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Preface

What do you do if ... university people, professors and
scientists ... haven't read ... won’t read? What do you do?

President Thabo Mbeki
Sunday Times, 6 February 2000

On 28 October 1999, after reading the manuscript of my book De-
bating AZT: Questions of safety and utility” and proceeding to re-
search the drug further himself, President Thabo Mbeki made an
extraordinary announcement in Parliament’s National Council of
Provinces:

There ... exists a large volume of scientific literature alleg-
ing that, among other things, the toxicity of this drug is
such that it is in fact a danger to health. These are matters
of great concern to the Government as it would be irre-
sponsible for us not to heed the dire warnings which
medical researchers have been making. I have therefore
asked the Minister of Health ... to go into all these matters
so that ... we ourselves, including our country’s medical
authorities, are certain of where the truth lies.

Since it was — still is — almost universally believed that AZT is a
safe and effective drug for preventing African mothers from in-
fecting their babies with HIV (the virus Western medical experts
say they get from loving their husbands and/or their boyfriends),
and the government had been under pressure to spend billions of
rands on buying it for this purpose, Mbeki’s statements triggered
a local and international furore. ‘The President has been gravely
misinformed,” claimed AZT manufacturer GlaxoWellcome (now
Glaxo-SmithKline), and everyone agreed.

" Published as Debating AZT: Mbeki and the AIDS drug controversy (Open
books, 2001), and online at www.tig.org.za.



Preface

Taking no account of key research papers reporting the serious
toxicity of AZT — especially for unborn and newly born children -
the Medicines Control Council (MCC) hammed the enquiry
Mbeki ordered and suggested that he’d raised a false alarm.

A few months later the call on the government to supply AZT
to pregnant women switched to nevirapine instead. Citing the re-
sults of HIVNET 012, a single, small-scale study conducted in
Uganda, AIDS doctors, activists and journalists claimed that a
single magic-bullet dose of nevirapine given to a woman in la-
bour and to her newborn baby could save the child from being
infected and killed by HIV. So why, they asked, was the govern-
ment dragging its heels by running a cautious pilot study to es-
tablish whether the drug was safe and effective, and not provid-
ing it to all HIV-positive mothers and babies in public hospital
maternity wards across the country?

Cheered on by all the media, the Treatment Action Campaign
took its demands to court in August 2001 and won an order in
December directing the government abandon its UN-AIDS ap-
proved pilot study and to supply the drug across the board with-
out further ado.

In early May 2002, on the eve of the government’s appeal to the
Constitutional Court against this order, the MCC revealed that it
was reviewing its special provisional registration of nevirapine as
a perinatal anti-HIV prophylactic in view of the fact that its
manufacturer Boehringer Ingelheim had a few weeks earlier
withdrawn its application to register the drug with the the US
Food and Drug Administration for this special indication, after
the emergence of what the FDA described as ‘potentially quite
serious problems’ with the conduct of the Ugandan HIVNET 012
nevirapine trial. Unfazed by this development, the learned jus-
tices of the Constitutional Court unanimously dismissed the gov-
ernment’s appeal in July — never mind that HIVNET 012 had been
the lynchpin of the entire case.

A year later, in July 2003, the MCC fell in with the FDA and re-
jected the corrupt HIVNET 012 trial too, putting Boehringer
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Ingelheim on terms to adduce other clinical trial evidence show-
ing nevirapine to be safe and effective, but allowing its continued
administration to women in labour and their babies in the mean-
while, without any evidence that it was.

The time was ripe for an information campaign to counter the
TAC’s propagandizing, politicking and shilling for the pharma-
ceutical industry in South Africa. In November 2002, at a conven-
tion meeting at a hotel in Johannesburg, I proposed the formation
of the Treatment Information Group, and I held a second meeting
in Cape Town a few months later, but my professional situation
in the law courts in the Eastern Cape at the time was a major
practical hindrance, and it was only when I relocated to Cape
Town in 2004 that I was really able to get going.

The period afforded Boehringer Ingelheim to justify the contin-
ued special registration of nevirapine for perinatal use had long
come and gone without any action or decision by the MCC, when
in June 2004, as chairman of the TIG, I asked it how it was getting
along with its review (the letter is included as Appendix 2 in The
trouble with nevirapine). The MCC’s stupefying response was to
issue a public statement on 12 July that it no longer supported the
use of nevirapine administered solo, but that it now recom-
mended that pregnant women henceforth be given AZT as well.

Not only was the MCC still countenancing the use of AZT in
pregnancy after botching the enquiry Mbeki had requested, it
was now actively recommending that it be given to pregnant
women in South Africa, mostly black, mostly poor, notwith-
standing the subsequent publication of many more research pa-
pers reporting the serious harm the drug causes unborn and
newly born children.

Here was the MCC ducking the problem that there existed no
good clinical trial data to support its continued registration of
nevirapine for perinatal use and avoiding the political heat in
store for it should it accordingly deregister the drug for this indi-
cation. Here was the MCC stepping way outside its statutory ju-
risdiction to licence pharmaceutical drugs, and proferring a spe-
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cific treatment recommendation in vaunting a particular combi-
nation of them.

Noting the MCC’s ‘pronouncement ... on problems of resis-
tance in the usage of nevirapine as a monotherapy in preventing
mother-to-child transmission of HIV’ — as if ‘resistance’” was the
real issue — the Cabinet issued a statement on 21 July, recording
that

The Department of Health is reviewing the information in
order to make a recommendation to Cabinet on the future
course of action, taking into account information demon-
strating that combined antiretroviral therapy is more ef-
fective and less risky. In the meantime, nevirapine mono-
therapy will be provided in public hospitals as is cur-
rently the practice, ensuring that mothers are given all the
necessary facts so they can make an informed choice.

My several letters to the MCC canvassing the research literature
on how AZT harms unborn and newly born children are col-
lected in this book. The MCC, one of its members confided to
Health Minister Dr Tshabalala-Msimang, was ‘amazed’ by my
‘detailed research,” and had been ‘unaware’ of the data I can-
vassed in them.

On 22 November 2004, referring to my first two letters only,
MCC chairman Professor Peter Eagles wrote to inform me that an
‘independent expert” had been engaged to consider them. But the
look of it was that faced with the horrible research data brought
to their attention in my letters, the small clique of anonymous,
secretive, unaccountable pharmaceutical industry sweethearts on
the MCC sub-committee who recommended the administration
of AZT to African women and their babies would not have the
brains, the courage, or the integrity to reverse their blunder, be-
cause a public climb-down would be professionally humiliating —
and difficult too, considering the pervasive influence of the
pharmaceutical industry at medical school campuses, where the
MCC’s decision-making ‘external consultants’ teach and make
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fortunes running US government- and drug industry-sponsored
drug trials on Africans. And so it turned out.

On 26 November 2004, four days after Eagles’s letter, the
Mauail&Guardian ran an invited contribution I submitted for its
World AIDS Day supplement, entitled “Why Should South Afri-
cans Continue to be Poisoned by AZT?" The nut of it read:

* Hundreds of studies have found that AZT is pro-
foundly toxic to all cells of the human body, and par-
ticularly to the blood cells of our immune system.

¢ Numerous studies have found that children exposed to
AZT in the womb suffer brain damage, neurological
disorders, paralysis, spasticity, mental retardation, epi-
lepsy, other serious diseases and early death.

