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INTRODUCTION. In 1984 the hypothesis was advanced in the US that a new virus was at the threshold of causing a world epidemic of
immunodeficiency, alias AIDS, in line with the classic germ theory of disease. This theory predicts that a new pathogenic virus or microbe causes
an exponentially spreading epidemic of new microbe-specific illnesses and deaths within weeks to months. The resulting bell-shaped
epidemiological curves of illnesses and deaths were first described for a plague in London in 1665. Many other bell-shaped epidemics have since
then been described, as for example the global Flu of 1918, shown in Figure 1. However, despite millions of HIV antibody-positive people
worldwide [1], no general epidemic of immunodeficiency was recorded [2, 3]. Recently, a study from Harvard University “estimated” that from
the year 2000 to 2005, 1.8 million South Africans were killed by HIV at a steady rate of 300,000 per year. These estimates were based on
information from the World Health Organization (WHO) [4]. The study also claimed that antiretroviral drugs (ARVs) could have prevented at least
330,000 of those 1.8 million estimated deaths based on “modeling” the South African epidemic. Since no general HIV-AIDS-epidemics had been
observed in any other continent, despite millions of HIV antibody-positives, and since steady losses of lives per year for 6 years are inconsistent
with the exponential increases and declines of new germ epidemics, we have investigated the evidence for the claim that HIV killed 1.8 million
South Africans at 300,000 per year from 2000 to 2005. In view of the inherent toxicities of anti-HIV drugs, we further asked whether the potential
benefits of these drugs, claimed by the Harvard study, do indeed outweigh their inherent toxicities.

Fig.2 RESULTS, Surprisingly, the WHO/UNAIDS does not list any numbers on “Reported HIV cases” and “Reported AIDS cases™ in their
Roported AIDS casos epidemiological “Fact Sheet” for South Africa for the period of 2000 to 2005. As shown in Figure 2, the respective statistics from 1996

B K| [o5] [mnlwear] until 2007 are two empty boxes. In an effort to find independent evidence for the claims reported in [4], we investigated the AIDS
e mortality statistics of South Africa for evidence of steady losses of 300,000 lives per year for a total of 1.8 million between 2000 and 2005.
jeen Unexpectedly, we found that Statistics South Africa attributed an average of only 10,000 deaths to HIV per year between 2000 and 2005
som (Table 1), i.e. 30-times less than claimed in [4]. And even this relatively low number may be an over-estimate, because all “HIV-diseases™
Reported HIV cases are part of an AIDSyndrome [5], which includes the most common South African diseases and causes of death, namely “tuberculosis,
poioA bbbt i pneumonias and intestinal infections™ listed as “HIV-diseases™ by Statistics South Aftica [6].

<3655 [voms | 1657 1958 | vono | 200 | oo [ 2002 | 200 | zoon [z008 [o0s [zo07 T ] | hus common African diseases may have been erroneously attributed to HIV, because they coincided with a positive test for antibodies
=y against HIV. It follows that Statistics South Africa does not support the estimates of 1.8 million “HIV deaths” claimed by Chigwedere et
= al., and that even the low numbers reported by South Africa may be an overestimate. We conclude that there is no verifiable evidence that
Eeae a putative HIV-epidemic killed 300,000 South Africans per year between 2000 and 2005. Consistent with these data, the population of
el easerceshcmecoty South Africa increased by 3 million from 2000 to 2005, based on concordant statistics from South

Africa and the US Census Bureau. As shown in Table 1 and Figure 3, this gain extended a steady
growth trajectory of South Africa from 29 million in 1980 to 47.5 million in 2005, which then continued at the same steady rate [6, 7, 8]. The change of the
growth trajectory predicted by the losses of 300,000 per year for 6 years is shown as a hypothetical branch of the observed monotonic growth curve in Figure " g WM ® sirgean©

Tab. 1. Population statistics of South Africa

3A. But, the growth curve did not show any evidence for such new, steady losses of 300,000 lives per year from 2000 and 2005. B+ o300

In sum, neither the WHO, nor the mortality statistics of South Africa, nor the population statistics of South Africa provide verifiable evidence for a putative ioms 3200

