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I am writing as the President of “Rethinking AIDS”, the leading organization for 
scientific inquiry of the current dogma that HIV is the sole cause of AIDS. The group 
was founded in the 1990s by a large group of critics of the rush to endorse HIV=AIDS 
dogma as fact. The board of this organization includes biologists, chemists, MDs, 
journalists and others who are knowledgeable in the field. Our membership includes 
many HIV-positive people, including haemophiliacs. For privacy reasons we cannot 
name our HIV-positive members.  

Rethinking AIDS is still dedicated to questioning every aspect of HIV/AIDS science, 
including whether there are co-factors or other causes, whether HIV antibody tests are 
susceptible to cross-reactions and whether they can detect infection, whether AIDS drugs 
extend life and reduce AIDS indicator diseases, and whether HIV can be transmitted 
sexually, via injection of blood products, via dirty needles etc. 

The Terms of Reference of the inquiry frequently mention “infected blood” and “infected 
blood products”. We will limit our comments to HIV (and not to Hepatitis C or other 
concerns) as this is our main area of concern. There is actually no HIV test that can detect 
HIV infection, specifically including antibody tests (ELISA, Western Blot, IFA etc) and 
viral load (based on PCR). HIV infection can only be detected by purifying particles from 
fresh blood of people who may be infected, verifying purification using an electron 
microscope, and then characterizing the RNA and proteins of the particles. Consequently, 
we will interpret, “infected blood” (and related terms) as “blood of people who had 
reactive antibody tests sufficient to satisfy an HIV testing algorithm”. 

In the 1980s several things happened that had a significant effect on haemophiliacs, and 
they are mostly related to “infected blood”. These include: 

• A	transition	from	medium	purity	Factor	VIII	to	high	purity	Factor	VIII.	
• Availability	of	antibody	tests	claimed	to	be	for	HIV	starting	in	1984.	
• Prescription	of	a	wide	variety	of	drugs,	including	steroids	and	antibiotics,	to	

HIV+	people,	prior	to	the	availability	of	specific	medications.	
• Prescription	of	AZT	(aka	Retrovir,	Azidothymidine)	to	HIV+	people	starting	

in	1987,	as	the	first	drug	approved	for	treating	HIV	infection	and	AIDS.	
• Expanding	the	definition	of	AIDS	in	1981,	1987	and	1993	in	the	US,	with	

consequent	modifications	in	other	countries,	such	as	the	UK.	



• Use	of	CD4	cell	counts	to	guide	the	initiation	of	AIDS	drugs.	

It is a serious over-simplification to assume that the only factor that created an additional 
burden of morbidity and mortality in haemophiliacs in the 1980s was HIV infection, 
particularly when no tests for HIV infection exist. 

Reactive Tests, Positive Diagnoses and Infection 

HIV was first diagnosed in 1984 by an antibody test, and this practice largely continues 
today, although antibody tests have become more sophisticated over time. Antibodies 
show past exposure to a virus, at best, not current infection. And over 100 reasons for 
false positive tests have been identified in the scientific literature [Johnson; 
FalsePositive]. 

The CDC has noted that, with the ELISA test, “false positive reactions have been 
reported in 19% of people with hemophilia” [CDC, 1998]. False positive tests in 
haemophiliacs in the 1980s were probably due to high levels of antibodies generated by 
exposure to impure Factor VIII, an issue we will discuss in more detail below. [Kreiss] 
noted in 1986 that, “HTLV-III [HIV]-seropositive hemophiliac subjects, on average, had 
been exposed to twice as much concentrate during the previous year as seronegative 
hemophiliac subjects.” This has been interpreted as increasing the risk of exposure to 
HIV, but it is also compatible with antibodies to foreign blood products being 
misinterpreted as HIV antibodies. [Ludlam] also found that “total annual factor VIII 
consumption” was positively correlated with the risk of HIV seroconversion. 

If some haemophiliacs were indeed falsely diagnosed as HIV positive, they would likely 
have been treated with AZT and other medical interventions that have significant side 
effects. Their illnesses would have falsely supported the prevalent notion that HIV was 
the cause of their illnesses and deaths. 

Factor VIII Purity and CD4 T Cell Declines 

According to experts from the Royal Free Hospital and School of Medicine, 
haemophiliacs were switched over to high purity Factor VIII from intermediate purity 
Factor VIII starting in 1989 (for those with low CD4 counts) and, in 1991, for the 
remainder [Phillips]. 

