BACK
The Perth Group
November 2016
A commentary on immune deficiency and AIDS
The immune system
Broadly the immune system consists of several types of white blood cells (“immune system”
cells) including the T4 and T8 subsets and antibodies and other soluble substances that
circulate in blood and lymph. Immune system cells are also constituents of the lymph nodes
and spleen and the collections of lymphoid tissue found in the walls of the gastrointestinal
tract (gut-associated lymphoid tissue, GALT).
The HIV theory
It was accepted that no single infectious agent could directly cause the heterogeneous
collection of diseases (AIDS “indicator” diseases) that constitute the clinical AID syndrome.
The only credible way to link HIV to the indicator diseases, none of which were new,
required an intermediary. The intermediary became the “cellular immunodeficiency”
(acquired immune deficiency, the ‘AID’ in AIDS) that had been documented in the earliest
AIDS literature1, 2. The cellular immunodeficiency theory of AIDS was facilitated by the
prevalent belief that many different pathologies result from a “defective” or “deficient”
immune system. In the case of AIDS the “defect” was specifically designated a low T4
lymphocyte count in peripheral blood. T4 lymphocytes are also called CD4, CD4+ and
helper T-cells.
In his 2015 book Knowledge Wars the Nobel laureate immunologist Peter Doherty explains
the HIV theory of AIDS as follows: “The basic problem is that HIV preferentially (though not
exclusively) infects a class of white blood cell called the CD4+, or helper, T-lymphocyte that
mediates both the direct control of many other infections and promotes the optimal
functioning of the whole immune system. Once all the CD4+ T-cells are gone, our capacity
to mount a protective immune response against a novel invading pathogen erodes as night
follows day. In effect, though HIV does not kill us directly, it destroys the immune system so
that bacteria like M. tuberculosis (the cause of TB), generally innocuous fungi and protozoa
like P. carinii and Cryptosporidium, and viruses like HHV8 [human herpesvirus-8] and
Epstein-Barr virus (EBV), a related herpes virus that can cause lymphomas, are released
from control to cause progressive body wasting and eventual death”.3 In Harrison’s
Textbook of Internal Medicine Anthony Fauci, Director of the National Institute of Allergy and
Infectious Diseases, expresses the HIV theory as: “The hallmark of HIV disease is a
profound immunodeficiency resulting primarily from a progressive quantitative and qualitative
deficiency of the subset of T lymphocytes referred to as helper T cells occurring in a setting
of polyclonal immune activation”.4 (Under this guise HIV is responsible for both immune
activation (stimulation) and deficiency in AIDS patients).
The HIV theory was problematic even as the first cases were reported. Not all homosexual
men with AIDS had cellular immunodeficiency. For example, in 1985 physicians at the St
Vincent’s Hospital and Medical Center New York City documented men with or dying from
AIDS (Pneumocystis carinii pneumonia, PCP) who had normal numbers of T4 lymphocytes
(17%) and “the degree of suppression did not influence mortality”.5, 6 Donald Hoover and his
colleagues had reported the opposite: “Significant numbers of individuals remain free of
illnesses and AIDS symptoms > or = 3 years after CD4+ cell counts drop below 200 x
10(6)/l. This occurs even in the absence of treatment”,7 that is, the “CD4 cell count is a weak
surrogate endpoint”.8 As recently as 2013 Weber et al reported CD4 lymphocyte counts at
the time of death in 459 HIV-infected patients 18 years and over enrolled in the Swiss Cohort
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Study. The median duration of HIV infection was 13.5 years and 20% of all deaths occurred
with T4 cell counts >= 500 cells/uL.9 Among the latter at least 8% were due to AIDS
(another 8% were “Unknown”). These facts are unheeded and to this day the HIV theory is
propagated as HIV infection  destruction of T4 cells (AID)  one or more “indicator”
diseases  the clinical Syndrome = AIDS.10 And the greater the quantity of HIV the
greater the immune suppression and the shorter the time between infection and the onset of
the AIDS indicator diseases. Nonetheless, even ignoring the “weak surrogate endpoint”
does not leave the HIV theory problem free.
