributions for positive HIVtests, for AIDS diagnoses, and for HIV/AIDS deaths all peak in this age range of about 35-45 and
have roughly the same shape. That makes no sense under HIV/AIDS theory, but makes perfect
sense if “HIV-positive” is merely a response to some non-specific physiological challenge. The
concordance of these three age distributions, over the course of more than two decades, follows
from the manner in which HIV tests were designed and from the fact that AIDS was defined in
terms of “HIV”.
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HAART saves lives — but doesn’t prolong them!?
Posted by Henry Bauer on Wednesday, 17 September 2008
Death rates are down, yet AIDS patients are not living longer! Why not?
(This is a long post, and includes at least one Table that is too large to be viewed conveniently in
the same window as the text. If you prefer to read it as a pdf, here it is: haartdoesnt-prolong-lives)
In the early 1980s, a diagnosis of “AIDS” typically had been followed by death within a year or
two. At that time, diagnosis was on the basis of Kaposi’s sarcoma or of manifest opportunistic
fungal infections — Pneumocystis carinii pneumonia or candidiasis.
Following the adoption of “HIV-positive” as a necessary criterion for an AIDS diagnosis, an
increasing range of non-opportunistic infections and other illnesses came to be included as
“AIDS-defining” (for instance, tuberculosis, wasting, cervical cancer, etc.) — see Table 1; the
most consequential changes were in 1987 and in 1993. The only basis for them was that people
with some illnesses were quite often “HIV-positive”, in other words, there were correlations with
“HIV-positive” status, not any proof that “HIV encephalopathy”, “HIV wasting disease”, or other
additions to the list of “AIDS-defining” conditions were caused by “HIV”. Indeed, there could
not be such proof since mechanisms by which “HIV” could cause illness have not been
demonstrated, and they remain to this day a matter for speculation — even over the central issue
of how HIV (supposedly) kills immune-system cells. An absurd consequence of these redefinitions, often cited by HIV/AIDS skeptics, is that a person suffering indisputably from
tuberculosis (say) might or might not be classed as an HIV/AIDS patient, depending solely on
“HIV” tests.
Table 1

(from Nakashima & Fleming, JAIDS 32 [2003] 68-85; numbers in parentheses after the dates
refer to sources cited in that article)

As “AIDS” was being diagnosed increasingly among people less desperately ill than the original
AIDS victims, survival time after diagnosis became longer.
The 1993 change extended the umbrella of “AIDS patient” to cover people with no manifest
symptoms of ill health; in ordinary parlance, they weren’t ill, and consequently the interval
between an AIDS diagnosis and death was bound to increase dramatically. This re-definition also
expanded enormously the number of “AIDS cases”: about 70% of them are not ill (Walensky et
al., Journal of Infectious Diseases 194 [2006] 11-19, at p. 16).
In 1996, earlier treatment for AIDS with high-dose reverse transcriptase inhibitors like AZT
(ZDV, Retrovir) was increasingly superseded by “highly active antiretroviral treatment”
(HAART), which has been generally credited with the prolonging of lives by a considerable
number of years. According to the Antiretroviral Therapy Collaboration (Lancet 372 [2008] 29399), life expectancy for 20-year-old HIV-positives had increased by 13 years between 1996 and
2005 to an additional 49 years; for 35-year-olds, the life expectancy in 1996-99 was said to be
another 25 years. According to Walensky et al. (op. cit.), survival after an AIDS diagnosis now
averages more than 14 years. Yet another encomium to antiretroviral drugs claims that “by 20042006, the risk of death in the first 5 years following seroconversion was similar to that of the
general population” (Bhaskaran et al., JAMA 300 [2008] 51-59).
There is general agreement, then, that antiretroviral treatment has yielded substantial extension of
life to people already diagnosed with AIDS. The interval between an AIDS diagnosis and death
should now be measured in decades rather than a year or two.
As with so many other contentions of orthodox HIV/AIDS belief, however, this expectation is
contrary to actual fact. The greatest risk of death from “HIV disease” comes at ages in the range
of 35-45, just as at the beginning of the AIDS era. There was no dramatic increase in median age
of death after 1996 following the adoption of HAART, see Table 2:
Table 2
Age Distributions of AIDS Diagnoses and AIDS Deaths, 1982-2004

from annual “Health, United States” reports
http://www.cdc.gov/nchs/products/pubs/pubd/hus/previous.htm#editions

The slow, steady increase in median ages of AIDS diagnosis and of death shown in Table 2 is
pictured in Figure 1, below. The slope of the curve for median age of death shows no pronounced
turn upwards following 1996 — even though the annual numbers of deaths decreased by more
than half between 1994 and 1998. The somewhat steeper increase in median age of death from
1997 to 1999 and the parallel sharper increase in median age of AIDS diagnosis are both artefacts
stemming from re-calculation of numbers under a revised International Diagnostic Code, see
asterisked footnote to Table 2. The other slight discontinuity in the curve, around 1993, reflects
the CDC’s revised definition of AIDS to include asymptomatic HIV-positive people with low
CD4 counts.

Figure 1

The uppermost curve, the interval between median age of diagnosis and median age of death
underscores that over the whole course of the AIDS era, no episode brought a significant increase
in median age of death, other than the drastic expansion of definition in 1992-93. (Of course, the
difference between the median ages for diagnosis and death in any given year cannot be equated
with the interval between diagnosis and death for any given individual; the significant point in
Figure 1 is just that median ages have changed at a gradual and almost constant rate from the very
beginning of the AIDS era. HAART changed the death rate dramatically, but not the ages at
which people died.)
This constitutes a major conundrum, a paradox: If HAART has extended life-spans by the
claimed amounts, then why has not the median age of death increased dramatically? Why were so
many AIDS patients still dying around age 45 in 2004?
The resolution of this conundrum is that the median ages of death are based on actually recorded
deaths, whereas the claimed benefits of HAART were calculated on the basis of models
incorporating many assumptions about the course of “HIV disease” and relying on
contemporaneous death-rates [Science Studies 103: Science, Truth, Public Policy — What the
CDC should know but doesn’t, 4 September 2008; CDC’s “model” assumptions (Science Studies
103a), 6 September 2008].
The numbers for total AIDS cases and for deaths, shown graphically in Figure 1, are listed in
Table 3. There, column III shows the numbers of survivors in any given year, calculated from the
difference between cases and deaths in earlier years plus new cases in the given year. Column IV
has the percentage of survivors who died each year.

Table 3
Total AIDS cases, deaths, and survivors “living with HIV/AIDS”, 1982-2004

From 1996 to 1997, the annual numbers of deaths halved, and of course the percentage of deaths
among survivors also halved. Since 1997, only between 2.8 and 5.7% of living “HIV/AIDS”
patients have been dying annually, which is in keeping with the claims of life-saving benefits
made for HAART on the basis of death rates and computer models. But that conflicts with the age
distribution of deaths, which has remained without major change during those same years.
If AIDS patients are now enjoying a virtually normal life-span, who are the people still dying at
median age 45? If HAART is saving lives, why aren’t those lives longer?
The reason is that testing “HIV-positive” is actually irrelevant to the cause of death. It does not
indicate infection by a cause of illness, it is an indicator analogous to fever. Many conditions may
stimulate a positive “HIV” test: vaccination against flu or tetanus, for example; or tuberculosis; or
drug abuse; or pregnancy; and many more (Christine Johnson, “Whose antibodies are they
anyway? Factors known to cause false positive HIV antibody test results”, Continuum 4 (#3,
Sept./Oct. 1996).

The likelihood that any given individual exposed to one of those conditions will actually test
positive seems to correlate with the seriousness of the challenge to health; and it varies in a
predictable manner with age, sex, and race (The Origin, Persistence and Failings of HIV/AIDS
Theory). In any group of people, those who test “HIV-positive” are more likely to be or to
become ill, so they are also more likely to die than those who do not test positive: just as in any
group of people, those who have a fever are more likely to be ill and to die than those who do not
have a fever. Also, of course, a fever does not necessarily presage death, nor does “HIV-positive”
necessarily presage death; and in any group of people, some will die who never tested positive or
who never had a fever. There’s a strong correlation between illness, death, and fever, but it’s not
an inevitable one and fever is not the causative agent; there’s a strong correlation between illness,
death, and “HIV-positive”, but it’s not an inevitable one and “HIV” is not the causative agent.
So: Among people “living with HIV/AIDS”, those who happen to die in any given year are
simply ones whose “HIV-positive” status was associated with some actually life-threatening
illness; and their ages were distributed just as ages are distributed in any group of “HIV-positive”
people, with a median age at around 40, with minor variations depending on race and sex. For
example, in 2000, there were more than 350,000 people “living with HIV/AIDS” (Table 3) whose
median age was somewhere around 39.9 (Table 2: 39.9 was the median age of new diagnoses in
that year. Survivors from the previous year , when the median age had been 39.4, would have had
a median age — one year later — somewhere between 39.4 and 40.4; not as much as 40.4,
because those dying in 1999 had a higher median age than those who didn’t die.) Of the 350,000
in 2000 with median age 39.9, 3.9% (14,457, Table 3) died; and the median age of those dying
was 42.7. It’s only to be expected, of course, that — among any group of people at all — those
who die have a somewhat higher average age than those who don’t die in that year.
The rate of death among “HIV/AIDS” patients declined markedly from 1987 to 1992 simply
because “HIV/AIDS” was being increasingly defined to include illnesses less life-threatening
than the original AIDS diseases of Kaposi’s sarcoma and established opportunistic fungal
infections. Another sharp drop in death rates came after 1992 when people who were not even ill
came to be classed as “HIV/AIDS” patients and comprised about 70% of such patients. The last
sudden drop in death rates, with the introduction of HAART in 1996, resulted not from any
lifesaving benefit of HAART but because the latter superseded the earlier, much more toxic,
high-dose regimens of AZT. The supposed benefits of HAART are to decrease viral load and
allow CD4 counts to rise; but these effects come slowly and cannot explain a sudden
improvement in clinical condition sufficient to bring a halving of deaths from one year to the
next; on the other hand, stopping the administration of a highly toxic substance can certainly
bring numbers of deaths down immediately. These data indicate, therefore, that something like
half (at least) of “HIV/AIDS” deaths from 1987 through 1996 — some 150,000 — are
attributable to the toxicity of AZT.
Through all those drastic as well as slower changes in death rates, among those “HIV/AIDS
patients” who died for any one of a large variety of reasons, the median age of the “HIV-positive”
ones remained about the same as it had always been. “HIV/AIDS” patients are not living longer
despite the change in death rate from an annual 60% or more to 3% or less.
As I said in a previous post [How “AIDS Deaths” and “HIV Infections” Vary with Age — and
WHY, 15 September 2008], this paradox follows “from the manner in which HIV tests were
designed and from the fact that AIDS was defined in terms of ‘HIV’”. The genesis of the tests has
been described lucidly by Neville Hodgkinson (“HIV diagnosis: a ludicrous case of circular
reasoning”, The Business, 16/17 May 2004, pp 1 and 4; similar in “The circular reasoning scandal

of HIV testing”, thebusinessonline, 21 May 2006):

“It never proved possible to validate the [HIV] tests by culturing, purifying and analysing
particles of the purported virus from patients who test positive, then demonstrating that these are
not present in patients who test negative. This was despite heroic efforts to make the virus reveal
itself in patients with Aids [sic, British usage] or at risk of Aids, in which their immune cells were
stimulated for weeks in laboratory cultures using a variety of agents.
After the cells had been activated in this way, HIV pioneers found some 30 proteins in filtered
material that gathered at a density characteristic of retroviruses. They attributed some of these to
various parts of the virus. But they never demonstrated that these so-called ‘HIV antigens’
belonged to a new retrovirus.
So, out of the 30 proteins, how did they select the ones to be defined as being from HIV? The
answer is shocking, and goes to the root of what is probably the biggest scandal in medical
history. They selected those that were most reactive with antibodies in blood samples from Aids
patients and those at risk of Aids.
This means that ‘HIV’ antigens are defined as such not on the basis of being shown to belong to
HIV, but on the basis that they react with antibodies in Aids patients. Aids patients are then
diagnosed as being infected with HIV on the basis that they have antibodies which react with
those same antigens. The reasoning is circular.”
“HIV” tests were created to react most strongly to substances present in the sera of very ill gay
men whose average age was in the late 30s (Michelle Cochrane, When AIDS began: San
Francisco and the making of an epidemic, Routledge, 2004; cited at pp. 188-92 in The Origin,
Persistence and Failings of HIV/AIDS Theory). That’s why people who are in some manner
health-challenged are more likely than others to test “HIV-positive”, especially if they are aged
around 40. Evidently the particular molecular species picked up by “HIV” tests are generated
most prolifically around age 40, especially under the stimulation of various forms and degrees of
physiological stress. That’s why the median ages for testing “HIV-positive” and for being
diagnosed with AIDS (criterion: positive HIV test) and for dying from HIV/AIDS (criterion:
positive HIV test) are all the same, in the range 35-45.
Perhaps some of what “HIV” tests detect are so-called “stress” or “heat-shock” proteins. That gay
men so often test “HIV-positive” might have to do with molecular species associated with “leaky
gut syndrome” or other consequences of intestinal dysbiosis [What really caused AIDS: slicing
through the Gordian knot, 20 February 2008].
Those are speculations, of course. What is not speculative, however, is that HAART does not
prolong life* even as it lowers death rates. It is also clear that testing “HIV-positive” is no more
than an indicator of some form of physiological challenge, not necessarily infection by a
pathogen and specifically not infection by a retrovirus that destroys the human immune system.
————————————————* FOOTNOTE:
Even as it is obvious that HAART does not prolong life on the average, there are reliable
testimonies that individuals have experienced clinical improvement on HAART, often dramatic
and immediate. But, again, such immediate benefit cannot be the result of antiretroviral action,
and likely reflects an antibiotic or anti-inflammatory effect, as suggested by Dr. Juliane Sacher
[Alternative treatments for AIDS, 25 February 2008].

Posted in HIV and race, HIV as stress, HIV does not cause AIDS, HIV tests, HIV varies with age,
HIV/AIDS numbers, antiretroviral drugs | Tagged: A. David Paltiel, Allyn K. Nakashima, Anne
M. Johnson, Antiretroviral Therapy Cohort Collaboration, AZT toxicity, Bruce R. Schackman,
CASCADE Collaboration, changing definition of AIDS, Christine Johnson, deaths attributable to
AZT, Elena Losina, Faroudy Boufassa, HAART does not extend life, HIV/AIDS death statistics,
intestinal dysbiosis, Juliane Sacher, Kenneth A. Freedberg, Kholoud Porter, Krishnan Bhaskaran,
Lauren M. Mercincavage, Mette Sannes, Milton C. Weinstein, Neville Hodgkinson, no benefit
from HAART, no benefit from highly active retroviral treatment, Osamah Hamouda, Patricia L.
Fleming, Paul C. Lambert, Paul E. Sax, Robert Hogg, Rochelle P. Walensky
***************************************************************************
No HIV “latent period”: dotting i’s and crossing t’s
Posted by Henry Bauer on Sunday, 21 September 2008
“How ‘AIDS Deaths’ and ‘HIV Infections’ Vary with Age — and WHY” [15 September 2008]
cited a blog post (1), an oral presentation (2), and a journal article (3) offering evidence that
disproves central aspects of HIV/AIDS theory, namely, that there’s a “latent period” of roughly
10 years between “infection by HIV” and symptoms of illness and that the length of this latent
period and the time from illness to death have been greatly extended by antiretroviral drugs,
particularly since 1996 and HAART (“highly active antiretroviral treatment”).
According to HIV/AIDS belief, there should now be at least a couple of decades, on average,
between infection and death. The data presented earlier showed that the age at which testing
positive is most common is indistinguishable from the age at which death is most common —
within the resolution or precision of the data, which were available in the published sources only
for non-overlapping 10-year ranges (25-34, 35-44, etc., and 20-29, 30-39, etc.). The associated
uncertainty of 5-10 years is immaterial when it’s a matter of detecting a claimed interval that
exceeds a couple of decades, so I had left unaddressed a number of complications and corollary
points. Discussing those can serve to underscore the strength of this line of argument.
Perhaps the most obvious questions to address:
1. Do the data from HIV tests and about deaths come from comparable population samples? Are
the respective rates calculated on the same basis?
2. The age of first recorded positive HIV-test is not the same as the age of first becoming
“infected”, i.e. HIV-positive.
1. Are the results from HIV tests comparable directly to the death statistics?
Though test results expressed as rates of testing positive may seem comparable to rates of death,
there’s an important difference. If 1% of those in a given age-range of some group test positive
in, say, 1985, that rate is proportional to the number of individuals who test positive and therefore
can be compared directly to the rate in the same age-range in a different year — 1990, 2000,
whatever —, or to the rates in other age-ranges. However, one can’t compare death rates in the
same manner, because those are reported (typically per 100,000) for the specific age-range in the
whole population in a given year and therefore depend on the distribution of ages within the
population and how it changes over time; for example, in 1985 there were 40,000 15-24-yearolds, 41,700 25-34-year-olds, and 31,700 35-44-year-olds, whereas in 1993 the numbers were
respectively 36,000, 41,900, and 40,800 (4). When the only concern is the age range in which the
rate of testing positive or of death reaches a maximum, this complication is not important because
the numbers in the relevant age ranges — between 15 and 45 — are not vastly different and those

differences hardly impinge on the much greater variations in the death rates. But if one wants to
compare the whole age distributions and not just the ages at which a maximum occurs, then one
ought to use numbers of deaths and not rates.
A second question about these comparisons stems from the fact that the death statistics refer to
the United States as a whole, whereas the HIV-tests were carried out at a variety of public testing
sites, they were not an all-encompassing national survey: about 10 million tests in the United
States were recorded for 1995-98 from clinics for drug treatment, family planning, venereal
diseases, and tuberculosis, and from pre-natal or obstetric clinics, HIV counseling and testing
sites, prisons, colleges, miscellaneous health departments, and private doctors (5). About 143,000
of those tests were positive during these 4 years, in other words, about 36,000 annually — though
some may have been repeated positives already reported in an earlier year. Now, independent
CDC Surveillance Reports for these same 4 years (6) recorded 56,000 newly diagnosed infections
from the 32 States with confidential HIV reporting, 14,000 annually; extrapolated to all 50 States,
there would have been very approximately 85,000 to 90,000 such reports, say 22,000 annually.
Thus the numbers of positive tests from the public sites exceeded the national report of new
diagnoses by about 65% (36/22 = 1.64); so even if as many as 40% (14/36) of the 143,000
positive tests at public sites had been repeat tests, they would still represent a very good sample of
all newly reported positive tests in the United States during those years and would therefore be
make an appropriate comparison with deaths for the whole United States.
Furthermore, a significant proportion of those tested at the public sites are likely to represent
people most at risk, which would also be those among whom most of the “HIV disease” deaths
could be expected to come. The 143,000 positive tests from 10 million tests at the public sites
correspond to a rate of about 1.4%. For the United States as a whole, between 1989 and 2005 the
estimated prevalence of HIV-positives was about 1 million, a rate of about 0.4% (7-9). For 2003,
the CIA Fact Book gives 0.6%. Thus the people tested at the public sites were at higher risk of
HIV than the general population, by a factor of between 2 and 4.
Altogether, then, the positive tests recorded in 1995-98 at public sites make an appropriate
comparison with deaths from HIV disease in subsequent years.
2. The age of first recorded positive HIV-test is not the same as the age of first becoming HIVpositive.
In (1-3), ages of death were compared with ages of testing HIV-positive. But those are not the
ages of initial infection. Numbers for “first positive test” at each age represent some combination
of infections incurred during some preceding period: to the numbers for each age of “first positive
test” there corresponds a distribution of actual infections at younger ages. The age distribution of
first infection therefore begins at earlier ages than the first-positive-test distribution; however, it
ends at the same age since first positive test cannot precede infection; therefore, the age
distribution of infections is broader, covering a wider range of ages than the age distribution of
positive tests (Figure 1). Furthermore, the average positive test will come no later than the end of
the average latent period — that is, when symptoms of illness appear — so the age range for
infections will be something like five-to-ten years broader (at the base) than the age distribution
of tests. (This is again of the same order of magnitude as the uncertainty in comparing nonoverlapping 10-year intervals, and was immaterial when testing the claim that deaths should have
been shifted to greater ages by at least a couple of decades.)
The age at which antiretroviral treatment begins cannot precede the age of first positive test, so
Figure 1 shows deaths also beginning no earlier; but this is perhaps overly conservative, since

only HIV-positives with low CD4 counts, or already manifesting illness, will begin treatment at
the time of first positive test. It seems reasonable to assume that the numbers of “HIV-disease”
deaths before a first positive test is negligibly small.
Now, for each age of beginning treatment, there corresponds a range of expected ages of death,
centered on the average life expectancy. A few people are even likely to die soon after treatment
begins, but about half will survive longer than the average expectancy. Therefore the age
distribution of deaths will be very much broader than the distribution of infections, which is itself
broader than the distribution of first positive tests. Here’s a purely schematic illustration (in
actuality, these curves are almost certainly not bell-shaped):
Figure 1
Schematic representation of expected relationships
between infection, positive HIV-test, and death

Even this is a simplified view, however, because it considers only deaths of people who tested
positive in a particular year. Actually, deaths in any given year will stem from HIV-positive
individuals who had been infected during a wide range of years. Could this complication nullify
the expectations that the age distribution of deaths must be broader than the distribution of
infections with the peak age for deaths shifted by a couple of decades from the peak age of
infections?
No.
For the age distribution of deaths stemming from a given cohort “H” (people infected in a given
year) to be significantly distorted by deaths from earlier cohorts “A, B, C, . . . ” , the numbers of
deaths from those earlier cohorts would have to be comparable to or greater than the deaths
among cohort H and would have to be distributed in age in some radically different manner. Yet
year after year, the age distribution of deaths has changed very little in shape; see Figures 2a and
2b, which are based on the data in Table 2 of an earlier post.
Figure 2a

Age Distributions of “AIDS” Deaths, 1982-2002

Numbers are correct for all years except 1982; for the latter, divide by 100.
The very small differences in shape of the whole distribution is more obvious in Figure 2b where
the curves are of more nearly equal size.
Figure 2b
Age Distributions of “AIDS” Deaths
normalized to comparable scales

(Not all years are shown in Figure 2b because the curves overlap so much. The stated widths were
all measured at half the height of each curve, not at the places where they are shown here. At half
peak-height, the widths of all the curves is between 17 and 23 years.)
Not only the death distributions are little changed over the years, so also are data from public
testing sites. A summary for the years 1999-2004 (10) reports an overall HIV-positive rate of
1.43%, from >11 million tests, the same as for 1995-98; and the shape of the distribution of
positive test by age is very similar, see Figure 3. The ages for which the 1999-2004 data are given
cover a greater range than in the 1995-98 reports, however, making an even better comparison
with deaths, so both are shown in Figure 3, which compares HIV-positive reports with deaths for
2004. (The highest age for which HIV tests were reported in 1995-98 is ≥50, in 1999-2004 it is
≥75; the lines to those points are broken to indicate that the angle of this segment is only
approximate. Omitted are HIV-test data for ages below the teens, where reported death rates were
too small to be estimated accurately.)
Figure 3

The curves have been “normalized” to about equal peak-heights for readier comparison. The
“deaths” distribution is significantly narrower than the “tests” distribution, which is impossible
under HIV/AIDS theory. And, once again, the age distribution of deaths peaks at about the same
age as the distributions of positive tests: there’s no sign of a latent period or of a drug benefit.
Official statistics on deaths from “HIV disease” are clearly incompatible with the view that
“HIV” causes AIDS. Rather, as also argued elsewhere (11, 12), testing “HIV-positive” is merely
a non-specific indication of some sort of physiological disturbance, which may not be infection
by a pathogen and which is specifically not infection by a retrovirus that destroys the human
immune system.
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The case against criminalization of HIV transmission
Posted by Henry Bauer on Tuesday, 23 September 2008
That’s the title of a “Commentary” in JAMA, 300 (2008) 578-81, by Scott Burris, JD (affiliated
with a Center for Law and the Public’s Health) and Edwin Cameron, MA (Supreme Court of
Appeals in South Africa, and author of Witness to AIDS). It reminded me of a fierce argument I
had long ago: we agreed on what a particular policy should be, but we were at complete odds
over WHY! (It was about 1957, and we were agreed that tests of nuclear weapons should be
halted. I argued on empirical, practical, utilitarian grounds. John Bochel, a socialist Scot from
Nairn, argued on ideological and moralistic grounds. My disagreement with Cameron & Burris
reflects a similar division.)
HIV transmission should not be criminalized, in my view, because it’s never been shown that
HIV exists; nor that, if it exists, it can be transmitted; nor that, if it exists and can be transmitted,
that it’s harmful.
Cameron & Burris, however, accept that HIV causes AIDS and is transmissible, yet they insist
that “Evidence and experience compel the conclusion that criminalization of HIV is inconsistent

with good public health and respect for human rights”; they oppose criminalization for reasons of
“empirical evidence, practical experience, and positive values” — which, however, they fail to
specify: What evidence? What experience? What “positive” values? Who judges whether a value
is “positive” or not?
Burris & Cameron deplore, as do I, that “criminalization has become a facet of policy throughout
the world” including, in 9 countries that legislate against “’transmission of HIV virus through any
means by a person with full knowledge of his/her HIV/ AIDS status to another person’ regardless
of whether the actor had any intention to do harm”. They cite cases that I also deplore: “that a
person unaware of his infection but aware that a past partner had HIV was properly convicted of
negligent transmission of HIV for having unprotected sex with a later partner”; “statutes . . .
directed against individuals who expose others by sharing syringes”; “a 2008 case in which the
HIV-positive defendant received 35 years in prison for spitting at a police officer”.
Cameron & Burris object to people being treated as criminals for “conduct that seems normal to
many —ie [sic], sex without protection despite the presence of risk”; I ask, does that really seem
normal to many people? “Every day, millions of individuals have unprotected sex with partners
they must assume might be infected”; I ask, why MUST they assume so? How do Burris &
Cameron know it’s millions every day?
This type of special pleading also pervades Cameron’s Witness to AIDS. It’s easy to understand
Cameron’s fraught frame of mind and to sympathize with his dilemmas, but still it’s inappropriate
for a jurist to argue so illogically. He and Burris argue that there should be no penalties if there is
no “intention to harm”; would they make the same argument against convicting people of
manslaughter when they accidentally, without intent, kill someone?
“Conduct that seems normal to many” certainly includes having “just one or two drinks” before
driving. Should there be no penalties for driving under the influence? I don’t know whether it’s
“millions” “every day”, but surely a lot of people drive while using pain medications and antiallergy medications whose directions warn against driving, so they “must” assume that there’s a
certain risk attached, not to speak of those who drive under the influence of marijuana or alcohol.
There are enough of the latter among prominent individuals, “a tip of the iceberg”, that we may
be sure that the numbers cannot be small, since it’s unlikely that every instance is found out and
publicized.
Perhaps the most surprising is that.
That “there is after more than 25 years no credible evidence that HIV criminalization protects
individuals or society” is perhaps the strangest point offered in this farrago of special pleadings
from scholar-practitioners of the law. Where is the credible evidence that there’s less burglary,
assault, murder, or any other crime because of any particular criminal statute? Arguments have
raged for decades, if not centuries, over whether the death penalty deters the actions for which
that penalty is prescribed. In recent times in developed countries,. the chief justification for
criminalizing anything is for the purpose of deterrence, since we have abandoned the notion that
we should exact vengeance or that a God has commanded us to chop off hands for burglary, say.
We “punish” — or usually claim to — not for the sake of punishing but so that others might be
deterred.
***********************

Let me repeat, I agree that there should be no criminal penalties for transmitting HIV, or for
having sex with someone while HIV-positive, or for sharing a needle with someone while HIVpositive. I do so because HIV can’t be transmitted, and “HIV-positive” is a measure and not a
cause, it’s like a fever and not an indication of pathogenic infection.
But if I agreed with Cameron that HIV causes AIDS, and that this meant either death or lifelong
medication with substances whose “side” effects are anything but pleasant, then I would be all in
favor of criminal statutes against people who expose others to a risk of “catching” HIV, just as I
concur with statutes against driving under the influence, burglary, assault, and anything else that
causes harm to “individuals or society”.
HIV/AIDS beliefs have nurtured a host of absurdities. The labored, self-deceptive sophistries of
Burris and Cameron furnish a truly sad example of the intellectual contortions that are made
necessary by dogmatic belief in something that isn’t so.
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Abstinence-based HIV programs in Africa may put married women at risk
Posted by Henry Bauer on Thursday, 25 September 2008
Is this a non sequitur? Or something even worse?
My Google Alert for “HIV” periodically offers me head-spinning puzzlers like this one. Naturally
I read it eagerly, searching for enlightenment.
The stage is set with the tale of a young virgin who married a 10-years-older man. [Hardly need
to read further, does one!?]
After he died, she discovered that she and their 4 children were all “HIV-positive”. [I knew it!]
“There is no way to know exactly when he contracted the AIDS virus, but he did”, we’re told —
but since he was never tested, the only evidence is circumstantial.
Now there’s the explanation I was looking for:
“Uganda has been touted as Africa’s most successful country in reducing HIV infection rates,
both by its government, which is eager to gain international approval, and by the Bush
administration, which funds the controversial abstinence-based ‘ABC’ campaign that now
dominates HIV prevention efforts in Uganda and much of Africa. But since abstinence advice is
considered irrelevant for married women [for good and sufficient reason, one must surely admit],
and married couples are the least likely to use condoms to prevent infection [as some Africans
point out, they do like to have children], experts [not named, as usual --- we can or must take their
expertise on trust] now consider married women among the most at-risk Ugandans for contracting
HIV, a factor that could be contributing to Uganda’s current failure to curb rates of new
infections.”

That married women are most at risk of testing HIV-positive is a very old story [To avoid HIV
infection, don’t get married --- 18 November 2007; HIV demographics further confirmed --- 26
February 2008] Among the reasons are that married women tend to be in the age range where
people are most likely to test positive (increasingly from adolescence into young middle age) and
that they are likely to bear children: pregnancy is one reason for testing HIV-positive, and some
women remain HIV-positive thereafter, at least in South Africa [HIV demographics are
predictable . . . , 27 August 2008].
But the HIV/AIDS Establishment and its experts are impervious to the lessons of actual data, so
they say things like — from “Dr. David Serwadda, director of the Institute of Public Health at
Makerere University in Kampala”: “Increasingly, people assume that marriage is a safe
institution. But there are also extramarital relationships. Married women don’t see why they are at
risk, yet they are very much at risk . . . You could have sex for the first time in marriage, but after
that, men are very likely to go outside of marriage and sleep with other women.”
It’s not clear whether Serwadda was extrapolating from his own behavior in so indicting by
innuendo a huge proportion of African husbands as promiscuous, adulterous, and irresponsible.
But evidently he’s an expert, so he must know what he’s talking about.

“The number of ‘discordant’ couples, or those with one person testing positive and one negative,
has been growing, and is an area of concern for many who work to fight HIV”.
Do people think about what they write on these matters, I wonder quite often. As more and more
discordant couples are discovered, should one not consider this as possible evidence that “HIVpositive” status may not be transmissible at all? Particularly as we’re talking about Africa, where
HIV/AIDS has spread like wildfire — reflecting, according to James Chin, former epidemiologist
at the World Health Organization, concurrent multiple sexual partnerships with continually
changing partners among 20-40% of adult sub-Saharan Africans. How do those individuals
remain uninfected, in those discordant couples? Does only the “HIV-positive” partner have sex,
and only outside marriage, while the HIV-negative one is celibate?
“Couples are now encouraged to come for counseling about HIV and to test together. Yet many
still do not disclose test results to their spouse for fear of reprisal.”
Do we know that, having heard it from those who are afraid to tell their spouses, or is this just the
usual shibboleth that requires no supporting evidence, because everyone knows it to be the case,
because everyone knows that women are not empowered, especially not in sub-Saharan Africa?
“’We get ladies who tell us, frankly, I can’t reveal my status [to my new husband]. I fear, who
will feed me?’ according to Grace Oling, assistant medical coordinator at TASO in Mulago”.
How many such ladies? Sufficient to extrapolate to the population as a whole?
“Some widowed women, who appear healthy thanks to life-saving anti-retroviral drugs”
Another shibboleth: if someone is HIV-positive and healthy, that can only be the result of
antiretroviral drugs?! What about all the “elite controllers” and “long-term non-progressors”?
“Compounding the problem is the fact that few people actually know their HIV status in Uganda .
. . only about 12 percent of the population has actually been tested” . . .
which has never prevented UNAIDS and WHO from disseminating purported numbers for the
country as a whole. Thus
“Overall, Uganda’s HIV rates have decreased since the peak of the epidemic in the early 1990s,
when they soared as high as 30 percent” —

a figure that was based on tests at pre-natal clinics, where women always test positive more often
than non-pregnant women do. The sharply reduced estimates from UNAIDS a few years ago
were revised for precisely this reason.
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A doctor’s summary of the AIDS deceptions
Posted by Henry Bauer on Friday, 26 September 2008
Christian Fiala, MD, PhD, is an Austrian specialist in obstetrics and gynaecology who has
worked on AIDS in Uganda and Thailand. He has published a fine concise piece in English in a
Dutch newspaper. Here are just a few highlights:
(The above link omits Fiala’s references, which are inserted below)
“Many people realised long ago that HIV/AIDS is not a threat to the heterosexual population in
Europe or North America. In contrast to the numerous campaigns during the last two decades,
intended to make us believe that ‘everyone is at risk’. . .
instead of the announced deadly epidemic of historic proportions [in Uganda] we find an
explosive annual population growth rate of 3.4 percent, which means the country is doubling its
population in 21 years. . . .
the basic assumption in the HIV/AIDS paradigm — that a positive HIV test leads to AIDS and
certain premature death — is wrong, as proven by the example of Uganda. . . . “
Fiala takes special note of the stunning willingness of HIV/AIDS researchers to react vehemently
against any dispassionate and factual writings about HIV/AIDS without revealing their own
conflicts of interest:
“What kind of quality of scientific judgement can we expect from experts who defend a widelyheld belief that guarantees their income and who are unable to see an obvious conflict of
interest?”
“Now that the obvious reality has finally been admitted, we can be relieved that the AIDS
epidemic is not the killer we were made believe. But how can we prevent a similar deception in
the future? One possible strategy is to avoid just believing what scientists tell us, and instead
follow Albert Einstein’s advice: ‘The important thing is not to stop questioning’.”
No doubt the HIV/AIDS groupies and defenders of the faith included Fiala long ago among the
“denialists”. But Fiala came to his views because of his experience as a medical student and later
doctor, as recounted in his book, “Lieben wir gefährlich? Ein Arzt auf der Suche nach den Fakten
und Hintergründen von Aids [sic]” (Do we love dangerously? A doctor in search of the facts and
background of AIDS), Deuticke Verlag, Vienna, 1997.
I was finally able to read this book via Interlibrary Loan after several abortive attempts to locate a
copy to buy, and plan to write a review some time. The book does not deny that HIV exists or that

it can cause AIDS; however, it takes the view that virtually the only way to spread this deadly
illness is via anal intercourse or infected needles.
Further reading:
‘Update on Uganda — An analysis of the predictions and assumptions about the former epicenter
of the AIDS epidemic. Implications for other African countries’
‘Aids in Africa: a call for sense, not hysteria’
References:
UNAIDS press release (Geneva, 20 November 2007)
“Global HIV prevalence has levelled off; AIDS is among the leading causes of death globally and
remains the primary cause of death in Africa Improvements in surveillance increase
understanding of the epidemic, resulting in substantial revisions to estimates”
This press release contains the following statement: “The current estimate of 33.2 million [30.6 –
36.1 million] people living with HIV replaces the 2006 estimate of 39.5 million [34.1 – 47.1
million].”
“U.N. to Cut Estimate of AIDS Epidemic Population with Virus Overstated by Millions”
An article in The Washington Post on 20 November 2007 about the revision of data by UNAIDS.
Here is a relevant comment from this report:
“Some researchers, however, contend that persistent overestimates in the widely quoted U.N.
reports have long skewed funding decisions and obscured potential lessons about how to slow the
spread of HIV. Critics have also said that U.N. officials overstated the extent of the epidemic to
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Of UFOs, Loch Ness monsters, Independent Thinkers, and dogmatists
Posted by Henry Bauer on Monday, 29 September 2008
Last Saturday I enjoyed the company of interested and interesting people at a one-day meeting of
the Virginia-North Carolina section of the Mutual UFO Network (MUFON). I talked about
“Challenges and advantages of researching UFOs and similar subjects”. The text (mufon2008)
and PowerPoint summary (also titled mufon2008) are posted here because there are many
similarities between taking an unorthodox view as to HIV/AIDS (or global warming, or cold
fusion, or fluoridation of water, etc.) and taking the view that it’s worth looking into the claims
about Loch Ness monsters, UFOs, psychic phenomena, and the like.
The fundamental similarity is that one is cut loose from the support structure of mainstream
scientific activity, and that has consequences in organizational, intellectual, and personal or social
matters. Being clear about this can be very useful; I’ve certainly found it so. When I stumbled
into active HIV/AIDS skepticism, I recognized quite a few aspects as being specific instances of
generalizations that I was familiar with: lack of agreement and cohesion among the skeptics, for
example; for another, the cadres of fanatical defenders of the orthodoxy, typically people who
themselves had not contributed substantively to the orthodox case and who play the role of attack
dogs and character assassins.
The similarities as to organizational and social or personal matters are considerable, but there are
important differences regarding the intellectual aspects. Those who look for UFOs or Loch Ness
monsters suffer from a dearth of hard data, a lack of clear indications about how more and better
data might be obtainable, and the absence of any satisfactory explanation for the putative
phenomenon. By contrast, with HIV/AIDS the hard data are on the side of the skeptics, not of the
mainstream orthodoxy. However, those data are hard only in the destructive sense of disproving
HIV/AIDS theory, not in a positive sense of pointing to all-encompassing explanations of
everything about AIDS and about HIV that everyone would agree with. Defenders of HIV/AIDS
orthodoxy experience intellectual challenges similar to those of UFO buffs, because their
phenomena don’t cohere with an overarching theory: if it’s a virus, then vaccines and
microbicides should be possible — but all attempts over more than two decades have failed; if it’s
spread sexually, then there should have been epidemics in every country — but there haven’t
been; breast feeding by “HIV-positive” mothers should be deleterious — but it isn’t, quite the
contrary; since HAART reduced dramatically the death rate among “HIV-positive” people, “HIVpositive” people should have been living longer — but they haven’t been; since there’s a long
latent period, and benefit from antiretroviral treatment, people should on average be dying at
much greater ages than those at which they become infected — but that’s not the case, the age
distributions are superposable; higher viral load should mean lower CD4 counts and worse
clinical prognosis — but those three things don’t correlate in that manner; untreated “HIVpositive” people should die, but many don’t even become ill; Africa’s population should have
been decimated — but it’s grown steadily and quite rapidly. HIV/AIDS phenomena and
HIV/AIDS theory don’t cohere, the same sort of dilemma faced by UFO buffs and by searchers
for Loch Ness monsters.