HIV-epidemic that killed 300,000 South Africans per year between 2000 and 2005. The predicted epidemiological pattern associated with a new killing virus 1o e300

never showed up in South Africa between 2000 and 2005, In an effort to raise our investigation above variations among population statistics and AIDS 107 3ee0

epidemics of different African countries, we asked next whether the population of Sub-Saharan Africa as a whole was increasing or decreasing - in the face of 135 Saoo

the widespread prevalence of antibodies against HIV [1, 9, 10, 11, 12, 13]. Again we found in the statistics of the World Bank that the population of 1 35w &4
Sub-Saharan Africa as a whole had doubled during the HIV-AIDS era, from 400 million in 1980 to 800 million in 2007 [14]. We conclude that the predicted 995 o800 ]
epidemiological patterns associated with a widespread new killing virus never showed up in Africa. It would appear then that HIV is a non-pathogenic 105 bl 0%
passenger virus. The hypothesis that HIV is a passenger thus predicts that its spread and prevalence do not coincide with mortality. To test this prediction we B Bhw e -
investigated the effect of the spread and prevalence of HIV on the population growth curve of South Africa. For this purpose we plotted the HIV-antibody 106 by e 100
prevalence of the South African population reported by the National Department of Health South Aftica since 1990 [15] on the same Figure 3 that shows the Joi e B W
population growth curve (Figure 3 A and B). The new Figure 3B shows that anti-HIV antibodies were first detected in 1990 in 0.7% of the population. This 2003 e B :
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percentage then increased slowly (not exponentially!) over about 10 years until 2000, when it leveled off between 25 and 30%. By comparing panels A and B 2005 47500 0z 145
(Figure 3) it can be seen that the steady growth trajectory of the African population since 1980 is unaffected by the rise of the HIV-prevalence from 0.7 10 30% 3000 agaoo ]
between 1990 and 2000 and the steady prevalence of HIV since then. The independence of the growth trajectory of the South African population of HIV/ TET Sk 0 At U s B 25, 95, 291
prevalence thus confirms our hypothesis that HIV is a passenger virus. 1 St St adn ok )

Since the rise of the HIV-antibody prevalence from 0.7% in 1990 to about 30% in 2000 is much too slow for the natural, exponential spread of a new
virus (see Figure 1), we propose that HIV has been long-established passenger in South Africa. Recent evidence estimating that HIV has been in humans
since at least the early 1900s corroborates the hypothesis that HIV is a long-established endemic retrovirus [16]. Unexpectedly, data from the CDC and
WHO support the view that HIV is a passenger: these organizations postulate that HIV causes 27 previously known diseases, if antibody against HIV is
- also present [1, 5]. Since all of these diseases were known prior to the presumed recent origin of HIV [17] and continue to occur in the absence of HIV
[18, 19, 20], the logical conclusion is that HIV is not necessary for any one of these diseases. The CDC and WHO also report millions of AIDS-free, HIV
antibody-positives in the US, Europe, Asia and particularly in Africa [21, 1, 22]. Although even highly pathogenic viruses are not pathogenic in all

Fig. 3
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. P infections, they always cause disease without delay, if they do. In contrast HIV is said to cause AIDS only after exceedingly long latencies of 5-10 years
[1,23,24], although HIV induces anti-viral immunity within weeks after infection [25, 26]. Thus HIV is sufficient to replicate, but inherently insufficient
- to cause AIDS - the hallmark of a passenger virus. Moreover the US Army reported recently that HIV-positive soldiers [27], without abnormal AIDS risks
and without anti-HIV treatments (see next), developed no AIDS for up to 25 HIV-antibody-positive years [28]. Thus the CDC, the WHO and the US
A ™ 5 1 5 % 1 1 Army provide evidence that HIV is not necessary or sufficient for AIDS, which supports our demographic evidence that it behaves like a passenger virus.
. CONCLUSIONS. Our meta-analysis of African AIDS revealed unexpected discrepancies between the reported epidemics of AIDS and of HIV. The

., predicted epidemiological pattern of mortality associated with the putative new AIDS virus never showed [29] up in South Africa or anywhere else in

Africa between 2000 and 2005. On the contrary, the African population doubled during the HIV-AIDS era, despite high prevalence of HIV. Our

!' o analyses have thus resolved the paradox that HIV would cause a general AIDS epidemic in Africa, but not in the rest of the world. It seems that HIV by

itself is not causing AIDS. This would also explain the tight association of AIDS with non-viral risks such recreational and anti-viral drugs [30].