Immune deficiency
“Immune deficiency” has virtually become a disease in its own right11 spawning a novel
pharmacopoeia with a remarkable array of products to “boost” or “support” the immune
system, even for healthy children as young as two years. As a result the term has acquired
a variety of meanings – from a lay nondescript panacea for many and various ills to a
specific measurement, for example, a low T4 lymphocyte count. Apart from these vagaries
there is the problem of the chicken and the egg: Immune deficiency leads to infections and
infections are claimed to cause immune deficiency. For instance measles virus “infects CD4
lymphocytes”12 and measles is known to “cause significant immune suppression”. Hence
does HIV lead to immune deficiency or immune deficiency lead to HIV?13, 14 If there is a
retrovirus HIV, is it merely another opportunistic infection like Pneumocystis carinii and M.
tuberculosis that infects individuals with pre-existing “immune deficiency”?15, 16 The Oxford
Handbook of Clinical Immunology and Allergy lists dozens of causes of immune deficiency:
“CD4 T cell numbers will be reduced…in most acute viral infections and in seriously ill
patients in the ITU [intensive therapy unit] setting.17 In the intensive care unit “Acute illness
alone, in the absence of HIV infection, can be associated with profound decreases of Tlymphocyte populations”.18 According to Reinhold Schmidt, Clinic for Immunology and
Rheumatology at Hanover Medical School, “The most common causes [of immune
deficiency] worldwide include malnutrition, poor sanitary conditions and human immune
deficiency virus (HIV) infection”.19 In other words, a low T4 lymphocyte count is not HIVspecific.10, 20 Malnutrition, poor sanitary conditions and AIDS diseases are long prevalent in
sub-Saharan Africa and associated with poverty, especially extreme poverty. According the
World Health Organisation extreme poverty is “The world’s biggest killer and the greatest
cause of ill-health and suffering across the globe”.21 Hence why does one need a retrovirus
to explain AIDS in Africa?22-24 The principle AIDS-defining disease in Africa is tuberculosis
(TB) and “In TB as well as in lepromatous leprosy, an immunosuppressive state will frequently
develop in the host. This state is characterised by T lymphopenia [decreased T cell count] with
a decreased number of T helper cells [T4] and an inverted T-helper/T-suppressor cell [T8]
ratio...immunosuppression induced by the infection with M. tuberculosis can persist for life,
even when TB is not progressive”.25
Counting T4 cells and what it means
The number of T4 lymphocytes in blood is measured using antibodies which bind to a
protein, the CD4 protein, situated on the cell surface. The antibodies are tagged with a
fluorescent compound such as fluorescein or rhodamine and the cells counted in a machine
that passes them one at a time through a laser beam. By 1980 the routine measurement of
T-cell subsets was being introduced into hospital laboratories which explains how physicians
were able to detect “cellular immunodeficiency” in the first AIDS cases.
The utility of counting T4 cells is premised on their having a particular, well defined function26
and their measurements being clinically useful.10, 27 In a paper which began “This article is a
diatribe against the measurement of T-cell subsets in human diseases”, James Goodwin at
the University of New Mexico School of Medicine wrote: “It’s starting again. I had gone for 14
months without seeing an article reporting on T and B levels in one disease or another. The
T- and B-cell measurers – having run through the sick, the elderly, the young, the pregnant,
the bereaved – had finally run out of diseases. Each condition was the subject of many
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reports; so that now, to give but one example, we can conclude with some assurance that Tcell numbers are up, down, or unchanged in old folks. And now it’s starting all over again,
this time with T-cell subsets [T4, T8 and others]…Measurement of T and B cells and their
subsets in disease has no clinical meaning…There is a feeling about that T- and B-cell
numbers mean something an immunologic equivalent of an SGOT level or creatinine
clearance [biochemical tests of liver and renal function respectively]…Non-immunologists
have naturally assumed that any subject occupying so much journal space must be relevant
in some way – a logical but incorrect assumption”.26, 27 Since then (1981/83) others including
researchers from the University of Stockholm have confirmed these claims arguing that T8
(suppressor) cells do not exist28 and suggesting that the “CD4 count at AIDS diagnosis could
be an insensitive indicator of association with immune deficiency”.29 So on the one hand, in
1988 Göran Möller, the foremost Scandinavian pioneer in immunology argues that T8 cells
do not exist while on the other hand, in 2015 Fauci listed eleven “Major characteristics of the
CD8+ cell, noncytotoxic anti-HIV response”.30 According to immunologist Victor Appay “In
recent years, a subpopulation of CD4 T [“helper”] cells has also been shown to have
suppressive properties”.31