As to behavioral matters, defenders of HIV/AIDS orthodoxy display the same characteristics as
one finds within the mother of all pseudo-skeptical organizations, CSICOP, the Committee for
Scientific Investigation of Claims of the Paranormal, and among its associated groups. Most
members of CSICOP are science groupies, not scientists — and similarly some of the most
extreme HIV/AIDS vigilantes are economists, psychologists, and the like. Among those with
technical scientific credentials, the vast majority have not themselves contributed anything of
much note — for obvious reason: as Bernard Shaw remarked long ago, “Those who can, do” —
it’s the low achievers who spend (waste) their time attacking characters and denigrating openmindedness. The orthodoxy-defenders reveal deep personal insecurity, behaving as though it
were life-threatening if everyone doesn’t agree with their views.
By contrast, those who don’t take the orthodox position on trust and as absolutely certain don’t
display that degree of personal insecurity; they’re often much more interesting, and they certainly
seem to enjoy themselves a lot more. Last Saturday, for example, the people I encountered were
there out of pure interest. I heard from a man who had spent decades gathering information and
whose life had thereby been greatly enriched, through wide travels and through making an
enormous variety of friends. I met a couple who traverse the globe with the aim of observing
eclipses, and along the way they have learned a great deal about many cultures. Another couple
had relocated simply in order to offer their children a better intellectual environment. These are
what Patrick Moore described, with empathy and sympathy, as “Independent Thinkers” (Can you
speak Venusian?, David & Charles, 1972) — whereas less objective and insightful pundits than
Patrick Moore use terms like “crank”, “crackpot”, “pseudo-scientist”. What Independent Thinkers
explore might often turn out to be wrong in minor or major ways, but these individuals think for
themselves. And that’s what the world needs more of; there’s a vast oversupply of people who
just follow their leaders.
My own experience has been that an inclination to think for oneself brings interactions with a
marvelous range of personalities, some of whose interests jibe while others do not. I find myself
collaborating as to Loch Ness monsters and the like with people whose political views are almost
diametrically opposite to mine. I find that my critiques of students who don’t study bring me into
touch with others who make similar critiques and who also see flaws, as I do, in HIV/AIDS
theory — but who tend to the orthodox view as to global warming whereas I do not. And so on.
The company of Independent Thinkers is wonderfully refreshing, compared to the constipated
rigidity of the vigilantes of orthodoxy. The latter don’t know what they’re missing.
Posted in HIV skepticism | Tagged: Independent Thinkers, Loch Ness monsters, Patrick Moore,
UFOs
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“AIDS” deaths: owing to antiretroviral drugs or to lack of antiretroviral treatment?
Posted by Henry Bauer on Thursday, 2 October 2008
HIV/AIDS vigilantes have accused HIV Skeptics and AIDS Rethinkers of contributing to the
death toll by influencing some people to resist antiretroviral treatment. The enumeration of names
of people who refused antiretroviral treatment and died is among the unsavory tactics of the
vigilantes at “AIDSTruth” (see, for example, “Questioning HIV/AIDS: Morally Reprehensible or
Scientifically Warranted?”, Journal of American Physicians and Surgeons, 12 [#4, Winter 2007]
116-120).

The “AIDSTruth” list of people who died lacks necessary information about the health risks that
had affected the named individuals. Yet the death of any given “HIV-positive” person who was
not taking antiretroviral drugs might have resulted from any one of a large number of possible
causes. Some of those on the list had taken AIDS medications for many years before quitting
because of adverse effects, or because of a change of perspective; others had a history of
compromised health caused by long-term drug or alcohol addiction, or health challenges not
related to AIDS.
A direct response to the AIDSTruthers’ exploitation of people’s deaths is the appended list of
high-profile AIDS activists, treatment advocates, and celebrities who followed doctors’ orders to
consume AIDS drugs and died anyway — often in the prime of their lives — from the very AIDS
illnesses they believed the drugs would prevent, or from heart attacks, organ failures, cancers, or
other conditions characteristic of chronic exposure to toxic anti-HIV chemicals. Notice that some
of these deaths of AIDS activists are attributed to “AIDS-related conditions” or “AIDS
complications” — terms that fail to disclose whether the death resulted from a heart attack, a
stroke, diabetes, lactic acidosis, cancer, liver failure, or some other adverse effect of AIDS drugs.
As I’ve pointed out on several earlier occasions, the official Treatment Guidelines acknowledge
that such “side” effects of HAART are responsible for more mortality than the “disease”
supposedly being treated:
“In the era of combination antiretroviral therapy, . . . the risk of several non-AIDS-defining
conditions, including cardiovascular diseases, liver-related events, renal disease, and certain nonAIDS malignancies [97-102] is greater than the risk for AIDS in persons with CD4 T-cell counts
>200 cells/mm3; the risk for these events increases progressively as the CD4 T-cell count
decreases from 350 to 200 cells/mm3” (p. 13, 28 January 2008 version).
Despite this acknowledgment, the numbers of “AIDS” or “HIV disease” deaths reported each
year in the US are actually the numbers of people who tested “HIV antibody positive” or were
living with an official AIDS diagnosis when they died of any cause at all, be it an accident, a
homicide or suicide, or a non-AIDS illness like diabetes that may be a “side” effect of
antiretroviral drugs [Walensky et al., cited in HIV/AIDS SCAM: Have antiretroviral drugs saved
3 million life-years?, 6 July 2008 ].
A recent post [HAART saves lives--- but doesn’t prolong them!?, 17 September 2008] noted that
the dramatic drop in deaths between 1996 and 1997, by about half, had not been accompanied by
any dramatic increase in the median age at which HIV-positive people were dying: that median
age had been increasing at about the same rate — ~0.4 years per year — since 1982. A nitpicker
might point out that the rate was only ~0.3 years per year up to 1993 and about twice that
thereafter — predictably, because since 1993 the definition of “AIDS” had included people with
low CD4 counts but who are asymptomatic — i.e., people who are not ill —, a definition not
adopted in such other regions as Australia, Britain, Canada, or Europe. “Side” effects of
antiretroviral drugs would naturally take longer to kill people who had been initially healthy than
those who had presented with some sort of illness at diagnosis.
Eleven of the people named below died before the HAART era, and 26 died after the introduction
of HAART in 1996.
AZT medication from 1987 to 1996 can be blamed for at least 150,000 deaths [HAART saves
lives--- but doesn’t prolong them!?]: the immediate 50% decline in deaths from 1996 to 1997
seems the direct result of desisting from the administration of high doses of AZT. But HAART

typically includes appreciable amounts of AZT or a similar drug, so HAART remains toxic, even
if somewhat less so than pure high-dose AZT.
The latest published claims for HAART include that life expectancy for 20-year-old HIVpositives had increased by 13 years between 1996 and 2005 to an additional 49 years, and for 35year-olds the life expectancy in 1996-99 was said to be another 25 years (Antiretroviral Therapy
Collaboration, Lancet 372 [2008] 293-99). But the death statistics show that the median age of
death from “HIV disease” was still only 45 in 2004 [HAART saves lives--- but doesn’t prolong
them!?]; and, indeed, the 26 people listed below who died after 1996 averaged 44 years of age at
death. The activists’ refrain that AIDS is now a chronic, manageable condition is contradicted by
the facts — at least for those “HIV-positive” people who accept antiretroviral treatment.
——————
Researching and preparing this post has been no pleasant task. Death comes to all of us sooner or
later, and most of us summon sympathy and empathy over any human death. Not many people
are willing to use deaths of named individuals as talking points in an argument, as the
AIDSTruthers do. Unfortunately, the only answer that might be heard by these vigilantes is to cite
deaths that directly contradict their claim, for the AIDSTruthers have explicitly refused to engage
in reasoned, evidence-based discussion, and they have shown themselves impervious to more
general argument. So, while regretting the need to do so, we present these data to correct the onesided story put forth by the AIDSTruth vigilantes.
We even understand — apparently, unlike the AIDSTruth Team — that anecdotes or lists cannot
serve to establish reliable generalizations. Nevertheless, because these prominent AIDS
“activists” and proponents of HAART were as well placed as anyone could be, to know about and
to receive the very best antiretroviral treatment, their premature deaths do seem probative of the
claims made for HAART. Moreover, their average age of death is consistent with the statistical
data from death certificates reported by the Center for Health Statistics [Table 2 in HAART saves
lives--- but doesn’t prolong them!?].
Deceased AIDS Activists, Treatment Advocates and Celebrities
who died owing to or despite taking AIDS medications
(This information is from various published obituaries;
some are quoted direct, others have been shortened or copy-edited)
I — Pre-HAART
Hollywood Icon Rock Hudson Dies of AIDS
On 2 October 1985, actor Rock Hudson, 59, became the first major U.S. celebrity to die of AIDS.
Hudson’s death raised public awareness of the epidemic, which until that time had been ignored
by many in the mainstream as a “gay plague”. It’s of interest that Hudson’s partner, Marc
Christian, with whom he lived and from whom he withheld the serious nature of his condition,
never tested HIV positive as a result of their unprotected, intimate contact.
Liberace Dies at 67 from AIDS
On 4 February 1987, Walter Valentino Liberace, world-renowned pianist and entertainer, died
after falling into a coma. The official cause of death was complications of AIDS, though those
close to him refused to acknowledge that he ever had AIDS.
Barry Gingell, Medical Director of Gay Men’s Health Crisis, Dies at 34

Dr. Barry Gingell, 34, who became medical director of the Gay Men’s Health Crisis organization
in New York and a noted advocate for improved treatment of AIDS patients, died of AIDS on 28
May 1989 at a hospital in New York City.
Keith Haring, Artist/Cartoonist, Dies of AIDS at 31
When artist Keith Haring died on 16 February 1990 of AIDS, he left behind an astonishing
artistic legacy. In his 31 years, Haring had gone from being an anonymous graffiti artist who
drew chalk figures on New York City subway posters, to being called the successor to Andy
Warhol and Roy Lichtenstein.
Ryan White Dies of AIDS at 18; His Struggle Helped Pierce Myths
9 April 1990 — Ryan White, the Indiana teenager who put the face of a child on AIDS and
served as a leader for gaining greater understanding and compassion for those with the deadly
disease, died today at age 18, in Riley Hospital for Children, owing to complications of AIDS.
Ryan, a hemophiliac who contracted the virus through a blood transfusion, had entered the
hospital on March 29 suffering from a respiratory infection. His death continues to be used to
raise “awareness” and funding for AIDS.
White had been taking AIDS-treatment drugs. Other sources attribute his death to internal
bleeding as a result of hemophilia.
Rock Singer Freddie Mercury Dies at 45
24 November 1991 — Freddie Mercury, lead singer of the rock band Queen, died of AIDSrelated pneumonia on Sunday at age 45. A day before his death, Mercury released a statement
indicating that he had the disease: “I felt it correct to keep this information private to date in order
to protect the privacy of those around me.” He added that he wanted everyone to join him and his
doctors to combat AIDS.
As with Rock Hudson, Mercury’s long-term partner never tested HIV positive.
Kimberly Bergalis, AZT Victim
After testing HIV positive, Bergalis was treated with AZT at the University of Miami. Suddenly
she started a precipitous decline in health. In an angry letter, she partly ascribed her symptoms to
the toxic drug: “I have lived through the torturous ache that infested my face and neck, brought
on by AZT. I have endured trips twice a week to Miami for three months only to receive painful
IV injections. I’ve had blood transfusions. I’ve had a bone marrow biopsy. I cried my heart out
from the pain”. This was only the beginning. The yeast infection that led to her AIDS diagnosis
worsened after AZT treatment and became uncontrollable; she lost more than thirty pounds, her
hair gradually fell out, her blood cells died and had to be replaced with transfusions, and her
muscles wasted away. Her fevers hit highs of 103 degrees, and by late 1990 her T-cell count had
dropped from an average of 1,000 to a mere 43. She looked just like a chemotherapy patient —
which she now was. She developed AIDS just two years after testing HIV positive, and died
shortly thereafter (on 8 December 1991).
AIDS Activist, Artist Alison (’Ali’) Gertz, 26, Dies
8 August 1992 — Alison Gertz, who was exposed to the AIDS virus during her first sexual
experience at age 16, died Saturday at her parents’ home in Westhampton Beach, N.Y. Gertz
went public with her disease, giving lectures, founding an AIDS-awareness group called Love
Heals, and allowing the airing of a television movie based on her life. To keep her functioning
normally, Ms. Gertz each day took AZT, Ganciclovir, and Bactrim.
Arthur Ashe: The Gentle Warrior, 1943-1993

6 February 1993 — Ashe was ranked the number-one tennis-player in the world in 1968. He
contracted the AIDS virus from an unscreened blood transfusion during his second open-heart
surgery in 1983. Later he organized the Arthur Ashe Foundation for the Defeat of AIDS. Arthur
Ashe died at age 49 in New York Hospital as a result of AIDS-related pneumonia.
In his book, Black Lies, White Lies, journalist Tony Brown — a close friend of Ashe’s — reveals
that in the last months of his life, Ashe concluded that the AZT therapy he took in response to
testing HIV positive was at the root of his descent into illness.
Bruce Voeller, NGLTF Founder, Loses Battle with AIDS
13 February 1994 — In the 1970s, Bruce Voeller founded the National Gay Task Force (NGTF),
which in 1986 changed its name to the National Gay and Lesbian Task Force (NGLTF). It was
Voeller who had suggested the name AIDS, “Acquired Immune Deficiency Syndrome”, instead
of GRID, “Gay-Related Immune Deficiency”, which he considered both stigmatizing and
inaccurate. Voeller lost his own battle with the disease and died at his Topanga, CA, home,
assisted by his life partner, Richard Lucik.
MTV Star Pedro Zamora Dies at 22
11 November 1994 — AIDS activist Pedro Zamora died of AIDS at age 22. Zamora said he
became infected with HIV through unprotected sex when he was 17. He testified at a
congressional hearing, appeared in a Centers for Disease Control and Prevention television
commercial about AIDS, and was featured on MTV’s “The Real World”.
Elizabeth Glaser Dies at 47; Crusader for Pediatric AIDS
4 December 1994 — Elizabeth Glaser, who waged a tireless campaign to draw attention to
pediatric AIDS, died yesterday at her home in Santa Monica, CA. She was 47. The cause was
complications from AIDS, said Josh Baran, a spokesman for the family. Mrs. Glaser, the wife of
Paul Michael Glaser, a director and actor who starred in the “Starsky and Hutch” television
series, was one of several public figures to bring AIDS to the forefront of the 1992 Presidential
campaign. She had contracted the virus through a blood transfusion in 1981. Thousands of
delegates, dignitaries, and guests stood frozen in place at the Democratic National Convention in
New York City as she told of the death of her 7-year-old daughter, Ariel, in 1988 from AIDS.
EDITOR’S NOTE: Glaser’s autobiography, In the Absence of Angels, reveals that prior to
starting the AIDS drug treatment that she had delayed for many years, her T-cell count was in
normal ranges and she was enjoying normal health.
II — During the HAART period
ACT UP DC Founder Steve Michael Dies at 42
Steve Michael, founder of ACT UP of Washington, DC, died of AIDS complications on 25 May
1998. Michael’s partner of seven years, Wayne Turner, gave the order to disconnect Michael
from life support after his condition severely worsened. Michael had spent almost four weeks in
the intensive care unit at Washington Hospital Center for treatment of AIDS-related pneumonia.
He was 42 years old.
AIDS Activist Simon Nkoli Dies
30 November 1998 — Nkoli died on the eve of World Aids Day, and in news articles was
described as “only 41 years young”. Nkoli was the first South African to declare openly that he
had AIDS.
Singing Star Ofra Haza Dies at 42 of AIDS Complications

Ofra Haza, popular Israeli singer, died on 23 February 2000 at the age of 42. Although initial
reports suggested that Haza was only suffering from pneumonia or an extended bout with the flu,
The Jerusalem Post reports that she suffered from liver and kidney failure.
Kiyoshi Kuromiya, Leading HIV/AIDS Activist, Dies
Kiyoshi Kuromiya, one of the world’s leading AIDS activists, died on the night of 10 May 2000,
owing to complications from AIDS. To the last, Kiyoshi remained an activist, insisting on and
receiving the most aggressive treatment for cancer and the HIV that complicated its treatment. He
participated fully in every treatment decision, making sure that he, his friends and fellow activists
were involved with his treatment every step of the way.
Stephen Gendin, Activist and Writer, Dies of AIDS at 34
Stephen Gendin, who was at the center of AIDS activism for fifteen years and whose provocative
writing in POZ magazine as a gay man struggling with HIV sparked community controversies,
died on 19 July 2000 at New York City’s Roosevelt Hospital. He was 34. Gendin’s death was
caused by cardiac arrest while undergoing chemotherapy for AIDS-related lymphoma.
Nkosi Johnson, Young AIDS Activist, Dies at Age 12
1 June 2001, South Africa — Nkosi Johnson, a boy who was born with HIV and became an
outspoken champion of others infected with the AIDS virus, died Friday of the disease he battled
for all of his 12 years. Nkosi had collapsed in December with brain damage and viral infections.
His foster mother, Gail Johnson, said he died peacefully in his sleep. Nkosi is featured in the
documentary film, Questioning AIDS in South Africa.
Frances ‘Dace’ Stone, AIDS Activist, Dies at 48
20 August 2001 — Longtime AIDS activist Frances “Dace” Stone, 48, died of undisclosed causes
last Wednesday in Washington, DC. Stone had been involved with the Whitman-Walker Clinic
for nearly 20 years as a volunteer, board member, and former president of the board of directors.
Gay Columnist Lance Loud Dies of AIDS
Lance Loud, the openly gay columnist probably best known for his role in An American Family
and as a columnist for various magazines, including The Advocate, Details, Interview, and
Creem, died at age 50. Lance entered a hospice suffering from AIDS and died on 22 December
2001.
AIDS Activist Belynda Dunn Dies
13 March 2002 — HIV-positive activist Belynda Dunn, whose crusade for a new liver pitted her
against a big insurer and won the support of Boston’s mayor, died yesterday in a Pittsburgh
hospital, four days after she received the second of two liver transplants. She was 51. Doctors at
the University of Pittsburgh Medical Center believe a blood clot clogged her lungs.
Project Inform Board Member Linda Grinberg Dies
27 May 2002 — One of AIDS activism’s greats, Linda Grinberg, died on Memorial Day of a
heart attack, the result of AIDS-related pulmonary hypertension. She had just turned 51. Grinberg
served on the board of treatment-advocacy-group Project Inform.
Barbara Garrison, AIDS Activist, Dead at 45 from AIDS Complications
28 May 2002 — Barbara Garrison, an AIDS activist and former blood technician, died from
complications of AIDS at Bronson Methodist Hospital in Kalamazoo. She was 45. She had been
diagnosed as HIV-positive in December 1995 and became involved with the Michigan Persons

Living with AIDS Task Force, and at the time of her death headed the group’s membership and
management committee.
AIDS Activist Javier Contreras Dies at 33
March 2003 — Javier Contreras, a Chicago AIDS activist, died of AIDS complications at age 33.
He had worked at a counselor and case manager and was also a member of the HIV Prevention
Planning Group of Chicago.
AIDS Activist Evan Ruderman Dies at 44
Evan Ruderman, an AIDS activist, died on 18 November 2003 from complications of AIDS. She
was 44. Ruderman helped create the Foundation for Integrated AIDS Research and worked to
obtain equal access to treatment for HIV patients around the world.
AIDS Activist Carlton Hogan Dead at 42
Carlton H. Hogan, age 42, of Minneapolis, died at home on 18 November 2003 after a long fight
with AIDS. He had worked for the Community Programs for Clinical Research on AIDS
Statistical Center, School of Public Health, University of Minnesota.
ACT UP Legend Keith Cylar Dead at 45 of Heart Trouble
Keith Cylar, a 45-year-old ACT UP legend, died of heart trouble on 5 April 2004. Cylar and his
partner, Charles King, founded the one-stop New York social-service-and-activist powerhouse,
Housing Works.
Positively Aware’s Charles Clifton Dies at 45 of Heart Attack
Clifton died on 15 August 2004 of a heart attack at age 45. He was executive director of Test
Positive Aware Network and edited the influential publication Positively Aware.
Heart Attack Claims AIDS Activist Gigi Nicks
Gigi Nicks, the patient advocacy director at Chicago’s CORE Center, was well known for her
pioneering activism on behalf of positive women and children. She died of a heart attack on 19
August 2004 at age 52.
Nelson Mandela Says AIDS Led to Death of His Son, Makgatho Mandela
Johannesburg, 6 January 2005 — Former South African president Nelson Mandela announced
Thursday that his son, Makgatho Mandela, 54, had died that morning of an undisclosed illness
related to AIDS. Makgatho had been receiving antiretroviral treatment for more than a year.
AIDS Activist, Speaker Debbie Runions Dies
Debbie Runions, a prominent AIDS activist and patient who called for governmental response to
the spread of AIDS, died of AIDS-related complications on 16 October 2005 at age 55. Runions
found out she was HIV positive in 1992 and spent the rest of her life promoting AIDS awareness
and prevention.
Jerry ‘Grant’ Lewis, 19 December 1979 — 17 January 2006
Grant was born with hemophilia and at the age of 11 learned that he was infected with HIV.
Grant was an experimental pediatric-HIV-drugs research patient at the National Institutes of
Health in Bethesda (MD) for 5 years, and he was the first adolescent in the world to introduce one
of the new protease inhibitors into his body. Grant made several appearances on the Phil
Donahue, Montel Williams, Jenny Jones, and Maury Povich shows, and along with Magic
Johnson and Greg Louganis he was the subject of a feature story on an ESPN segment about
sports and HIV. Grant died at age 26.

Jeff Getty, AIDS Activist, Passes Away
16 October 2006 — AIDS activist Jeff Getty passed away in California at age 49. Getty died of
heart failure in Joshua Tree, CA, following a cancer treatment. He became famous after doctors at
San Francisco General Hospital transplanted bone marrow from a baboon into him in 1995. The
experiment was termed a failure, yet Getty regained his health and continued to offer himself as a
guinea pig for several other experiments.
Pioneering Atlanta AIDS Activist John Granger Dies
John Granger, a local AIDS activist and community volunteer, died on 29 January 2007 at Tucker
Nursing Center, of AIDS-related complications owing to multifocal leukoencephalopathy,
according to Dr. Jesse Peel, his former partner of 10 years. Granger was 52.
Gay/AIDS Advocate Bob Hattoy Dies of Heart Attack
3 March 2007 — Bob Hattoy, 56, died in his sleep at his home in Sacramento, CA, apparently of
a heart attack. The environmental-political-gay-AIDS activist became perhaps the most widely
known openly gay member of the Clinton administration. He addressed the 1992 Democratic
National Convention as a person living with AIDS. Hattoy was a long-term survivor of HIV.
John Campbell, Founder of People Living with HIV, Dead at 39
30 May 2007 — Britain lost a national hero yesterday when John Campbell succumbed to an
HIV-related neurodegenerative disease. Campbell shot to prominence in the gay activist
community when he and three peers founded the UK Coalition of People Living with HIV and
AIDS in 1993. Campbell also founded Positive Nation, an HIV-focused magazine. A former male
prostitute, Campbell was also a special government HIV advisor.
Brett Lykins, Celebrated AIDS Activist, Dies at 28
1 August 2007— To say that Brett Lykins was a familiar face would be an understatement. For
nearly all his life, he was the young man at the head of the AIDS awareness movement in
Georgia. He first made headlines in 1989 when he was in third grade, revealing to his Gwinnett
County classmates during show-and-tell that he was HIV-positive. Brett took to his celebrity like
a pro, leading marches and rallies and rubbing shoulders with big-name stars like Sir Elton John
during the Atlanta AIDS Walk. On Wednesday night, at his mother’s home in Duluth, Brett
Lykins finally succumbed to illness, surrounded by relatives and friends.
Presidential AIDS Advisor Dr. Scott Hitt Dies at 49
Dr. R. Scott Hitt, an AIDS specialist and the first openly gay person to head a presidential
advisory board, died on 8 November 2007, at age 49, of colon cancer at his home in West
Hollywood, according to John Duran, the city’s mayor and a longtime friend. Hitt was chairman
of the Presidential Advisory Council on HIV and AIDS during President Clinton’s administration
in the 1990s.
Thomas Morgan, Journalist and Activist, Dies at 56
27 December 2007 — Thomas Morgan III, a former reporter and editor at the New York Times
and a president of the National Association of Black Journalists, died on Monday in
Southampton, MA, aged 56. The cause was complications of AIDS, his partner, Tom Ciano, said.
Dallas AIDS Activist Don Sneed Dies
Don Sneed, who will undoubtedly be remembered as the city’s most colorful and controversial
AIDS activist ever, died on 4 January 2008, aged 54, after a brief hospitalization at the Veterans

Hospital in Dallas. He reportedly was in a coma at the time of his death, which was owing
apparently to an HIV-related illness.
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NOBEL PRIZES for HIV and HPV
Posted by Henry Bauer on Monday, 6 October 2008
Prediction: This will be among the Nobel Prizes that the Nobel Committee will regret having
awarded: for discovering a virus that has yet to be isolated, and for another that is claimed to
cause a small percentage of cases of cervical cancer but is a boon for vaccine hawkers [CDC
MONGERS FEAR AND HAWKS DEADLY VACCINE, 13 March 2008]. This news item failed
to mention, though, that “efforts to develop a vaccine against the virus” have been unsuccessful
despite more than two decades of efforts.
HIV skeptics will certainly agree with the Nobel Committee, however, that HIV was discovered,
it was in Montagnier’s lab and not in Gallo’s.
“AIDS, cancer scientists scoop medicine Nobel — (CNN) — Two Frenchmen and a German won
the 2008 Nobel Prize in medicine for their discoveries of viruses that cause HIV and cervical
cancer, the organization’s Web site said Monday. Luc Montagnier will split the $1.4 million prize
with two others. Francoise Barre-Sinoussi and Luc Montagnier of France were honored “for their
discovery of human immunodeficiency virus.” The pair are recognized as the discoverers in 1983
of the virus that can expose people to AIDS. Both have been involved in breakthroughs in
screening for HIV and efforts to develop a vaccine against the virus.
Harald zur Hausen of Germany was cited “for his discovery of human papilloma viruses causing
cervical cancer” in women. The Nobel Laureates in medicine will receive their awards in
Stockholm, Sweden on December 10. They will split the the $1.4 million prize.
The awards’ Swedish founder, dynamite inventor Alfred Nobel, created the prizes in the
categories of medicine, physics, chemistry, literature and peace. Another award is made for
economics. The prizes include the money and an invitation to the prize ceremonies in Stockholm
and Oslo on December 10, the anniversary of Nobel’s death in 1896. The winner of most of
prestigious of the awards, the Peace prize is expected to be announced on Friday. Last year
former U.S. Vice President Al Gore shared the honor with the United Nations for raising climate
change awareness. ‘
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HIV/AIDS in Italy — and “NEEDLE ZERO”
Posted by Henry Bauer on Saturday, 11 October 2008
Professor Marco Ruggiero, University of Florence (Italy) kindly forwarded a copy of a PhD
thesis presented on October 8. He tells me that it is now “freely available for consultation in the
Library of the Department of Experimental Pathology and Oncology of the University of Firenze,
Italy (www.patgen.eu)”; the citation is
Scarpelli S. “HIV infection and AIDS in Italy: results supporting the chemical hypothesis”.
PhD Thesis in Biological Sciences, Faculty of Mathematical, Physical and Natural Sciences,
University of Firenze, Italy, October 8, 2008. (www.patgen.eu)
I can’t read Italian, but the thesis has an Abstract in English with some fascinating information:
There is no “Italian registry of HIV cases; there are no data concerning the number of new HIV
infections in Italy”. The Ministry of Health does issue estimates, but “the lack of data does not
allow to support the statement that there is (or that there has ever been) a HIV/AIDS epidemic in
Italy; neither it allows to establish whether HIV is the cause of AIDS in Italy. This regrettable
absence of surveillance is due, among other considerations, to the so called Privacy Law that,
should AIDS be caused by HIV, evidently protects the individual’s right to privacy more than
public health. Thus, if a laboratory finds out that an individual is HIV-positive, this information
cannot be disclosed to anybody but the individual, who is then free to disregard the information
and spread the virus. In fact, the Law states ‘L’identificazione del malato di HIV deve essere
effettuata con modalità che non consentano l’identificazione della persona’ (art. 5, comma 2, l n.
135/1990), i.e. ‘identification of the HIV patient has to be performed with modalities that do not
allow identification of the person’.”
I was struck particularly by the official recognition that HIV/AIDS is not a threat to public health.
AIDS (not HIV infection) is classified “only as a third class [least dangerous or harmful]
disease”, whereas influenza is in the first class and hepatitis (A, B, and C) are in the second.
Simone Scarpelli “tested the chemical hypothesis by analysing the data obtained by the
rehabilitation centres for drug abuses (SerT, Servizi per le Tossicodipendenze). The data show
that there is a good correlation between recreational drug abuse and AIDS cases in Italy.”
While the rate of heroin confiscation has not varied much, the pattern of consumption has
changed from high usage by relatively few addicts to lower average use by a larger number of
people who do not regard themselves as addicted and don’t seek treatment. The data are
consistent with “a linear-quadratic model for heroin effects on the immune system and the
development of AIDS” similar to that for “the biological effects of ionizing radiations and it
could explain the bell-shaped curve of AIDS, the flat curve of heroin confiscation and the
decreasing curve of heroin addiction in Italy. In fact, at high doses (such as in the eighties and the
early nineties) the effects of heroin on the immune system are deterministic and drug addicts
developed AIDS; at lower doses, however, the effects are stochastic i.e. there is only an increased
probability of impairing the immune system and this might account for the decreasing AIDS

incidence. According to this interpretation of the only available data for Italy, the AIDS epidemic
paralleled the severe heroin abuse of the past. Nothing could be said about HIV since no data are
available. This interpretation is also consistent with the recent meta-analyses that demonstrate the
failure of anti-retroviral drugs in increasing survival of HIV-positive subjects (Lancet 2006; 368:
451-58), and with the statement that an AIDS vaccine could never exist (N. Engl. J. Med. 2007;
357: 2653-55).”
Scarpelli’s work supports Duesberg’s “drug-AIDS hypothesis”, for which massive evidence is
collected in Duesberg, P., Koehnlein, C. and Rasnick, D., “The Chemical Bases of the Various
AIDS Epidemics: Recreational Drugs, Anti-viral Chemotherapy and Malnutrition”, J. Biosci. 28
[2003] 383-412.
*****************************
In the early days of “AIDS”, a certain airline steward was identified as the “Patient Zero” whose
profligate promiscuity supposedly seeded AIDS around the USA. That story is inconsistent with
the current belief that illness follows infection only after an average interval of about 10 years, for
the claimed victims of Patient Zero’s exploits became ill within months of their contact with him,
that’s how they could be identified or traced — see Shilts, And the Band Played On: p. 130, “long
latency period” of 10 and 13 months in two cases. I’m not aware that this inconsistency has been
remarked on in mainstream discussions, any more than the myriad other facts inconsistent with
HIV/AIDS theory. I mention Patient Zero because he exemplifies the mystery of the origin of the
supposed HIV/AIDS epidemics — most particularly, perhaps, those epidemics supposedly spread
primarily by the sharing of needles. How does such an epidemic get started, let alone continue to
spread?
Recall the authoritative recent review that I described as a textbook instance of cognitive
dissonance, “The spread, treatment, and prevention of HIV-1: evolution of a global pandemic”,
by Myron S. Cohen, Nick Hellmann, Jay A. Levy, Kevin DeCock, and Joep Lange, Journal of
Clinical Investigation, 118 [2008] 1244-54; doi:10.1172/JCI34706, whose authors are
heavyweight mainstream HIV/AIDS gurus — Levy and DeCock have been in this business from
the beginning, though DeCock blotted his copybook somewhat by admitting that there had not
been and never would be heterosexual epidemics outside Africa — “WHO Says That We’ve
Been Very Wrong about HIV and AIDS? (Clue: WHO = World Health Organization)”, 10 June
2008.
According to that authoritative review, different regions of the globe see HIV spreading by
dramatically different pathways:
Figure A

“The HIV-1 epidemic in Western Europe is diverse but was initially fueled by infections among
MSM and injecting drug users, the latter especially in the southern part of the continent (3). Italy,
Spain, Portugal, France, and the United Kingdom have been most heavily affected (3).
Heterosexual transmission of HIV-1 in Europe has slowly increased, and many infections today
are found among immigrants from sub-Saharan Africa (3). In Eastern Europe, where brisk and
severe epidemics emerged among injecting drug users in the late 1990s, the most affected
countries are the Russian Federation and Ukraine (3)” — (3) is UNAIDS, “AIDS epidemic
update: December 2007”.
Now, the postulated “HIV” can’t survive for long outside bodily fluids, so the needle that
supposedly transfers it must have been wetted and “infected” not much earlier. Try to construct a
scenario in which that’s compatible with the regional situations in Figure A. Let’s say an infected
male, Patient One — gay, bisexual, or heterosexual — enters Eastern Europe and infects a drug
addict; whereupon the “virus” spreads like wildfire via the necessarily postulated orgies of needle
sharing, but the infection doesn’t spread much to people who just have sex without sharing
needles. What happened to Patient One? Did he leave the country again? Or did he become much
less inclined to have sex, at least with people who are not needle-sharing addicts?
The absurdity is illustrated by several stories from Kyrgyzstan. “According to the CIA Fact Book,
by 2003 there were in Kyrgyzstan an estimated 3900 people living with HIV/AIDS, there had
been fewer than 200 HIV/AIDS deaths, and the prevalence was estimated at < 0.1% (as low as
anywhere in the world)” — “SMART” Study Begets More Cognitive Dissonance, 11 June 2008.
In that land where HIV is so rare, “’at least 26 people, mostly children, [were] infected in two
local hospitals’. . . and medical personnel were fired” [HIV-Positive Children, HIV-Negative
Mothers, 25 November 2007] because, obviously, these HIV-positive children of HIV-negative
mothers could only have become HIV-positive via infected needles. How did those needles
become infected in the first place? Of necessity, not long before the babies were supposedly stuck

with them . . . . Were the babies all injected with the same dirty needle in rapid succession, or
were there 26 different sources of infection, each of them contributing a dirty needle just in time
for a baby to get stuck immediately thereafter?
See also “Babies Infect Mothers; Crazy Theory Ruins Lives”, 12 April 2008: Those babies were
then apparently capable of infecting their mothers as they suckled — and this in Kyrgyzstan,
which doesn’t have the vampire tradition of Transylvania — or, at least, there have so far been no
reports of baby vampires in Kyrgyzstan, only a wild woman or perhaps a monkey
[Kyrgyzsylvania, Thursday, June 19, 2008].
Of course, if it was a monkey, then the source of HIV in Kyrgyzstan becomes immediately
obvious — it’s an African monkeys of the ilk that first infected humans with HIV decades ago
(supposedly in the knee of Africa, where there’s not nearly as much “HIV” as in southern Africa,
where “HIV” is rampant — Deconstructing HIV/AIDS in “Sub-Saharan Africa” and “The
Caribbean”, 21 April 2008 ).
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HAART and HIV/AIDS: Dilemmas, Paradoxes, and Errors
Posted by Henry Bauer on Sunday, 12 October 2008
“The Sink and the Murder Scene: Rise and Fall of a Causal Model for AIDS Pathogenesis” by
Vincenzo Crupi (Logic and Philosophy of Science V [#1, 2007] 9-32) is a clear, concise, fully
documented summary of what’s missing in our understanding of several aspects of “HIV” and of
“AIDS”; and it illustrates, in my opinion, what’s very wrong with “HIV = AIDS” and “highly
active antiretroviral treatment”.
From the very beginning, the central problem has been to understand how “HIV” kills the
immune system. That it does so was assumed because of a correlation between CD4+ counts and
disease progression (a correlation that has turned out to be anything but consistent) and an
apparent preferential association of HIV with CD4+ cells. But — as Duesberg, for one, pointed
out early on — a negligible proportion of CD4+ cells in AIDS patients is actually “HIVinfected”. Even in lymph tissue, which was suggested to be a “reservoir”, only about 1% of cells
are “HIV-infected”.
To resolve this decade-long dilemma, Ho and Shaw invented a model in which the very low
steady-state or average “infection” rate masked an enormously high rate of cell death and
replenishment whereupon, after the average “latent” period of about 10 years, the immune-system
was exhausted and could no longer replenish. Crupi shows, with citation as well as explication of
sources, that this model is disproved by published observations and experiments. Among the
salient points is that CD4+ counts in the blood can be misleading because these cells are
redistributed as needed throughout various parts of the body (as mentioned previously on this
blog in relation to Juliane Sacher’s work — “AIDS as Intestinal Dysbiosis”, 23 February 2008;
“Alternative Treatments for AIDS”, 25 February 2008. Moreover, antiretroviral drugs may
quickly reduce “viral load” without increasing the life-span of the cells supposedly killed by the
virus, indicating that “HIV” is not the agent of cell death.