The publication of these unpleasant statements caused a tre-
mendous outcry. Editor Ferial Haffajee promised the following
week never to publish anything like them ever again (the amaz-
ing saga is recounted in my letter to the newspaper’s owner
Trevor Ncube, included in RUDE LETTERS). The TAC got them
banned by the Advertising Standards Authority (the full story is
told at www.tig.org.za). Professor Robin Wood, co-director of the
Desmond Tutu HIV Centre at the University of Cape Town, re-
sponded in the newspapers and an affidavit in the Cape High
Court, claiming that

the toxicity of [AZT and similar drugs] is very low indeed
... Children exposed to AZT in the womb are not at high
risk of ‘brain damage, neurological disorders, paralysis,
spasticity, mental retardation, epilepsy, other serious dis-
orders and early death’. The opposite is true. When AZT
is used by a pregnant woman to reduce the risk of trans-
mitting HIV to her child, the child is much less likely to
contract HIV and much more likely to live a healthier,
longer life.
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After reading the contrary medical research findings canvassed
in our letters and endnotes, you'll shudder to think this bloke is
in charge of teaching medical students. Likewise when you read
his UCT colleague Professor Cecil Karabus at the Red Cross Chil-
dren’s Hospital boasting in his letter to the Mail&Guardian on 18
November 2005:

In my reading of the mainstream literature I have failed to
come across the ‘hundreds of studies indicating the pro-
found toxicity to all cells of AZT” and the numerous stud-
ies showing that babies exposed to AZT in the womb suf-
fer brain damage et cetera. ... Why is the ‘enormous
growing corpus of little-known research literature in the
medical/scientific press concerning the serious toxicity of
AZT and nevirapine’” so little known? Could it be gar-
bage?

Reading the ignorant effusions of white medical experts like
these, it will not surprise you to learn that at the University of
Cape Town, where medical academics have been particularly vo-
cal in supporting the administration of ARVs to pregnant African
women, their dean is on Merck’s payroll via a front foundation
that it funds: the Enhancing Care Initiative; GlaxoSmithKline has
endowed a medical professor’s chair; and need I say more about
UCT’s Boehringer Ingelheim Lung Institute?

On the defensive over its advocacy of nevirapine in the light of
Associated Press’s revelations in mid-December 2004 concerning
the grossly corrupt manner in which HIVNET 012 had been con-
ducted and the suppression of the serious toxicity data (the crime
is recounted in The trouble with nevirapine), the TAC reaffirmed
AZT to be its ‘drug of choice’ for pregnant women, and Dr Ashraf
Coovadia, paediatric HIV clinic chief at Johannesburg’s Corona-
tion Mother and Child Hospital, agreed. What ‘the Rolls Royce’
of AIDS drugs, as he calls AZT, does to unborn and newly born
children is the subject of this book.
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After the nevirapine interlude, the pressure on the government
to supply AZT to pregnant African women and their babies re-
sumed. On 18 July 2005 the Cape Times reported that a study
jointly conducted by the US Centers for Disease Control and the
South African National Institute of Communicable Diseases
found that

About 80% of women with HIV who receive a single dose
of nevirapine develop resistance — double what was ini-
tially believed. [This] reinforces concerns about the suit-
ability of nevirapine in preventing mother to child trans-
mission

and pumped up the case for using AZT as well.
A couple of months later, the TAC formally resolved at its na-
tional congress on 25 September:

Government must introduce ... the better AZT and nevi-
rapine regimen ... for pregnant women [in place of] the
single-dose nevirapine regimen currently in use through-
out most of the country.

A month after that, on 28 October 2005, nearly a year after Ea-
gles’s assurance that an ‘independent expert’ had been appointed
to consider the AZT foetal and neonatal toxicity data I'd brought
to his MCC’s attention, and six years to the day since Mbeki
called attention to the toxicity of AZT in Parliament, Eagles wrote
to me again to say: no worries, it’s fine.

With the backing of the MCC on this, further litigation by the
TAC to compel the government to provide AZT to pregnant
women and their babies looked inevitable.

Journalists rallied to the TAC’s crusade: ‘Government’s Aids
policy hinders treatment’ claimed the title of an article in the Star
on 25 January 2007, quoting Coovadia complaining to the Wits
Aids Research Symposium that



Preface

South Africa has the means to reduce the number of chil-
dren born infected with HIV to less than 2 percent — but
doctors feel ‘hamstrung’ by government policy, which
does not conform to international guidelines. “What we
are providing is sub-standard treatment that is less than
what the World Health Organisation (WHO) guidelines
stipulate.” Coovadia explained that the WHO had up-
dated its treatment guidelines to include the use of AZT
on top of the nevirapine dose, particularly in countries
with adequate resources. ‘By not instituting these new
guidelines, doctors are finding themselves in a moral and
ethical dilemma because we are offering our patients sub-
standard treatment. You cannot believe how frustrating
this is,” he said. ‘Reducing transmission to babies is well
within our reach. There is a growing sense of frustration
with the lack of haste in changing the policy.” Coovadia
said the government, and particularly the department of
health, was well aware of the scientific evidence support-
ing the introduction of a better regimen for preventing a
mother infecting her baby, but had not acted on it.

‘Pretoria Dithers While Babies Are Infected” wrote Health-e edi-
tor Kerry Cullinan at the head of her piece on 29 July 2007. I'll
quote from it at length, because as an epitome of pharmaceutical
industry propaganda, it’s an historical testimonial to the spleneti-
cally righteous wrong-headedness, the perversity, and the sort of
frenetic mythmaking that went down in the Age of AIDS and
marshalled public opinion behind AZT:

Despite a number of hospitals being ready to implement
‘dual therapy’ to prevent mother-to-child HIV infection,
the national Department of Health has not yet made it na-
tional policy.

The Department of Health is stalling the introduction of
treatment that can prevent over 90% of pregnant HIV
positive women from infecting their babies. Currently, up
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to 30 000 babies are being infected with HIV by their
mothers in KwaZulu-Natal alone each year.

A leading paediatrician has described the delay as
‘shameful’, while the Treatment Action Campaign (TAC)
says it is considering court action to force government to
expand its programme.

At present, national treatment for the prevention of
mother-to-child transmission (PMTCT) consists of one
dose of nevirapine to women when they are in labour and
one dose to their babies within 72 hours of birth.

However, a year ago the World Health Organisation
recommended that pregnant HIV positive women in de-
veloping countries should get ‘dual therapy’ comprising
of nevirapine and a short course of AZT to protect their
babies from HIV infection.

The Western Cape has been using both nevirapine and
AZT since May 2004, and has managed to reduce its
mother-to-child HIV infection rate to around 8%.

In KwaZulu-Natal with its nevirapine-only regimen,
22% of HIV positive mothers are infecting their babies
with HIV.

‘In KwaZulu-Natal alone, 20 000 to 30 000 children are
being infected with HIV each year and half of them will
need antiretroviral drugs by the age of 12 months,” said a
frustrated Professor Nigel Rollins, head of the Centre for
Maternal and Child Health at the University of KwaZulu-
Natal.

‘The delay in introducing dual therapy is shameful.
How can women and children be denied the right to
treatment when the people on the ground are saying it is
possible to implement this?’

South Africa is one of only nine countries in the world
where the child mortality rate is increasing instead of de-
creasing, mainly as a result of children dying of AIDS-
related illnesses.
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The Medical Research Council, the National Essential
Drugs Committee and the Medicines Control Council
have all recommended to government that the country
adopt dual therapy.

Last December, many doctors working in government
hospitals say they were told to prepare themselves for the
imminent introduction of dual therapy.

But the National Health Council — made up of the
health minister, provincial health MECs and heads of de-
partment — has consistently failed to make dual therapy
national policy or even set up a task team to investigate
its introduction, even though it has discussed the issue.

Health spokesperson Sibani Mngadi confirmed that the
NHC had discussed dual therapy. However, he refused to
be drawn on whether the department intended to change
its protocol to dual therapy or when this might happen.

‘The National Strategic Plan, adopted by Cabinet, has
made room for the introduction of dual therapy,” said
Mngadi.

But when asked if hospitals that were ready could in-
troduce dual therapy, Mngadi said ‘ideally this should
not be the case since overarching policies and guidelines
stem from the national Department of Health’.

Many hospitals in KwaZulu-Natal and Gauteng are
ready to implement the dual therapy. The Northern
Cape’s provincial health department has already ap-
proved dual therapy, but is waiting for national govern-
ment’s go-ahead before implementing it.

KwaZulu-Natal health spokesperson Leon Mbangwa
said that while his province was preparing to introduce
dual therapy, this would not be done ‘until we have re-
ceived a national directive to do so” as ‘it is not yet na-
tional policy to use dual therapy in South Africa’.