There is an extensive literature showing that intermediate purity Factor VIII was 
associated with a steady decline in CD4 counts, and that high purity Factor VIII largely 
stopped this decline. For example, [de Biasi] reported that, “In the group [of 10 
asymptomatic HIV-positive hemophiliacs] switched to the very high purity [Factor VIII] 
concentrate there was no significant change of the CD4 cell counts over the 96-week 
follow-up period, whereas in the group continued on the intermediate purity concentrate 
[also 10 asymptomatic HIV-positive hemophiliacs], a highly significant decline was 
detected”. Similar findings were made by [Goldsmith], [Hilgartner], [Schulman] and 
[Seremetis]. 

It is important to note that this finding of depressed CD4 counts with exposure to 
intermediate purity Factor VIII was found in HIV-negative haemophiliacs as well 
[Aledort]. Even in those haemophiliacs who seroconverted, the decline in CD4 counts 
sometimes occurred before the receipt of HIV-positive blood [Ludlam]: “Our finding in 
this study that T-helper-cell numbers and the helper/suppressor ratio did not change after 
infection supports our previous conclusion that the abnormal T-lymphocyte subsets are a 



result of the intravenous infusion of factor VIII concentrates per se, not HTLV-III 
infection.” 

[Tsoukas] found both HIV-positive haemophiliacs who were not immunodeficient, and 
immunodeficient haemophiliacs who were HIV-negative, indicating that serostatus and 
immunodeficiency are not tightly related. 

It is logical to assume that the lifetime quantity of impurities infused with Factor VIII 
would have an impact on the immune system, and this is supported by the observation 
that estimated lifetime quantity of Factor VIII [Kreiss; deShazo], severity of haemophilia 
[Evatt] and age [Goedert, 1989] were associated with lower CD4 counts, on average, and 
a greater risk of being HIV-positive.  

One of these impurities was known as Factor XIII and, according to [Ablin], “Factor VIII 
concentrates…[in the 1980s] were grossly contaminated by Factor XIII…[which is] a 
contributing factor to immunosuppression”. 

A decline in CD4 cell counts in an HIV-positive haemophiliac would likely be 
interpreted as the onset of AIDS by a doctor in the 1980s as there was no way to 
distinguish a decline caused by HIV from a decline caused by impure blood products and 
there is still no way to unambiguously distinguish true positive from false positive HIV 
antibody test results. A diagnosis of AIDS or a low CD4 count would almost certainly 
have resulted in the prescription of AZT starting in 1987. 

Haemophiliacs and AIDS 

It is widely assumed that the increasing morbidity and mortality of haemophiliacs in the 
1980s (after many years of improving health and a declining death rate) was due to 
AIDS, a consequence of HIV infection. 

However, there is evidence to challenge this assumption, including: 

• Pneumonia	was	a	common	cause	of	deaths	in	haemophiliacs	prior	to	the	
1980s,	according	to	[Aronson].	In	other	words,	the	pneumonia	being	
diagnosed	as	AIDS	after	HIV	testing	started	in	1984	might	not	have	been	
different	from	the	pneumonia	being	diagnosed	as	pneumonia	in	the	1970s.	

• Kaposi’s	Sarcoma	was	one	of	the	first	two	AIDS-defining	diseases	(along	with	
PCP)	but	was	rarely	found	in	haemophiliacs	[Blattner;	Jaffe;	Prins].	Nobody	
has	ever	explained	how	one	virus	can	be	capable	of	frequently	causing	this	
malady	in	male	homosexuals	but	rarely	capable	of	causing	it	in	
haemophiliacs.	

• The	probability	of	developing	AIDS	is	related	to	the	type	of	factor	being	
infused.	[Schinaia]	found	a	23.3%	risk	of	AIDS	over	8	years	in	recipients	of	
Factor	IX,	18.8%	for	severe	haemophiliacs	receiving	high	dosages	of	Factor	
VIII	and	10.9%	for	those	receiving	low	dosages.	

The dogmatic assumption that HIV causing AIDS was the only change affecting the 
health of haemophiliacs in the 1980s is clearly false and obscures the other factors that 
were either improving or worsening their health, even without HIV being present. 



AZT and Haemophiliac Mortality 

AZT (aka Retrovir, Azidothymidine) is a nucleoside analogue that was rushed through an 
approval process by the FDA in the United States in 1987 under extreme political 
pressure. Nucleoside analogues, such as AZT, interfere with DNA synthesis and thus 
have a wide variety of side effects, many of them due to the effect of the drug on 
mitochondrial DNA, which is less protected than nuclear DNA. 