Because of these findings, mainstream speculation turns increasingly to the view that AIDS is
characterized by “abnormal, chronic and up-regulated levels of immune system activation”,
which may also occur in absence of HIV. Furthermore, clinical improvement can occur in AIDS
patients on antiretroviral therapy even when “HIV” seems little affected. Crupi concludes that
research is urgently needed on some of the matters that mainstream HIV/AIDS researchers have
largely by-passed.
I strongly recommend this article. The facts about “HIV/AIDS” are at least equally well
explained by regarding “HIV” as a sign of immune activation — or physiological stress, or
specifically oxidative stress as the Perth Group has it — as by the apparently current mainstream
view that “HIV” causes the immune activation that indirectly and eventually depletes the immune
system.
I think it’s worth noting that HAART, “highly active antiretroviral treatment”, was designed on
the basis of the Ho-Shaw model, which has been thoroughly disproved. It does not necessarily
follow that HAART is ineffective, of course — it might by chance have some benefits, it would
not be the first medical treatment to work despite misunderstanding or lack of understanding of
why it works. As it turns out, though, death statistics show that HAART doesn’t prolong lives to
any significant extent. The discussion and citations in Crupi’s article serve to explain why that’s
the case.
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Nobel Prize Citation for “HIV” “Discovery”: Errors and Deficiencies
Posted by Henry Bauer on Thursday, 16 October 2008
I’m grateful to Stefan R. for providing the link to the full citation by the Nobel Committee, which
I hadn’t located by Googling. Here are a few of the deficiencies that jumped out on first reading.
The initial appearance of AIDS is said to have been in “clusters of previously healthy young
men”, repeating mindlessly a worn, faulty shibboleth. Michelle Cochrane (When AIDS Began:
San Francisco and the Making of an Epidemic, 2004), however, looked at the original medical
records and found that they were anything but “previously healthy”, and “young” would apply
only if that is taken to mean people in the middle to upper 30s (The Origin, Persistence and
Failings of HIV/AIDS Theory, p. 187 ff.).
It is more subtly misleading, but misleading nonetheless, to say that they “suffered from different
life threatening medical conditions”. A crucial clue to what AIDS really was in the early 1980s is
the fact that the original victims displayed predominantly two types of condition: Kaposi’s
sarcoma (KS), a disorder of blood vessels that was almost certainly the direct result of excessive
inhalation of nitrites, and fungal infections — chiefly Pneumocystis carinii pneumonia (PCP) and
candidiasis — that followed excessive indulgence in practices that destroy the intestinal
microflora which normally keep those endemic fungi in check [see Tony Lance, “Gay-Related
Intestinal Dysbiosis”, in “What really caused AIDS: Slicing through the Gordian Knot”, 20
February 2008]. Those two types of condition accounted for more than 80% of the 16,000 AIDS

cases recorded through 1985; that percentage decreased gradually only after “HIV-positive”
rather than clinical condition became the criterion for an AIDS diagnosis.
The assertion, “A huge epidemiological survey initiated by CDC in 1982 concluded that the
AIDS syndrome had spread globally”, lacks a sorely needed specific reference.
The CDC Report for 8 July 1982 cites 452 cases, 441 from 23 states in the USA and only 11 from
other (unnamed) countries. Reports for 1983 and later refer specifically only to the United States.
The Morbidity & Mortality Weekly Report of 24 September 1982 mentions 597 cases within the
USA and an additional 41 cases from 10 foreign countries. That hardly seems like the outcome of
a “huge epidemiological survey” that discovered a global epidemic.
“A subset of the population at particular risk for this syndrome appeared to be homosexual males
and intravenous drug users” is also subtly misleading about a condition that seemed and seems to
be virtually restricted to those groups in most parts of the world.
“The immunodeficiency was associated with rapid elimination of CD4+ T cells” cites 71:
Gottlieb MS, Schroff R, Schanker HM, and Saxon A. Pneumocystis carinii pneumonia and
mucosal candidiasis in previously healthy homosexual men: evidence of a new acquired cellular
immunodeficiency. N Engl J Med. 1981;305:1425-31, which does “associate” — correlate —
AIDS with low CD4+ counts, but doesn’t and could not speak to “rapid elimination” (as well as
being wrong about the “previously healthy”, see above). Gottlieb et al., moreover, reported in
detail on only 4 cases, hardly a basis for any sweeping generalization; and the association they
thought most pronounced was with cytomegalovirus.
“The clinical AIDS spectrum was defined as repeated opportunistic infections . . . occurring in
previously healthy adults with no history of inherited disorders” follows a sentence mentioning
haemophiliacs among the risk groups; yet haemophiliacs do have an inherited disorder.
An interesting sentence is [emphases added] “Malignancies associated with AIDS included an
aggressive type of Kaposi’s sarcoma caused by human Herpes virus 8, EBV-associated
lymphoma, HPV-induced cervical cancer, and Hodgkin’s disease (75)”. Thus it is clearly
acknowledged that at least 3 of the 4 malignancies are caused by something other than HIV; and
moreover the citation is wrong: (75) is “Rozenbaum W. Multiple opportunistic infections in a
male homosexual in France. Lancet. 1982; 6;1(8271):572-3”, a letter of 5 paragraphs in which
none of those malignancies is mentioned.
“The disorder also manifested as slim disease due to chronic incurable diarrhoea, particularly in
Africa”. So: is “chronic incurable diarrhoea” an opportunistic infection owing to
immunedeficiency, or perhaps a malignancy?
“Epidemiological studies had already been [sic] established that AIDS was transmitted sexually,
via placenta to foetuses and via transfusion by plasma and coagulation products (76)”; 76 is:
Francis DP, Curran JW, Essex M. Epidemic acquired immune deficiency syndrome:
epidemiologic evidence for a transmissible agent. J Natl Cancer Inst. 1983;71(1):1-4.
That article does much less than “establish” those things (in fact, the piece is labeled a Guest
Editorial, hardly the sort of thing one cites as “establishing” anything). That “the syndrome has
appeared almost simultaneously in socially disparate and distinct population groups who share
only their predilection for other infectious diseases” merely suggests a connection with sexually
transmitted diseases, while avoiding the issue of outbreaks distributed in widely separated
geographic locations. That “80% . . . [of AIDS victims were] between 25 and 44”, on the other
hand, hardly points to an infectious agent, since those are typically more dangerous to the very

young and the very old. The remark [emphasis added] that “this putative agent must circulate in
the blood” again does much less than even claim to “establish” an infectious cause. Moreover,
Francis et al. acknowledge that any unifying hypothesis encounters the dilemma that KS occurs
almost exclusively in only one of the risk groups. Hindsight reveals that this editorial was also
wrong on two rather important counts: that PCP is a fungal infection, not a parasitic one, and that
the supposed latent period is on the order of 10-15 years (the Nobel Committee’s estimate) rather
than ≥12 months.
“A number of pieces of evidence pointed towards a retroviral origin for the acquired immune
deficiency; the clusters of patients affected, the transmission via filtered blood products and the
establishment of loss of CD4 T helper lymphocytes” is an extraordinary statement; there was no
precedent for a retrovirus killing off CD4 cells, so how could this “point towards” such an
interpretation? Furthermore, transmission by filtered blood would indicate a virus, but not
necessarily a retrovirus. That clusters of people were affected doesn’t even indict an infectious
agent, it could be an environmental factor, like — say — the gastric cancers in Chinese and other
locations where nitrites or nitrosamines are for some reason present in exceptionally high
amounts (e.g., You et al., Cancer Epidemiology, Biomarkers & Prevention 5 [1996] 47-52).
The “discovery” of the “retrovirus” is described in considerable detail, the salient step being the
first one: “Virus production was detected by reverse transcriptase (RT) enzyme activity in
supernatants from cultured and activated lymphocytes obtained from a lymph node from a patient
with lymphadenopathy”; “They cultured purified lymphocytes from such patients in vitro in the
presence of the phytohaemagglutinin (PHA)-mitogen, interleukin-2 (IL-2) and anti-interferon-a in
order to allow T cell proliferation” — in other words, as several Rethinkers have pointed out, the
“virus” was created in a witch’s brew designed to stimulate proliferation of the very cells
supposedly killed by the virus; and the presence of a retrovirus was inferred from the fact of
reverse transcriptase activity — and, later, it turned out that such activity is routinely present as
part of normal cell function. There was no isolation of virus particles from a supposedly infected
individual.
And so on. Rethinkers will relish such statements as “In 1985 the nucleotide sequence of the full
AIDS virus genome was established”, since this was done by indirect inference without ever
having access to a genuine virion. It may turn out to be unwittingly prescient, though, that “The
retrovirus family consists of the Oncovirus (including HTLV-I & -II), Lentivirus (including HIV1 &-2) and Spumavirus also called foamy virus and the so far considered non-pathogenic,
Endogenous retrovirus”, since “HIV” could well belong to the Endogenous and non-pathogenic
class.
The origin and spread of “HIV” in Africa are illustrated nicely by a Figure showing transmission
routes out of Cameroon (thick brown lines with arrows, arrowheads enhanced for easier viewing):

However, it is not explained why the virus has remained largely in southern Africa rather than in
the other places to which it headed and which are closer to its origin, though that fact is properly
illustrated in another Figure:

Note, by the way, that the USA is relatively little “infected” even though this was where AIDS
first appeared; and that Eastern Europe and Russia are significantly more infected even though
the epidemic there is said to be carried largely by injecting drug users! [“HIV/AIDS illustrates
cognitive dissonance”, 29 April 2008]. This Figure also displays the extraordinary ability of
“HIV” to quarantine itself at regional boundaries. One might also quibble about the choice of a
category of “1.0 - ≤5.0 %”, since this gives the Russian Federation, at an estimated 1.1%, a
deeper color and more prominent presence than almost any other region outside Africa, the others
being Papua at 1.8%, Thailand at 1.4%, and thereby understates how quarantined middle and
southern Africa at ≥5% are from the rest of the world at ≤2%.
The detailed description of how HIV works is rather at odds with the several publications which
confess that this remains a mystery, for example, “The pathogenic and physiologic processes
leading to AIDS remain a conundrum” (Grossman et al., Nature Medicine 12 [2006] 289-95); and
the Nobel description is itself a shade mystifying, for example, “Immune activation and
inflammation supplies additional activated CD4+ T cells, which both sustain infection and elicit
an immunosuppressive response that blunts host defences. Although increasing numbers of
cytotoxic T lymphocytes (CTLs) partially control infection they do not prevent, in the absence of
therapy, the slow and continued depletion of CD4+ T cells that is responsible for the occurrence
of the immune deficiency that eventually leads to AIDS” [emphases added]. This is a fascinating
double-barreled action during the postulated latent period of about 10 years during which “viral
load” is very low; with the explanatory barrels pointing in opposite directions, that seems rather
hazardous to one’s (mental) health. There are similarly puzzling explanations of “host defence”
and its sophisticated evasion by “HIV”. None of these explanations are labeled speculative, as
they should properly be.

The Nobel Committee’s erratic citation practices are illustrated also by “The discovery of HIV
allowed for a rapid dissection of the viral replication cycle (Fig 13) (129)”, which led me to think
that reference 129 would recount that “rapid dissection”. Instead, it is an article in press (as of 15
October, “Please cite this article in press as: Greene, W.C., et al., Novel targets for HIV therapy.
Antiviral Res [2008], doi:10.1016/j.antiviral.2008.08.003”); and it is a review of the search for
“Novel targets for HIV therapy”, brief summaries of talks presented at the 21st International
Conference on Antiviral Research held in April 2008 in Montreal; such a search certainly being
needed in view of “the emergence of drug resistance and various adverse effects associated with
long-term use of antiretroviral therapy”. That review has a useful table of antiretroviral drugs and
their date of approval. The earliest, AZT (zidovudine, ZDV, Retrovir), approved in 1987, owed
nothing to an understanding of the viral replication cycle; the next two, ddI and ddC in 1991 and
1992, were designed — like other nucleoside/nucleotide reverse transcriptase inhibitors
(NNRTIs) — to work in the same manner as AZT. It’s not at all clear how the purported specific
understanding of the viral replication cycle is supposed to have served to develop those drugs; but
implying that certainly lends an impressive flourish to this just-so story of science at work.
That just-so story continues, “It rapidly became clear that the ability of HIV-1 to generate drugresistant mutants meant that therapy would require a combination of agents affecting different
proteins involved in viral replication (130, 131). . . . subsequent development was focused on the
protease enzyme” [emphasis added]. Once again, “rapidly” makes the “science” appear more
impressive than it was in practice, for it was a decade between AZT and the first protease
inhibitors. The spurious claim is repeated, that “combination therapy . . . has dramatically
increased the life expectancy of AIDS patients in developed countries”: as the death statistics
plainly show, there has been no dramatic increase in the median age at which people die of “HIV
disease” — “HAART saves lives — but doesn’t prolong them!?”, 17 September 2008;
”Virological response after starting HAART improved over calendar years, but such
improvement has not translated into a decrease in mortality” (Antiretroviral Therapy [ART]
Cohort Collaboration, Lancet 368 [2006] 451–58) — in other words, HAART decreases “viral
load” but doesn’t prolong lives, so “HIV” is irrelevant to clinical progression.
In this connection, the Nobel citation is subtly misleading when it says, “successful antiretroviral
therapy results in life expectancies for persons with HIV infection now reaching similar levels to
those of uninfected people” — of course, “successful” therapy does so, but there is apparently a
great deal of UNsuccessful therapy: the majority of adverse events under HAART are “nonAIDS” events, i.e. iatrogenic, the “side” effects of therapy, namely, liver or kidney or heart
failure (Treatment Guidelines, 29 January 2008, p. 13) . So it’s rather horrifying that “Currently,
3 million people are being treated with anti-retroviral drugs”; if the USA data from 1996 to 2004
are any guide, then these 3 million will die at an average age in the middle forties.
The Nobel citation also treats as proven fact the notion that the CCR5d32 deletion is protective,
though that notion proved to be an illusion — “Racial disparities in testing “HIV-positive”: Is
there a non-racist explanation?”, 4 May 2008.
Finally, the citation skates rather too lightly over the failure to generate a vaccine: “attempts to
develop a protective vaccine
have been severely compromised by our incomplete understanding of HIV-1 protective
immunity” should more accurately read, “researchers haven’t a clue as to what might provide
protective immunity”.
The Conclusions are no better than the main text. “The discovery . . . made it possible to perform
molecular cloning of HIV-1” — without ever having isolated an authentic virion of HIV! The
triumphalism is simply not warranted by the facts: “unravelling of important details of its

replication cycle and how the virus interacts with its host” — which is still not understood.
Diagnostic tools followed “quickly . . . which has limited the spread of the pandemic” — not
according to the continuing alarms emanating from UNAIDS and WHO about Africa;
“unprecedented development of several classes of new antiviral drugs” — the first of which,
AZT, killed (conservatively) 150,000 people, while the later ones have not extended life-spans;
“we have gained remarkable insight into this new pandemic” — but don’t understand how “HIV”
causes death of CD4 cells nor what might provide immunity, and we administer drugs that don’t
extend lives and cause death by organ failure.
Bah!
Humbug!
Every indication is that this was written carelessly, perhaps hurriedly, and without proper
checking of the cited references. No matter why, it’s a shoddy piece.
Posted in HIV skepticism, antiretroviral drugs, experts | Tagged: Gay-Related Intestinal
Dysbiosis, mistaken Nobel Prize, Nobel Prize for HIV discovery; unwarranted Nobel Prize, Tony
Lance
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Nobel Prizes Illustrate that Doctors are Not Scientists
Posted by Henry Bauer on Sunday, 19 October 2008
The prestige associated with Nobel Prizes and similar awards is often excessive and sometimes
quite misplaced, for a variety of reasons. There is no need to point out that a single Prize per year
in Literature cannot be decided objectively — decisive are subjective taste and judgment and
regional or ethnic or national biases. That ideological or political considerations enter the award
of the Prize for Peace is obvious a priori as well as from the history of the actual awards. The
Prize in Economics, too, inevitably entails a certain degree of subjective judgment, as would be
true in any social science. That there are awards only in Chemistry, Physics, and Physiology or
Medicine means that a large amount of research in mathematical and physical science is simply
not eligible.
The history of the awards in medicine and in science is also instructive about several aspects of
these fields that are not widely appreciated. One of those provided the title for this post. The
training of doctors is appropriate to their mission: to help suffering patients by applying the best
available contemporary understanding. The training of scientists is also appropriate to their
mission, but it’s a different mission: to advance understanding beyond the contemporary state,
which means to discover things that reveal gaps or mistakes in contemporary understanding. That
difference becomes of considerable practical significance when research in medical science is
carried on by people trained as doctors.
Training for research in science begins only at the graduate level. Undergraduate science courses
dogmatically instill familiarity with the present state of understanding. Only in graduate and
postdoctoral work, as apprentice researchers, do neophytes begin to appreciate the fallibility of
contemporary knowledge and to sense how ephemeral that knowledge is. Through actually doing
research, one discovers errors in the published literature of research articles, reviews,
monographs, and textbooks — sometimes quite fundamental errors. Through doing research, one

learns to accept paradigms and theories only provisionally — though we tend to have that in mind
more readily with the pet projects of our competitors than with our own scientific obsessions and
passions. Doctors who venture into actually doing research do so without the benefit of an
apprenticeship in research, and the consequences are sometimes all too obvious, as when MDs in
the CDC assert in a formal publication that a correlation proves causation (pp. 194-5 in The
Origin, Persistence and Failings of HIV/AIDS Theory).
So, in the HIV/AIDS context, it is far from irrelevant that those most responsible for making a
dogma out of HIV/AIDS — notably Gallo and Fauci — are MDs, while prominent early skeptics
were research scientists like Duesberg, Mullis, Gilbert, Root-Bernstein. As with all
generalizations, of course there are exceptions: two of the most stubborn and extreme HIV/AIDS
vigilantes, Moore and Wainberg, are PhDs, not MDs. But occasional exceptions don’t vitiate the
explanatory utility of well-founded generalizations.
Another such generalization, also pertinent to the cases of Gallo and Fauci, is that the most
capable researchers set their sights on obtaining academic positions, with the corollary that the
overwhelming majority of outstanding work has come from universities rather than from
industry, still less from government institutions — despite such exceptions as Nobel Prize work
from Bell Telephone Labs or breakthroughs concerning trace-metal nutrients and leading work in
radio astronomy from the government laboratories in the Commonwealth of Australia. One
salient reason is that ambitious people seek the freedom to choose their own projects that
academe offers (in principle!), whereas government-run labs are inevitably subject to a degree of
bureaucratic control and hierarchic decision-making. Another practical reason is that academic
researchers are in fierce competition for everything — grants, students, facilities — whereas
researchers in federal laboratories experience nothing like that sort of competition; and “natural
selection” brings the best and brightest to the fore in the intellectual free market of academe while
bureaucracy can superseded such selection: researchers in government labs need to be on good
terms with their bureaucratic superiors and may need at times to defer to their judgment. One
visible consequence of these differences is that directors of government labs can accumulate
staggeringly long lists of publications bearing their name even though their personal intellectual
contributions may be meager.
There are quite objective indications, how different are the fields of medicine and of science: the
recorded history of Nobel Prizes shows how much more often there have been mistakes in the
Medicine Prize than in the Chemistry or Physics Prizes. In the latter, I have located no cases
where a Nobel Prize was awarded for work that later turned out to be simply mistaken, wrong,
and became generally repudiated; whereas in Medicine, there are a number of such instances or
cases where the lauded discovery later turned out to be, if not entirely wrong, then seriously
misleading or just not useful:
1903, Prize to Niels Finsen for light therapy as a cure for various conditions including
tuberculosis.
1927, Julius Wagner-Jauregg, for treatment of mental illness by inoculation with malaria!
1949, Antonio C. de A. F. E. Moniz, for treatment of mental illness by surgery (lobotomy).
1975, to David Baltimore, Renato Dulbecco, Howard Temin “for their discoveries concerning the
interaction between tumour viruses and the genetic material of the cell” — part of the red-herring
search for viruses that cause human cancers, and responsible for the consequential error that
reverse transcriptase activity demonstrates the presence of a retrovirus.
1976, to Carleton Gajdusek for discovering the first “slow virus”, which supposedly caused Kuru
in humans and analogous brain disease in animals, for instance mad-cow disease. Since 1997
(Prize to Stanley Prusiner), it’s been believed that these diseases are not caused by viruses but by
prions, a class of proteins.

1989, to Michael Bishop and Harold Varmus for the “discovery of the cellular origin of retroviral
oncogenes”.
It’s also in the nature of medical matters that some of the consequences of apparent advances may
later turn out to be disadvantageous, as with DDT (Prize to Paul Müller, 1948); or with studies of
the role of cholesterol (Prize to Michael Brown and Joseph Goldstein, 1985) that led to the
mistaken belief that lowering blood cholesterol could prevent atherosclerosis (inflammation or
abrasion inside arteries, and elevated levels of the amino-acid homocysteine, are nowadays
believed to be precipitating factors, not the mere presence of cholesterol).
At any rate, comparison of Nobel awards in chemistry and physics with those in medicine
demonstrates that the fields differ significantly in the degree to which one can be certain about the
long-term significance of an apparent advance that is lauded by its contemporary mainstream.
I believe that these generalizations provide a useful context for such controversies as those about
HIV/AIDS; but a disclaimer is in order, since comments like the preceding ones can be readily
misinterpreted if one is so inclined. Therefore let me re-emphasize that these, like all
generalizations, are subject to exceptions. Further, I have enormous respect and endless gratitude
to a considerable number of doctors who practice as physicians and surgeons and who have
helped me remain active to a respectable age; as just one instance of several available ones, I was
treated wonderfully well and had a splendid outcome in the first clinical trial of angioplasty at the
Clinical Center of the National Institutes of Health. Nevertheless, I would prefer that those valued
doctors and surgeons not engage in research in retrovirology or statistical evaluation of data.
Posted in HIV skepticism, experts | Tagged: differences between disciplines, differences between
medicine and science, doctors and scientists, doctors are not scientists, Nobel Prize
***************************************************************************
Nobel Prizes Illustrate How Research is Done and Evaluated
Posted by Henry Bauer on Tuesday, 21 October 2008
In the previous post ["Nobel Prizes Illustrate that Doctors are Not Scientists", 19 October 2008], I
emphasized contrasts between the Nobel Prize in Medicine and those in Chemistry or Physics.
But the Prizes in Medicine and those in Chemistry and Physics also have much in common:
— Laureates almost never receive a second such award.
— Some of the awards came only after the lauded breakthrough had been desperately resisted or
ignored by the mainstream.
— Some proportion of honored recipients of the Prize were later disparaged for some of their
other ideas.
Those empirical facts illustrate important but little understood facets of scientific activity.
That Nobel laureates typically don’t later do further Nobel-worthy work demonstrates the
importance of serendipity in scientific discovery. If there existed a “scientific method”, then those
who had best mastered the method would always do the best work and would be awarded a
succession of prizes; but there is no such method — or at least science is almost never done that
way (see Scientific Literacy and the Myth of the Scientific Method). Science is a communal
activity. One of its greatest strengths is the communal activity of peer review — and when peer
review fails (typically as a result of bias or incompetence), science becomes unreliable.

Furthermore, the Zeitgeist — the contemporary communal context of knowledge and ideas —
that any given generation of scientists experiences is an important determinant of when a
particular advance will be made; hence the many instances of “simultaneous independent
discovery” that can produce controversies about priority, about “Who did it first?”. That’s why
awards singling out individuals make for a distorted view of science and of the characteristics of
the individuals who are midwives to the great discoveries.
One of the least widely appreciated facts about science is that counter-mainstream evidence or
theories are almost always fiercely resisted, even when those claims later become not only
accepted but so highly valued as to bring Nobel awards (see Bernard Barber, “Resistance by
scientists to scientific discovery”, Science, 134 [1961] 596-602). There’s no difference in that
respect between fields. A few examples in Physiology and Medicine include:
— Marshall and Warren (2005, bacteria as causes of ulcers).
— Paul Lauterbur (2003, magnetic resonance imaging) had his first paper about that rejected by
Nature. He later remarked that “You could write the entire history of science in the last 50 years
in terms of papers rejected by Science or Nature” (cited at p. 161 in The Origin, Persistence and
Failings of HIV/AIDS Theory).
— Stanley Prusiner (1997, prions as infectious agents); for many years he was sneered at for
believing that proteins could behave like that.
— Barbara McClintock (1983, “jumping genes”).
— Peter Mitchell (1978); the prize was awarded in Chemistry, but really for physiological work,
“for his contribution to the understanding of biological energy transfer through the formulation of
the chemi-osmotic theory”, a view that had been pooh-poohed for years before he was vindicated.
— Einstein’s Prize Citation (1921)
http://nobelprize.org/nobel_prizes/physics/laureates/1921/press.html emphasized his work on the
photoelectric effect and Brownian motion with only a very cautious mention of relativity as being
controversial — still, a considerable advance over the earlier widespread and intense opposition
to relativity theory.
— Planck’s quantum theory (1918 Prize) had been so thoroughly ignored or disbelieved for so
long that Planck later enunciated what has become known within Science Studies as “Planck’s
Principle”: new ideas don’t win by convincing the opposition, they win only as the opponents die
off.
In Chemistry and Physics, the resistance to challenges to mainstream views has sometimes taken
the form of asserting that something is totally impossible, so that very few people even try it, for
example, superconductivity not only at temperatures appreciably higher than “absolute zero” but
in ceramic materials rather than metallic substances (Physics Prize, 1987, Georg Bednorz and
Alexander Müller); or the maser and laser (Physics Prize, 1964, Charles Townes) — in his
autobiography, Townes relates how eminent elder statesmen in physics urged him to drop work
along these lines because such devices were impossible and his efforts would bring the
Department into ill repute.
Perhaps equally little known is the fact that Nobel laureates not infrequently are or later become
proponents of claims that the mainstream promptly dismisses — sometimes justifiably,
sometimes not (see especially Chapter 9 in Fatal Attractions: The Troubles with Science).
Frequently these offbeat claims are in quite other fields than the Laureate’s award:
— C. G. Barkla, Prize in 1917 for work on X-rays, later “discovered” the non-existent “Jphenomenon” concerning X-rays.
— William Shockley, Physics Prize 1956 for work on transistors, became infamous for his
notions about race, genetics, and eugenics, a throwback to

— Philipp Lenard , Physics Prize 1905, who enthusiastically supported Nazism by publishing
Deutsche Physik, a textbook of revisionist physics that excluded all work by Jewish scientists
(including Einstein).
— Luis Alvarez (Physics, 1968) became an intemperate proponent of the asteroid-impact theory
of dinosaur extinction, which most evolutionary biologists find overly simplistic or even quite
wrong.
— Hannes Alfvén received a Physics Prize in 1970 “for fundamental work and discoveries in
magnetohydrodynamics with fruitful applications in different parts of plasma physics”, yet his
application of those very ideas to cosmology has remained ignored, effectively dismissed by the
mainstream.
— Brian Josephson, Physics 1973, believes that psychic phenomena are worthy of study,
something dismissed out-of-hand as rank pseudo-science by science groupies.
— Kary Mullis (Chemistry 1993) is widely disparaged because he recognizes that the Emperor
of HIV/AIDS theory has no clothes.
— Linus Pauling (Chemistry 1954) was derided for his insistence on the benefits of
“orthomolecular” medicine, in particular the desirability of vitamin supplements (especially
vitamin C) considerably higher than the official “recommended daily amounts”; he has not even
yet been properly credited for stimulating the general understanding of the benefits of antioxidants, of which vitamin C is one.
That Nobel laureates rarely win a second such award, and that on all sorts of topics they may
harbor opinions that most people find obnoxious or silly, underscores the role of serendipity in
scientific discovery. It’s a matter of being in the right place at the right time with the right
preparation (Paula E. Stephan & Sharon G. Levin, Striking the Mother Lode in Science: the
importance of age, place, and time, Oxford University Press, 1992); “with very few exceptions, it
is not the men that make science; it is science that makes the men” (Erwin Chargaff, “A quick
climb up Mount Olympus”, Science 159 [29 March 1968] 1448-9). As the saying goes, Nobel
laureates are often people who have learned more and more about less and less, at times rivaling
idiots savant in their extraordinary abilities narrowly restricted to one subject. (Some laureates, of
course, are sensible even outside their specialty, and some remain apparently unspoiled by their
celebrity status.)
Less obvious aspects of Nobel awards lend insight into differences among the sciences, for
example, some of the differing mindsets of chemists and physicists is illuminated by the fact that
“Nobel Prizes in physics have been awarded about twice as often for experimental novelties as
for theoretical ones, but in chemistry, experimentalists have been so honored five or six times as
often as have theorists” (Scientific Literacy and the Myth of the Scientific Method p. 26).
It has highly unfortunate consequences that the public image of science is so largely colored by
misguided beliefs about a “scientific method” that supposedly delivers reliable results no matter
who the researchers happen to be, and the related belief that a few people so master “the method”
as to be all-purpose wise men, and the implicit view that researchers are less subject to human
fallibilities and failings than are businessmen and politicians. The most remarkable thing about
science is that it has managed so often to become reliable despite being carried on by fallible
individuals; for an analogy with the military, see pp. 303-6 in my book, Beyond Velikovsky.
Posted in experts, uncritical media | Tagged: failings of Nobel laureates, Nobel Prize, science as a
communal activity, scientific method as a myth
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St. Louis School HIV Crisis: Wrong Theory Causes Havoc
Posted by Henry Bauer on Friday, 24 October 2008
“Midwest high school copes with HIV scare”
“Infected person tells health officials as many as 50 teens might have been exposed
Normandy High School in St. Louis, Missouri, consults national AIDS groups
Students being tested for HIV at six stations in the high school gymnasium
Fallout: Sports rival initially balks at playing team; relationships strained”
“Officials refused to give details on who the person was or how the students at Normandy High
School might have been exposed”
— thereby providing fertile grounds for the wildest rumors.
“but the district is consulting with national AIDS organizations as it tries to minimize the fallout
and prevent the infection — and misinformation — from spreading” — the misinformation for
which they are responsible through not revealing the actual facts.
“’There’s potential for stigma for all students regardless of whether they’re positive or negative,’
Normandy School District spokesman Doug Hochstedler said Thursday” — NO. The stigma was
ensured by the manner in which this “news” was released.
“A teacher in a neighboring district singled out a girl who dates someone at Normandy High and
instructed her to get tested, Hochstedler said” — thereby intensifying the stigma and lending
more specificity to the rumors. Why was that girl “instructed” to get tested? What right has a
teacher — or anyone else — to give such instructions? I sense some trial lawyers sharpening their
pencils and scribbling on legal pads in anticipation of some very lucrative “work” opportunities.
“Hochstedler said that as far as he knows, no other district has had to handle a similar situation”
— maybe because they didn’t accept the word of one HIV-positive person that 50 others might
have been infected and didn’t make the allegation public?
“Students at the school of 1,300 are being tested, and the district is getting advice on the best
ways to support kids in crisis” — but it will not be the actual best way of supporting the kids,
namely, admitting that “HIV” is not infectious and doesn’t cause AIDS.
“Sophomore Tevin Baldwin said that many of his classmates in this working-class city of about
5,000 residents want to transfer out of the district, which encompasses other towns. ‘Nobody
knows what’s going on,’ he said. The district declined to respond to his assertion.”
It’s like déja vu all over again, as philosopher Joe Six-Pack might say. Hasn’t it been obvious for
almost 3 decades that “HIV” hasn’t spread in the United States?!
“Normandy Superintendent Stanton Lawrence agreed that students remain focused on learning,
despite concerns and distraction. There’s no hysteria or panic, and school is running routinely, he
said” — at total odds with the preceding parts of this news report. Lawrence should be selling
Brooklyn Bridges. “’They recognize this situation is what it is, and doesn’t mean school is over . .
. . Their concern is heightened, but we have to face it and do the responsible thing’” — which
might begin with not making such idiotic pronouncements.
Perhaps the best way of instilling fear and producing mass hysteria is by innuendo and vague
suspicions, being unspecific and secretive [emphases added]:

“The St. Louis County Health Department said last week that a positive HIV test raised concern
that students at Normandy might have been exposed. The department is not saying whether the
infected person was a student or connected with the school, only that the person indicated as
many as 50 students may have been exposed. . . . The Health Department also will not say how
any exposure might have occurred. Health Department spokesman Craig LeFebvre has said the
possibilities include sexual activity, intravenous drug use, piercings and tattoos. . . . Hochstedler
said the district doesn’t know the person’s identity, or even whether he or she is a student. ‘We do
know there was some potential exposure between that person and students . . . . We don’t know
the individual or the route of transmission.’ . . . Students are being tested at six stations in the
high school gymnasium, one class at a time. Only representatives from the Health Department are
with the students, who are offered educational materials and a chance to ask questions before they
are given an opportunity to be tested with a mouth swab, Hochstedler said. They may decline.
They exit through a separate door, and no one in the school would know who did or did not get
tested. ‘It’s entirely up to the student’ . . . . The district will never know whether or how many of
its students tested positive . . . . ‘Once they’re tested . . . it’s an issue between the department and
the child and his family”.
Of course, the only sensible interpretation of all this high-level security and secrecy is that the
authorities think the situation is as serious as, say, a terrorist threat or suspicion that a mass
shooting is being planned.
A friend had e-mailed me the link to this story with the sole comment, “Madness”. Yes, madness
indeed. And the “news” media lose no opportunity to add to the madness. Thus Yahoo News
spices it up with an AP photo of the school and the caption, “At least 50 students at the school
…” [emphasis added], going not responsibly, not fact-checkingly further than the story’s “as
many as”.
What we know from the demographics of “HIV-positive” in the United States is that an
individual may test positive after being vaccinated against flu, or taking an anti-tetanus shot, or
having TB, or for a large number of other reasons having nothing to do with a life-threatening
sexually transmitted virus (e.g., Figure 22, p. 83, in The Origin, Persistence and Failings of
HIV/AIDS Theory). We also know that the probability of testing positive for any of those reasons
is far greater for people of African ancestry than others; black females in particular are typically
20 times as likely to test positive under one of those numerous conditions. We also know that in
the lower teenage years, females are more likely to test positive than males — perhaps under the
physiological stress of menarche, the onset of menstruation.
Those facts cause me to dread the further “news” and rumors that will be leaking out from those
ignorant, panicked, “everything is normal”, school administrators and health officials in St. Louis.
Posted in HIV absurdities, HIV and race, HIV does not cause AIDS, HIV in children, HIV risk
groups, HIV skepticism, HIV transmission, experts, sexual transmission, uncritical media |
Tagged: Craig LeFebvre, Doug Hochstedler, HIV in Normandy School, HIV in St. Louis school,
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***************************************************************************
Poison in South Africa
Posted by Henry Bauer on Sunday, 26 October 2008

Several publications have attempted to calculate the precise life-saving benefits of antiretroviral
drugs (Walensky et al., Journal of Infectious Diseases 194 [2006] 11-19; Antiretroviral Therapy
Collaboration, Lancet 372 [2008] 293-99; Bhaskaran et al., JAMA 300 [2008] 51-59). All of
them are based on rather elaborate computerized models replete with hordes of assumptions, and
they deliver outputs that not only differ with one another [numbers are cited in “HAART saves
lives --- but doesn’t prolong them!?", 17 September 2008] but that are also at stark variance with
plain facts adduced quite directly from observations on patients:
1. The Antiretroviral Therapy Cohort Collaboration (Lancet 2006; 368: 451–58) analyzed data
from more than 22,000 patients on HAART and found that the therapy decreased viral load “but
such improvement has not translated into a decrease in mortality”; in other words, no life-saving
benefit at all.
2. Death statistics for the USA show that, even by 2004, half of all HIV/AIDS patients were
dying at or below age 45. Since the introduction of HAART in 1996, both the average time
between a diagnosis of AIDS and death and the very slow and steady changes in median age of
death from 1982 to 2004, refute the claim that HAART renders “HIV/AIDS” a chronic but
manageable disease that offers prospects of virtually a normal life-span [“HAART saves lives --but doesn’t prolong them!?", 17 September 2008].
Since the observed facts contradict the estimates, the only thing demonstrated by those
calculations of supposed benefits from HAART is that one can obtain any desired result from a
computer model if one uses a sufficient number of suitable assumptions; and the only thing that
consumers of such outputs need to remember is GIGO: Garbage In, Garbage Out [“Antiretroviral
therapy has saved 3 million life-years”, 1 July 2008].
To the spurious claims of life-saving benefits from HAART, there has now been added (biology
news net) an even more dubious extrapolation: Those supposed benefits have been (mis)applied
to calculate how many South African lives could supposedly have been saved, if antiretroviral
drugs had been distributed sooner and more widely (Chigwedere et al., JAIDS, online publication
ahead of print, 10.1097/QAI.0b013e31818a6cd5) . The overall assumptions are indicated
(indicted?) already in the Abstract [emphases added]:
“Using modeling, we compared the number of persons who received ARVs for treatment and
prevention of mother-to-child HIV transmission between 2000 and 2005 with an alternative of
what was reasonably feasible in the country during that period”.
“In 1999, President Thabo Mbeki, under pressure to provide zidovudine (ZDV or AZT) for
prevention of mother-to-child HIV transmission (PMTCT) and AIDS treatment, announced that
the drug was toxic and dangerous to health and that the government was not going to provide it”;
thus implying that AZT is not toxic — or, at least, as though this somehow doesn’t matter: “its
side effects were clearly documented and disclosed”, citing for the latter a 1987 paper (Richman
DD, Fischl MA, Grieco MH, et al. The toxicity of azidothymidine (AZT) in the treatment of
patients with AIDS and AIDS-related complex: a double-blind, placebo-controlled trial. N Engl J
Med. 1987;317:192–197), one of whose authors (Fischl) had subjected Kim Bergalis to such high
doses that she died within a couple of years (“The Stories of Those Who Believed in AZT”, Peter
Duesberg; several cases are described in “The cure that failed”, Tom Bethell, National Review 10
May 1993).
In case the latter reports of AZT toxicity appear to come from biased sources, have a long look at
the official Treatment Guidelines. One of the “Factors associated with immunologic failure” —
i.e., likely causes of destruction of the immune system — is “Medications, both antiretrovirals
(ZDV [270], TDF + ddI [271-273]) and other medications” (p. 37). AZT/ZDV is also responsible

(Tables 9 & 10) for “Rare but serious cases [i.e., potentially fatal] lactic acidosis with hepatic
steatosis”, bone marrow suppression, anemia, mitochondrial toxicity (which can cause hepatic
steatosis); in combination with other “life-saving” antiretroviral drugs, “Hypersensitivity reaction
that can be fatal” (Table 10). Among the “Potentially Life-Threatening and Serious Adverse
Events” (Table 18a), ZDV features under “Lactic acidosis, hepatic steatosis, pancreatitis (severe
mitochondrial toxicities)”, “Stevens-Johnson syndrome (SJS), Toxic epidermal necrosis (TEN)”,
bone marrow suppression, “Hepatotoxicity (clinical hepatitis or asymptomatic serum
transaminase elevation)”. Among the less serious “side” effects “Compromising Quality of Life
and/or With Potential Impact on Medication Adherence” (Table 18c), ZDV features as causing
“fat maldistribution”.
In other words, contrary to what is implied by Chigwedere et al., ZDV is toxic to a potentially
fatal degree. That’s also admitted implicitly by some number of mainstream researchers, even
some who claim benefits from HAART, for example, Walensky et al. (Journal of Infectious
Diseases 194 [2006] 11-19) whose calculation of supposed benefits of antiretroviral drugs
ascribes no benefit at all to AZT/ ZDV treatment from its introduction in 1987 up to the era of
HAART. The immediate drop in death rate when ZDV monotherapy was stopped is yet another
direct measure of the drug’s toxicity [“HAART saves lives --- but doesn’t prolong them!?”, 17
September 2008].
It would be wearisome as well as pointless to cite the innumerable presumptions and assumptions
in Chigwedere et al., but I can’t resist pointing to the throw-away phrase highlighted in the
following passage:
“we estimated the average life-years that ARV therapy adds to patients with AIDS in Africa.
Primary studies done in Africa (including South Africa), a meta-analysis, and a comparison with
the developed countries show that other than increased mortality at the start of treatment, patient
responses to ARV treatment in Africa are similar to those observed in the developed world. 20”
Reference 20 is Braitstein P, Brinkhof MW, Dabis F, et al; Antiretroviral Therapy in Lower
Income Countries (ART-LINC) Collaboration; ART Cohort Collaboration (ART-CC), “Mortality
of HIV-1-infected patients in the first year of antiretroviral therapy: comparison between lowincome and high-income countries”, Lancet 367 [2006] 817-24; the pertinent information is
“Mortality was higher in low-income settings (124 deaths during 2236 person-years of follow-up)
than in high-income settings (414 deaths during 20 532 person-years)”. In other words, in Africa
14.9 of every 100 people treated with HAART die in the first year of treatment, whereas in the
developed world only 2 of every 100 people treated with HAART die in the first year of
treatment.
Now, that throw-away reference by Chigwedere et al. implies that response to HAART after the
initial deaths has been found to be similar in low-income settings to that in high-income ones, but
the cited reference doesn’t exactly say that. The ratio of deaths at 9 months is indeed lower than
initially, but it is still between 1.5 and 2 times (adjusted and unadjusted hazard ratios
respectively) higher in the low-income countries; whether 1.5-2 is “similar” to 1 is a matter of
opinion. Nor is there any obvious reason to assume that the decrease to month 9 will continue
thereafter; for example, I might speculate that since the Africans beginning treatment are initially
ill, whereas about 70% of those entering treatment in the United States are not ill (asymptomatic
HIV-positive with CD4 <200), the Africans would be more likely to succumb to the “side”
effects of the drugs, so that the mortality ratio would increase again after its initial decline during
the brief exposure of 9 months — almost at once, the most seriously ill Africans succumb to the

poisonous drugs, and those who are not so ill succumb more slowly but still appreciably more
quickly than in the United States.
In any case, the vastly different criteria for beginning treatment in low- and in high-income
countries, and the vast difference in disease burdens of many kinds — both acknowledged in the
cited article — suggests that the attempt to extrapolate to low-income settings the benefits
calculated for high-income settings is in itself invalid a priori — doubly so, of course, since the
benefits calculated for high-income settings are spurious, as shown (see above) by the direct data
on >22,000 patients from the Antiretroviral Collaboration and the death statistics for all
HIV/AIDS patients in the United States: half the deaths from “HIV disease”, even by 2004,
occurred by age 45.
Nor are the technical deficiencies in Chigwedere et al. the only reason to discredit their
conclusions. One might also note that the authors lack any credentials to discuss such matters of
economic and political policy as “what was reasonably feasible in the country during that period”,
which is the whole point of the article. Indeed, one might question the very purpose of publishing
these calculations. Even were they impeccably correct technically, they add nothing — and claim
to add nothing — of medical or scientific relevance. This is an exercise in propaganda and
politics, hardly appropriate for a journal whose raison d’être is described thus: “JAIDS Journal of
Acquired Immune Deficiency Syndromes , non-HIV, and AIDS-related information from all
relevant clinical and basic sciences, with a strong focus on molecular biology, cell biology,
epidemiology, and clinical virology. Each issue of JAIDS publishes vital information on the
advances in diagnosis and treatment of HIV and non-HIV infectious [sic], as well as the latest
research in the development of therapeutics and vaccine approaches”. (The reference to “nonHIV” is curious: do they want the Journal to be able to continue even after HIV has been shown
not to cause AIDS?) The 3 editors-in-chief specialize in “Basic Science Articles: David D. Ho,
M.D. . . . Clinical Articles: Paul A. Volberding, M.D. . . . Epidemiology Articles: William A.
Blattner, M.D.”, which brings to mind not only the incongruity of an article on public policy but
also what I’ve said about doctors as scientists ["Nobel Prizes Illustrate that Doctors are Not
Scientists", 19 October 2008].
But I’d like to reiterate the main point, which cannot be overemphasized. A decade after the
introduction of HAART, we know that its theoretical basis is wrong [“HAART and HIV/AIDS:
Dilemmas, Paradoxes, and Errors”, 12 October 2008], and we know that half the people whose
lives are being supposedly saved by HAART meet their death by age 45 [“HAART saves lives --but doesn’t prolong them!?", 17 September 2008]. No amount of sophisticated computer
modeling can gainsay those facts.
Posted in HIV/AIDS numbers, antiretroviral drugs, clinical trials, experts | Tagged: antiretroviral
drugs in South Africa, claimed benefits of antiretroviral drugs, George R. Seage III, HAART,
HAART doesn’t save lives, HAART ineffective, Kim Bergalis, M. A. Fischl, M. Essex, Pride
Chigwedere, Soﬁa Gruskin, Tom Bethell, Tun-Hou Lee
***************************************************************************
True Believers of HIV/AIDS: Why Do They Believe Despite the Evidence?
Posted by Henry Bauer on Thursday, 30 October 2008
A correspondent sent the following, asking whether it might be a relevant comment on one of the
Nobel Prize posts. I think it’s more than that, it gets to the root of the problem that Rethinkers and