Dr Victor Fredlund confirmed that he had ‘been corre-
sponding with the national and provincial departments
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for the past eight months about the desire of five hospitals
in Umkhanyakude [in the far north of KwaZulu-Natal] to
implement dual therapy’.

At present, Fredlund’s Mseleni Hospital is offering dual
therapy to those patients who can afford to buy AZT.

Gauteng health spokersperson Zanele Mngadi simply
said that dual therapy was ‘under review” and ‘it is envis-
aged that a decision will be made in this regard soon’.

One Tshwane doctor who asked not to be named said
his hospital had already started dual therapy as ‘we think
it is better to have to say sorry afterwards than to ask
permission’.

TAC spokesperson Nathan Geffen said that his organi-
sation could not understand the delay, as ‘dual therapy
will save the lives of babies and reduce the burden on the
health system of caring for sick children’.

Geffen added that although it would prefer not to, the
TAC was considering court action to compel government
to introduce dual therapy. In 2003, the TAC succeeded in
getting the courts to compel government to make nevi-
rapine available to pregnant HIV positive women.

This week the Joint Civil Society Monitoring Forum,
which represents over 20 health and civil society organi-
sations, wrote to the health department and asked it to
immediately allow provinces that were ready to offer
dual therapy and to set up a task team to consider how
best to implement the WHO recommendations on dual
therapy.

‘There is no good public health reason to stall the im-
plementation of dual therapy. It is not difficult to imple-
ment. If we are serious about preventing HIV, we must
start by preventing babies from getting HIV,” said Forum
spokesperson Fatima Hassan.
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In May, Dr Francois Venter, president of the SA Clini-
cians Society, wrote to the SA National AIDS Council
(SANAC) asking it to investigate the delay.

‘Several doctors and ARV managers working in both
rural and urban environments have raised the issue that
they have been promised updated guidelines repeatedly,
but these have not been forthcoming,” said Venter in his
letter.

The new National HIV/AIDS Strategic Plan aims to re-
duce the rate of mother to child transmission to 5% by
2011.

Pregnant women with high viral loads and low CD4
counts (measure of immunity in the blood) are most likely
to transmit HIV to their babies, but this risk can be sub-
stantially reduced by treating them with at least two anti-
retroviral drugs to make them less infectious.

“We will never cut the transmission rate to 5% with one
dose of nevirapine. In the US and Europe, mother-to-child
transmission has been reduced to around 2% with the use
of two to three antiretroviral drugs,” said Venter.

‘If we fix mother-to-child HIV transmission, we don’t
have to expand child HIV treatment.’

On 27 September 2007 the TAC got the AIDS Law Project to hit
Dr Tshabalala-Msimang with a letter of demand, reminding her
that

at the South African National Aids Council (SANAC)
plenary session held on 10 September 2007, the Depart-
ment of Health committed itself to revising the national
treatment guidelines to prevent mother-to-child transmis-
sion (PMTCT). The revision would, at the very least, be in
line with the World Health Organisation (WHO) guide-
lines, which recommend administering dual or triple
drug regimen, which is significantly more effective in re-
ducing the rate of transmission of HIV from mother to
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child than the currently implemented single-dose regi-
men of Nevirapine (NVP).

The letter mentioned that

the Department of Health informed the SANAC meeting
that the revision of the treatment guidelines would re-
quire the approval of the National Health Council (NHC),
and that this is due to take place in November 2007.

And that at a

further consultation meeting ... held between various cli-
nicians, paediatricians and obstetricians in South Africa
and the Department of Health on 11 September 2007 ...
the Department of Health committed itself to revising the
treatment guidelines.

Implicitly threatening to force the issue in court, the attorneys
demanded a date on which the Department of Health would be
implementing the changes, which is to say start dosing pregnant
African women and their babies with AZT.

The following month, on the fiftieth anniversary of the com-
mencement of the thalidomide tragedy — October 1957 — 1 issued
a press release about AZT in pregnancy, calling attention to the
horrors ahead, but not a single editor or journalist in the country
saw fit to pick up the lead — but then the newspapers had consis-
tently promoted the drug from the beginning.

On 18 December, reacting to a Health Department media
statement on the 1% announcing that ‘Dual therapy for Prevention
of Mother to Child Transmission of HIV should be implemented
from the beginning of next year’, I wrote a last-ditch appeal to Dr
Tshabalala-Msimang to grant me an audience to present the foe-
tal and neonatal toxicity data on AZT — but too late: I learned af-
terwards that a decision in principle to supply the drug to preg-
nant women and their babies had already been taken. Under TAC
pressure the government had buckled; in the frenzied moral at-
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mosphere prevailing, it had evidently calculated that it wouldn’t
have stood a chance trying to hold the line in court against the
country’s self-billed human rights champions. With the judges all
lined up behind them. Including in the Constitutional Court,
where the learned justices had stacked one emotive myth on an-
other in the nevirapine case — “the prospects of the child surviving
if infected are so slim ... the nature of the suffering so grave” —
and all falling for the perfectly ridiculous idea that a single bap-
tismal shot of nevirapine after birth would miraculously save the
allegedly otherwise doomed little babies” lives. The Transvaal
Provincial Division of the High Court in which the TAC was set
to sue had already crooned its love for AZT on 24 March 2006 in a
unanimous full-bench decision in Costa Gazidis v the Minister of
Public Services and Administration and others:

Counsel for the respondents conceded that the decision
not to supply AZT to HIV-positive mothers amounted to
a conscious, deliberate and informed policy to sacrifice
the life of babies that would contract HIV/AIDS because
their mothers were not treated with AZT, in order to save
the expense that would have had to be incurred if AZT
was to be supplied to mothers suffering from the infec-
tion who were on the verge of giving birth. ... It is hardly
surprising that some members of the medical profession
and of the public at large would describe this policy as a
murderous one.

Judges too, who believe one and all that AZT saves African ba-
bies from being killed by deadly germs festering in their mothers’
vaginas, since that’s what they read in the newspapers.

On 28 January 2008 Cullinan’s Health-e whooped triumphantly
in its headline, ‘South Africa: Govt Finally Introduces AZT for
HIV+ Mothers’:

After years of stalling and much criticism from the
HIV/AIDS sector, the Policy Committee of the National



Preface

Health Council on Friday finally adopted new guidelines
for the prevention of mother to child transmission
(PMTCT). At the heart of the new policy is the addition of
second antiretroviral drug, AZT, for pregnant women
with HIV and their babies to the current treatment with
nevirapine only. The announcement came two days after
the Treatment Action Campaign, supported by the HIV
Clinicians Society, condemned government inaction and
said that over 60 000 infants were being infected each year
by HIV, mainly as a result of an outdated drug regimen
and an inadequate programme. ... Pregnant women en-
rolled in the programme will receive AZT from 28 weeks
until labour and a single dose nevirapine during labour.
Their babies will receive a single dose nevirapine and
AZT for seven days. Where a mother has received AZT
for less than four weeks of pregnancy, the infant receives
AZT for 28 days.

On 5 March Health-e was again thrilled to report, ‘DOH Pre-
sents Dual Therapy Plan to Parliament’:

The extension of government’s prevention of mother-to-
child HIV transmission is on track, says Dr Nomonde
Xundu, although no deadlines have been set. ... Dual
therapy will see HIV-positive mothers and their newborn
infants getting AZT to boost the efficacy of nevirapine ...
‘It is important that we do everything we can to save ba-
bies in the meantime (even if not all the provinces are
ready),” said [Health Director General Thami] Mseleku.
He also disclosed that the guidelines had been updated
because there ‘is evidence in the world that this (new)
policy needs to be implemented to ensure better results’.