Nonetheless, a low T4 cell count as determined by antibody binding remains the defining
measurement of the immune “defect” in AIDS and is claimed to be the result of HIV-induced
destruction of the T4 cells (“cytopathic effect”). Under this guise the role of HIV is perceived
as limiting the number of T4 cells available to play a presumptive role in the maintenance of
a “healthy immune system”. This is how HIV experts, infectious disease physicians, public
health officials, numerous websites, NGOs and bloggers promote the belief in the existence
of an immune system destroying retrovirus. Guidelines recommending lifelong monitoring of
T4 cells result in patients living in constant fear of their next count. Counting continues even
at the death bed despite physicians knowing that “Once the CD4 T-cell count falls below
0.05×109/L [50 cells/ml], further monitoring is of little clinical value (except psychologically to
patients, who view cessation of monitoring as doctors giving up”17). Yet there is no evidence
that T4 cells are killed by “HIV” or by anything else.10
The failure of an antibody to bind to a T4 cell does not prove the cell is missing or dead. In
fact in 1985 Montagnier himself acknowledged that antibody binding to T cells is sensitive to
their physiological state – “this phenomenon [antibody binding to T4 lymphocytes] could not
be related to the cytopathic effect” of HIV but is “probably due to either modulation
[modification, alteration] of T4 molecules at the cell membrane or steric hindrance of
antibody-binding sites”32 (steric hindrance “occurs when the large size of groups within a
molecule prevents chemical reactions that are observed in related molecules with smaller
groups” [Wikipedia]). That is, the T4 cells are present but the counting machine is blind to
those to which the antibody cannot bind.
Failure to bind is not limited to modulation or steric hindrance. T4 cells can change their
phenotype from one subset to another, for example, to a T8 or T10 lymphocyte.26 As far
back as 1982 it was shown that T4 cells become T8 cells following a 24 hour incubation with
chemicals such as impromidine and adenosine.33 (Adenosine is a physiological substance
as well as a drug frequently used in emergency medicine to treat cardiac arrhythmias).
From the beginning it was known that in AIDS patients a decrease in T4 lymphocytes is
accompanied by an increase in T8 lymphocytes with their total number remaining constant,
that is, normal.34, 35 This means that T-cell markers are fluid, modulated by factors in their
environment which include the physiological milieu of AIDS patients and those at risk of
developing AIDS.36-39
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Changing the theory
Within 16 months of publishing his discovery of HIV, Montagnier asserted “This syndrome
[AIDS] occurs in a minority of [HIV] infected persons, who generally have in common a past
of antigenic [immune] stimulation [microbial infections, drug use] and of immune depression
before LAV [HIV] infection”40 (emphasis added). In other words Montagnier reversed cause
and effect and in doing so relegated HIV a secondary event in AIDS.
In 1984 Robert Gallo and his colleagues in the USA published four papers in Science where
they concluded “These results and those reported elsewhere in this issue suggest that
HTLV-III [HIV] may be the primary cause of AIDS”.41 Nonetheless, by 1986 Gallo claimed
the same papers were “clearcut evidence” that HIV is the cause of AIDS.42 These
statements were made despite none of Gallo’s four Science papers containing the data
required to prove the HIV theory of AIDS. (See Kary Mullis’ account of his search for a
paper that proves the HIV theory43). It was not until 1986 that Gallo published experimental
data addressing the effects of HIV on T4 cells in culture but his results do not prove HIV
destroys the T4 cells. What Gallo showed was that the addition of the material he
designated “HIV”, accompanied by the mitogen phytohaemagglutinin, obligatory to produce
“HIV” in cell cultures, decreases the number of lymphocytes binding to the anti-CD4
fluorescent antibody.44 This is not proof of cell destruction (see above) and even if it were,
Gallo reported the same effect when the same mitogen was added to cultures in the
absence of “HIV”. The obvious experiment, the only experiment that mattered, testing HIV
on its own without mitogens, Gallo did not report. Again in 1986 both Gallo and Montagnier
published evidence showing that “viral particles, antigenic expression [the appearance of
“HIV” proteins in cultures] and the cytopathic effect” cannot be detected in the absence of
immune stimulation44, 45 [mitogens added to the cultures]. But if immune stimulation is
required to produce HIV then HIV cannot be the cause of the immune stimulation.46
Nonetheless, the theory is first there is infection, then AID as HIV kills the T4 cells, followed
by a varying interval after which AIDS appears, with a direct relationship between the
amount of HIV, the rate of immune system (T4 cell) decline and the time it takes for AIDS to
develop.47 As perennially illustrated in this ersatz graph.