Skeptics face, how to entice the indoctrinated public media and the committed mainstreamers to
pay attention to the evidence that disproves HIV/AIDS theory. Andy D. wrote:
“I can find but three possible explanations for the ‘Establishment’s’ most arrogant and
condescending behavior and unsubstantial, propagandistic websites and media appearances:
1. They are very well aware of the inconsistencies, problems and failings of HIV-AIDS-theory
and their horrible implications regarding AIDS politics and medication, and find some overriding
self-interested reason to continue to uphold what they know is wrong; or
2. They are unwilling to look critically at a theory they have established and promoted; or
3. They regard all ‘dissident’ propositions as so silly — what they call ‘moon-is-green-cheese’
pseudoscience — that they require no disproof.
I’ve seen again and again with honest scientists that they are happy to discuss and argue about
their theses. Esteemed, intelligent and highly informed people like Peter Duesberg, Etienne de
Harven, Heinz Ludwig Sänger, Kary Mullis or yourself should not be treated like nagging
students asking the same stupidly absurd questions over and over again.”
I touched on one aspect of an explanation for all this in “HIV/AIDS Illustrates Cognitive
Dissonance” [29 April 2008]: Human psychology is such that true believers simply cannot grasp
the implications of evidence that contradicts their belief. Andy’s questions spurred me to think
about all this anew. How do people become true believers in the first place? If one could answer
that question, it might point also to possible ways of helping people to change their mistaken
beliefs.
Human beings are actually raised to be true believers. As babies and children, we are persuaded,
urged, or disciplined in various ways to accept what our parents and our teachers tell us. Children
are delightfully curious and questioning, but at first they lack the background information to
argue effectively against what they’re told. By and large, too, what children are told makes sense
and works out in practice: “Don’t touch that hot stove!” and innumerable other commands, when
ignored, prove themselves to have been good ones. So we tend to grow up with confidence in
what our elders tell us, and as adults we readily substitute for parents and elders the “experts” ,
the “authorities”, the “Establishment”.
When we encounter someone who believes very differently than we do, we tend to be puzzled:
“How could anyone believe that?!”
The answer is simple: They had different parents and teachers, and later they listened to different
“experts” and “authorities”.
So to ask, “How could anyone believe that?!”, is the wrong question. The right question is, “How
does anyone come not to accept what they’ve been told, what everyone around them ‘knows’?”
(I’ve written more along these lines in Science or Pseudoscience: Magnetic Healing, Psychic
Phenomena, and Other Heterodoxies, especially p. 47 ff. and p. 207 ff.).
When it comes to supposedly factual matters, textbooks and undergraduate courses emphasize
learning what — according to the authorities — has already been found out and is already
understood. There’s a significant difference here between “scientific” matters and non-scientific
ones. If humanists and scientists can be persuaded to discuss their differing approaches to college
teaching, it turns out that the scientists have a rather naïve view of their mission as one of
transferring reliable, accredited information, whereas the humanists tend to emphasize the
nurturing of critical thought. One indication of the difference is that science courses tend to be

sequenced in linear hierarchy: students must take general chemistry before specialized inorganic,
organic, and physical chemistry, and they must take some math and physics before physical
chemistry, and so on. By contrast, great swaths of “upper-level” courses in the humanities have
few if any prerequisites (more about this in To Rise Above Principle: The Memoirs of an
Unreconstructed Dean, p. 140).
So scientists and doctors, already trained by parents and earlier teachers to believe what they’re
told, become even further accustomed during their “education” — more correctly, their
indoctrination — to accept contemporary “knowledge” and beliefs. Once graduated and
credentialed, as professionals and practitioners, to those habits of intellectual conformity there are
added weighty practical considerations: straying from orthodox paths can incur serious, even
disabling damage to one’s career and livelihood.
It isn’t that doctors and scientists “go along” cynically with beliefs and practices that they
recognize as wrong or unsound. At best, when they’re conscious of some disparity between what
they do and “what’s right”, they rationalize: for example, that they can do more to correct matters
by “working within the system” than by becoming whistle-blowers. More usually, though, like
other humans, they presume that, because their inherent desire is to do the right thing, therefore
they cannot be doing anything that’s fundamentally wrong. That’s the basis of “cognitive
dissonance”: psychological mechanisms common to all human beings can render us incapable of
discerning facts that disprove our beliefs. I recommend highly the book by Thomas Gilovich,
How We Know What Isn’t So: The Fallibility of Human Reason in Everyday Life (Free Press,
1991) for an excellent and very readable discussion of various ways in which we can fool
ourselves into not seeing facts that contradict our beliefs; we are simply oblivious to them.
In science and medicine as much as in everyday life, human beings want to “fit in”. We are social
animals and want to be part of a group, and that applies on intellectual issues as much as in other
matters. The highly creative astrophysicist Thomas Gold described the intellectual conformity in
scholarship and research as an expression of “the herd instinct”, illustrating it by the furious
opposition he encountered over his suggestions about the mechanism of hearing (about which he
later proved to have been right) and the origin of petroleum (about which he may yet turn out to
be right) — see “New ideas in science”, Journal of Scientific Exploration 3 [1989] 103-12. The
histories of science and of medicine are replete with instances of great breakthroughs that were
desperately resisted by the mainstream “authorities” for as long as possible (the concise essay
about this by Bernard Barber remains well worth reading: “Resistance by scientists to scientific
discovery”, Science, 134 [1961] 596-602).
That desperate resistance is a consequence of cognitive dissonance and the herd instinct. True
believers have reached their beliefs not by considering the evidence but by taking things on faith
from the authorities. When they are challenged, it threatens not only their belief but also their self
image — their lack of critical thought — and their membership of the herd: if they came to see
that the belief is mistaken, they would also have to become outsiders. All that is unacceptable in
the extreme, and is therefore resisted by every available means. But true believers cannot respond
substantively, because they haven’t arrived at their beliefs in that manner, they have taken matters
on faith and don’t even know what the evidence pro and con is. So the desperate resistance
typically takes the form of personal attacks, character assassination, guilt by association, and the
like; see “Dissenting from HIV/AIDS theory” and “Questioning HIV/AIDS: Morally
Reprehensible or Scientifically Warranted?”
A quite general corollary of cognitive dissonance and the herd instinct is that a significant number
of counter-intuitive breakthroughs have been made by people who were outsiders rather than

specialists in the relevant field; for references and discussion, including counter-examples, see T.
F. Gieryn & R. F. Hirsh, “Marginality and innovation in science”, Social Studies of Science 13
(1983) 87-106. The standard dismissal of Rethinkers by HIV/AIDS dogmatists, that the
Rethinkers haven’t themselves done hands-on HIV/AIDS research, has no basis in empirical fact
and the history of science.
These matters are highly pertinent for Rethinkers, or in general for anyone and any group that
aims to bring down an established paradigm. A direct lesson is that it’s unusual for human beings
to question what they have been taught to believe, because of the psychological mechanisms —
ranging from entirely unconscious to barely conscious — that conspire to safeguard us from
“seeing” anything that might raise doubts. A bitter extrapolation from this is to recognize how
enormously difficult it is to persuade someone else that their beliefs are provably wrong:
“It is difficult enough to reach a personal, informed view on matters over which controversy
rages; there is little chance that the true believers or true disbelievers can be converted. ‘The most
we can hope to achieve is to make the credulous more skeptical, and the skeptical more openminded’” — p. 218 in Science or Pseudoscience: Magnetic Healing, Psychic Phenomena, and
Other Heterodoxies, citing Arthur C. Clarke, whose words on this subject are well worth
attending to; see the Introduction and Epilogue in Arthur C. Clarke’s World of Strange Powers
(ed. John Fairley and Simon Welfare, G. B. Putnam’s Sons, 1984).
——————
So, Andy: My view is that we should never be surprised when adherents to mainstream views
seem impervious to even the plainest evidence. That’s NORMAL! And it’s so in science as much
as in any other human activity. Most of us are still taught in school, college, university, that
science is objective and that scientists care only about learning the truth; but science isn’t done
that way, it’s a complicated human activity; for a relatively brief discussion, see Scientific
Literacy and the Myth of the Scientific Method ; and for a comprehensive account, I recommend
John Ziman, Real Science.
As to HIV/AIDS specifically, it’s extraordinarily unlikely that the dogma will be abandoned
because of research or publication or critical thinking or re-thinking within the mainstream. Much
more likely, it will be overturned under pressure from outside sources: perhaps political, because
of the inordinate, disproportionate, and unproductive expenditures; perhaps legal, if enough
“HIV-positive” people damaged by “antiretroviral therapy” win enough and sufficiently
important court actions; or perhaps, again legal, if someone charged with transmitting HIV
manages to bring the court to look at the scientific evidence; or if someone prominent enough
among black leaders comes to realize that people of African ancestry are being disproportionately
subjected, without good reason, to toxic medications; or if someone powerful enough in the major
media becomes so interested as to actually look into the facts. Otherwise, I fear, the mainstream
will just continue to fiddle with new medications, gradually continuing to make the treatments
less toxic, and gradually extending the life-span of HAART-treated people to an average beyond
the present middle forties. If that is the case, then it may take a horribly long time before the
death toll from antiretroviral drugs becomes so obvious and widely known that the established
view is finally held to public account.
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Defenders of the HIV/AIDS Faith: Why Anonymous?
Posted by Henry Bauer on Thursday, 6 November 2008
I’ve used the Internet pretty much from its inception, at first chiefly for e-mail, of course. I tried a
few on-line lists, groups, discussions on various topics pertinent to my academic interests — for
example, fraud in science — or on my hobbies — Loch Ness monsters, say. These were open to
all who wanted to participate, and participants were open about their identity; electronic
communication was just adding some speed and convenience to exchanges that we’d been
engaged in via letters, conferences, phone calls.
Some of the discussion groups touched on fairly controversial matters, like political correctness
and associated sensitive topics like race, IQ, affirmative action. Still, we knew who everyone was,
where they worked, what their professional credentials were; and — possibly for that reason —
lack of civility was rare, even as disagreements could be stark and forcefully expressed; ad
hominem innuendo or direct attacks didn’t feature. I didn’t stay long with any list or discussion,
though, because I so rarely learned anything new.
I came late to the ranks of HIV/AIDS Rethinkers and Skeptics. It was around 1995 that I first
discovered, through reading Ellison & Duesberg, “Why we will NEVER win the war on AIDS”,
that some people question whether HIV is the cause of AIDS — people with impressive and
relevant credentials. I was sufficiently intrigued to read more. Bialy’s scientific biography of
Duesberg caused me to consult primary sources about HIV tests, and thereby to discover that
“HIV” is not infectious and doesn’t correlate with “AIDS”. Astonished, bemused, I looked for
people with whom I could discuss the matter, and that caused me to visit, and sometimes to send
comments and questions to, a number of web-sites and blogs. In too many cases, I was appalled at
the level of “flaming” as well as the lack of substantive discussion, indeed the prevalence of
violently asserted claims on factual matters without the benefit of supporting citations to reliable
publications.
Those experiences informed my decisions when I set up this present blog as a means of furthering
substantive discussion:
“All comments are moderated, and may be edited.
I have a great preference for comments that are concise, substantive, and not ad hominem.
Giving a fake e-mail address makes it less likely that your comment will be accepted.
. . . please understand that I can only respond if the e-mail address you give is a valid one. For
example, e-mails cannot be delivered to ‘anonymous@anonymous.com’.”
Because of the blog, I’ve learned a great deal from commentators and correspondents, and I’ve
been stimulated to look into an increasing range of HIV/AIDS-related matters. Tony Lance
provided to the salient question, “So what did cause AIDS?”, a highly plausible suggestion
supported by a large variety of published evidence [“What really caused AIDS: Slicing through
the Gordian Knot”, 20 February 2008]. Invitations to comment on various “news” items led me to
look, for the first time, into statistics about deaths from “HIV disease”, and to discover another

clear disproof, or set of disproofs, of HIV/AIDS theory [“’HIV Disease’ is not an illness”, 19
March 2008; “HAART saves lives — but doesn’t prolong them!?”, 17 September 2008]. I’ve
heard from a number of individuals who have experienced at first hand the psychological and
physical damages wrought on healthy people by diagnoses of “HIV-positive” followed by
antiretroviral “therapy”; and those interactions in particular keep me constantly aware of how
important it is that HIV/AIDS theory be publicly discarded.
But I’ve also learned quite a lot about the deplorable behavior of fanatical HIV/AIDS truebelievers, groupies, and vigilantes [“Dissenting from HIV/AIDS theory”, 8 December 2007]. It’s
not only the disgustingly ad hominem nature and sadly lacking-in-intellectual-substance content
of so many of the “mainstream” HIV/AIDS blogs, I’ve also been taken aback at underhanded
approaches, via comments sent to my blog as well as e-mails to me direct, from individuals (I
suppose individuals, but of course it could be groups) whose purpose is not to discuss substantive
issues but to find ways to discredit and undermine AIDS Rethinking. For example, a graduate
student evidently took the trouble to read my memoir about academic deaning and at least some
issues of a newsletter that I had edited for a number of years in order to mis-interpret as
homophobic and racist a few out-of-context quotes in a “review” of my book on amazon.com
(that review is no longer there, at one time there was a note that it had been withdrawn by the
author, but even that note is no longer there). Another vigilante posed as a graduate student in
personal e-mails to me, fishing for information about Rethinker doings. Several comments have
been submitted anonymously to my blog — for example by “Fulano de Tal” [“John Doe and his
ilk: pitfalls of pseudonymity”, 28 August 2008], alleging mistakes in factual matters, yet when I
requested citation of sources for those facts, I never heard more.
Those communications led me to ponder the apparently common practice of participating
anonymously in Internet discussions. Why would one do that? (I would be interested to learn of
any scholarly discussions of Internet anonymity, how the practice started, what justifications there
might be for it, and so on.)
I can’t bring myself to engage in discussion with people who are unwilling to tell me who they
are. It throws immediate doubt on their bona fides. Signing one’s name to one’s opinions seems
to me the natural as well as proper thing to do, and I’m one of those who always signed
manuscript reviews even when the journal policy did not require it. I think it’s a useful form of
self-discipline, to ensure that one is being as honest and unbiased as humanly possible.
I can understand why whistle blowers must practice anonymity — except with the appropriate
investigating authority to whom they bring grievance; and I understand why HIV/AIDS Skeptics
are sometimes forced to remain anonymous in view of the career-threatening activities boasted of
by people of the ilk of Wainberg and Moore (“AIDS and the dangers of denial”, Globe and Mail,
4 July 4 2007). But why would AIDStruth groupies and other supporters of mainstream views be
unwilling to communicate openly and honestly? What are they afraid of? Do they sense
subconsciously that they have no substantive grounds to stand on and that they must fight by
innuendo and attempted character assassination? Why are they ashamed to let others know who
they are?
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HIV/AIDS comes in, thinking departs and ignorance reigns

Posted by Henry Bauer on Sunday, 9 November 2008
“Everyone knows” that HIV causes AIDS and that HIV is spread by sex and infected needles. No
further thought is then needed to explain facts and propose public policies. For example, in
Ghana, the cultural practice of marrying one’s brother’s widow is indicted without further ado for
the alleged spread of HIV/AIDS:
“Widowhood inheritance, . . . a cultural practice in the Upper West Region that allows brothers of
a deceased to marry his widow after the funeral rites of the deceased, is said to be one of the
major causes of the spread of HIV/AIDS in the Jirapa and Lambussie districts.
A Senior Nursing Officer in charge of Public Health for Jirapa, Cecilia Kakariba revealed this
during the launching ceremony of the Ghana Congress on Evangelization (GHACOE) Women’s
Ministry HIV/AIDS project. . . .
Mrs Kakariba said the scramble by brothers to inherit their deceased brothers’ widows without
knowing the cause of death . . . was contributing significantly to the spread of HIV/AIDS as some
die of the disease.”
But Mrs Kakariba can’t know that “some die of the disease” . Were it known, then of course the
brothers wouldn’t “scramble” to marry the widow; or, if they did, would only take her financial
inheritance and avoid the sex part — after all, we know from James Chin (“The AIDS Pandemic”
), among others, that adultery and promiscuity are so rampant throughout sub-Saharan Africa that
20 to 40% of adults are continually engaged in “multiple concurrent” relationships — several sex
partners at nay given time, and changing partners every few weeks or months; evidently, no male
and no female need ever remain without sexual satisfaction for more than a few hours. In that
context, a few extra infections from “widowhood inheritance” would be neither here nor there,
they would make no noticeable difference.
The worrying spread that is to be curbed has brought “a prevalence rate of 3.3 per cent” — But
that’s a level lower than in Ghana’s neighboring countries (Ivory Coast, Togo, Burkina Faso)
surrounding, and indeed lower than in all the other countries in sub-Saharan Africa where rates
vary from 3.4 to as high as 38% [Deconstructing HIV/AIDS in “Sub-Saharan Africa” and “The
Caribbean”, 21 April 2008]. If any country in sub-Saharan Africa should not be worrying about
HIV/AIDS, it’s Ghana!.
The facts are, of course, that HIV isn’t sexually transmitted, and neither is AIDS. Even the
mainstream acknowledges that male-to-female transmission (which is, as we know, only apparent
transmission) is merely on the order of 1 per thousand, and female-to-male an order of magnitude
lower still. But Mrs Kakariba and other nurses, and indeed practicing physicians, can’t spend
their time delving into the technical literature. They have to accept what the authorities tell them.
So when “The project with financial support from the Ghana AIDS Commission seeks to
intensify education to help reduce the spread of the disease in the two districts in particular and
the region as a whole”, no nurse and no doctor has reason to question the conventional wisdom;
surely governments don’t provide “financial support” unless there’s a very good reason to do so.
And the media, of course, simply parrot official pronouncements without looking into what the
facts are. “Investigative journalism” all too often amounts to no more than asking the experts.
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Misleading is worse than lying — The case of “HIV-associated” lipodystrophy
Posted by Henry Bauer on Monday, 10 November 2008
Years ago, I found instructive — and have remembered ever since — the distinction Paul Halmos
makes between misleading and lying:
“There is a difference between misleading statements and false ones; striving for ‘the clear
reception of the message’ you are sometimes allowed to lie a little, but you must never
mislead….. A part of the art of lecturing is to know when and how to lie. Don’t insist on
protecting yourself by being cowardly legalistic, but lead the audience to the truth”
(I Want to Be a Mathematician, 1985, pp. 113 14; for further applications, see To Rise above
Principle, p. 168 ff.).
That insight was obviously ignored in a recent blurb from Theratechnologies and its media
dissemination:
“MONTREAL, QUEBEC, Nov 06, 2008 (MARKET WIRE via COMTEX)
Theratechnologies presents additional results from its Tesamorelin Phase 3 Studies at the 10th
International Workshop on Adverse Drug Reactions and Lipodystrophy in HIV
. . . new 26-week data from a combined analysis . . . testing tesamorelin in HIV-associated
lipodystrophy were presented as a poster (Poster Number 19) at the 10th International Workshop
on Adverse Drug Reactions and Lipodystrophy in HIV, in London, England. . . . a daily
administration of 2 mg of tesamorelin is beneficial in reducing visceral adipose tissue (VAT) in
HIV-infected patients regardless of the type of antiretroviral therapy (ART) regimen used to treat
the HIV infection”.
Note “HIV-associated lipodystrophy”, underscored by “regardless of the type of antiretroviral
therapy (ART) regimen”: the impression is left, and surely intended, that lipodystrophy is one of
the effects of infection by HIV. Neither phrase is a straight-out lie, yet the result is completely
misleading:
1. Lipodystrophy is associated with HIV only because antiretroviral drugs are administered to
HIV-positive people.
2. That tesamorelin acts against lipodystrophy irrespective of ART regimen is only because all
the antiretroviral drugs so far used have been reported at one time or another to induce
lipodystrophy.
Those misleading statements are underscored by “Several factors including the antiretroviral drug
regimen and the virus itself are thought to contribute to HIV-associated lipodystrophy” [emphasis
added]. No source is given, of course, to identify those who “think” “the virus itself” contributes
to lipodystrophy.
“The combined trials represented 816 patients who were treated with the following ART
regimens: NRTI/PI 45%, NNRTI/NRTI 33%, NNRTI/NRTI/PI 10%, NRTI monotherapy 5%
with the remaining other combinations representing 7%. The average time since initial diagnosis
of HIV infection was 13 years with the average duration of ART therapy being 4.5 years. Patients
in these studies, on average, had been diagnosed with lipodystrophy syndrome for 3.9 years”.

In other words, patients were free of lipodystrophy for an average of more than 9 years (13 minus
3.9) following diagnosis of HIV infection, and contracted lipodystrophy an average of about 7
months (0.6 years, 4.5 minus 3.9) after beginning ART therapy — rather obvious proof that it’s
the antiretroviral drugs and not HIV that causes “HIV-associated” lipodystrophy.
Minor points of misleading by omission include that tesasmorelin doesn’t prevent or cure, and
addresses only one of several aspects of lipodystrophy, which is “characterized by body
composition changes, dyslipidemia and glucose intolerance. The changes in body composition
include excess abdominal fat accumulation” [emphasis added]. All that’s claimed for
tesasmorelin is that it decreases by about one sixth the amount of fat accumulated around the
stomach area; no mention is made of the lipodystrophy-associated loss of fat from other parts of
the body, commonly the face: “VAT decreased from baseline by 13% in tesamorelin-treated
patients after 26 weeks”.
Wanting to check published scientific sources, I was temporarily frustrated by the statement,
“Long term safety results from the first Phase 3 study were published in the Journal of the
International AIDS Society, on September 2, 2008”; the actual publication is in AIDS, which is
not the Journal of the International AIDS Society, and it appeared on 12 (not 2) September:
“Long-term safety and effects of tesamorelin, a growth hormone-releasing factor analogue, in
HIV patients with abdominal fat accumulation” by Julian Falutz et al. (corresponding author,
Stephen Grinspoon), AIDS 22 [2008] 1719-28.
That article concludes that “Treatment with tesamorelin was generally well tolerated”. However,
the detailed results provide grounds for questioning that conclusion. Only 62% completed the
one-year study (256 out of the initial 412 patients), presumably because they didn’t tolerate it, for
one reason or another. The specific reasons for that large drop-out rate given in Figure 1 include
“lack of compliance” (10), “withdrew consent” (22), “lost to follow-up” (6), “discontinued” (59),
“had adverse event” (20) — all reasons that could be subsumed under “ NOT well tolerated”,
after all. Moreover, Table 3 reports a much larger rate of adverse (162) and serious adverse (9)
events; admittedly, only 71 of these are said to be “related to treatment”, prompting the obvious
question, to what were the other 100 adverse events related?
The safety of tesamorelin is further said to be supported by the fact that “the death rate in terms of
overall person-year exposure to tesamorelin (2/270 patient years, 7.4/1000 person-year), is well
below expected mortality rate of patients treated in the modern era of ART (25.4/1000 personyear)”; which prompts further questions:
That ART-era mortality of 25.4/1000 is about 3 times the overall age-adjusted mortality in the
United States (see data in annual “Health, United States” reports ), scarcely in keeping with the
popular shibboleth that “life-saving” HAART has made HIV/AIDS a chronic but manageable
disease. On top of that, it is simply not to be believed that the mortality could actually be so much
less among people treated with tesamorelin , since the only claimed effect is on lipodystrophy,
and moreover —as pointed out above — on only one aspect of that.
As so often with the primary literature of HIV/AIDS, the numbers don’t inspire much confidence,
and the claimed conclusions inspire even less confidence. In the present case, that may be why
the press release — though not, of course, the scientific article about safety — ends with several
paragraphs of disclaimers about the claims made for tesamorelin.
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HIV scare in St. Louis School—a footnote
Posted by Henry Bauer on Wednesday, 12 November 2008
I had concluded my post about this with the words, “Those facts cause me to dread the further
‘news’ and rumors that will be leaking out from those ignorant, panicked, ‘everything is normal’,
school administrators and health officials in St. Louis.” The foreboding was warranted:
“November 9, 2008 — H.I.V. Scare Unnerves a St. Louis High School — By MALCOLM GAY
ST. LOUIS — Walking the halls of Normandy High School between classes, Mya McLemore, a
senior, pays close attention these days to the faces of her fellow students. She keeps an eye out for
those who avert their gaze, whose lips quiver or who allow a telltale tear to roll down their
cheeks. ‘I’ve been observing people, trying to see who’s acting different,’ said Mya, 16. . . . Life,
. . . has been far from normal for students at this struggling high school in suburban St. Louis
since they learned last month that as many as 50 of their classmates may have been exposed to
H.I.V., the virus that causes AIDS. . . . Ninety-seven percent of the students chose to be tested.
Results are expected this week. . . .
‘It’s the only thing we talk about,’ said Jamar McKinney, a junior. ‘Who could have H.I.V., who
started it, how many people may have it. We always agree on who we think has it. . . . I don’t
trust nobody until I see the results,’ he said, adding that he plans to display his negative test
results on a T-shirt. . . .
Stephen Perkins, 16, a Normandy junior . . . said that whenever he meets girls at the mall, ‘the
first thing they ask is, “What school do you go to?” . . . After I say Normandy, . . . “The H.I.V.
School? AIDS High?” Normandy’s got a bad name.’”
One can only hope that McKinney’s T-shirt idea doesn’t catch on; but it’s exactly the sort of
thing that is all too likely to become a fad.
As I pointed out in my earlier post, “an individual may test positive after being vaccinated against
flu, or taking an anti-tetanus shot, or having TB, or for a large number of other reasons . . . . We
also know that the probability of testing positive for any of those reasons is far greater for people
of African ancestry than others; black females in particular are typically 20 times as likely to test
positive under one of those numerous conditions. We also know that in the lower teenage years,
females are more likely to test positive than males — perhaps under the physiological stress of
menarche, the onset of menstruation.”
But I hadn’t then known that the “student population is 99 percent black”.
The school superintendent can of course be excused for swallowing HIV/AIDS dogma, but
someone in his position ought to be more adept at dealing with such a situation. “We didn’t have
a playbook,” he was reported as saying. That strikes me in about the same way as when the
(briefly) head of the World Bank, Paul Wolfowitz, tried to defend his appointment of his lover to
a highly paid position. It’s simply an admission of being unfit for the job.
The media, again of course, find ways to further stir the troubled waters by re-emphasizing the
falsehood that HIV is a threat to the whole United States:

(from NBC’s Channel 7 News, Boston, cr. Awareness Blog)
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“Needle ZERO” again; or, HIV pops up magically out of nowhere
Posted by Henry Bauer on Saturday, 15 November 2008
“More than 40 young children have been infected with HIV at a hospital in Uzbekistan, officials
have said” (BBC News: Uzbek children in ‘Aids outbreak’, by Martin Vennard).
According to UNAIDS data for 2006 (2006 Report on the global AIDS epidemic —
A UNAIDS 10th anniversary special edition), the overall prevalence of “HIV” in Uzbekistan was
0.2% (0.1-0.7); in 2007, it was 0.1% (<0.1-0.3; 2008 UNAIDS Report). Wherefrom, one
wonders, came the HIV that infected those children?
For comparison, the prevalence is reported as 0.6% in North America and 0.3% in Western and
Central Europe, in none of which regions there have been general epidemics among the
heterosexual population, only gay men and injecting drug abusers are at risk [“WHO SAYS that
WE’VE BEEN VERY WRONG about HIV and AIDS? (Clue: WHO = World Health
Organization)”, 10 June 2008]. The Uzbekistan rate is about as low as reported from anywhere;
it’s even low compared to the rest of its region (0.8% in Eastern Europe and Central Asia as a
whole). How did HIV get to that hospital to infect those babies?!
“Unsafe blood supplies and contaminated equipment are often blamed for spreading the
infection”: But from where came the infected blood? How was the equipment contaminated?
According to mainstream sources, “HIV” doesn’t remain infectious for long when it’s outside
bodily fluids; so to transmit HIV via needles or other “contaminated equipment”, the original
carrier must have been in contact with that equipment only hours earlier. What equipment was
used within a few hours by all those babies PLUS someone else? That postulated carrier ought to
be readily identifiable. Or, did all those babies receive blood, and from the same batch?

“The infections in Uzbekistan are just the latest case of mass contamination in a health facility in
the region. In August, a court in Kyrgyzstan convicted nine medical workers of infecting 24
children with HIV, while last year 21 medical workers in Kazakhstan were found guilty of
infecting dozens of babies. . . . Aid workers say the stigma surrounding HIV/Aids [sic] and the
atmosphere of secrecy means that many outbreaks of hospital-acquired infection do not get
reported. In July this year, Jimmy Kolker, a senior UN official on HIV/Aids, called on Central
Asian governments to record and share their information on cases. He was speaking at a meeting
in Uzbekistan, which was discussing how to tackle a regional epidemic of HIV among women
and children” [emphasis added].
AIDS, let’s not forget, was a phenomenon of Kaposi’s sarcoma, Pneumocystis carinii pneumonia,
and Candida (yeast infection, thrush), experienced by those who heavily abused drugs by
injecting them and by gay men whose lifestyle included a great range of unhealthy practices
including abuse of drugs, non-injected as well as injected. Twenty-five years later, “HIV/AIDS”
is being regarded as a threat to every population, as though “HIV” could pop up anywhere at all,
no thought needed as to how it might have got there; and the media cheerfully parrot without
comment an “expert’s” statement about a regional epidemic among women and children!
That’s just one of a whole range of absurdities that has followed the move from the empirically
experienced phenomenon of AIDS to the theory-driven assumption of “HIV/AIDS”. The most
implausible explanations are now offered for misinterpreted phenomena, including the
conclusion-jump that HIV-positive babies of HIV-negative mothers must have been infected by
contaminated equipment or “unsafe” blood. As against that conclusion-leap, there stand a number
of facts:
1. At the same clinics, needle-sharing addicts test “HIV-positive” LESS often than those who
don’t share needles (sources cited at p. 86 in The Origin, Persistence and Failings of HIV/AIDS).
2. Newborns typically test “HIV-positive” at a much higher rate than that in the population as a
whole (Tables 25-27, pp. 98-99, ibid.).
3. The overwhelming majority of “HIV-positive” babies revert spontaneously to HIV-negative
within a year (idem., ibid.).
Points 2 and 3 in particular are some of the many data that show “HIV-positive” to be a highly
non-selective, non-specific indicator of physiological stress or immune activation. There’s also
overwhelming evidence that “HIV-positive” is not a contagious condition, and that “HIV”
doesn’t correlate with “AIDS” (The Origin, Persistence and Failings of HIV/AIDS Theory and
numerous references cited there).
Newborns test positive as a result of stresses associated with birth,
not because they’re infected with “HIV”.
For more about “HIV-positive” babies in particular, and the persecution of unfortunate medical
personnel who happen to work in hospitals where babies are tested for HIV, see:
HIV/AIDS in Italy — and “NEEDLE ZERO”, 11 October 2008
HIV: It must have been transmitted by BITE!, 24 April 2008
Babies infect mothers; Crazy theory ruins lives, 12 April 2008
HIV-positive babies are not virus-infected, 16 February 2008

HIV and breastfeeding again, 13 February 2008
Chew on this, 7 February 2008
Twins attract their mother’s HIV, 12 January 2008
HIV-positive children, HIV-negative mothers, 25 November
More HIV, less infection: The breastfeeding conundrum, 21 November
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State of HIV/AIDS Denial: Carcinogenic HAART
Posted by Henry Bauer on Friday, 21 November 2008
“Cognitive dissonance” is the social scientists’ way of saying, “Not seeing what we don’t wish to
see”. “Being in denial” has crept into common usage to describe the same phenomenon; “State of
Denial” is Bob Woodward’s book about that situation in the Bush White House.
The HIV/AIDS scene is replete with illustrations [“True Believers of HIV/AIDS: Why do they
believe despite the evidence?, 30 October 2008; “’SMART’ study begets more cognitive
dissonance”, 11 June 2008; Death, antiretroviral drugs, and cognitive dissonance, 9 May 2008;
HIV/AIDS illustrates cognitive dissonance, 29 April 2008]. The mainstream refuses to see that
what HIV tests detect is not infectious (The Origin, Persistence and Failings of HIV/AIDS
Theory). It ignores the death statistics which show that life spans are not being lengthened by
“highly active antiretroviral treatment” ["HAART saves lives — but doesn’t prolong them!?", 17
September 2008]. Somehow, publications and propaganda laud “lifesaving HAART” even though
it is the very opposite, causing organ failures and cancers:
“In the era of combination antiretroviral therapy, . . . the risk of several non-AIDS-defining
conditions, including cardiovascular diseases, liver-related events, renal disease, and certain nonAIDS malignancies [97-102] is greater than the risk for AIDS” [emphasis added]; see p. 13 in the
29 January 2008 version of the NIH Treatment Guidelines.
In states of denial, the same unwished-for discovery is made, reported — and then ignored; over
and over again. The cited statement was already in the 1 December 2007 version of the Treatment
Guidelines, citing a presentation made in February 2007 (Reference 102 in the quote is
D’Arminio Monforte et al., “HIV-induced immunodeficiency and risk of fatal AIDS-defining and
non-AIDS-defining malignancies”, 14th Conference on Retroviruses and Opportunistic
Infections, 25-28 February 2007, Los Angeles, CA, Abstract 84). It’s been known, in other
words, at least since early 2007, that anti-retroviral treatment significantly increases the incidence
of certain cancers. Yet in November 2008, the HIV/AIDS scene and the media reporting that
scene treat it as “news” when a meta-analysis re-confirms this fact:
“Higher Risk of Certain Cancers Being Recorded in HIV-Positive People” [Kaiser Daily
HIV/AIDS Report, 19 November 2008]

“Meta-analysis” means the collation and analysis of previously published studies; in this case, no
fewer than 11 from around the world: “Shiels and her colleagues drew their conclusions by
analyzing 11 U.S. and international studies comparing cancer rates of HIV patients and the
general population”. The meta-analysis merely dots i’s and crosses t’s on what was already rather
evident from study after study.
Note too the same misleading reportage as with “HIV-associated” lipodystrophy [“Misleading is
worse than lying . . .", 10 November 2008]. It is misleading to speak of a higher risk of cancer in
“HIV-positive” individuals: that risk has not been found among the long-term non-progressors,
the elite controllers, or the many healthy HIV-positive individuals who have managed to stay
clear of the official HIV/AIDS system; the increased incidence of cancer is only among those
individuals who are receiving HAART. Not that this should be any surprise, for oncology has
long recognized that individuals successfully “cured” of a given cancer by chemotherapy or
radiotherapy incur an increased risk of contracting some other cancer by about a decade later. The
biological effects of HAART chemicals are rather similar to those of cancer chemotherapeutics,
so it is only to be expected that, about a decade after the introduction of HAART, an increased
incidence of various cancers begins to show up among people receiving HAART.

“Physicians in the U.S. are reporting a higher risk for certain types of cancers — such as liver,
head, neck and lung — in people living with HIV/AIDS, raising concerns that a cancer epidemic
is imminent in the population, the Baltimore Sun reports. According to the Sun, Meredith Shiels,
a doctoral candidate at the Johns Hopkins Bloomberg School of Public Health, presented a paper
on Tuesday at the seventh annual American Association for Cancer Research International
Conference on Frontiers in Cancer Prevention Research that said people living with HIV [again:
instead of “people on HAART”] are twice as likely as the general population to develop cancers
not previously linked with the virus. Other studies have found that people living with HIV have
as much as a 10 times greater chance of developing certain cancers compared with the general
population. William Blattner, an associate director of the University of Maryland Institute of
Human Virology, said researchers are ‘really at the first stages of systematically looking at the
epidemic and fully looking at cancer.’ He added that ‘[b]efore, you died from AIDS, so you
didn’t have time to develop cancer. … The unusual observation is the cancers are occurring at a
much younger age’” [emphasis added].
Yes. “Unusual” for HIV-positive individuals, but not unusual for people being fed cytotoxic
drugs for a decade. Then comes yet more denial and cognitive dissonance:
“Although researchers do not know the exact reasons for the increased risk of developing some
cancers, there are several theories as to why HIV-positive people are more susceptible, such as
the increased life expectancy due to antiretroviral drugs” [emphasis added]: but that — living
longer — has just been excluded, in the immediately preceding sentence, no less: these cancers
are, “unusually”, occurring at a young age, in other words, not because people are living to the
ripe old ages where these cancers are normally encountered.
The real reason creeps in only as a subordinate clause: “weakened immune systems related to the
virus or the effects of antiretrovirals” [emphasis added].
Could this unobtrusiveness be other than deliberate? In any case, it’s followed by a truly bizarre
suggestion:
“the likelihood of increased high-risk behaviors in people living with HIV”[emphasis added]. Can
they be serious? How can a Kaiser Report disseminate something like this? What sort of high-risk

behavior, by HIV-positive people or by anyone else, can bring on cancers at an unusually young
age?! Continually inhaling nitrites (“poppers”), perhaps?
Of course, there is a high-risk behavior that HIV-positive people are very likely to display:
accepting anti-retroviral treatment. But I doubt that this is what was meant.
“The Sun reports that a well-known researcher ‘wonders’ if antiretrovirals could be a carcinogen”
[emphasis added]. I suppose that any mainstream researcher who is aware of the facts and is
trying to draw attention to them without being excommunicated and losing his grants might put it
like that; it would be too personally dangerous to point out that anti-retroviral drugs are known
carcinogens.
It ought to be common knowledge that the “war on cancer” nurtured virologists looking for viral
causes of cancer for a couple of decades before this became recognized as a wild-goose chase,
and mainstream views turned toward “oncogenes” as cancer-causing. Somehow, though,
HIV/AIDS pundits have managed to turn the fact that viruses have NOT been found to cause
human cancers into its very opposite:
“many cancers found in people living with HIV are known to be caused by viruses, such as anal,
head, neck and cervical cancers — which have been linked to the human papilloma virus — and
liver cancer, which has been linked to hepatitis”. Words simply failed me at this barefaced lie. At
least, until I came to the next sentence, and saw wherefrom these assertions apparently stemmed:
“Mark Wainberg, director of the McGill University AIDS Center in Montreal”: The guy who
wants to put AIDS Rethinkers and HIV Skeptics into jail [The Other Side of AIDS; “Flight from
the AIDS police”]. The guy who wants them to be fired from their jobs (“AIDS and the dangers
of denial”, Globe and Mail, 4 July 2007). The guy responsible for introducing one of the AZTanalog carcinogens (3TC, lamivudine).
When you have a fundamentally wrong theory, facts become quite difficult to explain, and an
endless variety of conundrums are generated — all of them suitable topics for grant proposals, of
course [“The Research Trough --- where lack of progress brings more grants”, 10 September
2008]. Thus, the notion that the normal immune systems offers some protection against cancer
leads to the suggestion that HIV-positive people tend to get cancers at a higher rate because they
are immune-compromised:
“However, people with HIV who develop cancer do not ‘always have the weakest immune
systems, further confounding researchers,’ . . . Eric Engels, a researcher at the National Cancer
Institute studying HIV/AIDS and lung cancer, said research into how the immune system and
cancer interact could provide a wider application than just helping people living with HIV. ‘This
research has implications for people who have a healthy immune system, too’”.
“ . . . cases of lung cancer among people living with HIV are increasing, and a 2003 study . . .
found 80 cases of HIV-positive lung cancer patients out of a total 12,000 lung cancer patients . . .
. people living with HIV have a three to five times higher risk of developing lung cancer than the
general population, with a high risk even when controlled for smoking. He [Engels] also said the
median age of lung cancer patients who are living with HIV is 46, compared with 64 among the
general population. ‘The deaths here were overwhelmingly cancer-related. They were not due to
AIDS . . . these patients die and they die quickly,’ with an average period of six years between
HIV diagnosis and lung cancer diagnosis. . . . although the cancer is not caused by a virus, it
could be the result of an unknown infection, scarring of the lungs or some type of inflammation,
which could explain why it is increasingly being found in people living with HIV” — WHO ARE
BEING FED TOXIC CHEMICALS THAT ALSO ACT AS CARCINOGENS!