It must have pained Mbeki to read his Health Director General
talking just like TAC leader Zackie Achmat, claiming that AZT
will “save babies’, and that there was ‘evidence in the world’ that
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when combined with nevirapine AZT gives ‘better results’ at do-
ing so.
The report went on:

Deputy Director General Dr Nthari Matsau said ... one of
the weakest areas of the PMTCT programme had been
pharmacovigilance and that money had to be allocated to
this area to ensure ‘adverse events are recorded’. “Yes,
AZT is toxic, but for now we will give it ... The depart-
ment has taken on this massive challenge (updated
PMTCT programme) in terms of resource requirements
and we are driven by the belief that we can reduce trans-
mission if we do this,” Matsau said, adding that a further
challenge would be to ensure that HIV negative babies
remain negative and are not infected because of poor in-
tant feeding practices.

Imagine Mbeki’s further dismay on reading Mseleku’s deputy
nonchalantly conceding that ‘AZT is toxic’ to African mothers
and their babies and that no adequate measures currently exist in
South Africa to ensure ‘adverse events are recorded” — such ‘ad-
verse events’ (reported by Blanche et al. in Lancet 1999 Sep
25;354(9184):1084-9) as brain damage in the form of massive cor-
tical necrosis, cortical blindness, epilepsy and spastic quadriple-
gia, that only became evident several months after birth, along
with other “severe biological or neurological abnormalities” that
were picked up only with special testing because they weren’t
clinically apparent. Nonetheless, believing, as Mseleku does, that
AZT ‘reduce[s] transmission’, Dr Matsau was happy to see Afri-
can mothers and babies given the drug — adding her fond hope
that mothers don’t nourish their babies with their breast milk (a
‘poor infant feeding practice’, she called it), but that they should
give them Nestlé formula milk from a bottle instead.

The report added that TAC members would be around to force
pregnant African women to continue taking AZT week after
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week, and to give it to their babies no matter how sick it made
them:

During her presentation [Health Department HIV/AIDS
Unit director Dr Nomonde] Xundu acknowledged the
presence of over 20 Treatment Action Campaign activists
stating that she hoped the “TAC will assist us with com-
munity based support for drug adherence’. Drug adher-
ence support is an essential component of the updated
PMTCT programme as AZT will be administered daily
over a period of up to 28 weeks, depending on when a
pregnant woman presents to the clinic.

In its statement back on 21 July 2004 the Cabinet expressed its
concern that “‘mothers are given all the necessary facts so they can
make an informed choice’ about whether to take AZT during
their pregnancies and permit it to be given to their babies. But
you can be sure none will be told of the horrible research findings
published in the medical research literature and canvassed in my
letters to the MCC — much less be informed that AZT is so ex-
traordinarily poisonous that when the chemical company Sigma-
Aldrich supplies as little as 25 mg of it for research use (that’s one
quarter the amount in single 100 mg capsule sold by Glaxo-
SmithKline) the label on the bottle bears a skull and crossbones
decal embossed on an orange stripe to signify deadly toxic
chemical hazard, underscored by the warning “Toxic” in six dif-
ferent languages, and spelt out:

TOXIC Toxic to inhalation, in contact with skin and if
swallowed. Target organs: Blood Bone marrow. In case of
accident or if you feel unwell, seek medical advice imme-
diately (show the label where possible). Wear suitable
protective clothing.

It is certain is that new Health Minister Barbara Hogan (ap-
pointed by President Kgalema Motlanthe on 25 September 2008)
had been aware of this when telling the International AIDS Vac-
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cine Conference 2008 in Cape Town on 13 Oct: ‘I want to empha-
size that we will scale up mother to child transmission prevention
programmes.” And repeating six weeks later on World AIDS Day,
1 December, at Sahara Stadium in Durban: “We pledge to ur-
gently scale up mother to child ARV treatment.’

And likewise, had Deputy President Baleka Mbete been aware
of how harmful AZT and similar drugs are for unborn and newly
born children — in South Africa, practically all African — she
would never have written in ANC Today on 4 December:

We urge HIV positive mothers to enrol in the Prevention
of Mother-to-Child Transmission programme, to make
full use of antiretroviral therapy (ART) and to test their
children very early so that necessary therapy can be ad-
ministered in time.

AB
Cape Town
15 December 2008
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26 July 2004

The Registrar: Ms Precious Matsoso
Medicines Control Council

2nd Floor, Hallmark Building

Cnr Andries and Vermeulen Streets
Pretoria

Dear Ms Matsoso

MCC review of its special registration of nevirapine for
perinatal administration, and its recent recommendation
that nevirapine be administered together with AZT

We record that we have received no response or even acknowl-
edgement of our letter” to the MCC of the 2274 ultimo in the above
matter, delivered by courier to your offices at 8h54 on the 24%. In
the circumstances, we thought fit to make copies available to a
wide spectrum of media and interested parties, including hard-
copies hand-delivered to President Mbeki and National Minister
of Health Dr Tshabalala-Msimang. At the latter’s request, we
have provided her with further copies of our first letter, together
with sufficient copies of the instant one, for distribution to all
members of Cabinet and all Provincial Health MECs.

We have taken note of the contents of the MCC’s press state-
ment of 12 July concerning the use of nevirapine to prevent
mother to child transmission of HIV (pMTCT), following its
meeting ten days earlier. (A copy is annexed for easy reference.)
Regrettably, we must agree with the criticism of Professor James
Mclntyre, lead researcher at the Chris Hani-Baragwanath Hospi-

" Included in the appendices of The trouble with nevirapine.
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tal Perinatal HIV Research Unit, that it is ‘confusing and unfortu-
nately badly worded’. Indeed, we find it incoherent and incom-
prehensible.

It is evident that none of ‘the issues’ listed as having been “con-
sidered” by the MCC during its ‘deliberations’, included any of
the efficacy and safety questions raised in our letter and traversed
in the papers referred to therein. Three of the four ‘issues’ that the
MCC “considered” were in fact one: the potential for drug ‘resis-
tance’ emerging among mothers administered a single dose of
nevirapine during labour — a matter that must obviously rank
second to the primary issues of the efficacy and safety of the drug
for babies for the prophylactic purpose intended.

The statement recalls that that ‘the approval of nevirapine’ for
pMTCT ‘was conditional upon monitoring of resistance and its
impact on efficacy’. In other words, in specially licensing the drug
for pMTCT, the MCC accepted that its efficacy and safety had
been established by HIVNET 012 (the “pivotal study” as the MCC
described it in its resolution of 25 July 2003) — but before granting
the drug final approval in the form of unconditional registration
for this special indication, the MCC sought assurance from Boe-
hringer Ingelheim, in the form of further research data, that the
use of the drug would not lead to the development of drug resis-
tance.

It is evident from point “iv’ of the statement, in which the MCC
records its ‘view ... that nevirapine monotherapy is less effica-
cious than combination regimens’, that the MCC’s ‘deliberations’
at its 2 July meeting proceeded from the premise that the efficacy
of nevirapine given solo had been demonstrated — notwithstand-
ing its resolution a year earlier to reject the pivotal study that had
founded its special registration of nevirapine for pMTCT.

In issuing its ‘Recommendations on ARVs and MTCT preven-
tion 2004 (7 January 2004 draft, published online, hereinafter re-
ferred to as ‘the WHO Recommendations’), to which the MCC
referred in point ‘iv’, the World Health Organisation also consid-
ered that the “efficacy [of] NVP alone in two single-dose regimens
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to the mother and the infant ... has been demonstrated’. As au-
thority for this claim, the WHO cites HIVNET 012 — thrown out
by the US FDA in March 2002, and by the MCC in July 2003. The
WHO also cites the local SAINT trial — expressly dismissed by the
MCC in its July 2003 resolution, presumably because it does not
meet the basic criteria for a clinical drug trial to be considered a
pivotal study. Nowhere in any other drug regulatory jurisdiction
is the SAINT trial regarded as up to standard as such.

We mentioned in our first letter that nevirapine is not consid-
ered proven safe and effective for administration to American
women in labour and their newborn babies, and is not included
in the US CDC’s current guidelines for pMTCT. We draw your
attention to the fact that nevirapine is likewise not recommended
for this special indication for British mothers and babies in the
United Kingdom, and the drug is not included in the current
guidelines for pMTCT published by the British HIV Association
(BHIVA) in October 2001. We reiterate: it is only on mothers and
babies in the developing world that the US government (at the
level of the State Department, no less) and officials of the WHO
(under its sway) urge the drug.