Whether one considers the “Primary infection” or the “Clinical latency” period, the graph
advances an inverse relationship between the amount of virus (label of RHS ordinate) and
the number of T4 cells (LHS ordinate). However in 2006 Benigno Rodriguez and fourteen
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other experts from highly credentialed institutions in the USA, including the Universities of
Harvard and California, published data from which they concluded that the “Presenting HIV
RNA level predicts the rate of CD4 [T4] decline only minimally in untreated persons…only a
small proportion of CD4 cell loss variability (4%-6%) could be explained by presenting
plasma HIV RNA level…other factors, as yet undefined, likely drive CD4 cell losses in HIV
infection. These findings have implications for treatment decisions in HIV infection and for
understanding the pathogenesis of progressive immune deficiency”.48 The HIV expert H.
Clifford-Lane, Chief of the Laboratory of Immunoregulation, Clinical and Molecular
Retrovirology Section of the US National Institutes for Health, published a commentary on
the Rodriguez paper entitled “Explaining, Predicting, and Treating HIV-Associated CD4 Cell
Loss. After 25 Years Still a Puzzle”.49 It read “The provocative main finding from their study
was that the presenting plasma HIV RNA load predicted no more than 10% of the observed
CD4 cell loss in patients with chronic untreated HIV infection. What factor(s) explain the
other 90%? 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
findings presented by Rodriguez et al provide support to those who favor nonvirological
mechanisms as the predominant cause of CD4 cell loss” (emphasis added). That is, the
HIV experts accept that virtually none of the T4 cell decline is caused by HIV. According to
Rodriguez and his associates the “Other factors” are immune activation (stimulation).48
Given the preeminent scientists conceding such a minimalist role for HIV in the “essential
event of HIV disease”, nothing less than the fundamental axiom of the HIV theory, it is
astonishing that the “support to those who favour nonvirological mechanisms as the
predominant cause for CD4 cell loss” evaporated as rapidly as the ink dried. The mere
suggestion that “HIV, the virus that causes AIDS” is “minimally” involved in the T4 cell
destruction claimed to link HIV to 29 deadly diseases should have opened a Pandora’s box
and led to a major rethink of the HIV dogma. This was not to be.50 Within a few weeks of
publication Rodriguez and his colleague Michael Lederman at Case Western Reserve
University posted an article at AIDSTruth.org explaining why their paper did not prove what
they, their peer-reviewers and editorial commentators said their paper did prove.51 A year
after the Rodriguez et al paper three papers appeared in the Journal of Immunology with
evidence equally problematic for the HIV theory.52-54 These data led to the conclusion that
“CD4 depletion by itself does not necessarily result in progression to AIDS”.55, 56
One must not forget that originally the destruction of T4 cells was proposed as the link
between HIV and the appearance of PCP and KS in a restricted cohort of homosexual men.