Recall that infection by HIV is supposed to be followed by an average period of a decade or so
before any signs of illness evidence. That estimate of the “latent period” grew longer over the
years because experience showed that HIV-positive people simply weren’t becoming more
quickly ill; THEY WERE NOT GETTING CANCER, EITHER, WITHIN 6 YEARS. That’s been
happening only in the era of “lifesaving” HAART.
“Shiels said that the trend in cancer development in HIV-positive people might have been
detected earlier if antiretrovirals were developed sooner. ‘Perhaps if they had lived longer, we
would have seen this 10 years ago’”.
But HIV-positive individuals who avoid anti-retrovirals have been living longer (see, for
example, The Other Side of AIDS; Christine Maggiore, What If Everything You Thought You
Knew about AIDS Was Wrong? ) They are not the ones getting these cancers at “unusually”
young ages.
And here’s another delicious conundrum that was reported in only some of the media:
“Men with HIV were 2.3 times more likely, while women with the virus are about 1.5 times more
likely to develop these other cancers . . . . However, people with AIDS have similar incidence
rates of these cancers as the public at large” [emphasis added] (“Non-AIDS Cancer Risk Higher
for Those With HIV”).
“Kevin Cullen, director of the University of Maryland Greenebaum Cancer Center, said that 10 or
20 years ago ‘virtually no one [living with HIV] who developed cancer could survive rigorous
cancer treatment,’ but antiretrovirals have allowed people to successfully undergo cancer
treatment” — thus contradicting directly what was just cited from Eric Engels, that these lungcancer patients were dying “quickly”.
———————————This mish-mash brought me, as so often, to the realization that no one is apparently keeping a
global, overall watch on the HIV/AIDS scene; least of all, unfortunately, the media, be it the
mainstream organs or those specializing (like the Kaiser Daily HIV/AIDS Report) in medical
matters. Almost daily, certainly weekly, there come these mutually inconsistent, ignorant-ofrecent-history, cognitively dissonant pronouncements, at odds with published facts, replete with
disproved shibboleths — for example, that “HIV used to be a death sentence. Now, with the
advent of highly effective antiretroviral drug therapy, people with HIV can be expected to live
nearly as long as the general population” (“People with HIV at increased risk for cancer, study
finds”; “As life span has increased”). The latter source also asserts that “some cancers have been
linked to HIV, such as Kaposi’s sarcoma, non-Hodgkin lymphoma and cervical cancer” — when
it’s been accepted for more than a decade that HIV is NOT the cause of Kaposi’s sarcoma or
cervical cancer, which are (currently) blamed respectively on HHV-8 (or KSHV) and HPV.
The whole business is an utter disgrace to several professions. As Charles A. Thomas said many
years ago:
“This thing is going to be studied long after our time. This is so much greater than the Lysenko
Affair [which had set Soviet agriculture and biology back decades]. I’m urging all of my
colleagues to save all of their papers and make the historical record as complete as possible. What
was the dynamics of the events that led to poisoning people with AZT? Because this is a major
historical event that is going to be studied for 100 years — how the United States gave AIDS to
the world” (HIV = AIDS: Fact or Fraud?).
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Doctors aren’t scientists, and medicine isn’t science
Posted by Henry Bauer on Tuesday, 25 November 2008
That doctors aren’t scientists is entailed by the training that doctors experience, which is
appropriate for practicing medicine but not for carrying on research [“Nobel Prizes illustrate that
doctors are not scientists”, 19 October 2008]. I’ve understood that for many years, so I felt quite
chastened when the clearest support for that distinction occurred to me only recently: there’s a
very obvious and clear-cut difference of principle between scientific knowledge and medical
knowledge:
Scientific knowledge is universal, whereas medical knowledge is local.
One of the norms of science that Robert Merton identified in the late 1930s is its universality:
chemists and physicists believe and teach the same facts and theories everywhere. Atoms and
electrons and molecules are described everywhere under identical laws. The movements of the
solar system, when accurately described, are the same for Europeans as they are for Asians or
Americans. The photoelectric effect, Brownian motion, X-ray spectroscopy, etc., etc., etc., have
no regional or national variations in description (facts) or in explanation (theory).
Please note that I said, re solar system, “when accurately described”. There are some dishonest
scientists, and there have been some fraudulent publications in science, and at times there have
been politically imposed ideologies to which scientists at times have had to bow, like Lysenkoism
in the Soviet Union or “Deutsche Physik” in Nazi Germany. But no scientist with un-addled brain
regarded those as constituting science. Left alone, science is universal. [Of course, I’m not saying
that everything scientists believe is true. Scientific understanding changes and progresses. What
I’m saying is that there are no culture-specific facts or laws of chemistry or any other science.]
Whereas science left alone is universal, medicine left alone — in the unfettered professional
hands of doctors — is not universal. What doctors believe to be the best treatment for a given
condition varies from country to country, because the understanding of what that condition is, the
explanation of that condition, also varies from country to country.
I’m not speaking of differences often referred to between Western medicine and Chinese
medicine, or between “modern” and “traditional” or “folk” medicine; I’m speaking of differences
between what is regarded as modern, “scientific” medicine in so-called developed countries.
Anyone who has incurred similar illnesses in the United States and in Britain is likely to have
encountered some of the differences I’m talking about here. When I’ve had urinary-tract (or
other) infections in the United States, antibiotics were prescribed immediately; when I had one in
Britain, the doctor told me that these are usually self-limiting, that it’s best not to use antibiotics
unless absolutely necessary, and to come back if the infection hadn’t cleared itself within a few
days. In the United States, my wife had been offered an hysterectomy whenever she was ready,

because of occasional pain; in Britain, the gynecologist was aghast that anyone would
contemplate so drastic an operation at so early a stage of occasional and minimal discomfort. At a
time when acupuncture was still regarded as quackery in the United States, around 1960, a friend
of mine was permanently cured of migraines by a practitioner of acupuncture in France.
Nowadays, homeopathy is a respected technique in several European countries, but it’s viewed as
quackery or pseudo-science in the United States.
When it occurred to me to footnote my earlier post with this to-me-new insight, it also occurred to
me that it would be good to have something more than such anecdotes to support the assertion
that medical knowledge is local whereas scientific knowledge is universal. I enquired of a former
colleague, the medical historian Ann LaBerge, and was rewarded by being referred to a truly
marvelous book on the subject: Medicine and Culture — Varieties of treatment in the United
States, England, West Germany, and France by Lynn Payer. I recommend it unreservedly to all
and sundry. One indication of its value may be that it was first published in 1988, revised in 1996,
and remains in print (the author died some years ago, though).
As Payer herself acknowledges, medical practices change continually, and differences between
nations don’t remain the same; thus acupuncture has gained a foothold in the United States, for
example. But Payer does much more than delineate differences, she lends insight into the reasons.
For instance, the attitude among Anglo-Saxons towards “natural dirt” is one of horror focusing on
the “dirt”, entailing a great emphasis on disinfectants, frequent washing, and the like; whereas
French medicine emphasizes the “natural” part and considers a certain degree of exposure to
“dirt” as beneficial toward the acquisition of a robust immune system. Again, I would not have
imagined that, 20 years ago, Germans would have been consuming 6 or 7 times as many heart
medications as Americans, yet Payer has the data to prove it — as well as an intriguing suggested
explanation rooted in cultural context.
Unfortunately, there don’t seem to be radical differences between countries regarding HIV/AIDS
theory. There are some minor discrepancies as to “HIV” tests, of course; Val Turner has pointed
out succinctly and clearly that there are about a dozen different criteria in use in different regions
and laboratories for what supposedly constitutes a “positive” Western Blot [Annexure 4 (pp. 19–
21) affidavit sworn by Valendar Francis Turner]. There are also differences in criteria for an
AIDS diagnosis: in Africa under the Bangui definition, clinical diagnosis doesn’t need the support
of an HIV test; and few if any other countries agree with the CDC’s decision to regard, as AIDS
patients, asymptomatic HIV-positive individuals with CD4 counts below 200. On the central
mistaken points, though, that HIV causes AIDS and that HIV is sexually transmitted and that
antiretroviral drugs are a good thing, there seems to be trans-national agreement.
Still, the general point, that medicine isn’t science, is fully illustrated by the sad tale of
HIV/AIDS.
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Unorthodox views get no shrift in science
Posted by Henry Bauer on Sunday, 30 November 2008

Those who become AIDS Rethinkers, HIV Skeptics, HIV/AIDS “dissidents”, typically become
almost immediately astounded at how the mainstream ignores the facts that disprove the
HIV/AIDS hypothesis: How can this be!?! This isn’t how science is supposed to work!!
The same astonishment has been experienced by independent thinkers in other intellectual areas.
A recent book recounts the experiences of a range of physicists and astronomers and others who
found that their work became anathema as soon as it transcended the accepted paradigm:
Against the Tide: A Critical Review by Scientists of How Physics and Astronomy Get Done,
Martin Lopez Corredoira and Carlos Castro Perelman (eds), Universal Publishers, Boca Raton,
Florida, USA. 2008. 265 pp.
A recent review (againstthetidecurrentsciencereview in Current Science, 95, 25 November 2008,
1485) indicates how similar the experiences of these scientists are to what AIDS Rethinkers
encounter:
“This book deals with the tension between the scientific establishment of a given time, and
scientists with radical or heretical ideas, who work outside the mainstream, and have difficulties
in having their ideas accepted or even seriously critiqued. . . . much of the scientific activity at
the present time confirms [sic] to a set of ideas and paradigms which are unquestionably accepted
by the vast majority of practising scientists. Most work is done within this framework, and those
who disagree with it find it difficult to survive academically, because they are denied grants,
positions, research facilities like observing time on telescopes, invitations to speak at conferences,
the opportunity to publish in the best research journals, and even to post their papers on open
electronic archives heavily used by the community. These difficulties make it impossible to air
radical ideas, or glaring inconsistencies in experimental or observational data, which challenge
the very foundations of mainstream science. This suppression of dissent and challenging new
ideas, without examining them carefully for correctness and applicability, prevents progress in
human knowledge, and the vast resources expended on science go in vain, merely perpetuating
unqualified beliefs and dogmas. . . . The book should be read by everyone working in science, to
become acquainted with the anguish that some people feel at the way they have been treated by
the scientific establishment, and their to publish their ideas and have them criticized or accepted
in a normal way. It is possible that readers may find in these thoughts echoes of the dissatisfaction
which they may have felt from time to time, even while working within the system. Or better still,
some may be prompted to ponder over the injustice they may have meted out to those in their
charge.”
Another review, againsttideinfiniteenergy80review, is in Infinite Energy, a journal that publishes
heterodox material about alternative energy sources, especially “cold fusion”, which is now more
usually described as “low-energy nuclear reactions” (LENR) or “condensed matter nuclear
science” . The most up-to-date information about this can be found at New Energy Times and a
number of other web sites. “Cold fusion” was almost immediately dismissed as pseudo-science a
couple of decades ago, but hundreds of researchers have continued to investigate the tangible
indications that there is some unrecognized source of energy waiting to be tapped.
Google offers a preview of “Against the Tide”, which can be downloaded free in a pdf version.
(Full disclosure: the book reprints my essay on “Ethics in Science”)
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Institutionalizing conflicts of interest
Posted by Henry Bauer on Tuesday, 2 December 2008
A fellow scientist of my generation likes to describe us as “dinosaurs”, and periodically accuses
me of naivety if I slip into suggesting that facts win out in the end or that scientific ideals and
traditional ethics have not been completely abandoned.
I guess it’s true that I’ve written and continue to write as though there are people out there who
share my disbelief at, for example, the brushing aside of conflicts of interest as only “apparent”
(see “Consequences of misconduct in science”). And there ARE people who share my attitude,
call them naïve and unrealistic if you wish: there’s Sheldon Krimsky, Science in the Private
Interest: Has the Lure of Profits Corrupted Biomedical Research? (Rowman & Littlefield, 2003);
there’s Andrew Stark, Conflict of Interest in American Public Life (Harvard, 2000); there are
Centers for Ethics, and periodicals devoted to ethics in research. Plenty of academics are aware of
the sad fact that science and medicine, both research and patient care, have been pervasively
infiltrated in a way that might even be called corrupting.
Researchers and administrators of research, however, seem oblivious. Well into the 1970s and
even the 1980s, universities were at least trying to apply some brakes. We had to make formal
application if we consulted more than half a day per week, and if our remuneration exceeded
some modest amount. We were not permitted to run a business that was in any way connected
with our academic responsibilities. We took for granted the burden of offering our professional
advice as to the publishability of manuscripts or the qualifications of candidates for jobs or
promotions. When we traveled to present invited seminars or to advise academic institutions, we
didn’t expect honoraria in addition to having our expenses covered — and we felt unusually
appreciated when we received honoraria equivalent to a few hours of our annual salary. We
regarded it as exceptional perks — comparing ourselves to so many other people- — that our
university salaries were paid on a 9-month or 10-month basis, permitting us to teach r do research
for an extra 20% or so of annual remuneration. I recall being shocked, in the early 1980s, when
professors of English were asking remuneration for reading book manuscripts of candidates for
tenure.
What a different world it is, just a couple of decades later. A misguided Director of the National
Institutes of Health dropped certain restrictions on outside income, with predictably disgusting
consequences (David Willman, Los Angeles Times, 7 December 2003: “Stealth merger: Drug
companies and government medical research”, p. A1; “Richard C. Eastman: A federal researcher
who defended a client’s lethal drug”, p. A32; “John I. Gallin: A clinic chief’s desire to ‘learn
about industry’”, p. A33; “Ronald N. Germain: A federal lab leader who made $1.4 million on the
side”, p. A34; “Jeffrey M. Trent: A government accolade from a paid consultant”, p. A35;
“Jeffrey Schlom: A cancer expert who aided studies using a drug wanted by a client”, p. A35.)
Just as with political lobbying, we Americans seem able to euphemize, ignore, and even defend
practices that in other lands we would be quick to recognize as plain corruption. What set off this

tirade was a news item in the Chronicle of Higher Education, 20 June 2008, p. 13: “To lure top
scientists, NIH raises pay for some peer reviewers”, by Jeffrey Brainard. Here are a few extracts:
“The National Institutes of Health plans a major increase in the money to provides to longserving peer reviewers . . . . Some will receive $250,000 for six years . . . . Under the current
terms of $200 per day, such scientists would net only about $6000 after six years”.
[Peanuts! Coffee money! But, after all, this is in addition to their salaries wherever they happen to
be working, their pay isn’t cut just because they’re away from the office or the lab. And that $200
per day is in addition to expenses, of course, for travel, food, and accommodation; expenses that
can be and are often padded a little.]
“But the largesse . . . . would benefit only a few hundred of the several thousand scientists who
help evaluate grants of the institutes. . . . Traditionally, many scientists have willingly reviewed
applications, though the fees they have been paid fell well short of the value of the time
commitment required: at the NIH, 40 to 80 hours of preparation for each day-and-a-half meeting”
— Right. I’ve known quite a few people who have served in this way. (Serving as an academic
dean teaches quite a lot about human nature.) Those who spent anything like that amount of
preparatory time did it because of their sense of responsibility and don’t need extra money, while
those who expect the money and will not otherwise serve will also not spend that amount of time
on it.
“’In the end, peer review is only as good as the quality of the people doing it,’ said Elias A.
Zerhouni, the NIH’s director”.
Yes, indeed. We need honest, conscientious people who do these things because their profession
is a vocation, a calling, not just a way to earn a living, and certainly not a way to acquire wealth.
[Zerhouni continued,] “I think you get what you pay for”.
And there you have it.
— Want medical care? The more you pay, the better care you’ll get. But didn’t we used to think
that was a dreadful situation, when behind the Iron Curtain one had to give bribes and tips to get
proper care?
— Want education for yourself or your children? The more you can pay, the better education they
will get. But isn’t there some sort of consensus still that every American child should get every
educational opportunity they can benefit from?
— Want honest evaluation of research? You’d better pay for it, especially to people who don’t
need the money because they earn so much already.
It reminds me of the philosopher, I don’t recall whether it was Mort Sahl or Bob Newhart or Tom
Lehrer, certainly one of their ilk, about responding to question from students: “And, of course, if
you raise my pay, I’ll even give them correct answers”.
But it’s not all gravy, we’re told. “The $250,000 compensation [lovely choice of word] will be
awarded as an ‘administrative supplement’ to existing research grants”, so the recipients can use
it at will: “They will keep only some of the money, as salary — the underlying grants also
typically finance research equipment and laboratory assistants”.
And of course this administrative supplement is in addition to the $200 daily honoraria.
“NIH leaders rejected, though, a controversial proposal by a peer-review task force that would
have capped at five the number of research grants that any one scientist could hold, in order to
spread dollars among more grant applicants, including younger ones”.
[An earlier piece in the Chronicle had mentioned that scientists are on average 42 years of age
before they get their first NIH grant. Got to keep those young Turks in their place, kowtowing as

“postdoctoral fellows” to us experienced gurus; otherwise, who could we get to actually do the
work in our labs?]
Robert Merton, founding sociologist of science, long ago identified the “Matthew Effect”:
For unto every one that hath shall be given, and he shall have abundance: but from him that hath
not shall be taken away even that which he hath.
—Matthew 25:29, King James Version.
It’s not new, in science, it’s just become as egregious as Credit Default Swaps and other scams. I
usually resist the notion that there exists a self-interested, self-serving Establishment, be it in
government or in education or in research. But facts are stubborn things, as they say, and
sometimes my naivety bows to them. Dr. Zerhouni and the other “NIH leaders” have certainly
provided us with some very stubborn, unpalatable facts.
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Collateral damage from HIV/AIDS
Posted by Henry Bauer on Saturday, 6 December 2008
Enormous harm has been caused by the mistaken view that “HIV-positive” signifies infection
with a fatal retrovirus that can only be held in check by highly toxic medication to be
administered until the patient dies.
By now, millions of people have been subjected to this iatrogenic damage; including some
unknown but large number of babies, whose mitochondria (central to cellular energy processes)
have been irreparably debilitated. We know of people who tested positive only because of antitetanus shots, or flu vaccination, or surgical procedures, or many other conditions having nothing
to do with a putative immune-system-destroying virus, and those people suffered long periods of
ill health and low quality of life until they stopped taking the antiretroviral drugs and regained
something like their previous state of sound health.
Physical harm to innumerable people is not, though, the only collateral damage from this medical
pseudo-science. Sociopolitical harm is no negligible aspect of this tragedy. For example:
Discrimination against gay men:
“Russia Mayor Links HIV To Gay Rights
Just days after the world presented an united front against HIV during Monday’s 20th anniversary
of World AIDS Day, Moscow mayor Yuri Luzhkov has linked HIV to the gay rights movement .
. . . Luzhkov, speaking at a conference in Moscow titled “HIV/AIDS in Developed Countries”,
said that his administration would continue to ban the progress of gay and lesbians rights, citing
the notion that greater visibility for the gay community was responsible for an increase in HIV in
Moscow. ‘We have banned, and will ban, the propaganda of sexual minorities’ opinions because
they can be one of the factors in the spread of HIV infection,’ he said.”

[Admittedly, this is not the only threat to freedom of speech in present-day Russia]
Panic in schools:
How much harm has been done to how many people and to which social interactions and to what
degree, by the announcement of possible HIV infections in a St. Louis school, can never be
known:
“Too early to know if Mo. school had HIV outbreak
ST. LOUIS (AP)— Six weeks after someone with HIV said dozens of students at a St. Louis high
school might have been exposed to the virus, it remains unclear whether an outbreak has
occurred.
Missouri health authorities say preliminary October test results for St. Louis County show two
new cases of HIV among people 24 and under.
It isn’t clear whether those cases are even connected to Normandy High School, where students
were tested voluntarily in late October. An infected person told county health officials that as
many as 50 teens might have been exposed to the virus that causes AIDS.
The county plans a second round of HIV testing in January. Antibodies to the virus can take three
to six months to appear. A final assessment isn’t expected for at least six months.”
As I said when reporting on the initial publicity from Normandy High School:
“Perhaps the best way of instilling fear and producing mass hysteria is by innuendo and vague
suspicions, being unspecific and secretive”.
Here, six weeks later, the uncertainty is predicted to persist for at least another six months, during
which time students and parents primarily, but teachers and officials too, will be on tenterhooks,
wondering who might have unknowingly contracted the fatal virus; after all, as I cited earlier,
“The Health Department also will not say how any exposure might have occurred”.
In a previous “footnote” to the story, I could unfortunately already illustrate — as now, once
again — that “further ‘news’ and rumors . . . will be leaking out from those ignorant, panicked,
‘everything is normal’, school administrators and health officials in St. Louis.”
Racist attitudes:
“Derailing a disease: With new infections here far outpacing the national average, routine HIV
testing should be a priority” [Houston Chronicle, 4 December 2008]
“Unfortunately, the human immunodeficiency virus continues its insidious spread in the
population. Earlier this week Houston Health Department officials released a grim set of figures
to mark World AIDS Day: About 1,700 people became infected with the virus in Harris County
in 2006, nearly twice the national rate for new cases. A disproportionate number of those cases
occurred among blacks and Hispanics” [emphasis added].
Despite all the high-falutin talk about removing stigma and not blaming victims, how could the
continuing stories that Blacks and Hispanics are disproportionately affected by this supposedly
sexually transmitted disease not fuel racist beliefs about irresponsible behavior by minorities,
particularly in sexual matters?
Breaking up of relationships:
“Hellsing wrote [commenting on the Houston story above]:
When I found out my former husband had a few girlfriends, I got tested immediately. I also had
an attorney to call and another residence in which to move while the divorce went through.”

“The urban legend of ‘the down-low’ has brought about circumstances where any woman who
tests HIV-positive and who has ever slept with a black man automatically attributes that condition
to him, without further ado and without any corroborating evidence. ‘My fault was that I slept
with my husband’ (now her ex-husband), says one black woman, who tested HIV-positive when
she was pregnant . . . . ‘I let my guard down with the wrong person,’ says yet another . . . . A 20year-old was ‘the victim of unprotected sex with a guy she thought was her soulmate’ . . . . It
seems more than likely that some black men have found themselves unjustly judged guilty of
practicing the down-low, and that otherwise stable or potentially long-lasting relationships have
thereby been disrupted” [pp. 246-7 in The Origin, Persistence and Failings of HIV/AIDS Theory ]
Imprisoning innocents:
Around the world, an increasing number of individuals are in jail, declared guilty of infecting
others with something that is not transmissible.
Bringing science and medicine into ill repute:
For the time being, it is only a relatively small number of people who are aware of how
drastically medical practice and medical science have gone. When the knowledge becomes
widespread, the exact nature of the fallout can hardly be predicted, but it will certainly be
enormously consequential. It may well do for medical science, and even science generally, about
what Enron did for energy de-regulation and what the present global financial meltdown is doing
for the world’s way of trading, banking, and trying to regulate economies.
———————–
Altogether, HIV/AIDS theory has been responsible for disasters individual and social, including
professional and career damage to the few scientists and doctors who refused to accept the
official view. Once the realization becomes sufficiently widespread, that the theory is not only
wrong but was never even a well supported hypothesis, there will be further calamities befalling
innumerable people and institutions, some no doubt well deserved but many of them afflicting
people who simply trusted authorities that they had no reason not to trust.
It seems pertinent to repeat this from an earlier post:
This thing is going to be studied long after our time. . . .
Because this is a major historical event
that is going to be studied for 100 years —
how the United States gave AIDS to the world
— Charles A. Thomas
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Recreational HIV drugs
Posted by Henry Bauer on Monday, 8 December 2008
“Getting high on HIV drugs in S Africa [Alka Marwaha, BBC News, 8 December 2008]

Anti-retroviral drugs used to treat HIV/Aids are being bought and smoked by teenagers in South
Africa to get high. Reports suggest that the drugs are being sold by patients and even healthcare
staff for money. . . . Aids patients themselves have been found smoking the drugs instead of
taking them as prescribed. . . . Smoking the pills has a hallucinogenic and relaxing affect. . . .
‘When you look at them, just a few seconds after taking it, they are in another world’ . . . . The
children do not know where they are and they stop making sense. . . . It had now become a
national problem in South Africa . . . . ‘people who are healthy, that are taking this medication are
exposing themselves to potential side-effects of these drugs’”.
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Living with HIV; Dying from What?
Posted by Henry Bauer on Wednesday, 10 December 2008
Recent comments by “Köpek Burun” (= “dog nose”?? “snout”? Menganito?!), about “Poison in
South Africa” [26 October 2008] inevitably referred back to “HAART saves lives — but doesn’t
prolong them!?” [17 September 2008]. In my response, I referred to calculations that I’ve been
working on, of the age distributions of PWAs (”People living With AIDS”), and the age
distribution of death rates. Since it’s so pertinent to that discussion, I need to post the calculations
even though my full analysis isn’t finished yet.
Age distributions of PWAs can be calculated from the data in Table 2 of “HAART saves lives”.
The (average) number of PWAs during a given year results from adding new diagnoses in that
year to survivors at the end of the previous year. Those survivors can be calculated from the total
number of diagnoses minus deaths up to and including that year. For calculating total numbers of
PWAs for each year, that is straightforward, and the results were given in Table 3 of “HAART
saves lives”. However, for the age distribution of PWAs in each year, one must take into
account that survivors from a given year will be a year older, on average, in the following year.
For example, some of the survivors from the age range 20-29 in 1990 will be in the range 30-39
in 1991. I made the assumption of symmetrical distribution within each age range — in other
words, represented the data by histograms defined by the age ranges in which the data were
reported. A number of trial calculations using more elaborate curve fitting showed that this did
not make a significant difference to the results, presumably because the chief variable of interest
is the median age and most of the cases fall in the middle age ranges (where the cases-vs.-age
curves are steepest, there numbers of cases are so much smaller than in the middle age ranges that
small errors there hardly affect the calculation of median age).
Another complication is that the age ranges for which deaths and diagnoses, respectively, are
reported were not the same in the years 1993-98. For those years, the age ranges for the deaths
were converted to those for the diagnoses, again using a histogram model; that this did not
introduce drastic errors was verified by the fact that the re-calculated median ages remained
within 1% of the initial ones.
The reason for dual death reports for 1998, for comparison with earlier and later years, was given
in the notes to Table 2 in “HAART saves lives”. For purposes of comparison over the whole
period 1982 to 2004, the most appropriate values for 1998 are presumably the average of those
dual numbers, namely, 39.4 for median age of PWAs, 41.2 for median age of deaths, 1.8 for the

interval between them, and 4.5% for the death rate. All of those fall smoothly into the
progressions from 1982 to 2004.
Table I

I had begun this work to probe the effect of HAART, but I realized eventually that these death
statistics speak directly to the issue of whether HIV causes AIDS, well beyond merely
demonstrating that HAART doesn’t extend life. From 1982 to 2004, the death rate (last column in
the Table) declined from 65% to 2.8%; yet the difference between the median age of the
population of PWAs and their median age of death increased only from about 7 months (0.6
years) to about 22 months (1.8 years). That’s a stark contradiction. The median age of death in
any population is the average life-span. If the median age of the existing population is within a
couple of years of the life span, then the death rate must be enormous; but here the mortality in
recent years is small while the life span is a mere 22 months greater than the median age of the
population.
The contradiction means that the basis for classifying as “PWA” is not the same as what
determines death; those who are dying are in some manner atypical within the PWA population.
What typifies PWAs, though, is being HIV-positive. Therefore something other than being HIVpositive distinguishes those who are dying from those who are not dying.
At least for the most recent decade, HAART seems the obvious “missing link”. Let’s assume that
those few percent of PWAs who are dying have not been getting HAART. Then PWAs who
survive, who are benefiting from HAART, would be getting older, and the median age of the
PWA population would be steadily increasing IN CONTRAST to the median age of those dying,
which would continue to be that typical for untreated PWAs. The data show no such thing.
During the HAART era, the median ages of death and of PWAs drift upwards in tandem, with no
discernible change in the magnitude of the difference, 1.7-1.9 years. Most striking, the median
age of surviving PWAs remains below, not above, the median age of death.
In any case, the same contradiction between median-age differences and mortality rates applies in
the years 1982 to 1996. The only resolution for this conundrum is to recognize that what
determines PWA status — namely, being HIV-positive — isn’t what determines death among
PWAs. In other words, HIV doesn’t cause death.
*******************************
There’s another, independent, aspect of “HIV disease” deaths that speaks against HIV as a cause
of death. Several times [for example, “How ‘AIDS Deaths’ and ‘HIV Infections’ vary with age
— and WHY”, 15 September 2008] I’ve remarked on the peculiarity that the death rate for “HIV
disease” is at a maximum roughly at ages 35-45, something like the prime years of adulthood.
All other diseases show the very opposite, death rates at their lowest among young-to-middleaged adults and high among very young children and increasing progressively at ages beyond
middle age. For instance, in “’HIV Disease’ is not an illness” [19 March 2008], Table B shows
all-cause mortality lowest among young teens and increasing with age (very roughly, doubling in
each higher decade); Table C shows a similar variation for cerebrovascular diseases; the “Health,
United States” (HUS) reports from the National Center for Health Statistics display this type of
variation with age for every type of illness. For influenza, here’s a graphical representation:
Figure I
from a poster presentation, “Death and Aging in the Time of Influenza: United States, 19602002” by Nobuko Mizoguchi, MPH/MPP Department of Demography, University of California
at Berkeley]
http://www.popassoc.org/files/public/MizoguchiPoster.pdf

“HIV disease” is entirely different, see for instance Figures 2a,b in “No HIV ‘latent period’:
dotting i’s and crossing t’s” [21 September 2008] , or any of the tables for deaths from HIV
disease in HUS reports, e.g. reproduced as Table D in “’HIV Disease’ is not an illness”, 19 March
2008 ; see also Table 2 in “HAART saves lives — but doesn’t prolong them!?”, 17 September
2008. “AIDS” deaths, be it in absolute numbers or in rates, are at a maximum around age 40 ± 5.
In my view, this alone already gives the lie to claims that HIV is fatally pathogenic. No matter
what the origin may be of an attack on the living human organism, the tendency to succumb and
die increases steadily with age. What could it be about “HIV” to allow older people to resist its
ravages better than people in their prime middle years?
The data can’t be explained away speculatively as something about ages at which people most
likely get “infected”, because EVERY age distribution having to do with HIV or with AIDS
peaks in those same years: positive HIV tests, new AIDS diagnoses, deaths from “HIV disease”,
median age of all PWAs (see Table I above). Age distributions for deaths and for positive HIV
tests superpose, as illustrated graphically in “How ‘AIDS Deaths’ and ‘HIV Infections’ Vary with
Age — and WHY”, 15 September 2008 , and in “No HIV ‘latent period’: dotting i’s and crossing
t’s”, 21 September 2008 .
Yet another way to illustrate this is to calculate age-specific PWA-specific death rates, see Table
II below. The usual way of reporting death rates (as in the HUS reports) is per 1000 or 100,000
for the population as a whole in the given age-group. But one might try to gain further insight into
why HIV is so peculiar by looking at what proportion of PWAs in each age group die each year
(deaths in that year in that age range divided by the number of PWAs in that age range in the
same year). I haven’t yet done the calculation for every year, because the salient overall
conclusion seems obvious enough:
Table II

These numbers are much more sensitive than the median ages are, to the various assumptions
made in calculating age distributions of PWAs, so the variations are less smooth and only clear
major differences should be regarded as reliable. The crucial point is quite clear, though: how
little variation there is between the death rates in the various age ranges in any given year. In
1999, for example, about the same proportion of PWAs aged 35-44 died as among those aged ≥65
or among those of intermediate age. In the years 2002-2004, a smaller proportion those PWAs
aged ≥55 died than of those younger PWAs aged 35-54.
This makes no sense, if PWA, “living with AIDS”, means suffering from a fatal illness that is
only temporarily staved off by continual antiretroviral treatment. Older people should succumb
more readily than younger people.
The only death statistics that show maximum rates among younger adults are accidents,
homicide, suicide: what one might call lifestyle hazards, not biological health challenges. That
accords with the hypothesis — for which there is much supporting evidence — that AIDS in the
early 1980s was an epiphenomenon of the fast-lane lifestyle practiced by small groups of gay
men; look back at Tony Lance’s essay on intestinal dysbiosis.
I offer another speculation as to a possible cause of death that would not discriminate much by
age. A highly toxic chemical poison that’s likely to kill within a few years would probably kill
old and young people at comparable rates. AZT and other antiretroviral drugs would fit that bill.
But I don’t want to conclude on so speculative a note. The fact that deaths from HIV or AIDS are
maximum at ages 35-45 shows that those deaths are not the result of an infectious disease, or for
that matter of any natural illness. The fact that the median age of the PWA population has been
steadily lower (within about two years) than the median age of death among those people, while
the mortality has declined enormously over two decades, proves that whatever caused the deaths
is not what defines the category “PWA” — i.e., HIV doesn’t cause death, HIV doesn’t cause
AIDS. A fortiori, the data show that HAART doesn’t extend life: the interval between median age

of the PWA population of deaths among them has held steady at 1.7-1.9 years throughout the
HAART era, and surviving PWAs are not living longer than those who die.
The only explanation that satisfies all the data is that testing HIV-positive is an artefact as regards
illness or death. Testing HIV-positive is just a marker of some sort of physiological response to a
variety of challenges.
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Conflicts of Interest in the Nobel Committee for Physiology and Medicine
Posted by Henry Bauer on Friday, 12 December 2008
Stefan R. sent the link to this item in the Neue Zürcher Zeitung (“New Zurich News”), 11
December 2008, which I translate freely and somewhat fallibly from the German:
“Nobel Prize in dubious light: Connection between drug company and members of Nobel
Committee
Personal connections exist between the Nobel Committee and a drug company. The Swedish
government attorney responsible for ferreting out corruption is considering whether to begin
formal investigation.
Byline: Ingrid Meissl Årebo, Stockholm
Last preparations are in full swing for the festive award of the Nobel Prizes next Wednesday
afternoon and for the associated celebration “above all other celebrations”, the glamorous Nobel
Banquet in Stockholm’s Town Hall. At the same time, Swedish Radio broadcast less splendid
news: the chief attorney for the Agency against Corruption is enquiring whether to begin
investigation of the Nobel Foundation.
According to Attorney-General Christer von der Kwast, connections between the drug company
Astra Zeneca and individuals associated with the Nobel Foundation might offer grounds for
criminal proceedings. The British-Swedish company holds patents for both vaccines against
human papillomavirus (HPV), which is capable of causing cervical cancer.
German virologist Harald zur Hausen was nominated for half of the Nobel Prize in medicine for
discovering HPV. This illustrious approbation could lead more countries to add HPV-vaccination
to their routine vaccinations, and Astra Zeneca would profit thereby.
In the pay of Astra Zeneca
This week, Swedish Radio (SR) reported that Astra Zeneca has been the chief sponsor of two of
the Nobel Foundation’s subsidiaries, Nobel Media (which controls and markets media rights for
the Foundation) and Nobel Webb (responsible for the website nobelprize.org). The content of the
contract with the sponsor is secret. The drug company may provide the two subsidiaries with
support to the tune of millions.

According to the revelations by SR, several individuals involved in the award of the Nobel Prize
for Medicine receive remuneration from Astra Zeneca: Bo Angelin, member of the Nobel
Committee, sits on the board of Astra Zeneca. In addition, Bertil Friedholm, representative of the
Nobel Committee at the Karolinska Institutet, held two consulting contracts with the drug
company in 2006.
Angelin responded that he was not aware that Astra Zeneca could profit from the award to zur
Hausen; he didn’t participate in the recommendation. The Secretary of the Nobel Committee,
Hans Jörnwall, explained that Angelin’s connection to the drug firm was known and discussed.
Now it may be necessary to clarify whether the right decision was made or whether future
organizational changes might be called for.
Trips might be bribes
The Swedish Attorney-General will look into trips to China taken by several members of Nobel
Committees, where the expenses were paid by the hosts. The Department of Justice is looking
into the possibility of bribery or attempted bribery. According to the Institute against Bribery,
officials of the Nobel Foundation are obliged, under official Swedish ground rules, to cover those
expense themselves.”
Clark Baker has already noted this situation on his blog.
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NATURE leads — in censorship and illogic
Posted by Henry Bauer on Monday, 15 December 2008
NATURE honored World AIDS Day with an editorial, “The cost of silence?” [4 December, 456:
545], that’s classically AIDStruthian. It cites the Chigwere et al. claim of lives lost in South
Africa as a result of failure to provide antiretroviral drugs [for deconstruction of that claim, see
“Poison in South Africa”, 26 October 2008]. The AIDStruthiness of the piece is underscored by
its citation of a Nattrass article that managed to reach the same conclusion as Chigwerde et al.
NATURE’s illogic is stunningly exemplified by the editorial’s concluding paragraph:
“In retrospect, the [Mbeki advisory] panel, constituted as it was, should never have been
supported. Yet several of the country’s key scientific institutions explicitly endorsed its
establishment, and also desisted from criticizing Mbeki. Along with his cabinet, they bear some
culpability for the consequences that have now been documented. There is a moral to this tragic
tale that may prove relevant in other contexts. In a young democracy with a historically
hierarchical culture, and with attitudes often hardened by a colonial past, scientific institutions
need not only to guard their independence fiercely but also to make their reasoned voices heard
above the fray of political sycophancy” [emphasis added].
The editorial writer evidently thinks that scientific institutions are fiercely guarding their
independence only when they take a stand congenial to the editorial writer, in other words, when
they parrot the mainstream consensus. I prescribe a short course in history of science, with special

emphasis on the role of unorthodox views in the progress of science [start perhaps with references
24, 25, 35 in “Science Studies 101: Why is HIV/AIDS 'science' so unreliable?”, 18 July 2008].
As history of science knows, the mainstream consensus always opposes the most striking
progress.
(Note too that “young democracy with a historically hierarchical culture” is not only
condescending, it implies that there’s no need, in OUR aged democracies which have no
hierarchical structure, to worry about political sycophancy. Course work in social and political
science as well as in science studies is evidently needed quite badly by NATURE’s editorial
staff.)
NATURE’s exclusion of claims that promise striking progress was summed up nicely by Nobelist
Paul Lauterbur: “You could write the entire history of science in the last 50 years in terms of
papers rejected by Science or Nature” [cited by Michael Goodspeed, “Science and the Coming
Dark Age”, rense.com, accessed 10 October 2004].
Gordon Stewart has experienced NATURE’s censorship perhaps as much as anyone (see “A
paradigm under pressure: HIV-AIDS model owes popularity to wide-spread censorship”, Index
on Censorship (UK) 3; www.virusmyth. net/aids/data/gsparadigm.htm), yet he has continued to
offer the magazine the opportunity to live up to scientific ideals of open discussion. Most
recently, he sent a calm and measured response to the “Cost of silence” editorial, and was
rewarded by an instant rejection by return of e-mail:
“Dear Dr Stewart
Thank you for your Correspondence submission, which we regret we are unable to publish.
Pressure on our limited space is severe, so we can offer to publish only a very few of the many
submissions we receive.
Naturally, I am sorry to convey a negative response in this instance.
Thank you again for writing to us.
Yours sincerely
Jayne Henderson, Correspondence, Nature”.
Stewart then enlisted Christian Fiala, Etienne de Harven and me and re-submitted under our joint
signatures. The rejection came again by instant return e-mail, though this time signed (though not
necessarily in person, of course) by the chief executive editorial honcho:
“Dear Dr Stewart
Thank you for your letter. We are not prepared to reconsider your Correspondence submission.
No doubt you will be able to publish your and your colleagues’ views on AIDS transmission in
parts of Africa and elsewhere in the world in some other publication after peer-review, but Nature
Correspondence is not an appropriate place for such reports.
Yours sincerely, Maxine Clarke, NATURE”
Here’s the text of the rejected letter:
(00 44) 0131 552 2648
Gs2648@aol.com

29/8 Inverleith Place,
Edinburgh EH3 5QD, UK.