The MCC refers in point ‘iv’ to a ‘number of recent studies’, in-
cluding the WHO Recommendations, in support of its view that
‘combination regimens’ are more ‘efficacious’ than ‘nevirapine
monotherapy’. Apart from the latest combination-drug study by
Lallemant et al., published in mid-July in the New England Journal
of Medicine, the ‘recent studies’ purportedly supporting the use of
AZT, 3TC and nevirapine in combination during pregnancy, la-
bour and post-partem are cited in the WHO Recommendations as
references 12-19.

We have reviewed these studies, as well as the latest one in the
NEM]. All of them share the following basic and fatally destruc-
tive methodological defects:

Mothers were incompetently diagnosed as HIV-infected with
antibody tests (ELISA and sometimes Western Blot), manufac-
tured and licensed for blood screening only — and not for diag-
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nostic use — on account of their well-established non-specificity.
No manufacturer of either type of antibody test kit claims that
antibody reactivity ipso facto indicates infection with HIV. On the
contrary, the medical literature abundantly establishes that it
doesn’t, but this is perhaps a matter falling less within the MCC’s
province than the Medical Research Council’s — a matter that it
has yet to examine.

Babies in the trials cited by the WHO, and the latest one in the
NEM], were diagnosed as having been infected with HIV during
pregnancy or birth by means of RNA-based tests utilising PCR
technology — in some cases “qualitative’ tests, in others ‘quantita-
tive’. But the specificity of such tests is unascertained. Accord-
ingly, in the case of the former, Roche Diagnostic Systems, Inc.
explicitly cautions: ‘For research use only. Not for use in diagnos-
tic procedures.” And in the case of the latter: “The Amplicor HIV-1
Monitor test is not intended to be used as a screening test for HIV
or as a diagnostic test to confirm the presence of HIV infection.’
These express contraindications for the use of the tests as diag-
nostic instruments have simply been ignored by the researchers
who designed and conducted the MTCT studies under discussion
— on the assumption, apparently, that RNA-based test readings of
the type employed yield definitive diagnostic results, comparable
with highly probative DNA matching in forensic applications. In
fact this is not the case: such tests are so unreliably non-specific
that they are not even permitted by their manufacturers, or the
FDA, for commercial blood screening, let alone for making diag-
noses in drug trials (or for any other diagnostic purpose).

It is so that in defiance of the manufacturer’s explicit contrain-
dication, and the limited, particular non-diagnostic purpose for
which the FDA has licensed RNA assays for clinical use (thera-
peutic treatment response monitoring only), the US CDC inexpli-
cably permits the use of RNA assays for determining HIV infec-
tion in babies — but only in the case of possible MTCT of HIV, and
not in cases of suspected infection by blood transfusion or in
other way, in which case the CDC reverts to its prohibition on the
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use of RNA assays to determine whether babies are infected or
not. But even this irrational and indefensible exception made by
CDC officials does not extend to clinically diagnosing HIV infec-
tion among babies: the CDC supports the exceptional use of RNA
assays in possible MTCT cases for ‘surveillance purposes’ only,
and not for making a ‘clinical diagnosis” of HIV infection.

Notwithstanding this, on the basis of clinical drug trial findings
based on these all-but-meaningless test results, babies in the de-
veloping world are to be exposed in utero and post-partem on the
advice of the WHO to exceedingly toxic chemicals, on the falla-
cious ground asserted by the MCC, and the WHO, that they have
been shown to demonstrate anti-HIV prophylactic activity.

None of the pMTCT studies under discussion were double-
blind, placebo-controlled trials of such quality and cogency as to
qualify them as pivotal studies for drug licensing purposes in any
First World country — or in any Developing World country like
ours, in which, it is clear from the US NIH’s final Remonitoring
Report on its admittedly botched HIVNET 012 study, released to
the MCC in April 2003, US health officials evidently believe lower
standards for demonstrating the safety and efficacy of drugs
should apply.

In the case of nevirapine in particular, therefore, we have the
incredible situation in South Africa in which, having failed to
make the grade as proven safe and effective when used alone
perinatally, the drug has now been passed by the MCC for this
special and especially dangerous indication provided that it is
combined with another extremely toxic drug, AZT. This new
treatment protocol ‘recommended” by the MCC is clearly based
squarely on the WHO Recommendations.

Before we address the disgraceful deficiencies of this grossly
partisan, pro-pharmaceutical-cartel document from the WHO, we
wish to remind the MCC of the quality of professional expertise
emanating from that body, as illuminated by a report in the New
York Times on 25 November 1999, following President Mbeki’s
order that the safety of AZT be investigated. ““To combat a fatal
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disease, it is perfectly acceptable to use drugs slightly more toxic
than an aspirin” ... said Dr. Joseph Perriens, who heads the care
and support program of the United Nations AIDS program in
Geneva.” Sigma Chemical Co. in the US takes a rather different
view of the matter, evident from the labelling of AZT that it
manufactures for research use. Alongside a skull and crossbones
emblem, with ‘“Toxic’ below it in six different languages, set
against a bright orange stripe to signity deadly chemical hazard,
the label on bottles containing as little as 25 mg cautions: “TOXIC
Toxic to inhalation, in contact with skin and if swallowed. Target
organ(s): Blood Bone Marrow. In case of accident or if you feel
unwell, seek medical advice (show the label where possible).
Wear suitable protective clothing.” (See enlarged photograph of
AZT bottle annexed hereto. The bottle, in the possession of the
writer, is available for inspection.)

The assumptions, methods and interpretation of the sort of
MTCT drug studies cited by the WHO have been extensively cri-
tiqued by Papadopulos-Eleopulos et al. in the monograph” and
PowerPoint slideshow' mentioned in our first letter. Even more
fundamentally, GlaxoSmithKline’s basic claim that AZT acts as a
chain terminator of proviral HIV DNA, and thereby works as an
antiretroviral agent, was meticulously dismantled and debunked
by the same core group of scientists in A Critical Analysis of the
Pharmacology of AZT and its Use in AIDS, published as a spe-
cial supplement to Current Medical Research and Opinion Vol. 15,
1999%. In short, the drug does not achieve meaningful intracellular
levels of its active form (AZT-TP) in vivo, and is therefore inca-
pable of the therapeutic effect that its manufacturer GlaxoSmith-

" Mother to Child Transmission of HIV and its Prevention with AZT and Nevirap-
ine: A Critical Analysis of the Evidence (online in ‘Quick links” at
www.tig.org.za)

t A Critical Analysis of the Evidence Considered Proof that Nevirapine Prevents
Mother-To-Child Transmission of HIV (ditto)

t Also online in ‘Quick links” at www.tig.org.za.
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Kline claims for it. Nonetheless, AZT remains extremely toxic to
all cells. The risk-benefit ratio is accordingly infinite.

With all due respect, it is inconceivable that the MCC’s mem-
bers read and comprehended the purport of these papers before
issuing their latest drug combination recommendation for
pMTCT, and it raises the problem identified by President Mbeki
in an interview in the Sunday Times on 6 February 2000: Criticised
by Nature’s local correspondent Dr Michael Cherry for having
ordered an enquiry into the safety of AZT the year before, the
President responded by forwarding him a copy of Papadopulos-
Eleopulos’s et al. AZT pharmacology analysis to read. Cherry re-
plied by requesting time to consult his colleagues before answer-
ing, admitting that he knew very little about the subject. Medical
Research Council president (at the time) Dr William Makgoba
had also reacted ignorantly to the President’s stated concerns
about the drug, saying, ‘I've read nothing in the medical litera-
ture indicating that AZT should not be given to people” — shortly
after the publication of the just-mentioned paper, and a host of
severe toxicity reports, including gravely crippling and some-
times fatal foetal toxicity, in the preceding months. Remarking on
their professional indolence and irresponsibility, President Mbeki
asked, “‘What do you do if professors won’t read articles about
subjects they write about? What do you do?” Indeed.