AZT was only prescribed to HIV-positive people. Given the fear of AIDS, there was an 
almost 100% correlation between being HIV-positive in the late 1980s and receiving 
AZT. One of the most notorious classes of side effects of AZT is anemia, which is 
obviously particularly dangerous for haemophiliacs. There are too many papers to list, 
but an annotated list of citations is available at [AZTBlood]. 

It was noted that the dramatic increase in the death rate of haemophiliacs was almost 
entirely in those that were HIV-positive, and this is normally ascribed to their infection 
with HIV. However, after 1987, the majority of seropositives would be taking AZT, so it 
is necessary to try to separate out the two factors. 

Even GlaxoSmithKline, the manufacturer of AZT, agrees that the drug can cause 
symptoms of AIDS: “It was often difficult to distinguish adverse events possibly 
associated with administration of RETROVIR® (AZT™) from underlying signs of HIV 
disease or intercurrent illnesses” [Retrovir]. 

One way to distinguish the effect of HIV from AZT is to examine the statistics on 
mortality before 1987 (before AZT) and after. [Darby] showed that the mortality rate 
among severe haemophiliacs was quite low from 1978 to 1984 (including both positive 
and negative). However, in 1986, the death rate rose dramatically until it reached a 
shocking 13% of all severe, seropositve haemophiliacs in the UK in 1994 (13% mortality 
in one year), and only declined in 1996 (which is when AZT and other nucleoside 
analogues started to be used at lower dosages because of the introduction of combination 
therapy with protease inhibitors). The death rate in moderate or mild haemophiliacs was 
even lower from 1978 to 1984, but starting in 1988 rose dramatically and also reached an 
annual rate of about 13% of this group of seropositives by 1996, before similarly 
declining. 

[Goedert, 1994] found that, “Adjusted for baseline and age, subjects [haemophiliacs] who 
had started on zidovudine [AZT] had increased risks, especially for AIDS [4.46 times 
greater risk] and death [2.37 times]”. 

Without apparently realizing the significance, one haemophiliac is reported as recalling in 
2008 [AP, 2008] that, “From ‘87, all we [haemophiliacs and their families] saw was 
people dying,” said Alice [Mackie]”. ’87 being the year that AZT was introduced. In the 
book, “Positively False” [Shenton], Sue Threakall describes the rapid decline of her 
haemophiliac husband after starting AZT in 1989. Although HIV-positive, he was 
healthy, and had no AIDS indicator diseases, but was advised to take AZT, nonetheless. 
Like many haemophiliacs who took AZT he is no longer around to give testimony. 

An opposite type of evidence comes from seropositives who eschewed AZT and later, 
similar drugs, yet remained healthy. [Rosenberg] noted one haemophiliac among a group 
of healthy seropositive people, “Initial studies were performed in [a healthy] HIV-1–
infected hemophiliac with 18 years of documented seropositivity, a normal CD4+ T cell 



count, and a viral load of <400 RNA molecules per milliliter of plasma, who had never 
been treated with antiretroviral agents”. 

The well-known US virologist Jay Levy wrote, “A third category of infected individuals 
consists of the long-term survivors, also called long-term non-progressors, who have 
remained healthy with normal CD4+ cell numbers for at least 10 years…These 
asymptomatic people can also be found among infected hemophiliacs…The reason for 
this lack of progression in the absence of treatment has not been explained” [Levy, 1998]. 
Absence of treatment might actually be the explanation. 

This evidence makes it quite clear that while infusion of impure blood products was 
causing health problems in haemophiliacs, at about the same time that high purity blood 
products were being introduced to resolve this problem, a highly toxic drug was also 
being prescribed that, among those already HIV-positive, wiped out the gains. 
Haemophiliacs who resisted the fear of HIV and refused AZT appear to have remained 
alive, despite being seropositive. 

Transmission of HIV in Blood Products 

We are unaware of any evidence that infectious HIV has ever been found in any blood 
products for haemophilia. Studies claiming that different treatments of blood products 
reduced or eliminated the risk of HIV infection generally assumed that HIV was present 
in fresh blood, and that so-called HIV antibodies could only be generated by infection 
with HIV (as opposed to transitioning to blood products with dramatically lower amounts 
of immunogenic proteins, resulting in fewer false positive results). 

For example, one important study from 1989 [Schimpf] simply showed that there were no 
HIV seroconversions in haemophiliacs treated with Factor VIII concentrate that had been 
heated at 60° in an aqueous solution for 60 minutes. They did not show that HIV was 
present in the blood products before heating, and they did not have a comparable control 
group. 