7th December, 2008.
resubmission, 15th December.
To: Dr Philip Campbell, Editor-in-Chief, NATURE,
By email to nature@nature.com
Confirmatory copy in postal mail.
Response to THE COST OF SILENCE? Editorial. NATURE 2008; 456; 545.
The allegations and recent updates in your Editorial about avoidable deaths due to HIV/AIDS in
South Africa certainly require attention, but need also to be corrected. In AIDS, of all diseases,
silence is surely the wrong word. But noise, in local and increasingly in international medical
journals and lay Media, was loud, resonant and viciously ad hominem in the year 2000 when exPresident Mbeki welcomed about fifty international experts to join what NATURE now refers to
as “The infamous Presidential advisory panel”. I was invited in 1999 to join that panel in
company with Professors Luc Montagnier, Peter Duesberg, Zena Stein, Etienne de Harven,
scientists from the US NIH, physicians from the US CDC, the team from Perth (Australia) and
experts from severely-affected locations in Africa, South America and elsewhere, and from main
centres in South Africa. Dr Robert Gallo of the US NCI was invited to join but did not do so.
The infamous panel held meetings, at first in Pretoria and then in Johannesburg, chaired by a
Canadian Judge, and taped. Observers from local and international Media were admitted to some
meetings. Additional American experts, nominated by President Clinton, attended sessions and
interviewed panelists individually and confidentially. The Minister of Health and the Chief
Medical Adviser to the President attended all sessions, were available, with their staffs and other
government officials and local academics, for consultation about transcripts and records, and to
enable proposals made by members to be implemented, e.g. for ad hoc surveys and validation of
tests. We were encouraged to visit clinics, laboratories, hospitals and, notably, old and new
settlements at Soweto, Gauteng and MEDUNSA. To-and-fro activities on this basis continued
through personal contacts and on the internet through 2006 when they were abruptly terminated
by the sudden death of Professor Sam Mhlongo [footnote 1], who had been coordinating them.
For this reason and because of fundamental and often sharp differences within the Panel, the
outcome was, as Nature says, inconclusive, to which we would add a third word disappointing,
because metropolitan facilities and expertise for investigation were impressive especially when in
2001 Dr Makgoba published a detailed report by the SA Medical Research Council. But their data
and conclusions were found to be based [footnote 2] on records which were obsolete or
incomplete. Do the recent reports to which Nature now refers correct this fault?
From 2000 onward, the noise increased internationally because seroprevalence of HIV and
projections of symptomatic AIDS in Sub-Saharan Africa (SSA) were reported by UN AIDS, all
major journals and health authorities as being the highest in the world (1-3). This was indubitable
in continental comparisons but, within Africa, there were wide differences between the 50/51
countries where the data recorded in Sentinel Surveillance by WHO (2) showed a mean
cumulative seroprevalence [footnote 3] of 126/100,000, higher than in any other continent or
region. But this mean ranged from 39/100,000 (median 30) in 37, mainly northern countries, to a
mean of 313/100,000 (median 268) in 16/50 countries in SSA, probably the highest in the world
even with allowance for “Titanic” exaggerations and other errors, some of which were accepted
as “Deliberate” by Nature (447;531-2) in their review in 2007 of disclosures (3) by James Chin,
former Chief of AIDS for WHO before he retired to be a professor at UC Berkeley, CA. In South
Africa, however, the mean was only 30/100,000. At all levels, these figures included doubts about
incidence and projections based upon serotests, raised originally by Harvard field workers (4) in
Africa and endorsed by Professor Mhlongo in SSA and in a communication to an open meeting

on HIV/AIDS in Africa convened by and at the European Parliament in December, 2004..
However, as in other countries, and not only in Africa, validated data on sensitivity, specificity
and consistency are still awaited. The massive registrations in tribal, borderline and backward
regions are based largely on the infamous Bangui definition devised by WHO (5) for diagnosis of
HIV/AIDS in places where there are no facilities for sampling, surveillance and testing, or even
for recognizing and purifying dirty water.
High seroprevalence is not necessarily followed by increase in mortality or decline in population.
In Uganda, formerly featured as the epicenter of the projected pandemic of HIV/AIDS, there was
an unprecedented increase in population due to a slight decrease in mortality accompanied by a
stable and higher birth rate over the period reviewed by the Infamous Panel (10).
These differences within Africa and between Africa and everywhere else require clarification as
well as correction. When this was done in UK, USA and other developed countries, registration
data from 1986 onward showed beyond reasonable doubt that the main determinants of
symptomatic AIDS were and are high risk behaviours and preferences in sex, life styles and drugs
(6-9), mainly in males, with transfer to female consorts bisexually and perinatally. In some other
countries and especially in Africa, this transfer is complicated and extended (1,3,7,8) by abuse of
women and girls in deeply unhygienic settings where all the STD’s and many other diseases
(1,3,7-10) besides HIV/AIDS are endemic, often lethal and difficult or impossible to differentiate
by the Bangui definition in the field or even in hospital, especially in infants.
Irrespectively of these desiderata, your editorial asserts that President Mbeki and his Minister of
Health lost credit and support primarily because they had implied that HIV did not cause AIDS.
Neither did Professor Montagnier in a paper (11) written with collaborators in 1990 and on other
occasions ( before and since that important year).
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1 UN AIDS. International Registrations of HIV/AIDS. See also AIDS in Africa. EC Meeting,
Brussels, Dec 8th, 2004; and Stewart, GT. AIDS and hepatitis Digest No 83; 2 (PHLS)
2 WHO: Sentinel Surveillance and wkly epidemiological reports. Geneva,1985-date
3 Chin J The AIDS Pandemic. Oxford, Radcliffe: 2007. See also Nature 200
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8 Bebe Loff Africans discuss ethics of biomedical research. Lancet 2002; 359; 956.
9 Stewart GT. Uncertainties about AIDS and HIV. Lancet 1989; 336; 1325
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13 See also Bauer HH The Origins, Persistence and Failings of HIV/AIDS Theory. Jefferson
NC and London. McFarland Publishing: 2007.
14 De Harven E, Roussez JC. Ten Lies about AIDS. Victoria, BC., Canada. Trafford
Publishing: 2008.
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***************************************************************************
The debilitating distraction of “HIV”
Posted by Henry Bauer on Sunday, 21 December 2008
Every now and again, Martin chides me for writing about “HIV” (which doesn’t exist),
“infection” (which doesn’t occur), and the like. My standard response has been that I don’t know
how to write about HIV/AIDS doings without using the terminology that everyone’s familiar
with. In my book, I tried to address the issue by saying that by HIV I would always mean,
“Whatever it is that HIV tests detect”, but that repeating this every time, or always putting scare
quotes around “HIV”, would get tiresome, for readers as well as the writer. I also used “F(HIV)”,
for “frequency of positive HIV-tests”, instead of “the prevalence of HIV” so as not to entrench
belief in the existence of an infectious agent.
In principle, I’ve recognized that Martin is right in pointing out that it’s not just terminology,
because with every use of the terms (HIV, infection, AIDS, etc.), we absorb as well as
disseminate something of the mistaken view. In practice, I haven’t known how to avoid doing
this.
I’ve come to appreciate even more the force of Martin’s essential point through grappling, the last
few months, with the interpretation of data on deaths from “HIV disease”. The difficulties I was
having owed, to an appreciable degree, from having my mind infected with a subterranean notion
that “HIV” means something, indeed something specific — even as I was, on the conscious
level, describing “HIV-positive” as being analogous to a fever and not meaning anything specific.
That analogy with fever, for which I’m grateful to Christian Fiala, is indeed an excellent one,
concise and easy for people to grasp immediately without further explanation. Like all analogies,
though, it isn’t more than an analogy, and can’t encompass all the characteristics of “HIV” —
most particularly, that while fevers signal something out of the ordinary, even if not necessarily a

serious health challenge, “HIV-positive” may signify nothing at all out of the ordinary, in the
sense that “HIV-positive” may not be worth thinking or worrying about any more than, say,
having a cold, waking up with an aching joint, just having been vaccinated against flu, or being
pregnant.
My research into HIV-associated matters had been stimulated by the unbelievable assertion cited
by Harvey Bialy, that in the mid-1980s teen-aged females applying for military service tested
HIV-positive as frequently as their male peers. My book recounts what I found about the
demography of positive “HIV”-tests: the regular variation with sex, age, race, and geography
demonstrates that “HIV-positive” isn’t contagious or infectious. The variations between social
groups demonstrates that “HIV-positive” has something to do, at least sometimes, with health
challenge, or immune-system reaction, albeit not necessarily any serious threat to health — in
groups where one expects to find relatively poor health or manifest illness, the average frequency
of positive “HIV”-tests tends to be greater . I even suggested that “HIV-positive” might mean
something different with different people: since only a few of the “HIV” proteins, and not always
the same ones, are required for the test to be pronounced “positive”, perhaps there are some
hidden specificities — maybe “HIV-positive” for gay men is detecting different substances than
“HIV-positive” among pregnant women, say (and in neither case are those detected substances
necessarily a cause for concern, anything “out of the ordinary”).
I hadn’t looked seriously into death statistics until about a year ago, when Sharon Stone told
Larry King that AIDS is “the fourth leading killer of women in America”. Of course that isn’t the
case, it isn’t even in the top ten — World Aids Day: Sharon Stone on Larry King, sharing urban
legends (or celebrity facts) , 22 December 2007. However, the data revealed some interesting
variations by race and age, so I looked at that in more detail [“HIV Disease” , 28 December 2007;
How to test theories (HIV/AIDS theory flunks), 7 January 2008]. I noticed the peculiarity that
black Americans are both more prone to test “HIV-positive” but also to survive that condition to a
greater age than white Americans . Though I recognized that as another count against HIV/AIDS
theory, I was mind-infected by “HIV signifies something” and didn’t take this to the conclusion
that now seems so obvious.
Periodically I would come back to the remarkable fact that people aged around 35-45 always test
HIV-positive more frequently than older as well as younger adults or teenagers, and cite it as
confirmation of the demographics that show “HIV” isn’t an infection [for example, “HIV
demographics further confirmed: HIV is not sexually transmitted”, 26 February 2008]. I reemphasized that “’HIV’ and ‘AIDS’ are two separate things” [Unraveling HIV/AIDS, 8 March
2008] — thereby illustrating the mind-infection that Martin kept warning me about; I ought to
have remained aware that “HIV” isn’t “a thing” at all. By a few weeks later [“HIV Disease” is not
an illness, 19 March 2008], I had come to realize that the death statistics in themselves show that
“HIV disease” isn’t an illness, because the greatest risk of death is among 35-45-year-olds
whereas all other illnesses, diseases, and “natural causes” too bring the greatest risk of death at
older ages, the risk increasing about exponentially with age from the teens or twenties upward. I
even recognized an implication of the fact that the age distributions of “HIV-positive” and of
“HIV disease” deaths virtually superpose — the implication I recognized being that there’s no
“latent period” and no evidence that HAART has been of benefit, or rather evidence that HAART
has NOT been life-extending. But I didn’t grasp this further reminder that “HIV” isn’t “a thing”.
I’ve even commented on cognitive dissonance [for example, "HIV/AIDS illustrates cognitive
dissonance", 29 April 2008] — in others, that is, while not seeing what was staring me in the
face, because I was mind-infected with the term “HIV”, as though “HIV” were a “thing”. I’d even
been warned against that sort of mistake in many encounters with philosophers, for whom

“reification” is a well-recognized fallacy: imagining there is “a thing” just because a name, a
term, has been invented.
It was the egregious claim that HAART had saved millions of life-years that brought me back to
looking at death statistics [HIV/AIDS scam: Have antiretroviral drugs saved 3 million life-years?,
6 July 2008]. I noted the peculiarity that all this life-saving and life-extending had left the average
age of death from “HIV disease” at around 40 — but apparently I wasn’t yet able to tie this in
with the fact that “HIV” isn’t “a thing”. I wasn’t yet able to see that the disjunction between low
mortality and average age of death [More HIV/AIDS GIGO (garbage in and out): “HIV” and risk
of death, 12 July 2008] is obviously to be expected, because “HIV” isn’t “a thing”.
I returned to the strange fact that the age of maximum likelihood of testing “HIV-positive” is
always about the same as the age of maximum likelihood of dying from ”HIV disease” [How
“AIDS Deaths” and “HIV Infections” vary with age — and WHY, 15 September 2008] and was
finally set on a productive line of thought through noticing the stark disjunction between
mortality from “HIV disease” and average age of death “from ‘HIV disease’” [HAART saves
lives --- but doesn’t prolong them!?, 17 September 2008]. But I was still in the mind-frame of
arguing against latent periods and HAART benefits [No HIV “latent period”: dotting i’s and
crossing t’s, 21 September 2008].
A re-statement of these matters in “Poison in South Africa” [26 October 2008] aroused comments
from defenders of the HIV/AIDS faith that spurred me to carry out some laborious calculations
that I’d been procrastinating about. The age distribution of people living with AIDS was like that
of people tested for HIV and like that of deaths among PWAs. Finally I recognized that the
disjunction between mortality and age of death is because both are based on “HIV” but “HIV”
isn’t “a thing”, and you can’t classify PWAs or deaths on such a basis.
Take ANY group of people, apply “HIV” tests, and the frequency of positive tests will be at a
maximum in the age range 35-45 or so. There are indications that the range may be a bit different
for females as for males, and for people with different racial ancestries, but those differences — if
indeed there are any — seem to be small.
Take ANY group of people, HEALTHY OR ILL, do “HIV” tests, and the frequency of positive
tests will be at a maximum in the age range 35-45 or so. I had pointed this out in my book, with
data from blood donors, gay men, heterosexuals at STD clinics, soldiers, sailors, marines, in the
Job Corps, in all racial groups, in both sexes . . . . In other words, “HIV-positive” has nothing
specifically to do with illness or with death.
That can be difficult to bear in mind, in part because of the habit of thinking of “HIV” as “a
thing”; in part because the likelihood of positive “HIV”-tests does vary with physiological
condition, and some illnesses are associated with a high probability of “positive” “HIV” tests. But
never forget that many non-illnesses, like pregnancy, are also associated with a high probability
of “positive” “HIV” tests: “HIV-positive” has nothing specifically to do with illness or with
death.
The confusion came about because Gallo et al. were looking for things that might be common to
victims of AIDS, who were very ill people (high likelihood of “positives”) and happened to be of
average age in the mid-to-upper thirties (in any group, maximum probability of “positive” tests).
What they came up with was an artefact; a sort of thermometer that is particularly prone to detect
fever in certain physiological conditions, and that is also particularly likely to read “fever” by
mistake, in certain other physiological conditions and especially with people aged about 35-45.
It’s hard to ingrain that firmly in one’s thinking, and keep it at the forefront of one’s mind, after
being used to imagining that “HIV” is “a thing”.

So it took me “longer than otherwise necessary” to grasp what the disjunction of death ages and
mortality rates illustrates: mortality rates are reported for the population of “people with AIDS”,
but that has nothing specifically to do with illness or death, because inclusion in the group has as
sine qua non a positive “HIV” test, which signifies nothing specifically about illness or risk of
death. I kept thinking about “the median age of death” as pointing to a particular life expectancy,
a lack of benefit from HAART, generally a conundrum for HIV/AIDS theory — while the
straightforward meaning is simply this:
Take ANY group of people, apply “HIV” tests, and the frequency of positive tests will be at a
maximum in the age range 35-45 or so.
Take those people who have been mistakenly diagnosed as infected by “the ‘HIV’ thing”, and the
frequency of positive tests among them will be at a maximum in the age range 35-45 or so.
Take ANY group of people who have just died FOR ANY REASON, carry out “HIV” tests on
the cadavers, and the frequency of positive tests will be at a maximum in the age range 35-45 or
so.
It’s just meaningless to compare median age of death, in any group categorized by “HIV tests”,
with mortality among that group, because “HIV” has nothing to do with risk of death. That’s why
the attempt to compare those things revealed a stark disjunction, with different “relationships”
between death age and mortality at different times — up to 1986/87, from then to 1992,
discontinuity at 1992/93, different again to 1996, another discontinuity at 1996/97, different
“relationship” again after that.
—–
So, Martin: thanks for your periodic reminders, thanks for not giving up on me. I think I may
finally have grasped the point. Not that it will necessarily make it easier to write about this stuff
without using misleading terms, but maybe I’ll be able to make the meanings of what I write less
misleading.
Best holiday wishes!
Posted in HIV absurdities, HIV does not cause AIDS, HIV risk groups, HIV skepticism, HIV
tests, HIV varies with age, HIV/AIDS numbers | Tagged: cognitive dissonance, HIV is not a
thing, reification
***************************************************************************
Cognitive dissonance: a human condition
Posted by Henry Bauer on Friday, 26 December 2008
I’ve been kicking myself because it took so long to appreciate what Martin had been telling me
[“The debilitating distraction of ‘HIV’”, 21 December 2008]. That I didn’t grasp it was not
because Martin could have expressed it more appropriately or clearly, but just because my mental
apparatus somehow wasn’t ready to absorb it.
That experience helps me gain a little empathetic insight into the frequent illustrations of
cognitive dissonance displayed by proponents and defenders of HIV/AIDS theory. The
misguided, misleading unconscious connotations of “HIV” made it hard for me to recognize some
obvious aspects of clear facts, most significantly, that what defines being “a person with AIDS”
doesn’t define who dies from “HIV disease” — even “knowing” that “HIV” doesn’t cause
“AIDS”, I’d slipped into thinking that there’s a meaningful, functional, connection between those

“things”. How much more difficult it is for people who firmly believe HIV=AIDS, to draw
unbiased inferences from the plain data, to see things as they really are.
For example, look at recent exchanges between Chris Noble and me. I look at the mortality
numbers (M) and the death-age numbers (D), and what I see is this: D has increased at almost the
same rate for the whole period 1982 to 2004 (“almost linearly”, according to the National Center
for Health Statistics at the pdf link supplied by Noble); M, by obvious contrast, has changed
anything but steadily — about constant from 1982 to 1986/87; 1986/87 to 1992, drops by nearly
half; 1992 to 1993, drops by nearly 1/3 in a single year; drops by another half over the next
FOUR years; drops by half in a single year, 1996/97; then takes SEVEN years to drop by another
half. To me, as I just said, that’s anything but a steady decline, it’s distinct phases. Yet Chris
Noble says “the mortality rate has steadily decreased while the median age at death has steadily
increased”. I suppose this is what Thomas Kuhn called “incommensurability”: adherents to the
conventional view simply cannot see, mentally speaking any alternative interpretation of the data.
Again, Noble asks me repeatedly to calculate how age of death ought to correlate with mortality. I
repeat that I start with the data on both and try to see what relationship, if any, exists between
them. Noble insists that I can’t know that there’s no functional relationship, unless I first predict
what it should be! I haven’t the foggiest idea what he means; if two things aren’t related, how
should they be related? But Noble’s mind is fixed in the belief that whatever defines “PWA” also
defines death while a PWA, so he can’t “see” the contradictory data.
These examples illustrate why critical comments to my blog seem always to have developed in
much the same way. Fulano de Tal, Köpek Burun, and others begin with substantive comments
on a specific point. For a while, the exchanges remain to that point — and have served to make
me clarify things and to re-examine the data or to seek more. And then, when the data and my
interpretations seem to have withstood the original critique, the criticisms veer off into sidetracks, trivialities, off the main point; and they also change in tone. At first there’s a suave,
sophisticated, above-the-fray manner; then that disappears as matters are argued in an
increasingly aggressive manner (“Why can’t you answer a simple question?”; “I’m being polite,
damn you!”); and when the critique hasn’t won out, what I say gets ignored and the tone descends
into personal abuse and accusations of guilt by association (“You don’t know what you’re talking
about”; “Learn some math”; “Who could believe anyone who takes Loch Ness monsters
seriously”; etc.).
That typical course reflects the fact that cognitive dissonance is not only an intellectual fact of
human life, it’s also powered by emotion: wanting to “be right”, wanting to “win an argument”.
Both emotion and intellect are also at the mercy of conflicts of interest, and many defenders of
HIV/AIDS orthodoxy have substantial stakes in it: jobs for “activists” and social workers, grants
and career advancement for researchers, and so on.
It’s ever so much easier to understand what’s being said in argument against us when we’re
arguing with people we already know as friends and have come to trust. Friendly rivalries can be
just that, friendly. I relish the achievements and honors and successes and good luck that have
come to friends of mine, I don’t feel jealous of them or competitive with them. The brasher, more
dogmatic opinions I held in youthful days were much modified, and much for the better, because
two close friends held very different political and social views, and because we were able to
argue uninhibitedly with one another — we were aiming to get closer to understanding things, not
trying to best one another.
By stark and sad contrast stands what goes on in so much of the blogosphere (and also in all-toomany mainstream venues), especially when it comes to issues like HIV/AIDS. AIDStruthers are
out for blood, PERSONAL blood. They want President Mbeki held responsible for hundreds of
thousands of deaths. They seem uninterested in carrying on discussions that focus on substance
and in which friendly opponents can help one another to see things ever more clearly by
shredding away the curtains of preconceived notions and ideological commitments. They want
people fired for disagreeing with them. (I treasure the fake concern of the disguised AIDStruther

who told me s/he was worried about how my HIV/AIDS activities might affect my employment
— ignorant, apparently, of what “emeritus” means.)
I have no satisfactory answer to offer, unfortunately, for how AIDStruthers could be brought to
useful mutual discussion. Matters of personal psychology are clearly important, but that doesn’t
entail that psychologists could help us fashion a suitable approach. I‘m always reminded in this
connection of one of the many things I learned about people and academics while I served as a
Dean of Arts & Sciences. One of the few tenured faculty members who we discharged for cause
(refusal to carry out teaching assignments) had been on the faculty for more than a dozen years.
The formal hearings that led to his eventual discharge revealed with extraordinary clarity that the
person was paranoid — several of us independently recognized the stunning similarities with
Captain Queeg’s court appearance in “The Caine Mutiny”. The irony is that the ill person was a
member of the psychology department; none of his colleagues had diagnosed his illness during all
the years he had been with them. Physicians, as they say, can’t heal themselves.
Here’s a criterion for whether a discussion is genuinely substantive or not, directed at clarification
and increased understanding: no personal comments adorn the to-and-for. If B appears not to
understand what A is saying, then A looks for other ways of presenting the case, A doesn’t
simply keep repeating the same assertions spiced with “Why can’t you…?”, and the like.
One lesson from experience is that the aim of Rethinkers cannot be to convince the AIDStruthers.
It soon becomes a sheer waste of time to attempt to argue substance with them; a waste of time
because you can’t learn anything from them, and they are incapable of learning anything from
you. Rethinkers and Skeptics should address the bystanders, onlookers, the unengaged “silent
majority”. There seem always to be with us some people who cheerfully continue to believe that
the Earth is only about 6,000-10,000 years old, and many other things that most of us judge to be
utterly disproved by factual evidence. One of my friends has been striving for more than two
decades to educate those who remain convinced of the merits of Immanuel Velikovsky’s writings,
and I judge his progress to be at or close to zero. As Max Planck said about quantum theory, the
diehards don’t get convinced: progress comes as they die off. Even after the wider public has
recognized that HIV doesn’t cause AIDS, the AIDStruthers won’t admit they were wrong. Rather,
Mark Wainberg and J P Moore and Fulano and Köpek Burun and their ilk will treat us to
elaborate re-writings of history to show that they were always in line with the facts as known with
any certainty at any given moment. Rethinkers, they will let it be known, may have happened to
be right but it was for wrong reasons, for non-scientific reasons, whereas AIDStruthers just
happened to be temporarily wrong, but for the right reasons, they were always guided by thenknown facts, as is proper in science.
At any rate, AIDStruthers are not the audience to be courted. Their arguments must be countered
with answers directed to the media and the general public in terms that are understandable by and
clearly convincing for unengaged observers. That means the points cannot be too technical.
That’s why I’ve continued to look for “smoking guns”. The epidemiology of “HIV” tests shows
“it” isn’t infectious, and isn’t correlated with the illnesses dubbed “AIDS” in the early 1980s.
That’s a blatantly smoking gun, but it requires people to slog through a large mass of
accumulated data to appreciate it. I think the significance of the death statistics is more readily
understandable. Look at all the people who have been officially classified as “living with AIDS”
over the years. Their mortality (rate of death) has gone since 1982 from 65% to 3% — not
steadily, but in distinct phases, about 5 of them. What’s different about each phase is how “living
with AIDS” was defined. So mortality depends on how the disease is defined, not on what “it”
“is”, or how “it” is treated. That obviously means, there’s something wrong with the definition.
And, by the way, could you think of any other disease whose definition has changed like this?
And furthermore, any disease whose definition is different in different countries?
(Yes, I know: psychiatric illnesses. See above, what I said about psychology. Maybe I should add
that some of my good friends, and indeed valued members of my family, have been and are
psychologists. But it isn’t a science, not even a medical science.)
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***************************************************************************
HIV/AIDS and parapsychology: science or pseudo-science?
Posted by Henry Bauer on Tuesday, 30 December 2008
Burden of proof: on this point, “HIV/AIDS” fits a commonly postulated criterion for recognizing
pseudo-science [“Science Studies 102: Burden of proof, HIV/AIDS ‘science’, pseudo-science”,
22 July 2008]: the proponents insist that there’s overwhelming evidence on their side while being
unable to cite a manageable number of specific publications containing definitive proof; for
example, publications that demonstrate that a positive “HIV”-test means that active virions of
“HIV” are present in the patient (as opposed to taking cellular material from the patient,
incubating it with a whole mess of pottage, and then finding miscellaneous proteins or bits of
nucleic acid that are presumed to come from virions — something one could never know without
having had in hand, at one time or another, some actual certifiable virions derived directly from
an AIDS patient [what used to be called “isolation” --- and still is, except by retrovirologists]).
There are a couple of related generalities that would also classify HIV/AIDS as pseudo-science:
the significance of large amounts of claimed evidence, and the strength of evidence needed to
establish a case. Defenders of HIV/AIDS theory — for example, several of the expert witnesses
in the Parenzee case — assert incessantly that there are innumerable publications proving that
“HIV” causes “AIDS”, while conceding that there is no single one that does so and while failing
to cite even an exemplary handful. That’s reminiscent of arguments over parapsychology (the
study of extrasensory perception or psychic phenomena).
Proponents of the value of parapsychological studies point to a vast literature reporting
happenings that are explicable only by some mechanism that appears to work in a way not known
to contemporary science: various forms of extrasensory perception such as remote viewing
(clairvoyance, seeing things not in the range of sight), successful predictions or prophesies,
psychokinesis (producing tangible physical effects simply by intending to), and more. The cited
evidence includes not only anecdotes but a host of laboratory studies where the controls and
statistical approaches are, in recent decades, as rigorous as in any social science. For example, a
number of studies have concluded that “the sense (feeling, hunch) of being stared at” appears to
be correct more often than chance would allow; and in so-called Ganzfeld experiments, the
percipient attains information, again more often than chance would allow, while totally isolated
from sensory input (blindfolded, ears muffled, in a separate room that’s often electromagnetically
shielded). The Princeton Engineering Anomalies Research (PEAR) group used computerized
equipment with elaborate checking of base-lines, inerasable recording of results, etc., and still
obtained above-chance results.
What have the skeptics had to say about all this?
First of all, that no individual study has proven to be fully reproducible at will. For instance,
although PEAR almost always gets above-chance results, they are not always above chance to the
same degree, and in independent multi-lab replications, different aspects of the data were abovechance in the various labs.

Well, how reproducible are HIV/AIDS experiments? No better than in parapsychology. Consider
the matter of sexual transmission, where probabilities are often cited while one of the best studies
found no transmission at all during the lifetime of the study [Padian et al., American Journal of
Epidemiology 146 (1997) 350-7]. Consider the belief that “HIV” kills CD4 cells, the more so, the
more “HIV” there is: yet Rodriguez et al., (JAMA 296 [2006] 1498-1506) found that the level of
“viral load” didn’t predict the course of CD4 depletion; and many studies have found that
“virologic failure” doesn’t go hand-in-hand with “immunological failure” and that neither goes
reproducibly with clinical condition.
A standard explanation to which HIV/AIDS researchers take recourse for such problems is to
remind us that “HIV” mutates at unprecedented speed, and is diabolically clever in other ways as
well. Of course, there’s no independent evidence for those ad hoc explanations, any more than for
the parapsychological excuse that, like all human abilities, extrasensory perception isn’t perfectly
controllable.
Just as parapsychology points to a vast literature, albeit no single paper or handful of papers that
gives uncontestable proof, so HIV/AIDS points to a vast literature, albeit no single paper or
handful of papers that gives uncontestable proof. To parapsychology, skeptics like to respond that
an overwhelming amount of poor evidence, lacking controls and the like, doesn’t add up to even a
smidgeon of sound evidence, elaborate meta-analyses notwithstanding (and when proponents of
parapsychology do suggest the most probative results, they fail to agree among themselves what
those are [see discussions in Zetetic Scholar 6 & 11, available at
www.tricksterbook.com/truzzi/ZeteticScholars.html]). Similarly, AIDS Rethinkers and HIV
Skeptics say to HIV/AIDS proponents: stop talking about 120,000 articles, overwhelming
evidence, and so on; just cite those specific publications that you believe establish the case.
When it comes to establishing such a case, a standard demand by critics of parapsychology (and
UFOs, and the like) is that “extraordinary claims require extraordinary proof” *. That’s perfectly
applicable to HIV/AIDS, which makes truly extraordinary claims for the unique characteristics
that it attributes to “HIV”: killing CD4 cells by some not-understood mechanism (it isn’t direct,
we know that — perhaps it’s the same mechanism as in extrasensory perception or in
psychokinesis?!); mutating incessantly, all the while remaining pathogenic; changing its preferred
victims and preferred mode of transmission while remaining pathogenic and killing by
(presumably) the same not-understood mechanism. The death rate attributed to “HIV” fell more
than 5-fold in the United States from 1982 to 1996, before there was any really satisfactory
treatment available; and then fell by only half from 1997 to 2004, when truly lifesaving treatment,
HAART, had supposedly been available. And the median age at which people died of “HIV”
disease increased by about 11% during the pre-HAART era, and by the same amount in the
HAART period. Extraordinary indeed! To establish such claims, one might ask at the minimum
to be given samples of actual particles of this miraculous agent; but they are as unavailable as the
poltergeists and apparitions that constitute some of the more exotic claims made by some
parapsychologists.
A related point about evidence and proof: There’s all the difference in the world between “this is
consistent with theory Z” and “this proves theory Z”. The innumerable articles cited by
HIV/AIDS proponents as “overwhelming evidence” for HIV = AIDS don’t PROVE it, they
merely report things that might be interpreted as consistent with HIV/AIDS theory; even though
in a number of cases, like the Padian and Rodriguez studies cited above, to interpret them as
consistent with the theory is perverse (although the authors didn’t shy away from attempting to do
so in the Parenzee case). By contrast, Rethinkers have offered a number of falsifications of
HIV/AIDS theory: actual proofs that “HIV” isn’t infectious, that “HIV” doesn’t correlate with

“AIDS”, and that mortality from “HIV disease” has varied in synch with changing definitions of
“HIV/AIDS”, which is thereby seen to be an artefact.
So there’s quite a good case to be made for “HIV/AIDS” as a model example of pseudo-science:
something that claims to be science but isn’t.
FOOTNOTE:
This saying is often attributed to Carl Sagan, though Marcello Truzzi said it earlier. As with so
many aphorisms, it can be traced much further back. For a thorough tracing-back of sayings akin
to, “If I’ve seen further than others, it’s because I’m a pygmy (or dwarf) standing on the
shoulders of giants”, see Robert Merton, On the Shoulders of Giants: A Shandean Postscript
(University of Chicago Press, 1993).
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UCLA’s AIDS (“Beetroot”) Institute discovers how HIV kills cells
Posted by Henry Bauer on Friday, 2 January 2009
HIV/AIDS vigilantes enjoyed many field days criticizing Thabo Mbeki’s health minister,
cartooned as “Dr. Beetroot”, for suggesting the medical and nutritional value of a number of
herbs and vegetables. Turns out that we have a Beetroot Institute right here in these medically
scientific United States; moreover, funded by the HIV/AIDS mainstream:
***********************
Herbal chemical helps combat HIV
LOS ANGELES, Jan. 1 (UPI) — Scientists at a Los Angeles multidisciplinary think tank say the
herb Astragalus root may help fight HIV.
University of California, Los Angeles, AIDS Institute researchers say a chemical from the
Chinese medicinal herb may help immune cells stave off the progressive loss of disease fighting
ability caused by HIV, infections associated with chronic diseases or aging.
Immune cells are compromised as they age and their chromosomes — known as a telomere —
become progressively shorter with cell division. The Astragalus root chemical prevents or at least
slows down telomere shortening, the study said.
‘This has the potential to be either added to or possibly even replace the HAART — highly active
anti-retroviral therapy — which is not tolerated well by some patients and is also costly,” study
co-author Rita Effros said in a statement.
In a study published in the Journal of Immunology, Effros and colleagues show how the herbal
plant chemical — called TAT2 — helped inhibit HIV replication.
“The ability to enhance telomerase activity and anti-viral functions of CD8 T-lymphocytes
suggests that this strategy could be useful in treating HIV disease, as well as immunodeficiency
and increased susceptibility to other viral infections associated with chronic diseases or aging,”
the researchers said in a statement.
************************

AHA! HIV shortens telomeres! At last we know how HIV destroys the immune system!
Obviously it’s time to update Principles of Molecular Virology which still says:
“It is not clear how much of the pathology of AIDS is directly due to the virus and how much is
caused by the immune system itself. There are numerous models which have been suggested to
explain how HIV causes immune deficiency:
Direct Cell Killing: . . .
Antigenic Diversity: . . .
The Superantigen Theory: . . .
T-cell anergy: . . .
Apoptosis . . .
TH1-TH2 Switch: . . .
Virus Load and Replication Kinetics: . . .”
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Trying to think about the Unthinkable
Posted by Henry Bauer on Friday, 2 January 2009
“Unthinkable” connotes different things in different contexts; it’s often value-laden — “an
unthinkable horror” — but I’m using it here in the most basic sense of “inconceivable, impossible
to imagine, not possible — impossible to think about”.
I had ascribed to cognitive dissonance, my difficulty in seeing that mortality (rate of death)
among PWAs has nothing to do with individual deaths (median age of death) among PWAs
[Cognitive dissonance: a human condition, 26 December 2008]; but my difficulty stemmed not
only from the human penchant for cognitive dissonance, it was also owing to the logical
impossibility of making sense of things that make no sense, trying to think about things that are
unthinkable because there’s nothing to think about. If you try, you tangle your mind into Gordian
knots.
The specific trouble here is that “mortality” and “death”, in general, in ordinary circumstances,
when applying both to the same population, go together; “rates of death” and “average age of
death” obviously ought to be related in some way. So it’s understandable that one begins by
assuming that they also go together when it comes to “HIV” and “AIDS”. But since the latter
aren’t definitive “things”, the populations of people classed as having “HIV” or “AIDS” aren’t
“natural kinds”. You might equally try to compare the mortality among Andaman Islanders with
the average age of death among the Sami. Since the normal connection between mortality and
death for a definite population doesn’t apply with “HIV/AIDS”, trying to think about the data
brings up only mind-bending conundrums; until one finally realizes that there’s nothing there to
think about, because “HIV” has nothing to do with “AIDS”.
The mortality among people defined as “PWAs” has changed in a manner that shows there is no
functional relationship between “being a PWA” and the individual risk of dying for a person
classified as “PWA” (reflected in the average age at which “PWAs” are reported to die).