The published literature on the extreme toxicity of AZT, par-
ticularly the compound’s toxic effects on human, primate and
rodent foetuses, is substantial, but a conveniently assembled col-
lection of excerpts from some published papers on this subject,
prepared by the writer’s associate David Crowe in Calgary, Can-
ada, is annexed hereto’. Please note that the list is not exhaustive,
and there are many more. See also Debating AZT: Mbeki and the
AIDS drug controversy by the writer, in paperback herewith and
saved to the enclosed CD, likewise the writer’s essay Licensing

* Online at http://aras.ab.ca/azt.html.
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AZT describing the fraudulent circumstances in which the drug
was licensed in the US and elsewhere.

We wish to highlight that when the effects of exposing babies to
AZT in utero is assessed clinically, as opposed to using surrogate
markers for drug efficacy, the published research consistently —
and predictably — reveals that AZT-exposed babies have a higher
mortality rate, higher rate of congenital anomalies, neurological
defects, immunological disorders and other serious disease than
unexposed babies. It raises the question why this drug is ever
given to pregnant women in the first place, other than for com-
mercial reasons. It is difficult to credit that the MCC was aware of
this literature in recommending the drug for administration to
this class of patient.

An appalling feature of the WHO Recommendations is the
manner in which the significance of the human foetal toxicity lit-
erature cited is consistently underplayed — where it is mentioned
at all, with most of the corpus on this subject omitted from con-
sideration.

The WHO Recommendations allege: ‘Although theoretically
ZDV [AZT] may have mutagenic and carcinogenic effects ... no
adverse effects have been reported from any trials or studies on
ZDV-exposed children.” This statement is false, contradicted by
the findings of Kumar et al. and Newschaffer et al., whose studies
are cited in David Crowe’s collection of citations from the medi-
cal literature and discussed in numbered paragraph 35 of Debat-
ing AZT.

Kumar et al,, ‘reviewing the frequency of birth defects” among
one hundred and four babies exposed to AZT in utero in India,
found eight out of eighty live births grossly malformed, including
holes in the chest, abnormal indentations at the base of the spine,
misplaced ears, misshapen faces, heart defects, extra digits and
albinism. Eight foetuses exposed to the drug died in the womb,

" Now included in the appendices of Introducing AZT: ‘A world of antiretrovir-
al experience’” and online at www.tig.org.za.
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and a further eight had to be therapeutically aborted. In their
study of 1932 live-births among AZT-treated pregnant women in
New York State, Newschaffer et al. found an almost trebled rate
of ‘major ... congenital anomalies” among AZT-exposed babies.

Furthermore, a small ‘study of 195 mother-infant pairs’ by
Jungmann et al. found that ‘exposure to the combination of ART
and folate antagonists [e.g. GlaxoSithKline’s common antibiotic Bac-
trim (co-trimoxazole)] was associated with a significantly higher
risk of congenital abnormalities. ... Congenital malformations
were observed in nine infants (4.6%).” The researchers accord-
ingly wondered in Sexually Transmitted Infections 2001 Dec;
77(6):441-3 Is first trimester exposure to the combination of anti-
retroviral therapy and folate antagonists a risk factor for con-
genital abnormalities?

Richardson et al. had suggested an affirmative answer a year
earlier, reporting in European Journal of Obstetrics, Gynecology and
Reproductive Biology (2000 Dec;93(2):215-7) two cases of severe
Spinal malformations in the fetuses of HIV infected women
receiving combination antiretroviral therapy and co-
trimoxazole.

The WHO Recommendations claim: ‘“There have been reports of
a small number of serious adverse effects possibly associated
with exposure to ART in the form of mitochondrial dysfunction
(43-45), but an increased rate of serious clinical manifestations has
not been confirmed by other studies (46-48).’

On the contrary, and in truth, Barret’s et al. findings (cited in
reference 44) reported in the self-explanatory title, Persistent mi-
tochondrial dysfunction in HIV-1 exposed but uninfected in-
fants: clinical screening in a large prospective cohort provided
just this confirmation: ‘The finding that the use of antiretroviral
nucleoside analogues in the perinatal period is associated with
persistent mitochondrial disease is confirmed ... a risk about 30
times higher than that in the general population. ... Despite active
screening, no similar cases were found in the antiretroviral unex-
posed group. ... by age 18 months ... a coherent syndrome is ap-
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pearing with three main features: neurological symptoms (prin-
cipally developmental retardation, seizures and behavioral dis-
turbances), significant abnormalities on cerebral MRI (principally
lesions of the white matter and brainstem) and often hyperlacta-
taemia either persistent or transient outside the treatment period.
First described as a myopathy associated with zidovudine, the
issue of mitochondrial toxicity of nucleoside analogues is cur-
rently a growing problem. Its clinical expression is highly vari-
able, from peripheral neuropathy to severe lactic acidosis.’

Blanche et al. (reference 43 in the WHO Recommendations)
noted the sort of consequences of ‘persistent mitochondrial dys-
function” caused by in utero exposure to AZT (combined in some
cases with 3TC, a closely similar drug): eight children in their
study were born with severely impaired energy metabolism and
corresponding muscle and other cell damage, manifesting in
heart muscle injury and muscle weakness generally. Five chil-
dren, of whom two died, presented with delayed neurological
symptoms — extensive brain damage in the form of massive corti-
cal necrosis, cortical blindness, epilepsy and spastic quadriplegia,
and three were described as ‘symptom-free’ but had ‘severe bio-
logical or neurological abnormalities’.

In view of the MCC’s members’ manifest failure to have read
and considered the papers to which we referred in our first letter,
as well as Papadopulos-Eleopulos’s et al. seminal examination of
the molecular pharmacology of AZT published in CMRO, we en-
close copies for their belated perusal, after which, in acquitting
themselves of their obligations to the South African public, par-
ticularly to unborn and neonate children most vulnerable to the
toxic effects of dangerous chemicals, we trust and expect that
they will (a) immediately reconvene to recall their recommenda-
tion earlier this month that pregnant women and their babies in
South Africa be exposed to AZT and nevirapine, (b) issue an ur-
gent contra-indication directive in this regard, and (c) conclude
their review of the special registration of nevirapine for pMTCT
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by revoking it, in view of Boehringer Ingelheim’s failure to meet
the terms set in the MCC’s resolution of 25 September 2003.

Having done this, we further expect that the MCC’s members
will finally address their minds to the AZT triphosphorylation
problem identified five years ago by Papadopulos-Eleopulos et
al. in their epochal AZT biochemistry paper, and will thereafter
resolve to deregister the drug before any more South Africans are
pointlessly poisoned with it — as millions were crippled and
killed by their doctors” mercury and arsenic treatments less than a
century ago. Whereas President Mbeki is familiar with and un-
derstands this basic and insurmountable biochemical problem
with GlaxoSmithKline’s claims for its product (he has twice been
quoted in the press referring to it), it does not appear that anyone
on the MCC is even aware of it. We appreciate that studying Pa-
padopulos-Eleopulos’s et al. radical investigation of the biochem-
istry of AZT will require considerable application and effort, be-
cause the paper is long and technical, but it is precisely for taking
such trouble that the MCC’s members are paid their salaries.

We conclude by pointing out that AZT was first synthesized in
1961 by Professor Richard Beltz (not in 1964 by Dr Jerome Hor-
witz as is generally reported) as an experimental cell-poison (not
an anti-viral agent) for possible cancer chemotherapy, under the
aegis of the American cancer research programme. (The writer
has a detailed history of the process, which Beltz personally re-
counted to him; see Inventing AZT.) Reviewing an early draft of
the writer’s review of the toxicity literature on the drug in Debat-
ing AZT: Mbeki and the AIDS drug controversy, Beltz remarked ap-
provingly, ‘... you are justified in sounding a warning against the
long-term therapeutic use of AZT, or its use in pregnant women,
because of its demonstrated toxicity and ... devastating effects ...
Your effort is a worthy one ... I hope you succeed in convincing
your government not to make AZT available.