Absent this evidence the concept of “infected blood”, upon which the mandate of the 
inquiry is founded, is meaningless. This is not to say that harm was not done to 
haemophiliacs, as discussed below.  

Responsibilities 

The mandate of the inquiry is to examine responsibility for the transfusion of HIV-
infected blood into haemophiliacs in the 1980s and 1990s, under the assumption that 
blood was infected, and the infection caused the illnesses and mortality that were seen. 

However, the belief in an unreliable antibody test for HIV led to a panic, that led directly 
to the approval and prescription of AZT. The blood of haemophiliacs was contaminated, 
but with impurities in “intermediate” purity Factor VIII and by AZT, not HIV. What 
persons and organizations were responsible for convincing the majority of the world that 
HIV existed and was a serious health threat? What persons and organizations were 
responsible for approving an unreliable antibody test (that, even if reliable, could not 
prove current infection)? What persons and organizations were responsible for approving 
and prescribing the ineffective and highly toxic drug AZT? 

We cannot comment on whether the transition from intermediate to high purity Factor 
VIII was as fast as reasonably possible, but this is certainly an area worth pursuing. 



Conclusions 

The infusion of contaminated blood products set off a chain of events that led to a 
holocaust of haemophiliacs. The contamination was not, however, a virus, but impurities 
that caused immune suppression, and diseases of immune suppression, such as 
pneumonia. This was easily confused with the new concept of AIDS, which occurred 
mostly among gay men and IV drug users, but who were immune suppressed for different 
reasons. 

Tragically, at about the time that the blood supply was being cleaned up by a transition to 
high purity Factor VIII, HIV-positive haemophiliacs were being prescribed the deadly 
drug AZT, which resulted in the decimation of those who accepted the prescription, with 
death rates of about 13% of all HIV-positive haemophiliacs in one year, regardless of the 
severity of their haemophilia. 

Specifically, related to the terms of reference of the inquiry (using the section numbers in 
the terms of reference): 

1. “infected	blood	products”	should	be	interpreted	to	include	“contaminated	
blood	products”	(i.e.	intermediate	purity	Factor	VIII	as	opposed	to	high	
purity	Factor	VIII)	and	should	also	be	expanded	to	include	the	prescription	of	
AZT.	

2. Same	changes.	
3. “Risk	of	other	diseases”	includes	exposures	to	excessive	amounts	of	foreign	

proteins	in	intermediate	purity	Factor	VIII,	and	the	side	effects	of	AZT	(which	
includes	the	symptoms	of	AIDS).	

4. “infection”	should	be	interpreted	as	“belief	in	infection”,	as	infection	with	HIV	
has	never	been	proven.	This	belief	led	to	the	approval	and	prescription	of	
AZT,	among	other	damaging	acts.	

5. “use	of	infected	blood	or	infected	blood	products”	should	be	interpreted	as	
“use	of	blood	or	blood	products	believed	to	be	infected	with	HIV,	without	
proof”.	Additionally,	the	reasons	why	the	stated	organizations	believed	that	
infections	were	the	cause	of	health	problems	should	be	examined.	

6. No	comment	
7. The	adequacy	of	information	provided	to	people	who	were	affected	(i.e.	all	

haemophiliacs	alive	at	that	time)	should	include	whether	they	were	informed	
about	the	dangers	of	intermediate	purity	Factor	VIII	and	AZT.	

8. The	treatment	of	haemophiliacs	included	continuing	to	use	intermediate	
purity	Factor	VIII	and	encouraging	the	use	of	AZT.	The	rationale	for	giving	
higher	purity	Factor	VIII	to	some,	but	not	others,	should	be	examined.	

9. We	feel	that	our	input	to	the	inquiry	has	been	discouraged,	and	this	is	part	of	
a	pattern	of	concealing	details	and	withholding	information	from	people	
affected	by	the	HIV=AIDS	dogma,	by	the	use	of	intermediate	purity	Factor	
VIII	and	by	the	prescribing	of	AZT	and	subsequent	drugs.	

Offer to Testify 

Rethinking	AIDS	is	willing	to	provide	a	more	detailed	submission	if	desired,	and	is	
willing	to	send	a	representative	to	a	hearing.	Please	contact	us	so	we	can	arrange	to	
be	present.	

 



 

 

 

David Crowe 
President 
Rethinking AIDS 
David.Crowe@rethinkingaids.com 
+1-403-289-6609 
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