Therefore the basis for classifying someone as “PWA”, namely, “risk of dying from HIV disease,
a.k.a. AIDS”, is wrong. Being classed as “having AIDS” has no functional connection to “risk of
dying from AIDS”. Seems crazy, makes no sense — until you thoroughly absorb the fact that
“HIV”, the criterion for “at risk of dying from AIDS”, actually has nothing to do with “AIDS”.
But if you’re stuck in the belief that HIV=AIDS, you’re doomed to attempt impossible
explanations and to make nonsensical statements. So I occasionally get comments like the
following from the ilk of Köpek Burun, The Snout, pseudo “Hank Barnes” at Change.org, Chris
Noble, etc:
“There is a difference between two things being unrelated and them being inconsistent or
contradictory.”
That boggled my mind. Of course there’s a difference, but we’re not talking about the definition
of words. The point is that mortality and age of death are unrelated among “PWAs”, which
demonstrates that “risk of death from HIV disease”, the criterion for being in the group of PWAs,
doesn’t equate with the actual “risk of death from HIV disease” as experienced by individual
PWAs. So “HIV”, being unrelated to “AIDS”, cannot be the cause of “AIDS”. It’s then utterly
meaningless to attempt to consider whether “HIV” is consistent with or contradictory of “AIDS”;
they just have nothing to do with one another. That disproves HIV/AIDS theory. Case closed.
Then KP-ilk continued:
“There may be no functional relationship between the price of sardines and size of oranges but
this does not logically correspond to them being inconsistent or contradictory.”
Exactly. It’s meaningless to attempt to consider whether (sardines-price)-“HIV” is consistent with
or contradictory of (oranges-size)-“AIDS”; they just have nothing to do with one another. That
disproves (sardines-price)-“HIV”/(oranges-size)-“AIDS” theory. Case closed.
But KP-ilk went yet further:
“If you are claiming that the median age at death data contradicts the mortality data then you are
obliged to show us what the relationship should be.”
But I’m not saying the mortality and death data contradict one another, I’m pointing out that they
are not related. That disproves HIV/AIDS theory. Case closed.
Beyond that, here KP-ilk asserts a generalization that’s empirically baseless and illogical to boot:
that when two things are not related, and therefore one is not the cause of the other, that cannot be
recognized without postulating what the relationship between them should be if they were
related!
Continuing in that vein, KP-ilk concludes with a statement that, pace Wolfgang Pauli, is “not
even wrong”:
“If you are claiming that the median age at death data are not simply and directly related to the
mortality data then this is not a disproof of the causal relationship between HIV and AIDS.”
Except, of course, the lack of any functional relationship between “at risk of dying from HIV
disease, a.k.a. AIDS” and “at risk of dying from HIV disease, a.k.a. AIDS” does disprove the
assertion that being a PWA, i.e. suffering from “HIV disease”, puts one at risk of dying from
“HIV disease a.k.a. AIDS”. If there could be a clearer disproof of the claim that HIV causes
AIDS, I’d like to know what it could be.
***************************************************************************
This aspect of HIV/AIDS, trying to think the unthinkable, is yet another similarity between
HIV/AIDS and subjects that are often called pseudo-science: typically one is looking for

explanations for which no explanation seems available, at least one consistent with logic and
contemporary knowledge.
The topic of this sort that I know most about concerns Loch Ness “monsters”, a.k.a. Nessies.
There’s a film of unquestioned authenticity that shows a large animal swimming in the Loch.
Innumerable sonar contacts have been recorded with large moving underwater objects. A few still
photos of underwater objects are consistent with several thousand eyewitness reports. BUT there
is no explanation so far offered that is consistent with contemporary knowledge within biology.
The apparent shape of the animals is like nothing except species (plesiosaurs) extinct for tens of
millions of years; which, moreover, were air-breathing and would be seen at the surface far more
often than Nessies are. Perhaps that’s what makes the mystery so universally fascinating.
Parapsychology affords similar conundrums. If it’s possible to glimpse the future, then one could
do something to change it, transgressing common sense; or, it would mean that we don’t have the
free will that subjectively we are sure we do have. Or, if the claims of above-chance
psychokinesis or precognition are warranted, even at only a few percent above chance, then it
would be possible to break casinos and win the sums of money that parapsychologists claim to
need to further their research, which hasn’t been done even by those who claim to have
successfully made money by above-chance predictions; why ever did they stop?
However, with Nessies and psychic phenomena and UFOs and the like, there are many evident
gaps in empirical knowledge, so there exists the possibility (somewhere in the “unknown
unknown” *) that future observations could provide satisfactory understanding of the empirical
data. As concerns extrasensory perception, there’s even a plausible analogy in the phenomenon of
quantum entanglement at the sub-microscopic level. With HIV/AIDS, there’s no such hope,
because data in hand have already disproved decisively the notion that HIV causes AIDS.
———————————
* for a discussion of the “unknown unknown”, see my book, Science or Pseudoscience: Magnetic
Healing, Psychic Phenomena, and Other Heterodoxies, University of Illinois Press, 2001
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HIV/AIDS theory hurts people
Posted by Henry Bauer on Thursday, 8 January 2009
My preoccupation with HIV/AIDS began as a purely intellectual pursuit, trying to make sense of
contradictory accounts, and becoming hooked as I gathered HIV-test data that seemed to point
inescapably toward the conclusion that “HIV” didn’t cause an epidemic and was not the cause of
AIDS. But after my book was published, and increasingly since I began this blog, I’ve glimpsed
the many human tragedies for which this monstrous mistake has been responsible. Careers of
people who testified to the mistake have been wrecked; an unknown number of parents have been
forced to feed their babies poisonous substances that hurt and harmed them; an unknown number

of relationships have been broken needlessly; on and on. Recently my Google Alert brought in a
single day several stories that illustrate the range of damage that the wrong theory of HIV/AIDS
has wrought.
Circumcision:
It’s become a shibboleth among HIV/AIDS “activists” and journalists that circumcision reduces
the risk of contracting “HIV” by something like 60%. That’s in the face of many studies to the
contrary, including from the Centers for Disease Control and Prevention [Rwanda: circumcise all
men—even if it means more HIV infection, 3 February 2008]: “Unhygienic Circumcision
‘Increases Risk of Hiv’” (SciDev.Net, London, 28 February 2007); “PRESIDENT Yoweri
Museveni has trashed claims that circumcised men are less prone to HIV/Aids infection. . . .
“Why are Muslims and Bagisu dying? Who beats the Bagisu when it comes to circumcising
men?” . . . Among the Bagisu, a tribe in eastern Uganda, every male, between adolescence and
manhood, must be circumcised”; “Circumcised male and female virgins were substantially more
likely to be HIV infected than uncircumcised virgins”; “Circumcision does not affect HIV in US
men”.
And still the shibboleth is promulgated: “Adopt male circumcision as anti-HIV strategy” (by Sam
Anguria, 6 January 2009, on The New Vision — Uganda’s Leading Website; “The writer an
HIV/AIDS specialist”) : “male circumcision should be fully rolled out in Uganda . . . . Leaders
should themselves embrace male circumcision and circumcise their male children.”
It’s not as though circumcision of adults were a trivial matter; let alone in much of Africa, which
is where the HIV/AIDS dogmatists advocate it
Stigma:
A rather astonishingly stark self-contradiction in HIV/AIDS matters is the plaintive appeal not to
stigmatize HIV-positive people — at the same time as it’s insisted that “HIV” is contracted by
careless, unsafe sexual behavior, the risk of “infection” being small unless there is a high level of
promiscuity, adultery, and anal intercourse — all of them practices that most societies have
stigmatized long before AIDS.
“KENYA: Unease over new HIV transmission law . . .
NAIROBI, 12 December 2008 (PlusNews) — In June 2006, a young woman in western Kenya
died of HIV-related complications and left a list of about 100 people that she said she had
infected with HIV. A new law, approved by the Kenyan president but yet to be implemented, is
hoping to prevent willful transmission. The HIV and AIDS Prevention and Control Act 2006 has
drawn mixed and very sharp reactions. Inviolata Mbwavi, an AIDS activist who went public
about her status in 1994, warned that the legislation in its current form appeared to label HIVinfected people as dangerous human beings with whom people should not associate. ‘When you
criminalise HIV then we are going back to square [one] of trying to stigmatise the virus even
more, yet we have not effectively dealt with the stigma associated with HIV. Why do we want to
further burden those who are already burdened by coming up with HIV-specific legislation?’ . . . .
‘We know that the majority of those who know their status are women. What we are doing by
passing such a law is therefore to condemn people we are claiming to protect to jail.’ The new
legislation has also brought into question the responsibility of HIV-negative people. ‘What we are
proposing in the law only touches those already [HIV]-positive. We should also look at the
responsibility of those who do not have the virus’ . . . .”
And so on and so forth. When a wrong theory gains acceptance, conundrums and contradictions
and mutually impossible things also have to be swallowed whole.
Well-intentioned do-gooder harm:

Kaiser Daily HIV/AIDS Report [6 January 2009]
Global Challenges
“IRIN/PlusNews on Friday profiled a commune operated by HIV advocate Paul Ari designed for
HIV-positive people who have experienced stigma and discrimination near Mount Hagen, the
capital of Papua . . . . people are able to stay at the commune for as long as they need, and
relatives are encouraged to visit to help fight stigma related to the virus”.
Clearly, the way to combat stigma directed at HIV-positive people is to have separate places for
them, just as long ago we fought the stigma against lepers by providing them with separate
accommodations.
Homosexuality:
Gay men — together with hemophiliacs and people of African ancestry and pregnant women and
babies — are among those most harmed by the invention and application of the fallacious “HIV”
test. For whatever reason, gay men tend to test “HIV-positive” with a rather high probability even
when they are perfectly healthy and remain so (as of the present date, for upwards of two
decades). So gay men are among those most threatened by the urging that “HIV-positive” people
accept antiretroviral treatment, and “HIV” has delivered yet another arrow for the quiver of the
confirmed homophobes and homophobic groups:
“HIV being spread mainly through homosexual relations in Spain” (Catholic News Agency,
Madrid, 6 January 2009)
“The Anti-AIDS Independent Committee in Spain has called for behavioral changes among
homosexuals in order to reduce the spread of HIV/AIDS, as 2007 data confirms that the disease is
more prevalent in the homosexual population. . . . The organization criticized government
campaigns that promote condom use, ‘with a message aimed indiscriminately at the population in
general and young people in particular, as if everyone were equally at risk, regardless of their
habits.’ . . . the ‘disproportionately high rate of infections can only be explained by much higher
promiscuity and a higher risk of homosexual contact.’”
African ancestry:
When panic erupted in a St. Louis school over possible “HIV” infections, I wrote, “What we
know from the demographics of ‘HIV-positive’ in the United States is that an individual may test
positive after being vaccinated against flu, or taking an anti-tetanus shot, or having TB, or for a
large number of other reasons having nothing to do with a life-threatening sexually transmitted
virus . . . . We also know that the probability of testing positive for any of those reasons is far
greater for people of African ancestry than others; black females in particular are typically 20
times as likely to test positive under one of those numerous conditions. We also know that in the
lower teenage years, females are more likely to test positive than males . . . . Those facts cause me
to dread the further ‘news’ and rumors that will be leaking out from those ignorant, panicked,
‘everything is normal’, school administrators and health officials in St. Louis.” And, sure enough,
it turned out that 99% of the students in that school are black.
Men of African ancestry have been charged with or convicted of having sex while “HIV-positive”
in Australia, in Canada, in the United States. In the United States, the average “prevalence of
‘HIV’” is about 0.6%. African Americans are between 7 and 21 times as likely to test “HIVpositive” compared to others, so the average prevalence among African Americans is about 8%.
Another demographic fact is that the likelihood of testing positive is greatest at ages in the late
thirties to mid-forties. So African Americans in middle age have a chance ≥ 10% of testing “HIVpositive” under such circumstances as having recently been vaccinated or being exposed to some
minor health challenge. It struck me as particularly sad that “HIV” should be mentioned in the
case of an African American pastor charged with sexual abuse:

“Police: Pastor Charged With Sexual Abuse Has HIV — James Bell Faces Sexual Abuse,
Sodomy Charges” (by Stephanie Segretto, WLKY Louisville, 5 January 2009)
“SHELBYVILLE, Ky. — More information about the arrest of a Shelbyville pastor charged with
sexual abuse has become public, including his HIV status. . . .
For those who knew Bell, they said it’s hard to imagine he would be facing charges for anything,
especially this. . . . neighbors said they will have several people on their minds — Bell’s wife and
his three children [emphasis added]”
That “HIV status” will make it seem to most people ever so much worse than the far-fromuncommon sexual lapses of ministers and priests, or the actions of the many men who have sex
with young teenagers.
Of course, Bell really behaved irresponsibly in having sex with a 15-year-old. On the other hand,
he himself was the one who first reported the fact. And he would be far from the only African
American clergyman to be confounded by the news that he is “HIV-positive”, knowing that he
was never at risk of contracting a sexually transmitted disease:
“An increasing number of Africans who find themselves HIV-positive are taken aback, knowing
that they have never behaved in a pertinently risky fashion, like the Rev. Gibson Mwadime, 53,
an Anglican vicar in southern Kenya (Sanders 2006a): ‘I thought AIDS was for prostitutes and
truck drivers,’ [he] said … learning about his diagnosis in 2001 was like a slap from God,
spurring feelings of betrayal and anger. ‘I lived a faithful life and my wife lived a faithful life,’ he
recalled praying. ‘And then you bring this sinful disease upon us?’ Like most of the clergymen,
Mwadime said he doesn’t know how or when he contracted the virus. He believes his wife was
infected through a blood transfusion during childbirth in 1985. A year later, doctors told the
couple their baby girl had tested positive for HIV. But when they were told it was a sexually
transmitted disease, they dismissed his advice to get tested themselves” (p. 172 in The Origin,
Persistence and Failings of HIV/AIDS Theory).
**********************
That one day’s set of stories is a mere glimpse of the many human tragedies that the HIV/AIDS
business has brought. But is everyone at risk, as the mainstream propaganda would have it?
YES; EVERYONE IS AT RISK
If the Centers for Disease Control and Prevention have their way, “HIV” testing will become
routine if not universal. Then an increasing number of babies, pregnant women, recently
vaccinated individuals, and people exposed to a whole range of health challenges will test
positive. After all, the CDC keeps asserting that something like a quarter of all “HIV-positive”
Americans don’t know their “status”. That’s about a quarter of a million people.
Some proportion of the newly “diagnosed” will be advised, urged, or forced to consume
antiretroviral drugs. Thereupon the numbers of “AIDS” patients dying from non-AIDS events
caused by those drugs will increase noticeably. It’s already a majority of them, after all — “In the
era of combination antiretroviral therapy, . . . the risk of several non-AIDS-defining conditions,
including cardiovascular diseases, liver-related events, renal disease, and certain non-AIDS
malignancies [97-102] is greater than the risk for AIDS in persons with CD4 T-cell counts >200
cells/mm3; the risk for these events increases progressively as the CD4 T-cell count decreases
from 350 to 200 cells/mm3” (NIH Treatment Guidelines, 29 January 2008, p. 13).
Eventually, the increasing number of diagnosed people who know they could not have been
“infected”, and the obviously increasing number of iatrogenic deaths, will bring wealth to a whole
population of trial lawyers, and the HIV/AIDS house of cards will soon thereafter implode.

But it would be so very nice if that implosion could happen without so many unsuspecting people
having to die first at the hands of misinformed doctors.
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Media: invariably wrong about HIV/AIDS
Posted by Henry Bauer on Monday, 12 January 2009
The media routinely disseminates entirely misleading “reports” about HIV/AIDS. For example, a
single day’s Google Alert produced these:
“Dual HIV/TB infection common in S. African infants” (29 December 2008, by C. Vidya
Shankar, MD]
“CHENNAI, India (Reuters Health) — HIV-positive infants are over 20 times more likely to
develop tuberculosis than their HIV-negative counterparts, researchers from South Africa report
in the current issue of Clinical Infectious Diseases.”
It’s not that “HIV” makes TB more likely, it’s exactly the opposite: TB patients are very likely to
test “HIV-positive”; people with TB test “HIV-positive” as often as do gay men or drug abusers
(Figure 22, p. 83, and associated text, in The Origin, Persistence and Failings of HIV/AIDS
Theory).
TB was never regarded as an opportunistic infection, which is (or used to be) the sort of thing
HIV was supposed to bring about — until, that is, the fact that TB patients often test “HIVpositive” was misinterpreted and TB was added to the list of “AIDS-defining” diseases. TB was
widespread in Africa long before “HIV/AIDS”.
“Increased exposure to tuberculosis, HIV-associated immunosuppression and reduced efficacy of
the BCG vaccine could explain the increased risk of tuberculosis among these infants . . . .”
Why being “HIV-positive” would increase exposure to TB would be far from obvious, were it not
that one can blame “HIV” for anything at all without fear of being challenged.
“HIV-positive” is marked by seroconversion, that is, generation of antibodies supposedly to
“HIV”. Why then should a vaccine be incapable of generating antibodies in “HIV-positive”
people? And if “HIV-positive” people can’t generate antibodies in response to a vaccine, why
have researchers continued to attempt to create a vaccine that might at least stabilize “HIV”
“infection” even if it doesn’t prevent “infection”?
“ . . . routine HIV testing of infants with tuberculosis . . . [and] improved access to HIV treatment
and newer vaccines could help . . .”
Yes, of course; it could help to make those poor babies even more ill as a result of the “side”
effects of the antiretroviral drugs.
*********************
“Yemen’s Low Education Levels, High Poverty Rates Increasing HIV/AIDS Risk”
Here’s another common media-parroted HIV/AIDS shibboleth.

Exactly how are poverty and lack of education supposed to increase the risk of contracting
HIV/AIDS?
AIDS appeared first not among the poor, but among people able to afford lots of “recreational”
drugs and partying. In Africa, too, AIDS was first noticed among the wealthy, not among the poor
(Richard & Rosalind Chirimuuta, AIDS, Africa and racism, London: Free Association Books,
1987/89).
********************
“Prostitution and HIV/AIDS, A Deadly Marriage”, by Amanda Kloer, was featured on 9 January
2009 on — dare I say it? —change.org. The piece lives up to what we’ve learned to expect,
unfortunately, from that site: politically correct, factually incorrect.
“HIV/AIDS is an equal-opportunity infector. HIV doesn’t know or care if you’re a child or an
adult, a man or a woman, someone having unprotected sex for the first time or someone who has
been in prostitution for years.”
Ms. Kloer hasn’t even read the mainstream HIV/AIDS literature, apparently. But then, neither
have most of the pundits. The risk of testing “HIV-positive” varies very significantly by age, sex,
race; and the chance of seroconverting after one act of unprotected sex is considerably smaller
than the risk of being struck by lightning — according to official statistics.
“HIV/AIDS prevalancy among women in prostitution is a seriously underestimated global health
and human rights crisis”, continued Kloer’s screed, followed by UNAIDS numbers for a several
countries, comparing “HIV-positive” rates for women overall with those for prostitutes, the latter
always being higher by factors of between 4 (Thailand) and 200 (Angola).
Those factors are so high in some part because the “HIV-positive” rate among women overall is
(given as) so low — in Angola, 0.3%, which is comparable to that in the United States, incredibly
enough, given what we’re told about “sub-Saharan Africa”, where Angola resides, with an
estimated 3.9% “HIV” “infection” rate [Deconstructing HIV/AIDS in “Sub-Saharan Africa” and
“The Caribbean”, 21 April 2008].
But leave that aside. Any number of published reports have contradicted the claims of a general
association between prostitution per se and probability of testing “HIV-positive”. A couple of
dozen highly active prostitutes in Nairobi (Kenya) remained HIV-negative during 2 years of
actual observation (p. 46). Several studies found “HIV-positive” high only among those
prostitutes who were drug abusers (pp. 46, 86). In the United States, “HIV-positive” among
prostitutes in general was much lower than among drug users or TB patients or gay men or
hemophiliacs (Table 23, p. 81). Not a single “HIV-positive” could be found among 300 Pakistani
truck-drivers of whom 50% reported sex with prostitutes and very low rate of condom-use (p.
115) [all page numbers refer to The Origin, Persistence and Failings of HIV/AIDS Theory].
***********************
“BENIN: Voodoo community remains impenetrable to HIV outreach
COTONOU, 9 January 2009 (IRIN) — Voodoo rituals have long been inaccessible to anyone
except disciples and priests. Even though certain practices like scarification carry a high risk of
HIV infection, outsiders to the voodoo community have largely been unable to penetrate the
secrecy that health officials say can be deadly to its followers.”
So the rate of “HIV-positive” in Benin must be shockingly high.

The CIA Fact Book estimated it at 1.9% in 2003. Benin, in West Africa, is surrounded by Togo
(4.1% “HIV-positive”), Burkina Faso (4.2%), Niger (1.2%), Nigeria (5.4%) [see Deconstructing
HIV/AIDS in “Sub-Saharan Africa” and “The Caribbean”, 21 April 2008].
Should Burkina Faso, Nigeria, and Togo perhaps import from Benin some voodoo priests to
increase participation in scarification rituals, so that their “HIV-positive” rate could be brought
down to the level in Benin?
***********************
“HIV-positive” heart surgeons are less to be feared than “HIV-positive” dentists
“Everyone knows” about the “HIV-positive” Florida dentist who infected at least 5 of his patients
(which isn’t actually true, of course), including the unfortunate Kim Bergalis who died within a
couple of years of beginning “life-saving” AZT treatment.
Apparently it’s much less risky to have cardiac surgery from a certain “HIV-positive” Israeli
surgeon. None of the 545 people on whom he had operated since 1997 was found to be “HIVpositive” [“Surgeon-to-Patient HIV Transmission Risk Very Low, CDC Report Says”; Kaiser
Daily HIV/AIDS Report, 9 January 2009]
***********************
Everyone should help prevent the spread of HIV, to educate others, to urge them to practice safe
sex — unless, of course, you happen to be homosexual in Senegal.
“Eight-Year Sentences in Threatening Conditions for 9 Accused of ‘Indecent and Unnatural
Acts’”
“(New York, January 9, 2009) — The sentencing in Dakar on January 6, 2009 of nine men who
were involved in HIV-prevention work, on charges of ‘indecent and unnatural acts’ and ‘forming
associations of criminals,’ shows how laws against homosexual conduct damage HIV- and AIDSprevention efforts as well as the work of human rights defenders, Human Rights Watch said
today. HIV and AIDS advocates in Senegal report that the ruling has produced widespread panic
among organizations addressing HIV and AIDS, particularly those working with men who have
sex with men and other marginalized populations. These nine men apparently were arrested
merely on suspicion of engaging in homosexual conduct.”
***********************
“To the contrary”, Public Television, 11 January 2009, featured a panel on how “HIV” is
disproportionately affecting black Americans. The “hook” for the program was an interview with
Marvelyn Brown, author of “The Naked Truth”, who believes she contracted “HIV” at age 19
from a man she thought the world of. Her words made plain that she had never had an “HIV” test
before that relationship, so it’s not known whether she had perhaps seroconverted earlier. Since
teenage females test “HIV-positive” more often than teenage males, especially among people of
African ancestry, the possible guilt of Brown’s partner would seem an open question — even if
“HIV” were a transmissible thing, which of course it isn’t.
Naturally, the inescapably racist concept of “the down low” was also mentioned in the program,
without acknowledging its racist character. Naturally too, came repetition of the fact that “AIDS”
is the number 1 killer of African American females aged 25-34.

That is unquestionably what the official statistics report. Still, the impact of saying “No. 1 killer”
is rather greater than if one said, “kills 7 percent more African American females than die in
accidents”, which would be just as literally true but also much less misleading. For the group,
deaths from “HIV disease” in 2004 numbered 436; accidents ranked 2nd at 407, followed by
cancer (402), heart disease (383), and assault or homicide (282). Pregnancy (childbirth and the
puerperium) ranked only 6th, with 109 deaths. And outside the age group 25-34, “HIV disease”
rapidly drops out of the “top 10” killers of African-American females.
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Scientific illiteracy, the media, science pundits, governments, and HIV/AIDS
Posted by Henry Bauer on Thursday, 15 January 2009
“HIV/AIDS” is one of those “hard cases” that illustrate how disastrous can be the scientific
illiteracy that is so widespread among science journalists (and among general journalists even
more so), among self-appointed science pundits, among the science advisors to governments,
among policy makers, and — last but far from least — within the scientific community itself.
Scientists often like to say that no one can understand science without actually having done some.
There’s important truth to that. However, it’s also importantly true that you can’t understand
science if all you know about it comes from having done some science. Working scientists learn a
great deal about the leaves, roots, warts and microscopic components of the particular tree they
happen to get fascinated by, but there’s nothing about doing science that automatically brings
insight into the whole tree, let alone the forest of scientific activity, let alone the wider societal
context with which that forest interacts.
A growing sense of the need for a comprehensive and contextual understanding of the proper
place of science and technology in a modern society stimulated the emergence, during the last
half century or so, of what has become the almost established yet little known field of “science
studies” or “science and technology studies” (STS) — almost unknown outside academe, and
within academe about as little known, understood, or appreciated as are, say, departments of
religion or theology or religious studies. Two streams of endeavor are at the foundations of STS.
One came from technologists, scientists, political scientists, and others concerned that inventions
like the atomic bomb, with incalculable potential impact on humanity, could be handled sensibly
only by a polity and governance that understands science and technology in all their aspects and
implications. The second stream emerged from a recognition among philosophers of science,
historians of science, and sociologists of science that their disciplinary insights were inadequate
to grasp the totality of scientific activity and scientific knowledge and scientific theories. Thus
STS is an inescapably interdisciplinary endeavor, fraught with all the extreme difficulties that
attend attempts to bring coherence to a multidisciplinary collection of biases, cultures, and
ideologies. Still, despite the lack of a consensual governing paradigm within STS, a few insights
are shared across the spectrum of differing approaches, for example:

1. Science and technology are not the same thing. Advances in science will not necessarily lead to
important technology.
2. Future knowledge is unforeseeable; future science is unforeseeable. It is paradoxical and
counterproductive to aim to support potential breakthroughs by awarding funds to ‘projects’
assessed in the light of the current conventional wisdom.
3. Specific technologies can sometimes be foreseen, but the implications of technology are
unforeseeable; and it is virtually certain that any new technology will have unforeseen,
unforeseeable, and unwished-for consequences.
4. Because living systems, including human societies, harbor complex interrelationships, even
apparently simple individual factors have a multitude of consequences. There is no such feasible
thing as ‘only’ wiping out mosquitoes, for example — other living species will be affected; nor
can one ‘only’ clean up the environment — the standard of living measured in conventional
economic terms will be affected; nor will there be a miracle drug to lower blood cholesterol and
leave the rest of a human organism working as before; nor will it make sense to transplant organs
until the immune system is understood rather than seen as an enemy to be immobilized.
5. Some of the most worrisome social questions cannot be answered unequivocally. The best
available evidence in social matters will always be statistical, and statistical inferences always
have a residual uncertainty. Above all: correlations do not signify causation.
6. Science is fallible — individual psychology, social forces, and historical influences affect the
direction and performance of science. Nevertheless, science is enormously reliable under normal
circumstances.
7. The distinction is vital between frontier science, where much is uncertain, and textbook
science, where relatively little is uncertain (within the boundary conditions under which the
knowledge was gained). Humanists and social scientists tend to understand the fallibility and
contingency of science at the frontier, but tend also to have little if any feel for the enormous
reliability of thoroughly tested science; by contrast, engineers and scientists know the enormous
reliability of what’s in their texts and reference works without realizing that the same reliability
does not pertain to recent discoveries, let alone to extrapolations from them. (For a survey of
viewpoints within STS, see A Consumer’s Guide to Science Punditry.)
8. Science is a social activity. As such, it is inherently conservative. Breakthroughs occur despite
scientists, not because of them: they occur when reality refuses to have itself molded to current
theories. At the same time, the reliability of science depends on the conservatism of science.
It should be evident that at least some of this understanding contradicts directly what “everyone
knows” about science — “everyone” including people who imagine themselves competent to
hold forth about matters scientific.
Perhaps most pertinent to HIV/AIDS is the little-recognized distinction between frontier science
and textbook science. Everything in HIV/AIDS theory is as uncertain and fallible as anything that
has been newly observed in a laboratory or in a doctor’s office. “AIDS” was without precedent,
and even the now-unquestioned interpretation that it represents a general “immune deficiency”
was never established by differential diagnosis, let alone by continued assessment of evidence.
Understanding of the immune system at the cellular level was barely beginning in the early
1980s, and the now-unquestioned interpretation that a deficiency of CD4+ cells is crucial has

never been established by continued assessment of evidence. Retrovirology was a new specialty.
“HIV” is credited with a whole range of unique characteristics for which independent evidence
has never been produced. Antiretroviral drugs are introduced with the barest nod to testing their
safety and efficacy, and the only valid approach — blinded clinical trials against placebo — is not
used.
Despite how tentative remains the basis for much of HIV/AIDS activity, that researchers treat
their results as definite until proven otherwise is not particular to HIV/AIDS, it’s in the nature of
scientific activity; as also is the fact that researchers treat new publications by others as to-berelied-upon until proven otherwise. In science, the kudos go to those who push ahead, not to
skeptics who try to clean up behind the ground-breakers, who question and quibble and try to
prove others wrong in the endeavor to bring genuine reliability to the whole enterprise. What
happened with HIV/AIDS is not, on the whole, particularly atypical in principle, it stands out
“only” in magnitude and the terrible harm done to many people. All the incentives in science
point to going with the herd, and for every maverick who is responsible for an eventual scientific
revolution there are untold would-be mavericks whose careers get nowhere. Most scientists, as in
most other professions, choose to follow a low-risk path that guarantees a respectably successful
career. All budding researchers know that the grants go to those who base their proposals on the
prevailing mainstream consensus. Whistleblowers are no more welcome in science than
elsewhere. As Sharon Begley noted in a recent article, even when scientists write about having
changed their minds, it’s rare that they changed them significantly — the typical “changes” are
modifications that overturn no apple-carts. That overall approach, that routine functioning of the
scientific system, has served science and society well in most cases, and it’s whistling in the wind
to suggest otherwise. STS understands that the big advances come from the headstrong,
ambitious, creative bulls-in-the-china-shops among researchers, not from the scholarly, carefully
appraising, skeptical scientists who think before they leap. Science is not done by “the scientific
method”, even if it might seem like that by long superficial hindsight that overlooks all the trialand-error mis-steps along the way — see Scientific Literacy and the Myth of the Scientific
Method .
The basic problem with HIV/AIDS is that the scientific system that works so well on routine
tasks is wide open to catastrophe when something quite new crops up. It’s somewhat analogous to
the trade-offs between freedom and security in a democratic society. To ensure that no terrorist
events could ever happen, society would have to be as controlled as in the Soviet Union, Nazi
Germany, or the dictatorships envisaged by George Orwell; but to allow complete freedom to all
would mean little or no safety for anyone.
So one cannot blame the scientific system as such for the tragic mistake of HIV/AIDS and
thereupon conclude that the system needs to be changed in some fundamental way. What went
wrong is owing only in part to the virologists and their cohorts and the official institutions. There
have certainly been rather spectacular displays of incompetence, sloppiness, apparently willful
ignoring of evidence, and the like, on the part of a few identifiable individuals. Such institutions
as NIH and CDC have displayed bureaucratic deficiencies much more than accountability,
competence, efficiency, or due diligence in exercising oversight. Nevertheless, I think a great part
of the blame can justifiably be laid at the feet of hordes of ignorant science pundits and science
administrators. If there’s one thing that those who manage science and grants should know, the
very same thing that every science journalist and science writer should know, it’s the difference
between relatively reliable textbook science and utterly unreliable frontier science. REAL
SCIENCE ISN’T NEWS. A fundamental problem is that reporting science in a responsible way
is incompatible with the media concentration on what’s new and remarkable. No “scientific
breakthrough” announced by an individual researcher, a laboratory, an official agency, or a

corporation should be accepted with more trust than should be granted to the promises made by
campaigning politicians. Even when an announcement is made in relatively good faith, with
subjective belief in its essential accuracy, it’s at least partly self-serving and, most important, not
informed by the understanding that no new “discovery” can be relied on until it’s been rediscovered and re-re-discovered and has served to guide, successfully, a certain amount of further
research that depends on the validity of that claimed discovery.
That’s not difficult to understand. The reasons for it are not difficult to understand. Indeed, every
science pundit is likely to hold forth at length about the necessity of peer review. Yet that’s lip
service only, not applied in practice. Routinely, press releases from drug companies, directors of
federal laboratories, individual researchers and laboratories, are treated as reliable and worthy of
disseminating to the general public without further ado. Press releases from politicians and
political parties are treated with well-deserved skepticism, but not anything that has to do with
“science” or “medicine”; in those connections, our media swallow and regurgitate conscientiously
what in better days most people would have recognized immediately as snake oil — say, a
vaccine to safeguard against cervical cancer, peddled on the basis that a small number of strains
of a particular virus are often associated with cervical cancers. Where’s the understanding that
association doesn’t prove causation? Where’s the skepticism that an association with a small
percentage of something makes causation even a plausible interpretation? Where is the collective
memory of the “gene for breast cancer”, that’s associated with a small percentage of breast
cancers but whose detection makes women contemplate disfiguring major surgery as
prophylactic?
Illiteracy about the nature of scientific activity is a clear and present danger in this self-styled
“scientific” and “modern” age, and innumerable “science bloggers” and science pundits illustrate
that daily in their uninformed herd-like comments about HIV/AIDS. Scientific illiteracy isn’t
about knowing what a molecule is, or a retrovirus; it’s not realizing that science isn’t done by a
“scientific method” ; it’s about knowing that science can’t be guaranteed to deliver what it
promises any more than a politician can; it’s about realizing that scientists are super-specialists
blinkered to anything outside their immediate interest, and that the best people to consult about
science policy and the assessment of a scientific consensus are historians of science, sociologists
of science, ethicists and philosophers of science, especially those who have also done some
science themselves at one time or another. Presidential science advisors and congressional
advisors about science and technology should be drawn to a major extent from the young
community of STS — as was indeed the case with the congressional Office of Technology
Assessment, which was disbanded out of nothing short of political spite after partisan disputes
over access to it.
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Scientifically illiterate science pundit: Ben Goldacre
Posted by Henry Bauer on Sunday, 18 January 2009

My previous post, “Scientific illiteracy, the media, science pundits, governments, and
HIV/AIDS” (15 January 2009), had taken on a life of its own after starting out as a comment on
Goldacre’s error-filled piece about Christine Maggiore. Now back to Goldacre.
Scientific literacy means to have learned the salient findings of history of science and related
fields, for example, that a mainstream consensus is sometimes wrong, especially when it comes to
novel matters. Scientific literates know that one cannot accept a mainstream consensus without
further ado. Scientific literates know that if a mainstream consensus is challenged by competent
people, one then needs to burrow fairly deeply into the actual evidence before reaching an
eventual judgment about where the best case probably lies, with the mainstream or with the
challengers.
Science pundits who talk about pseudo-science should know that the problem of defining pseudoscience has never been solved. They should know that philosophy of science concluded, after
decades of intense effort, that there are no logical definitions or formal descriptions by which
“real” science can be distinguished in principle from non-science, or false science, or pseudoscience. Those who label a subject “pseudo-science” should know that some topics so labeled
later became accredited parts of mainstream science, while some matters long regarded as
“scientific” were later relegated to the rubbish heap (see Science or Pseudoscience: Magnetic
Healing, Psychic Phenomena, and Other Heterodoxies).
It requires detailed and comprehensive knowledge of each specific controversial claim to reach a
reasonably informed estimate as to whether it’s likely to be lauded or dismissed in the scientific
future. Scientifically literate pundits who do have such detailed knowledge, and who are also
without vested self-interest pro or con, are unlikely to call something pseudo-science if
distinguished scientists claim to discern some merit in it; at most they might spell out why it
seems possible, or perhaps even likely, that these competent people have gone wrong this time.
Above all, a genuinely informed science pundit will hesitate for a long time before making an
assertion that presupposes 100% certainty — and 100% certainty is asserted when something is
called pseudo-science.
Ben Goldacre carries the mantle of science pundit for a newspaper widely regarded as respectable
and perhaps even generally reliable (Guardian, UK). I admit, though, that I hadn’t heard of him
before his recent piece about Christine Maggiore appeared. It’s a shoddy, uninformed disgrace to
journalism which exposes Goldacre as a scientific illiterate.
Goldacre transgresses what ought to be a sine qua non of science punditry and responsible
journalism by feigning knowledge that he doesn’t possess. His ignorance about Maggiore is
illustrated in the very first paragraph when he describes her as “lauded in the American media”.
Perhaps he has never come across the Los Angeles Times, published in Christine’s home town,
where she has been roundly maligned, indeed persecuted. All the information is readily available
online, including a complete file of the material about Maggiore and her daughter in the Los
Angeles Times.
The second paragraph by Goldacre describes Maggiore as HIV-positive, when anyone who has
even a passing acquaintance with her experience knows that she suffered a succession of positive,
negative, and inconclusive tests, the very experience that led her to look into what’s actually
known about HIV/AIDS. In the same paragraph, Goldacre asserts about breastfeeding that it “has
been shown that this increases the risk of maternal transmission” — when the very opposite
happens to be the case, to the considerable and ongoing consternation of mainstream researchers
(“More HIV, less infection: the breastfeeding conundrum”, 21 November 2007).