" Included in the appendices to Introducing AZT: ‘A world of antiretroviral ex-
perience and online at www.tig.org.za.
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The MCC, on the other hand, against the vehement advice of
the inventor of AZT, considers that South African pregnant
women and their babies, mostly black and poor, should be pre-
scribed this poison to ingest as a beneficent medicine — but only
when combined with another equally toxic chemical, nevirapine.
The WHO Recommendations” concession that “there is still a lack
of information on the effects of short-courses of ARVs to prevent
MTCT on the long-term health of the infected mother (and that of
her infected infant) ... but research is ongoing’ didn’t cause the
MCC any disquiet, apparently — even though South Africa is ill-
equipped to monitor the extent to which mostly African children,
‘infected” or otherwise, will be maimed or possibly killed by the
experimental toxic treatment.

Yours faithfully

ADV ANTHONY BRINK
CONVENOR AND NATIONAL CHAIRMAN
TREATMENT INFORMATION GROUP

Cc: The South African government, and other interested parties.

Note

By letter on 2 August 2004 the month of publication of the Barret
et al. study was corrected (it was August not December), and this
letter has been edited to reflect the fix. A copy of Papadopulos-
Eleopulos’s et al. paper in Current Medical Research and Opinion
May 1999, A Critical Analysis of the Pharmacology of AZT and
its Use in AIDS was submitted on the same. It's also online in
‘Quick links” at www.tig.org.za.
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Annexure A

MCC MEDIA RELEASE: 12 July 2004

MCC NO LONGER RECOMMENDS THE USE OF MONO-
THERAPY IN PREVENTING MOTHER TO CHILD TRANS-
MISSION OF HIV

The South African Medicines Control Council (MCC) reconsid-
ered the merits of nevirapine when used as a monotherapy to re-
duce the risk of transmission of HIV from mother to child during
labour. Council believes that the risk-benefit profile of nevirapine
monotherapy has changed and therefore no longer recommends
its use for the prevention of mother to child transmission
(PMTCT) of HIV.

At a recent meeting of the MCC held on 2 July 2004, Council
recommended that nevirapine and zidovudine (AZT), previously
approved for monotherapy in PMTCT, only be used in combina-
tion therapy.

The approval of nevirapine as monotherapy for this indication,
in April 2001, was conditional upon monitoring of resistance and
its impact on efficacy.

In its deliberations, the MCC considered the following issues:

(i) Nevirapine leads to significant resistance in mothers and
babies when used as a monotherapy to reduce the risk of
transmission of HIV from mother to child compared to a
combination therapy;

(if) Recent studies conducted in South Africa, using nevirap-
ine as a monotherapy for this purpose, show significant resis-
tance of up to 50%;

(iii) The clinical significance of these findings needs further
investigation as the efficacy of future treatment options in
mothers or babies who have nevirapine-resistant HIV may be
compromised;
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(iv) A number of recent studies, including an expert consulta-
tion report of the World Health Organisation (February 2004),
confirms the view of the MCC that nevirapine monotherapy
is less efficacious than combination regimens;

(v) Council’s decision applies to all monotherapy interven-
tions when used to reduce the risk of transmission of HIV
from mother to child during labour. Council is of the view
that combination therapy should be considered for this indi-
cation.

The Department of Health has introduced a Comprehensive
Plan for Management, Care and Treatment of HIV and AIDS;
which introduce ARV’s and the opportunity of combination ther-

apy.
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24 August 2004

The Registrar: Ms Precious Matsoso
Medicines Control Council

2nd Floor, Hallmark Building

Cnr Andries and Vermeulen Streets
Pretoria

Dear Ms Matsoso

MCC review of its special registration of nevirapine for
perinatal administration, and its recent recommendation
that nevirapine be administered together with AZT

In this memorandum we will be drawing the MCC’s attention to
human and animal medical research literature, some of it very
recent and some still in press, nearly all omitted from considera-
tion in the World Health Organisation’s draft Antiretroviral drugs
and the prevention of mother-to-child transmission of HIV infection in
resource-constrained settings: Recommendations for use: 2004 Revision
guidelines (hereinafter referred to as ‘the WHO Recommenda-
tions’), which has conclusively found and unequivocally predicts
that:

(@) AZT and AZT+3TC treatment of pregnant women in South
Africa will kill, mentally or neurologically cripple, and/or
otherwise seriously physically harm a number of their ba-
bies;

(b) Most of these babies will sustain ‘moderate to severe” mi-
tochondrial damage from in utero and postpartum expo-
sure to these drugs;
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(c) Unlike the case of thalidomide babies, the drug damage
caused to babies during gestation and post-partum will not
be evident at or soon after birth, and so the toxic cause will
therefore be masked, because the harm that AZT and 3TC
causes to foetal and neonatal mitochondria only becomes
symptomatically evident in children many months after
exposure — and, in the case of mostly poor black women
and babies in South Africa, long after they have left hospi-
tal and have returned traceless to their communities;

(d) Where the damage caused by AZT and 3TC is less obvious
than death, complete or partial paralysis, complete or par-
tial spasticity, blindness, repeated convulsions or mental re-
tardation, it may result in subtler neurological damage giv-
ing rise to lifelong neurobehavioural deficits that may eas-
ily be mis-attributed to a range of harmful infant chal-
lenges, from the ‘very unfavourable psychological and so-
cial environments’ attending poverty, through ‘prematur-
ity’, to other serious childhood diseases;

(e) Apart from brain and other neurological damage, pre-,
peri- and postpartum exposure to AZT and AZT+3TC will
also result in some cases to permanent bone marrow de-
struction, with potentially fatal consequences, and to car-
diac muscle and other muscle and tissue damage of varying
severity, that may be fatal;

(f) The combination AZT+ 3TC+nevirapine regimen recom-
mended in the WHO Recommendations for administration
to pregnant women will cause life-threatening and in some
cases fatal diseases in some of them.

We will further substantiate our charge that the WHO Recom-
mendations recommending the administration of AZT+3TC

+nevirapine to prevent mother to child transmission of HIV
(‘pMTCT’):
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(a) wholly inadequately canvassed the substantial corpus of
published human and animal nucleoside analogue (AZT
and 3TC) foetal toxicity data published to date of issue (7
January 2004), and disregarded critically important studies;

(b) trivialised the significance of these studies where it men-
tioned them at all; and,

(c) grossly misrepresented the crucial significance of the final
report of the French Paediatric HIV Infection Study Group
(citation 44 of the WHO Recommendations, and hereinafter
referred to as ‘the Barret study’, after lead author Béatrice
Barret).

We will also draw the MCC'’s attention to the very latest studies
on the transplacental mitochondrial toxicity of AZT and 3TC for
primate, human and rodent foetuses — reported in January, April
and June 2004 respectively — all subsequent to the issue of the
WHO Recommendations, and all of which the MCC evidently
missed, and consequently failed to take into account, when issu-
ing its new recommendation that in addition to nevirapine HIV-
positive pregnant women in South Africa should also be encour-
aged to take AZT.

It will become obvious to the MCC on reading the new data
pointed out in this memorandum that the WHO Recommenda-
tions on which it relied in recommending the use of AZT, 3TC
and nevirapine during pregnancy have been superannuated, and
are now dangerously out of date.

To keep this memorandum within manageable proportions, we
have not focussed on d4T, a drug proposed by WHO Recom-
mendations as an alternative to AZT in the AZT+3TC+nevirapine
regimen. The literature on d4T is less extensive than on AZT, but
like AZT d4T is a nucleoside analogue and has essentially the
same severe toxicities — predictably since nucleoside analogue
compounds are widely used in cancer chemotherapy to inten-
tionally poison off human cells. We might mention, however, that
the WHO Recommendations’s sunny estimation of d4T as a drug
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good for pregnant women is not shared by the manufacturer it-
self:

On 2 February 2001 the New York Times reported an urgent alert
issued by the European Medicines Evaluation Agency [EMEA]
after

seven cases of lactic acidosis — three of them fatal — had
been reported worldwide in pregnant women taking the
two drugs in combination [d4T (stavudine), sold by Bristol
Myers-Squibb as Zerit; and ddl (didanosine), sold by BMS as
Videx]. ... Echoing last month’s warning by the US Food
and Drug Administration, the EMEA pointed out that lac-
tic acidosis is a known side effect of the class of HIV
drugs called nucleoside reverse transcriptase inhibitors
(NRTIs). The use of this class of drugs is not recom-
mended during pregnancy unless the potential benefit
clearly outweighs the potential risks.