But after a quarter of a century the theory has been revised to such an extent that the
original is difficult to recognise. In 2003 Mette Hazenberg and her colleagues published a
study of 102 homosexual men enrolled in the Amsterdam Cohort Studies. Noting that
“elevated immune activation is related to the outcome of HIV-1 infection” they “postulated
that persistent hyperactivation of the immune system may cause depletion of CD4 T cells
because it leads to erosion of the naive T cell pool” and that this may act even before HIV
infection. To test this hypothesis they measured preseroconversion (pre-HIV infection) T4
cell numbers and activation in patients whose T4 cell counts were <500 per ml (500 per ml is
the lower limit of normal). They found that the median time to AIDS for these patients was
7.6 years compared with more than 14.0 years for patients who had > 500 cells/ml before
seroconversion. They concluded “This study demonstrated for the first time that low
preseroconversion numbers of CD4 T [T4] cells and increased levels of immune activation
[stimulation] were associated with an increased risk to develop AIDS after
seroconversion…our data show that chronic immune activation and the size of the CD4 T
cell pool are critical factors in HIV-1 pathogenesis, even when measured before
seroconversion. These data support the hypothesis that persistent hyperactivation of the
immune system may lead to erosion of the naïve T cell pool and CD4 T cell depletion”57
(emphasis added).
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This is not surprising. From the beginning both Gallo and Montagnier knew that the
obligatory in vitro stimulation required to detect the phenomena interpreted as HIV is also
present in vivo. This physiological state36, 39, 58, 59 is present in AIDS patients and those at
risk because such individuals are exposed to many immune stimulating agents4 before HIV
infection and may have low T4 cells in the absence of HIV infection.57, 60-66 As long ago as
1986 Gallo himself documented a list of immune stimulating factors in homosexual men.
“Our results also suggest that multiple rounds of antigenic [immune] stimulation in vivo, as a
result of infection with various microorganisms or exposure to allogeneic cells such as
semen or blood, may promote HTLV-III [HIV] expression, T4 cell death, further spread of the
virus, and ultimately an immunodeficiency syndrome”.44 Montagnier was obviously aware of
these difficulties because in 1984 he wrote “Definite evidence [that HIV is the cause of AIDS]
will require an animal model in which such viruses [HIV] could induce a disease similar to
AIDS”.67 When it comes to Africa the HIV experts accept that immunodeficiencies have long
been endemic in that continent.22-24 In other words, all along the HIV experts have known
that for T4 cell decrease in patients with AIDS, HIV is neither necessary nor sufficient. It is
immune stimulation not immune suppression that has “predictive value for HIV-1 disease
progression”, that is, the development of the AIDS indicator diseases. The change in the
HIV theory from “immune deficiency” to “immune stimulation” is not well known.
Again in regard to Africa, in the same year the Hazenberg study was published, several
HIV/AIDS dissidents organised a meeting “Sida en Afrique - Quelles priorités pour l’aide
sanitaire?” The meeting was held at the European Parliament and Montagnier was one of
the speakers.68 Montagnier stated: “Finally, one of the main problems still not totally
resolved in the pathogenesis of AIDS, is the explanation for the massive killing of the T4
lymphocytes”. According to him the T4 lymphocytes die by a physiological process known
as apoptosis69, 70 (also known as programmed cell suicide71) and the cause of the apoptosis
is oxidation (see Montagnier’s Fig. 5).

“These anomalies do not disappear completely after antiretroviral treatment, suggesting they
merit correction by taking the appropriate antioxidants. Preliminary studies indicate that
oxidative stress is higher in African patients and exists even among uninfected individuals,
as a result of malnutrition” (our translation).
If:
(a) T4 decrease is the cause of the AIDS diseases;
(b) the decrease is due to cellular oxidation;
(c) oxidation in Africa is due to malnutrition;
it follows that HIV cannot be the cause of AIDS in Africa. AIDS in Africa is due to cellular
oxidation which is the result of poverty and its many consequences including malnutrition.
As former President of South Africa Thabo Mbeki pointed out in March 2016, “The world’s
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biggest killer and the greatest cause of ill-health and suffering across the globe is listed
almost at the end of the International Classification of Diseases. It is given the code Z59.5 extreme poverty”.72 Hence Montagnier is reiterating our cellular oxidative theory of AIDS
published 15 years before the European Parliament meeting under the title “Reappraisal of
AIDS: Is the oxidation caused by the risk factors the primary cause?36-39 Indeed our 1988
paper is the first publication linking oxidation to AIDS, and questioning the evidence said to
prove the existence of HIV and proposes the oxidative theory of AIDS.73
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of AIDS. He was told he did not need one. Mullis catalogues his surprise: “I disagreed.