About Maggiore’s daughter, Goldacre is sure enough right, that “The coroner attributed the death
to Aids” [sic, British usage], but he fails to mention that this coroner was long infamous for
incompetence or corruption or both, that he made the “AIDS” diagnosis in a way that suggests it
was only because he had come to know who the mother was, and that there is a still-pending lawsuit against the coroner for disseminating his conclusion without proper evidential basis.
“Maggiore’s views on HIV were driven by the work of Peter Duesberg” is also untrue. Parroting
the description of Duesberg as an “AIDS denier” illustrates how Goldacre simply repeats soundbites unthinkingly: Duesberg has never denied that AIDS exists, in fact he has offered
explanations for what brought it about. Nor has Duesberg done “very well with journalists”.
Neville Hodgkinson did not learn from Duesberg, he discovered for himself in Africa that
HIV/AIDS there is a colossal mistake; Hodgkinson was instructed by people like the Krynens,
who had gone to Africa as conventional AIDS charity workers and then discovered at first hand
that HIV/AIDS theory is wrong.
One can, I suppose, excuse a Pommie (Englishman) who calls Nature “probably the world’s most
important academic journal”, but a scientifically literate pundit would not do so, recalling perhaps
the words of Nobelist Paul Lauterbur that the history of science could be written in terms of paper
rejected by Nature [“Nobel Prizes illustrate how research is done and evaluated”, 21 October
2008].
Goldacre is not alone, of course, in accepting results from a “demographic modelling study” as
being so reliable as to be worth disseminating further; but, again, no self-respecting scientifically
literate person should do so.
The peroration of Goldacre’s screed is, “Hundreds of thousands of lives, perhaps millions, have
been lost because of a stupid idea, promoted by stupid people.”
No scientific literate would confuse being wrong on a matter of medical science with being
stupid; by Goldacre’s criterion, he himself is stupid many times over. Nor would any thoughtful
person label someone as stupid just because that person had an idea that might be called stupid;
Goldacre’s clear implication is that he has never himself had an idea that might be called stupid,
suggesting an infallibility nothing short of Pope-like or God-like.
I simply repeat Goldacre’s last two sentences, for they can be properly applied to the people who,
in the face of all the evidence to the contrary, continue to insist on HIV/AIDS theory:
“To the best of my knowledge, not one has either apologised or clarified their stance. Just don’t
let anyone tell you pseudoscience is harmless.”
Indeed, much harm has been done in the name of the pseudo-science of HIV/AIDS [“HIV/AIDS
and parapsychology: science or pseudo-science?”, 30 December 2008].
**************
The only justification for disseminating what columnists, experts, pundits have to say is that the
rest of us might learn something that we would be unlikely to know already. Goldacre merely
repeats sound-bites, mis-information, and mis-interpretations that have made the rounds for a
long time. He’s not doing his job.
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Questioning authority
Posted by Henry Bauer on Wednesday, 21 January 2009
From a book I’m reading just now:
“when confronted by perfectly valid reasons for considering an alternative . . . , the need to save
face governs intellectual honesty, and refuge is sought in censorship, ridicule and a blatant
disregard for conflicting evidence”
“in their own personal realities, . . . [HIV/AIDS theory has] everything they wish for, and they
protect their creation against disbelievers with the only armaments available — invective and
ridicule”
“’I agree that antagonism to the . . . debate from within the profession is so great that it would be
as difficult for a professed . . . [HIV/AIDS skeptic] to be hired in the first place, much less gain
tenure, as for a professed creationist to be hired to gain tenure in a graduate-level department of
biology’. . . . Truth, it would seem, is sometimes barred from the universities when it threatens to
replace the dominant paradigm”
My insertions [in square brackets] acknowledge that the book isn’t about HIV/AIDS, but the
expressed sentiments illustrate how similar are the experiences of people in any field who
question a mainstream consensus. Nor need there be the vast array of vested financial and other
outside interests connected with HIV/AIDS to make disagreement over an intellectual issue just
as viciously ad hominem; as the saying goes, disputes in academe are so bitter because there’s so
little at stake — not that prestige, status, a career invested in a certain belief, seem “little” to the
individuals concerned.
In physics, similar quotes could have been taken from Lee Smolin’s “The Trouble with Physics”,
which describes the stranglehold that “string theory” has despite lacking a single tangible actual
accomplished result or application. The experience is quite similar in astrophysics, where those
who point to the inadequacies of Big-Bang theory are banished from grants and appointments —
read, for instance, Halton Arp’s “Seeing Red”; so too in geological science with those who point
so annoyingly to phenomena that continental drift (or plate tectonics) cannot explain; read, for
example, “Tectonic Globaloney” by N. Christian Smoot.
People who doubted that the Clovis culture represented the earliest human presence in the
Western Hemisphere were denigrated and ridiculed for decades, until the persistence of Tom
Dillehay (“The settlement of the Americas: a new prehistory”) and a few others prevailed and the
actual evidence was grudgingly acknowledged of much earlier habitation in South America. It
was a dogma that the Mayan picture-script could never be deciphered, until Michael D. Coe
showed that it could be, once the possibility was admitted that the present-day natives speak
much the same language as their ancestors did (read Coe’s “Breaking the Maya Code”). All the
experts knew that the Linear B script was not an ancient form of Greek, until the architect and
amateur philologist Michael Ventris showed that it is in fact an ancient Greek language (John

Chadwick, “The decipherment of linear B”). Perhaps even more remarkable: the experts all knew
that one could not decipher an unknown script if the language it recorded was also unknown, yet
Steven Roger Fischer did just that, not only once but twice, with the Phaistos Minoan disk and the
Easter Island Rongorongo script (Glyphbreaker).
So there are no end of subjects where, as with HIV/AIDS, outsiders and an unfortunate but
courageous few insiders keep pointing out that the evidence for the mainstream consensus is as
lacking as were the Emperor’s New Clothes.
At any rate, if you want to take a break from thinking about HIV/AIDS theory, which affects and
has affected in so many drastic, harmful, indeed lethal ways so many people, you might enjoy
reading “Proving Shakespeare — The Looming Identity Crisis” by David L Roper, from which I
took the quotes at the beginning of this post. There is far less evidence to support the notion that
the Stratford man (Shaxpere, Shaksper, there are all sorts of other versions as well) wrote the
“Shakespeare” plays than there is to support HIV/AIDS theory. Roper, as is rather typical for us
dissenters from orthodoxy, is not always judicious and doesn’t always make the case most likely
to appeal to naïve observers, but he does marshal the case comprehensively and quite logically,
most particularly that all the sparse tangible evidence left by the Stratfordian concerns his
business dealings, which were often a bit shady and had nothing to do with literature or writing;
everything else is speculation and imagination based on the belief that he wrote those plays and
therefore “must” have . . . been educated (despite a lack of school or other pertinent records), etc.,
etc. My reservations are chiefly Roper’s exposition of the deciphering of alleged codes, where I
simply don’t know enough about either Elizabethan practices or cryptography in general to
venture a guess. My conviction that the Stratfordian wasn’t “Shakespeare” is owing to Diana
Price’s impeccably argued and documented “Shakespeare’s unorthodox biography” which details,
for example, that there are no pertinent references to Shakespeare by contemporary playwrights
and writers whereas there are innumerable such references among those contemporaries about
one another. I had earlier enjoyed “Alias Shakespeare: Solving the Greatest Literary Mystery of
All Time” by Joseph Sobran, which first suggested to me that those who question the
Stratfordian’s authorship aren’t crazy.
If you become interested in the authorship question, you can keep up with some of the latest
discussions at www.shakespeare-oxford.com . It’s a fascinating exercise in assessing evidence
without the spiritual burden that accompanies thinking about what HIV/AIDS theory has
wrought. And there’s even a very plausible solution already at hand to the mystery of who was
the real author of “Shakespeare’s” works.
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HIV, AIDS, and age: HIV/AIDS theory is wrong
Posted by Henry Bauer on Friday, 23 January 2009

People between 35 and 45 years of age are most affected in everything to do with HIV/AIDS:
testing “HIV-positive”, living with HIV/AIDS, being diagnosed with AIDS, dying from “HIV
disease”. That should astonish anyone who thinks about it. In and of itself, this indicts HIV/AIDS
theory as wrong.
When first named in the early 1980s, AIDS was diagnosed in people (largely men) whose average
age was in the mid-30s (A). That already throws into serious doubt the notion that AIDS is
brought about by a sexually transmitted agent, because it’s teenagers and people in their early
twenties who are most prone to incur sexually transmitted diseases (STDs) or infections (STIs)
(B).
At that time, the early 1980s, death was believed to follow within a few years of “infection” —
recall, for example, that the airline steward “Patient Zero” had been held responsible for the
spread of AIDS because he had been promiscuously sexually active, only months earlier, in
places where the illness first became prominent (C). But even if one projects into the past the
current much longer estimate of about 10 years for the “latent period” between “infection” and
illness, one is still forced to infer that the maximum risk of getting “infected” with “HIV” had
been for individuals in their mid-20s, which remains significantly later than is the general
experience with STDs.
There is direct evidence, however, contradicting any speculation that infection by “HIV” is most
likely among people as young as the mid-20s. The results of “HIV” tests at public testing sites
(roughly 2 million tests annually) have been reported, by age, from 1995 to 2004 (D). Calculated
from those data, the median age of those testing positive increased gradually from 34 in 1995 to
37.5 in 2004; even extrapolating that trend back to 1980 brings the median age down no lower
than 29. Not that those tested were for some reason concentrated in the mid-30s age group: the
median age of those tested was 27.8 in 1995 and 28.7 in 2004. The mid-30s age of those testing
“HIV-positive” has to do in some manner with the “HIV” tests, it is not an artefact of the ages of
those who were tested.
So not just AIDS diagnoses and “HIV disease” deaths are most encountered in people aged
between the mid-30s and mid-40s, so are positive “HIV” tests — all occur at least a decade later
than the usual age of maximum risk for an STD.
Of course, the age at which the first positive “HIV”-test is reported is not the age at which
“infection” or seroconversion occurred. However, the first report from the Centers for Disease
Control and Prevention in which time of new “infection” is estimated by a recently developed
scheme yielded 35.1 as the median age of “first infection” in 2006 (E), once more: a good
decade-and-a-half older than where STDs usually strike with greatest frequency. Comparing that
35.1 with the 37.5 for first positive test in 2004 suggests a difference of no more than 2 or 3 years
on average between “new infection” and first positive test, which is entirely plausible, since
individuals who suspect themselves to be at risk are likely to seek testing rather frequently,
especially after risky encounters. That first positive tests come at a median age in the mid-30s or
somewhat later is not compatible with the hypothesis that a positive “HIV”-test signifies a
sexually transmitted infection.
(I had become convinced that “HIV” is not an infection upon seeing how regularly the rate of
testing “HIV-positive” varies with age, sex, and race. For that reason, I’ve remained interested in
those variables. So I note here that the median age for testing “HIV-positive” in this population
(D) was 1.6 years greater for white men than for white women, and 1.8 years greater for black

men than black women; for black men it was 1.1 years greater than for white men, and for black
women 0.9 years greater than for white women — perhaps ±20% in each case.)
In 1995, the median age for new diagnoses of AIDS was 37.3, in 2004 it was 40.7 (E). Thus the
average interval between greatest probability of a first positive “HIV” test and of a new AIDS
diagnosis was only 3.3 years in 1995 and 3.8 years in 2004, about one third of the putative “latent
period”. Even adding the possible 2 to 3 years between “new infection” and first positive test
leaves the interval at a half or two thirds of the postulated latent period. Even if one oversimplifies drastically, and suggests that “new infections” of those first testing positive in 1995
occurred at average ages of 31-32 to produce most of the deaths in 2004 at average age 45, that
offers no hint of any prolongation of the purported 10-year latent period during this period in
which HAART is supposed to have provided life-saving benefits extending life spans by
anywhere from 7 years initially to several decades now.
It’s surely a truly strange situation. The first AIDS cases, in the early 1980s, were among people
in their mid-30s. Two decades later, it’s still people in their mid-30s who are most likely to test
positive for the purported agent that supposedly produces AIDS on average roughly a decade
after “infection” — with the added oddity that “AIDS” seems to strike within significantly less
than a decade after “infection”, despite firm claims that treatment successfully staves off illness.
On the face of it, this is so incompatible with HIV/AIDS theory as to effectively falsify it.
But that’s far from all. Not only positive “HIV” tests and new diagnoses of “AIDS” peak among
people in their mid-30s to mid-40s, so do deaths ascribed to HIV/AIDS. The median age for those
deaths was 35.8 in 1982, increasing gradually to 45 in 2004 [Table 2 in “HAART saves lives --but doesn’t prolong them!?”, 17 September 2008].
Here are all those numbers again:

A more complete argument to the same conclusion considers not just median ages but the whole
age distributions [“HIV Disease” is not an illness, 19 March 2008; “Incongruous age distributions
of HIV infections and deaths from HIV disease: Where is the latent period between HIV infection
and AIDS?”, Journal of American Physicians & Surgeons 13 [#3, Fall 2008] 77-81); How
“AIDS Deaths” and “HIV Infections” Vary with Age — and WHY, 15 September 2008]. The age
distribution of first positive test must be broader than that for initial “infection”, because those
“infected” at a given time will seek testing over a range of time. For the same reason, the age
distribution for illness must be broader again, and that for deaths broader still. The actual data,
however, show the age distribution of deaths to be, if anything, narrower than the others [No HIV
“latent period”: dotting i’s and crossing t’s, 21 September 2008]:

(widths were estimated at half peak height,
not where the horizontal lines are in the figure)
Moreover, all the age distributions have shifted very little over the years, as illustrated by the very
gradual shift in median ages [and see Figures 2a,b in “No HIV ‘latent period’: dotting i’s and
crossing t’s”, 21 September 2008.]. The age distribution of deaths has remained, throughout,
virtually superposable on the age distributions of first positive tests, and of diagnoses of illness,
— which thereby demonstrates both lack of any significant “latent period” and lack of any
significant life-extension from antiretroviral drugs.
Beyond all that: the age distribution of deaths is, in and of itself, independently of the argument
above, a strike against HIV/AIDS theory. In all illnesses and diseases, among those who are
stricken it is young-to-middle-aged adults who survive better than do older adults or very young
children [see, for example, for influenza, Figure I in “Living with HIV; Dying from What?”, 10
December 2008]. With “HIV/AIDS”, however, that is not at all the case: the probability of dying
from “HIV disease” among those who are “infected” does not increase rapidly with increasing
age [see Table II in the same post as Figure I].
Nothing about age and HIV/AIDS makes any sense. The numbers simply don’t add up — or,
rather, they add up to a resounding disproof, a series of disproofs, of the misguided hypothesis
that “HIV” caused “AIDS”.
—————————————————(A)
A few sources for this are cited at pp. 87-88 in The Origin, Persistence and Failings of HIV/AIDS
Theory. The annual “Health, United States” reports show the median age for new diagnoses of

AIDS to have increased gradually from 35.1 in 1982, reaching 41 by 2005 [Table 2 in HAART
saves lives — but doesn’t prolong them!?, 17 September 2008].
(B)
For example:
“Sexually Transmitted Disease Surveillance, 2007
STDs in Adolescents and Young Adults
Compared to older adults, sexually-active adolescents 15 to 19 years of age and young adults 20
to 24 years of age are at higher risk for acquiring STDs for a combination of behavioral,
biological, and cultural reasons. For some STDs, for example, Chlamydia trachomatis, adolescent
women may have a physiologically increased susceptibility to infection due to increased cervical
ectopy. The higher prevalence of STDs among adolescents also reflects multiple barriers to
accessing quality STD prevention services, including lack of insurance or other ability to pay,
lack of transportation, discomfort with facilities and services designed for adults, and concerns
about confidentiality. Recent estimates suggest that while representing 25% of the ever sexually
active population, 15 to 24 year-olds acquire nearly half of all new STDs.”
“Report: Student STD risk hits 50%
North Carolina researchers found nearly half of all STD cases in the United States occur in 15 to
24 year olds” by Lisa Catto
“Recent surveys in several countries have shown that the prevalence of STDs is higher among
women under 20. In general, adolescent males and females, are at greater risk for contracting
STDs”, citing Brabin et al., Lancet, 345 [1995] 300-4; Duncan et al., Lancet 335 [1990] 338-40;
Duncan et al., Central Africa Journal of Medicine 40 [1994] 234-44; Lema et al., East African
Medical Journal 71 [1994] 122-8.
“Sexually experienced adolescents less than 19 years of age are at greater risk for the acquisition
of sexually transmitted diseases (STDs) and typically have higher STD rates than other agespecific groups. Nationally, this population accounted for about a quarter of all reportable STDs”;
project on HIV/STD Risk Reduction for African American Adolescents, Kaye Sly (Principal
Investigator) Jackson State University, Mississippi
(C) Randy Shilts, And the band played on: politics, people, and the AIDS epidemic, St. Martin’s,
1987.
(D) Centers for Disease Control and Prevention: HIV counseling and testing in publicly funded
sites: 1995 summary report (September 1997); 1996 annual report (May 1998); annual report
1997 and 1998 (2001); HIV counseling and testing at CDC-supported sites —United States,
1999–2004 (2006); www.cdc.gov/hiv/topics/testing/reports.htm
(E) “Subpopulation Estimates from the HIV Incidence Surveillance System — United States,
2006”, MMWR 57 #36 [12 September 2008] 985-9, see Table E at p. 987. Lack of data for ages
≤13 is unlikely to add seriously to the considerable uncertainties associated with how new
infections are estimated; for instance, at public testing sites, 1999-2004 (see citation in reference
(D)), HIV-positives under 13 made up only about 0.1% of white HIV-positives and about 2% of
black HIV-positives.
(F) Table 2, HAART saves lives — but doesn’t prolong them!?, 17 September 2008
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Prophylaxis via organ failure and bankruptcy
Posted by Henry Bauer on Wednesday, 28 January 2009
A year ago, I wrote:
“Clinical trials on human beings are under way to gauge how well tenofovir and emtricitabine
protect against HIV infection, with the hope that a regular diet of them could be recommended as
prophylaxis. It’s already known, mind you, that these drugs can produce bone demineralization
with chronic use, kidney damage, lactic acidosis (including fatalities), liver damage (including
fatalities), and liver cancer. The danger of side effects is greatest when first starting the drugs but
also when one stops taking them.” Read the rest of this post [“To avoid HIV later, damage your
kidneys and liver now” , 19 January 2008]
Why would anyone contemplate such a highly risky procedure to avoid a condition which, IF
contracted, can be managed satisfactorily? After all:
“Today any HIV/AIDS patient who sticks with a medication regimen will be successful in
keeping AIDS under control, . . . said clinical pharmacist Neha Sheth, PharmD, assistant
professor at the University of Maryland School of Pharmacy. Sheth was among a panel of experts
who presented a two-day minimester titled ‘Women: The Changing Face of HIV/AIDS’ this
month for students from the University of Maryland schools of social work, dentistry, law,
nursing, medicine, and pharmacy.”
But even if this is too rosy a painted picture: IF a person does happen to become “HIV-positive”,
there follows on average a decade of asymptomatic life without drugs that have dangerous “side”effects; and IF illness ensues at any time, it would be treated, at worst with the same medications
having the same highly dangerous “side”-effects as from the “prophylaxis” under test, at best
with newer medications with lesser “side” effects that are continually being introduced.
Prophylaxis under these circumstances seems like a losing proposition — but clinical trials
continue:
“HIV Prevention Pill Nearing End of Trial
In June, people on three continents will know if the pills they’ve been taking to prevent HIV
infection were the real thing or placebos. As the test of tenofovir, said to be an HIV prevention
pill, nears the end of the trial period, questions of its effectiveness remain. Researchers worry that
the pill’s success may tempt people in high-risk lifestyles to be even more risky, thinking of the
pill as a safety net against infection.
The tenofovir pill, PreP (pre-exposure prophylaxis for HIV prevention), is being studied as a
result of the drug’s ability to boost temporarily the immune system enough to fend off HIV
infection by about 80% when administered within just a few days after exposure. Study
participants are taking the pill, or a placebo, on a daily basis, however, to determine how effective
a prevention it can be.
At this time, the most effective means of preventing exposure to the AIDS-causing virus is to use
condoms when engaging in sexual activity and to avoid other risky behaviors. Doctors fear
potential patients taking the prevention pill may forego the use of condoms, expecting the pill to

eliminate all risks of infection. The patients for whom the pill proves ineffective may
unknowingly spread the virus to others before the pill’s performance on the individual is
determined, a situation that may spread the AIDS epidemic even further rather than keeping it in
check.
Dr. Albert Liu says he’s heard of people using PreP and other antiretroviral drugs in lieu of
condoms outside the study’s parameters and before the drug went into the trial phase. Liu is
director of HIV prevention intervention studies at San Francisco’s Department of Public Health.
He and his colleagues fear this misuse of the drug will counterbalance any benefits.
Doctors warn PreP is not a pill to pop before a night on the town and other precautions must be
maintained as well for maximum benefit. As tested, it is a daily medication that comes with side
effects that have been linked to kidney and liver damage.
Another area of concern is cost. As currently marketed, a daily supply could cost between $500
and $900 per month, with cost depending upon an individual patient’s access to insurance
coverage and variables from one insurance carrier to another. AIDS activists are hopeful the cost
would drop if the drug becomes widely prescribed.”
——————————In sum: IF the process being tested were to prove effective in preventing people from becoming
“HIV-positive”, it would be likely to encourage riskier behavior and a greater chance of
spreading “HIV”, as well as exposing those taking the pills to highly dangerous “side”-effects a
decade or more earlier than would be the case if they were not “taking advantage” of prophylaxis;
all at an annual cost of ≥$6000.
This is a “lose - win” situation:
Lose for “pre-patients”, for their sexual partners, and for taxpayers, since payment for HIV/AIDS
treatment is guaranteed by the federal government (unlike for any other illness, disease, or
personal tragedy — in those cases, it would be unacceptable socialized medicine).
Win, however, once again, for the drug companies and their lobbyists — and, of course, for the
researchers and doctors who get the grants and the consultant fees. Read what a former editor of
the New England Journal of Medicine has to say about “Drug Companies & Doctors: A Story of
Corruption”, even apart from the HIV/AIDS business.
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Tenofovir and the ethics of clinical trials
Posted by Henry Bauer on Thursday, 29 January 2009
It seems to me hare-brained, or worse, to attempt to prevent “HIV infection” with the same drugs
with the same dangerous “side”-effects as would be used to treat the actual illness IF one ever
became “infected”; and being “infected”, IF illness actually ensued after an average of 10 years of
symptom-free existence. So the clinical trials of tenofovir for “PreP (pre-exposure prophylaxis for
HIV prevention)” appear to me to be thoroughly misguided. After all, over the years there have
been various initiatives for treatments to be interrupted periodically precisely because of those

“side” effects that many patients simply can’t tolerate; and, for that reason, every now and again
the mainstream view has swung back to deferring treatment as long as possible.
Nevertheless, the obsession with antiretroviral drugs continues. In how many clinical trials,
would you guess, does tenofovir feature, for treatment or for prophylaxis?
The information is on-line. For tenofovir, there are listed 118 clinical trials (including not yet
recruiting, recruiting, active & not recruiting, completed, and one each withdrawn and enrolling
by invitation only) .
The most troubling aspect of clinical trials, of course, is that they are experiments on human
beings. Therefore common sense and decency suggest that the conceivable benefits from the
knowledge possibly gained should outweigh indisputably the dangers to which the human guineapigs are exposed. A seemingly obvious corollary is that all potential human guinea-pigs should be
informed in the most complete and honest possible manner about the dangers they would expose
themselves to, as well as the possible benefits to them and to humankind at large.
In First-World countries, these considerations have led to regulations that make clinical trials
increasingly onerous and expensive, and clinical trials are more and more frequently carried out
in places where the regulations are not quite so protective of the potential guinea-pigs. Thus it
becomes possible in Africa to do experiments to find out whether the tiny cost of feeding
malnourished people is a useful adjunct to very expensive antiretroviral treatment [Drugs or
food?, 25 December 2007 ; Food is good for children, 8 January 2008 ], or whether the minimal
cost of de-worming children helps to slow the spread of “HIV infection” or progression to AIDS
better than just those very expensive antiretroviral drugs[Are intestinal worms good for us? Are
they good for Africans? For African children?, 30 December 2007 ; Parasitic worms are *not*
good for you!, 24 July 2008 ].
Occasionally, though, some troublemakers who are not even AIDS Rethinkers or HIV Skeptics
draw attention to rather unsatisfactory circumstances in clinical trials outside First-World
countries. Thus certain proposed trials of tenofovir for PreP among prostitutes had been called off
:
“activist groups, including Act Up-Paris have ‘halted the progress of at least two important
clinical trials of tenofovir as PREP and brought negative attention to tenofovir, somewhat similar
to that visited on thalidomide more than four decades ago,’ say two researchers in an essay in the
open access global health journal PLoS Medicine” [that essay is Singh JA, Mills EJ (2005). The
abandoned trials of pre-exposure prophylaxis for HIV: What went wrong? PLoS Med 2(9): e234].
“But Jerome Singh, of the Centre for the AIDS Programme of Research in South Africa,
University of KwaZulu-Natal, and Edward Mills of the Department of Clinical Epidemiology and
Biostatistics, McMaster University, Canada, argue that ‘if tenofovir is someday proven to be
clinically efficacious as a PREP, today’s irresponsible reporting and activism surrounding
tenofovir could cause those in need to snub the drug if, or when, it becomes licensed for use as a
PREP.’”
That concern was underscored by “Joep Lange, who was the President of the International AIDS
Society at the time . . . . ‘Activist groups have now managed to derail several PREP trials,
arguably the most important studies for those at high risk of acquiring HIV infection around the
globe.’ Lange is highly critical of the tactics used by those who have managed to shut down the
PREP trials. ‘The methods of these specific activist groups,’ he says, ‘are uninformed demagogy,
intimidation, and ‘AIDS Exceptionalism’, the last in the sense that they exploit their HIV-positive
status to get away with behavior that would not be accepted from others.’”

What was that “uninformed demagogy” and “intimidation” displayed by, for example, Act-UP
Paris? Here it is:
“the end justifies the means?
The trial conducted by FHI in Cameroon, Nigeria and Ghana, financed by BBG with the logistic
support of Gilead does not seem to us to provide a satisfactory response to all our questions.
Provision for psychosocial support and the means implemented to promote condom use are
clearly insufficient, even ridiculous: only 5 counselors and one doctor for 400 prostitutes, no
access to the female condom, despite it being much easier for the prostitutes to use in negotiating
with their clients. However, scientifically speaking, cases of contamination are ‘needed’ for the
trial results to be ‘interesting’.
If all precautions were taken with regard to prevention and supervision, it is certain that the trial
would have to recruit a much larger study population so that a difference in contamination rates
between the placebo and tenofovir groups would be statistically significant. . . .
The heart of the dossier is not so much an ethical/scientific conflict, as an ethical/economic duel.
In this sense also, if recruitment for the trial did not target a population already ‘forced’ to take
risks, it would be necessary to considerably increase the number of participants and consequently
the cost of the trial… By holding this trial in Africa, Gilead and the BBG Foundation know that
they will find a population that is vulnerable both materially and in terms of practices, women
willing to let them carry out a trial at minimal cost. It is then, really a question of money . . . .
when hypocrisy rhyme with economy
The tenofovir DF trial expects to provide follow-up and access to treatment for sexually
transmitted diseases (STD). This plan may appear generous. In fact, it is nothing more than a
means of building the prostitutes’ loyalty and minimizing the risks of their dropping out.
Moreover, it so happens that follow-up tests are required for the scientific validation of the trial.
Setting the amount allowed for expenses at 2,750 Fcfa shows an extraordinary level of cynicism.
In fact, a rapid calculation shows us that this amount was figured to cover transportation expenses
on the one hand (500 F for the taxi) and the prostitutes’ lost income on the other hand (2,150 F
for two tricks, minimal fee in Douala).
What will happen to prostitutes who are found to HIV-positive during pre-enrolment testing? We
don’t know, but we can imagine. In Cameroon, the promoter plans to refer women who become
HIV-positive during the trial to the system of access to care and treatments set up in this country
by NGOs and the government. While it is true that in Cameroon, treatment access is less difficult
than in other African countries, it remains uncertain. It is estimated that one million people are
infected with HIV, i.e. a prevalence of 15% (according to all of our interlocutors, this figure is an
underestimate), and that 40,000 people are in urgent need of antiretrovirals (currently only 10,
000 are under treatment). It is therefore particularly shameful that Gilead; which is donating the
tenofovir and placebo for the trial has not also arranged to provide free antiretrovirals to
participants who need them.
...
In the future; the design of this type of trial must be discussed with the patient associations in the
host country. We hold Gilead and the BBG Foundation responsible for the lives of the women
included in the trial.”
Those words from Act-UP Paris may be strong, but they are hardly “uninformed demagogy” or
“intimidation”. And it isn’t only in Africa, and it’s not only AIDS activists who object; similar
ventures in Thailand brought criticism from Doctors Without Frontiers, who also contradict Joep

Lange’s assertions [Chua et al., The Tenofovir Pre-Exposure Prophylaxis Trial in Thailand:
Researchers Should Show More Openness in Their Engagement with the Community, PLoS Med.
2005 October; 2(10): e346]:
“The key community groups that have expressed concerns about the tenofovir trial in Thailand
are the Thai Drug Users Network (TDN) and the Thai AIDS Treatment Advocacy Group (TTAG)
. . . . These community groups, which can justifiably claim to represent Thai drug users, are well
informed about the trial, but their objective concerns have been ignored by the trial investigators.
Contrary to the assertion of Joep Lange [2] “that the investigators did consult intensely with
community groups concerned”, TDN and TTAG were not consulted about the trial design and
conduct until a very late stage, after several attempts to engage with the investigators had been
rebutted. TDN and TTAG had attempted to constructively engage with the investigators since
October 2004; they confined their statements of concern to private letters and meetings with the
investigators, until the matter was made public in a Lancet editorial in March 2005 [3].
....
We believe that the disagreements surrounding the tenofovir trial in Thailand would have been
avoided if the investigators had set out to engage the community more openly, and if the wealth
of established knowledge among community members could have contributed enormously to the
success of the trial design and implementation. TDN and TTAG have made recommendations . . .
that represent a constructive way for this trial to move forward. Mechanisms that ensure
systematic involvement of legitimate representatives of the affected community as partners in
research are the only way to ensure that future trials will proceed in a more productive way.”
[2] Lange, J. We must not let protestors derail trials of pre-exposure prophylaxis for HIV. PLoS
Med. 2005;2:e248
[3] [Anonymous] The trials of tenofovir trials. Lancet. 2005;365:1111.
(In Thailand, the trial was to enroll drug abusers. A central issue concerned providing drug
abusers with clean needles. That would be required under the spirit of the Helsinki Declaration,
but the US Government bans funding for such a procedure; and the penalties in Thailand against
drug abuse are so severe that participants in any such trial would need specific protection against
prosecution under those laws.)
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Ethics “experts” and clinical trials
Posted by Henry Bauer on Monday, 2 February 2009
Ethical and other problems have been prominent with clinical trials of several aspects of
HIV/AIDS: drugs, microbicides, vaccines. It’s understandable, then, that AIDS conferences
would concern themselves with these matters, for instance at the XVIth International AIDS
Conference in Toronto, August 2006:

“Rapporteur reports
Science Track C: Epidemiology, Prevention and Prevention Research report by Dr. Quarraisha
Abdool Karim
This session examined ethical issues in clinical research for HIV prevention in three ways – 1)
through case study descriptions of the experiences around the abandoned/cancelled PEP trials
[TUAE0301, TUAE0303, TUAE0305], 2) a philosophical/ethics-based analysis of clinical HIV
prevention research [TUAE0302], and 3) a description of a study on a particular aspect of clinical
trials, informed consent [TUAE0304]. The main theme emerging from the case studies and
ethical analysis was a recommendation to further develop systematic approaches to build
community involvement/consultation, and community long-term benefits from clinical trial
participation so that trials will be accepted and promoted. While it was concluded that provision
of long-term treatment to those who seroconvert during a study was not morally necessary, it was
felt to be morally praiseworthy and politically necessary. As well, it was felt that power dynamics
between community members and researchers needed to be addressed through mechanisms such
as research literacy for the HIV advocates in the community. The study on informed consent
concluded that the measure of participant understanding of aspects of trial participation was
largely influenced by measurement instruments – with closed-ended response formats (checklists,
self-report) yielding higher comprehension scores than open-ended methods (vignettes,
narratives). In discussion, it was suggested that whatever the measurement method, trial
participants consistently show fairly low levels of understanding of study processes and impacts,
and that informed consent should not be relied upon as the protection of participants, but rather an
emphasis should be placed on other ethical study requirements, such as a balance of harms and
benefits” [emphases added].
After a lifetime spent in academe, I’m rather sensitive to nuances that reflect some of its less
attractive aspects: theorizing in a vacuum totally removed from human experience; biased views
on what various types of “literacy” mean; periodic re-discovery of the obvious. In the above:
“Moral necessity”: No matter what philosophers may “conclude”, the situation with clinical trials
is quite plain. Without the trials, the researchers cannot pursue their research and the drug
companies cannot develop their products. Therefore the human beings who agree to take risks on
behalf of the researchers and the industries should be compensated fully. In the usual case of
indigent folk, that ought to mean lifetime health care and nourishment, whose costs in the
pertinent places are trivial in comparison to the monetary benefits reaped by the drug companies.
“Research literacy”: Perhaps it’s a paranoid interpretation, but I read this to mean brainwashing
activist groups about the absolute necessity of clinical trials.
“Informed consent”: Even in “developed” countries it’s absurd to imagine that lay people can
exercise genuinely good judgment about the experiments or treatments being suggested to them.
That’s why there exist institutional boards that are supposed to review proposed experiments
involving human subjects. It’s the individuals who serve on those boards who need education on
matters of research literacy and ethics.
“KC 1: Accelerating research to end the HIV/AIDS epidemic report by Stephanie Nixon
TUAE03 - Ethical Issues in Clinical Trials: Tenofovir and Beyond
This session explored various legal and ethical dimensions of prevention trials.

Anna Forbes, from the Global Campaign for Microbicides, described her organization’s efforts to
ensure future access to microbicides. She reflected on the failure of the recent tenofovir trials and
identified the absence of promise to ensure ARVs for participants who seroconvert during the
trial as the “deal-breaker”.
An audience member raised the issue of undue inducement if the only access to quality care and
treatment in a community is through participation in a trial. Forbes proposed that this difficult
decision ultimately needs to be answered by the community where the candidate is being tested
so that they may determine what represents an inducement that is undue.
Charles Weijer, from the University of Western Ontario, Canada, provided an ethical analysis of
obligations to provide treatment in the context of HIV prevention trials in developing countries.
He rejected the notion that there is a moral obligation based on the principle of reciprocity to
provide treatment to seroconverters because of their unique role in proving the efficacy of, for
instance, an HIV vaccine. He proposed instead that all participants play an equally important
role. Instead of a moral obligation, Weijer proposed that a “moral negotiation” is required based
on the ethical principle of respect for communities. Within this framework, communities would
contribute to trial design, influence study results, and share in the study benefits. He argued that
because health priorities and values vary among communities, the idea of a predetermined
obligation to communities does not respect their unique perspectives. Counter views were raised
by audience members regarding the fact that negotiations between researchers and communities
will not take place on a level playing field, and that there may still be benefit to having a bare
minimum set of obligations from which communities can begin the negotiations. . . .
New ideas for accelerating research to end the epidemic:
....
Charles Weijer, University of Ontario, talked of these guidelines not being a moral obligation but
a moral negotiation between communities and the researcher and sponsor. He said “To impose a
pre-determined benefits package seems paternalistic.” He argued that communities were in the
best place to decide what benefits were most appropriate in their setting [emphases added].”
Weijer’s appointments at the University of Western Ontario are listed in “Epidemiol & Biostats”,
Medicine, & Philosophy. Whether or not other philosophers or moralists would agree that there is
no “moral obligation based on the principle of reciprocity”, certainly there would not be universal
agreement over whether the principle of reciprocity should be the infallible guide to what’s
proper in human affairs; this is what I call a (moral) “vacuum totally removed from human
experience”. Similarly, the argument that community values should be respected and paternalism
eschewed is beside the point in these matters. The whole business of HIV/AIDS is paternalism
writ large: communities are not asked whether they prefer food to antiretroviral drugs, they are
not asked whether they believe that the deaths their communities experience are from this new
scourge or from their traditional burdens of tropical diseases. Indeed, when the leader of such a
community, President Mbeki, sought to reach an independent judgment on the matter, a huge
apparatus of international paternalism swung into action to oppose him. We respect community
values only when they fit with our own wishes: for example, since participants in clinical trials
are supposed to be offered no less than the normal standard of care in their communities, FirstWorld industries rush to carry out their clinical trials in places where the normal availability of
health care is low or non-existent — note the very valid issue of “undue inducement” raised
above.
It strikes me as far worse than disingenuous, it’s exceedingly immoral to enlist academic,
theoretical, arguments in the attempt to make it appear that the practices that seem standard in so

many clinical trials in Third-World countries are moral or ethical — moral or ethical in the way
most human beings understand what those concepts mean.
Posted in antiretroviral drugs, clinical trials, experts, prejudice | Tagged: abandoned tenofovir
trials, Anna Forbes, Charles Weijer, ethics of clinical research, informed consent, moral
obligations of drug companies, moral obligations of researchers, Quarraisha Abdool Karim,
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***************************************************************************
Age shall not wither them — because HIV really doesn’t kill
Posted by Henry Bauer on Wednesday, 4 February 2009
“Age shall not wither…” seems an attractive sentiment as we begin to notice signs of ageing. The
saying is variously employed to enlist, flatter, reassure:
“Age shall not wither them. . . . More men over 50 are taking up youthful challenges. We meet
the golden not-so-oldies who refuse to settle down with their pipe and slippers”
“Age shall not wither her . . . Some of the most exciting artists of our time are women over 60.”
“Age shall not wither them — The elderly are America’s most reliable voters; . . . America’s
older population already has considerable clout. . . . The old will play a main role in choosing the
next president, and future ones.”
“Age shall not wither them — Not Dead Yet: a Manifesto for Old Age . . . It is highly
encouraging that someone as authoritative as Rabbi Baroness Neuberger has written such a
militant book on age discrimination”
*******************
That age doesn’t mean loss of physiological capabilities is most remarkably illustrated by the
mortality among older “people living with AIDS” (PWAs): their death rate doesn’t increase
significantly with age.
I’ve mentioned that before, but almost as an afterthought and with numbers given for only a few
selected years [Table II, “Living with HIV; Dying from What?” , 10 December 2008]. Table 1
below has the numbers for all the years (1982-2004) for which the National Center for Health
Statistics has published figures for new diagnoses of “AIDS” and for deaths from “HIV disease”.
[The death rates were calculated as described in full detail in earlier posts: “HAART saves lives -- but doesn’t prolong them!?”, 17 September 2008; “Living with HIV; Dying from What?” , 10
December 2008.]
According to these data, “HIV” is not significantly more deadly for people beyond age 40, or 50,
or 60, than it is for people in their 30s:

Though these calculations are shown to two significant figures, no such accuracy is claimed, nor
is it necessary to make the single point that the variation of death rate with age is unlike that for
any other condition, or for all-cause mortality. That’s easier to see when the rates in each calendar
year are normalized around age 25 or 30:

By stark contrast, with all (other?) diseases and illnesses the risk of death increases rapidly,
indeed exponentially, with age (Table 3), reflecting the fact that the human organism copes less
and less effectively with diseases, illnesses, or health challenges in general, as it ages:

To forestall some foreseeable quibbles, I show data for eight years spanning more than half a
century. With almost no variation, there is something like a doubling of the death rate for every
decade of age, despite considerable changes in the ethnic composition and age structure of the US
population over that period. An exponential increase in mortality with age has long been taken for
granted by demographers (Gompertz or Gompertz-Makeham Law). That progression also fits
common knowledge and common sense. Although sound-bites and jokes vary somewhat over the
age at which humans are judged to be at peak physiological condition, it would be unusual to
suggest that it is later than the twenties or early thirties — think of performances in the most
physically demanding sports, for example.

But the death rate among PWA (Tables 1, 2) shows nothing like an exponential increase with age.
Within the reliability of the numbers and to a first approximation, the rate remains virtually
unchanged with age.
On closer examination and to a second approximation, during the 1980s there does seem to be an
increase in death rate with age. That trend peters out in later years and is gone by the late 1990s,
indeed in the most recent years the death rates even seem to be somewhat lower at the higher
ages. Although these second-order trends are at best weak, if they are real then they make sense.
Up to the mid-1980s, the criterion for “PWA” was actually manifest illness, a clinical diagnosis
of advanced illness within months, at most a couple of years, of death; “HIV-positive” became a
criterion only after the mid-1980s, since “HIV” was officially “discovered” only in April 1984.
With an overall mortality so high, above 50%, one could not expect an exponential increase with
age, so the observed changes are in reasonable accord with normal expectation. In later years,
however, and especially after 1993, the criterion for “PWA” was primarily an “HIV” test, and it
is during this period that there is no significant increase of mortality with age. Note too that in the
most recent years the mortality is so small — a few percent — that there’s no mathematical bar to
exponential increases with age.
If “HIV-positive” together with low CD4 counts — the criteria for classifying PWA — signified
a disease, then the mortality would increase with age in some manner approaching the
exponential rise seen with other illnesses and diseases. Since actual experience is anything but
that, those criteria for diagnosing “AIDS” are wrong. They don’t diagnose a fatal condition * (see
footnote).
I made the comparison with all-cause mortality because direct comparison with known infectious
and fatal diseases isn’t possible: only with “HIV/AIDS” are data available for numbers who were
infected and didn’t die as well as for deaths. Perhaps the closest comparison would be with
influenza, because so large a swath of the population is exposed to it that changes with age in the
death rate per total population are a reasonable approximation to changes in the death rate per
numbers infected, or at least would not be vastly different in terms of age distribution. As shown
in an earlier post, the death rate from flu illustrates the usual rapid increase with age:

The scale on the y axis is logarithmic, so the approximately linear increase of y with increasing x
represents an approximately exponential increase in death rate with age, just as with all-cause
mortality.
From a poster presentation, “Death and Aging in the Time of Influenza: United States, 19602002”
by Nobuko Mizoguchi, MPH/MPP Department of Demography, University of California at
Berkeley] http://www.popassoc.org/files/public/MizoguchiPoster.pdf
To repeat:
PWA do not experience a risk of death that increases with age
in the manner seen with flu or with all-cause mortality.
Therefore PWA were not selected according to any specific or general risk of death.
In other words, “HIV-positive” does not identify people suffering from a specific fatal illness.
This is yet another demonstration that “HIV” is not a pathogenic agent.
What explains this absence of any great variation of death rate with age? That the death rate
among PWA varies little with age is actually just another way of expressing the fact remarked on
earlier, that the age distributions for testing “HIV-positive”, and for being diagnosed with actual
“AIDS”, and for the population of PWAs, and for deaths from “HIV disease”, are virtually
superposable [“HIV, AIDS, and age: HIV/AIDS theory is wrong”, 23 January 2009, and other
posts cited therein]. That indicates some rather fundamental relationship tying together “HIVpositive”, PWA, and death from “HIV disease”. Thereby one possible way of resolving the
mortality conundrums is eliminated, namely, that those dying don’t belong to the same population
as those surviving because— for example — the latter benefited from antiretroviral drugs
whereas the former didn’t. [That last possibility is also eliminated by the fact that the median ages
of PWAs and of those dying changed over the years at exactly the same rate --- “Living with
HIV; Dying from What?” , 10 December 2008].

—————————————————–
* FOOTNOTE:
Caveat for “HIV-positive” people: Although in general “HIV” tests do not detect the presence of
a fatal pathogen, in some cases a positive “HIV” test does coincide with a serious illness, because
“HIV” tests are subject to innumerable cross-reactions. Unfortunately, individuals caught in the
“HIV-positive” circumstance are likely to be treated with antiretroviral agents, with their awful
“side”-effects, instead of according to what the specific condition of each individual might call
for in medical reality.
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***************************************************************************
Defending the established doctrine
Posted by Henry Bauer on Friday, 6 February 2009
It’s been said over and over again by insightful people, yet the popular conventional wisdom has
never incorporated the importance of listening to minority voices, dissident voices. Here’s how
John Locke put it, cited in that “Shakespeare” book I mentioned a little while ago:
New opinions are always suspected, and usually opposed, without any other reason but because
they are not already common.
My Bartlett places it in the dedicatory epistle of the Essay Concerning Human Understanding,
1690
On this theme of the inertia of orthodox opinion, in connection with science see the classic essays
by Bernard Barber [Resistance by scientists to scientific discovery, Science 134 (1961) 596–602]
and Gunther Stent [Prematurity and uniqueness in scientific discovery, Scientific American,
December 1972, pp. 84–93] and the edited discussions in Ernest Hook, Prematurity in scientific
discovery: on resistance and neglect (University of California Press, 2002). But don’t bother
asking the HIV/AIDS enthusiasts whether an overwhelming mainstream consensus could ever be
wrong — “of course all those papers published over 25 years have proved beyond doubt that HIV
cause AIDS”, you’ll be told. But, then, also don’t bother asking them exactly which of all those
publications contains the proof.
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