In view of this and the inherent toxicities of anti-HIV drugs reviewed by us here, we propose a re-evaluation of the HIV-AIDS hypothesis. Until there is
¢ new, verifiable evidence that HIV is fatally pathogenic, we surmise that South Africa’s ““failure to accept the use of available ARVs [anti-HIV drugs]”

= ol e o i < [31, 32] has probably saved rather than cost South African lives. We do not rule out, however, that anti-HIV drugs, owing to their inherent cytotoxic and

R anti-cancer effects, can have beneficial effects against “opportunistic” diseases and cancers, if prescribed for limited periods of time [30, 33].

ACKNOWLEDGMENTS. We thank professors Ignacio Chapela (UC Berkeley), Bruce Charlton (Newecastle University, UK) and Eileen Gambrill (UC Berkeley) for critical and constructive reviews of this manuscript, Further we are
indebted to Vidya Nanjundiah (Bangalore, India), Sigrid Duesberg and Bob Leppo (philanthropist, San Francisco) for helpful comments and questions. We are grateful to Colonel Frank Anders, Lieutenant Colonel Clinton Murray and
Major Jason Okulicz for critical and for prelimi results on “HIV-Elite Controllers™ (HIV-positives) from the US Military. In addition we gratefully acknowledge the Abraham J. and Phyllis Katz
Foundation (Newnan, GA), an anonymous donor from Connecticut, again Robert Leppo, Peter Rozsa (philanthropist, Los Angeles) and other private sources for support.

Rnmoxon [18] Ducsbere PI
{191 pamer
[20] Duesber

rening e AIDS Vi Wahiegton: Regney P

R, Thomas J ., For the

e Sk, St
Science

opoeal. Science 1995267945 [21] Centes e Contol, 2005
3] Dussbers P, o N Rail ) Pl . B L V- AIDS porbiss out o tach with Soul 25 - Avew persptive. Med [ ¢ 201 1Y,
Hypotheses,onie 2009, “withéraw b e Repon 200719163
[ wmmwm Vand AIDS: andresponse Uganda. 2008 (23 PV, e LG, i, e an s 1 04l o 25yl i o 20002515255
{5} Cersers for Disesse Copr o foc kY L [34] Wei R I 1L Duslag HIVand AIDS Ko 10 4
and s \M-Mw-“«k\v Rep 1992.41 (No RRIT)-19. N 5] ik S S i, Pk WO e S, Rees I e P, s i St G g s i v U
16l South Afica, 200 by vt b g IV icton, e 1915
7 S oo At S e 03 i S i i (e BTSN R ivpe 1 nkcion
S Comans B E Us.© f Conumerce 2008 N g 0
in Usanda-clinical and scial feamres N Engl I Mod 1990,323353:0 27 R wwu B, Garnc RP. MM, i DL, McNef JG. HIV-1 skomverin n Uricd s Ary v dy pesonnc o
Ko A Nati ) W 1] e Kayoo I Toycar V. s ey n 1999 A 2001.15, s
Lt 199434 () m-m Marcon ¥ Dol . Clumceristis of e Conrels Vi Conlis, s Long e Nomprogrsns i e U Ml 1Y 4
(1) G . Mo . o I P b ARDS A anpidroogcprdign. Scine 1086 2495563 s‘.m.m.m Pashogencas Banf Albeia, Conads, 2008
1) o Vil St g oIV e e P, S 972011603 w b prapes propes. s Newis b, )
seneal *
i 5T DS 2007109746 KochaleinC, Rasnick D e DS spide

1 \»\w\dsun\wulpPm\amorsmsmm\w¢ ws ; m‘.,mwmmmemm.
e
e o Y b AT S 81 3 S R

Frmb\lxu \H%\mm\rwnd New York Times. New York, 1984 pp. €1, €3
E, Baril Nat Rev