While it’s true that certain scientific discoveries or techniques are so well established that
their sources are no longer referenced in the contemporary literature, that didn’t seem to be
the case with the HIV/AIDS connection. It was totally remarkable to me that the individual
who had discovered the cause of a deadly and as-yet-uncured disease would not be
continually referenced in the scientific papers until that disease was cured and forgotten.
But, as I would soon learn, the name of that individual-who would surely be Nobel materialwas on the tip of no one’s tongue. Of course, this simple reference had to out there
somewhere. Otherwise, ten of thousands of public servants and esteemed scientists of
many callings, trying to solve the tragic deaths of a large number of homosexual and/or
intravenous (IV) drug using men between the ages of twenty-five and forty, would not have
allowed their research to settle into one narrow, channel of investigation. Everyone wouldn’t
fish in the same pond unless it was well established that all the other ponds were empty.
There had to be a published paper, or perhaps several of them, which taken together
indicated that HIV was the probable cause of AIDS, there just had to be”. Mullis then spent
the next two years conducting computer searches and asking scientists at the many
meetings he attended for that “simple reference”. The fact that no one could oblige
inexorably drew him to conclude “The entire campaign against a disease increasingly
regarded as the twentieth-century Black Death was based on a hypothesis whose origins no
one could recall. That defied both scientific and common sense”. However, after enduring
several years of uncertainty, Mullis hopes were raised by a visit from Professor Luc
Montagnier, who discovered HIV in 1983. Mullis again put the question and reports the reply:
“With a look of condescending puzzlement, Montagnier said, “Why don’t you quote the report
from the Centers for Disease Control?”
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I replied, “It doesn’t really address the issue of whether or not HIV is the probable cause of
AIDS, does it?”
“No”, he admitted, no doubt wondering when I would go away. He looked for support to the
little circle of people around him, but they were all awaiting a more definite response, like I
was.
“Why don’t you quote the work on SIV [Simian Immunodeficiency Virus]?”, the good doctor
offered.
“I read that too, Dr. Montagnier,” I responded. “What happened to those monkeys didn’t
remind me of AIDS. Besides, that paper was just published only a couple of months ago. I’m
looking for the original paper where somebody showed that HIV caused AIDS”.
This time, Dr. Montagnier’s response was to walk quickly away to greet an acquaintance
across the room”.
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Addendum
Data from Rodriguez et al “Predictive value of plasma HIV RNA level on rate of CD4 T-cell
1
decline in untreated HIV infection”.
“Main Outcome Measures The extent to which presenting plasma HIV RNA level could
explain the rate of model-derived yearly CD4 cell loss, as estimated by the coefficient of
determination (R2)”.
Figure 3. Use of Multiple Measurements of HIV RNA Improves the Predictive Ability of HIV RNA
Level on CD4 Cell Decline Rate Only Minimally

Scatterplot of estimated CD4 cell count change per year against presenting HIV RNA level (1 measurement per patient).
The fit line and R2 are derived from linear regression. Although the coefficient of determination increases slightly, even using
the maximum number of available measurements improves the predictive ability of plasma HIV RNA level only minimally.

Coefficient of determination

2

The coefficient of determination (“R squared”, R ) is a statistical technique used to calculate the error
2
predicting one variable by a second variable. R varies between 0 and 1 (0% and 100%) and the
2
higher the value the less the error. An R of 0 means the first variable cannot be predicted by the
second variable.
In the Rodriguez study annual changes in a T4 cell count were plotted against the first recorded
plasma HIV RNA count in order to determine how well the patient’s initial “viral load” predicted the
subsequent decline in cellular immunity. Their data are shown in Figure 3 in the form of a scatterplot.
2
The R result was 4% – contrary to what one would expect from the HIV theory of AIDS.
Comments
The vertical line shows for example that two individuals presenting with 4.5 log median plasma HIV
RNA can lose 250 T4 cells or gain 50 T4 cells per microliter respectively over the ensuing year.
Similar findings are observed at 1 log copy number (and lower). Overall the scatterplot shows there
are approximately 70 patients whose T4 cell count increased 5-125/µL over the ensuing year and this
occurred with initial copy numbers 0.5-5.0 log HIV RNAs.
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