Although the drugs’ labels already included strong warnings
that lactic acidosis could occur in any patient, the US FDA
warned in a special advisory that ‘new evidence showed preg-
nant women have a greater chance of developing the condition’
(per Reuters report). Bristol-Myers Squibb added this warning to
its labelling, and chased the change with a letter sent to fifty
thousand AIDS doctors, warning them of the danger.

Reference in the WHO Recommendations to ‘reports of a small
number of serious adverse effects possibly associated with expo-
sure to ART [antiretroviral therapy] in the form of mitochondrial
dysfunction (43-45), but an increased rate of serious clinical mani-
festations has not been confirmed by other studies (46-48)" creates
the falsely misleading impression that:

(a) the evidence concerning the potentially crippling effect of
in utero exposure to AZT or AZT+3TC is doubtful and at best
tenuous;
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(b) only three studies suggest ‘a possible association” between
‘serious adverse effects’ of exposure to AZT or AZT+3TC in
the womb; and,

(c) subsequent studies disconfirmed tentative earlier ones.

Before we canvass the dire implications of the findings and
conclusions reported in the Barret study, which the WHO Rec-
ommendations cursorily mentioned, misrepresented and effec-
tively disregarded, it might assist if we recapitulate:

In September 1999 the French Paediatric HIV Infection Study
Group published an alert in Lancet (citation 43 of the WHO Rec-
ommendations, and hereinafter referred to as “the Blanche alert’,
after lead author Stéphane Blanche) in which, as the AIDS doctors
summarised it in their report of the follow-up and confirmatory
Barret study, they ‘described eight cases of children presenting
principally neurological symptoms compatible with persistent
mitochondrial dysfunction. The symptoms and biochemical ab-
normalities were identified several months after the exposure to
antiretroviral drugs.’

But the damage wasn’t merely identified several months after
the drug exposure: it only became manifest at that time among
children who had hitherto appeared normal. That is, there was a
time lag of many months between the drug damage and its mani-
festation in serious symptoms, in some cases ultimately fatal.

The ‘neurological symptoms’ — which the AIDS doctors might
less delicately and more frankly have called massive brain and
nerve damage — took the form of extensive cortical necrosis, corti-
cal blindness, epilepsy and spastic quadriplegia in five children.
Three further children were described as ‘symptom-free’ but had
‘severe biological or neurological abnormalities’— portending se-
rious health problems and misery in later life. The AIDS doctors
also described findings of severely impaired energy metabolism
and corresponding muscle and other cell damage, manifesting in
heart muscle injury and muscle weakness generally.
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The AIDS doctors accordingly concluded in their alert: ‘Our
findings support the hypothesis of a link between mitochondrial
dysfunction [in infants] and the perinatal administration of pro-
phylactic nucleoside analogues.” That is, the appearance of the
permanently crippling, and in some cases fatal, mitochondrial
disease observed in several children led the AIDS doctors to pos-
tulate the discomforting misgiving that the AZT or AZT+3TC that
they had used on the pregnant women in their study, and on
most of the children for a few weeks after their births, might be
the cause of it.

In a commentary on the Blanche alert in the May-June 2001 is-
sue of the French journal Therapie (56(3):261-6), entitled (in trans-
lation), Antiretroviral agents and pregnancy: mitochondrial dys-
function and nucleoside analogs, Loubeyre-Unique et al. high-
lighted that the brain-damaging effects of AZT or AZT+3TC will
not always be as grotesquely conspicuous as those reported in the
Blanche alert, and may take subtler ‘neurobehavioral” forms:

An alert was published during 1999 by the French Perina-
tal Cohort: eight cases of mitochondrial dysfunction were
reported among 1754 infants exposed to nucleoside ana-
logues in utero and during the neonatal period. These
eight infants were not infected by HIV. Mitochondrial
toxicity of nucleoside analogues is clearly described in
adult HIV patients receiving NRTI [nucleoside analogue
reverse transcriptase inhibitors]. Zidovudine [AZT] (the
only and the first NRTI studied) induced mitochondrial
DNA dysfunction in animals (monkeys) and neurobe-
havourial effects in mice at a dose similar to the human
dose.

Indeed so: numerous research papers have reported ‘neurobe-
havioural” anomalies in rodents following experimental pre-natal
AZT exposure, none of which the WHO Recommendations saw
fit to mention in their approbation of AZT and similar chemicals
for ingestion by pregnant women in developing countries like
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ours. And as we will show, the damaging effect of AZT and 3TC
on foetal mitochondrial DNA has been shown in several studies
not only in primates, but also in humans.

In 1997 Petyko et al. reported Learning disturbances in off-
springs of zidovudine (AZT) treated rats in Neurobiology (5(1):83-
5); in 1998 Applewhite-Black et al. noted Neurobehavioral and
pregnancy effects of prenatal zidovudine exposure in Sprague-
Dawley rats: preliminary findings in Neurotoxicology and Teratol-
0gy (20(3):251-8); in 1999 Rondinini et al., of the Laboratorio di
Fisiopatologia di Organo e di Sistema, Istituto Superiore di
Sanita, Rome, Italy, described the Long-term effects of prenatal
3’-azido-3’-deoxythymidine (AZT) exposure on intermale ag-
gressive behaviour of mice in Psychopharmacology (145(3):317-23);
in 2000 the same core group of Italian researchers, now led by
Venerosi, found Prolonged perinatal exposure to AZT affects
aggressive behaviour of adult CD-1 mice, reported in Psy-
chopharmacology (150(4):404-11); in 2001, in Teratology (63(1):26-37),
the group, led as before, reported related findings following Pre-
natal exposure to anti-HIV drugs: neurobehavioral effects of
zidovudine (AZT) + lamivudine (3TC) treatment in mice; a sec-
ond paper in 2001 by the group, led by Ricceri, published in Psy-
chopharmacology, reported Prenatal AZT or 3TC and mouse de-
velopment of locomotor activity and hot-plate responding upon
administration of the GABA(A) receptor agonist muscimol; in
2002 the group, led by Venerosi again, discussed Animal models
of anti-HIV drugs exposure during pregnancy: effects on neu-
robehavioral development in the light of the Blanche alert in
Progressive Neuropsychopharmacology and Biological ~Psychiatry
(26(4):747-61) — mentioning the French report of ‘severe yet few
human cases of cardiomyopathy [heart muscle damage] and neuro-
logical disease likely associated with mitochondrial dysfunction
in uninfected infants of seropositive mothers perinatally exposed
to AZT’; in the same year, 2002, Melnick et al. made positive find-
ings in their investigation of The effects of perinatal AZT expo-
sure on the acoustic startle response in adult rats, reported in
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Neurotoxicology and Teratology (24(6):773-81); and the most recent
study in this subject, by Levin et al., published this year in the
January-February issue of Neurotoxicology and Teratolology
(26(1):65-71), returned a Neurobehavioral assessment of mice
after developmental AZT exposure, in which the researchers re-
corded their observations of ‘subtle neurobehavioral impairments
in mice after prenatal AZT exposure at clinically relevant doses’.

Hart et al. propose a mechanism by which AZT mitochondrial
toxicity causes neurological damage in their paper, Acetyl-I-
carnitine: a pathogenesis based treatment for HIV-associated
antiretroviral toxic neuropathy, still in press for publication in
AIDS 2004, 18:1549-1560, but published online by Pubmed on 23
July 2004:

Nucleoside analogue reverse transcriptase inhibitors
(NRTI) disrupt neuronal mitochondrial DNA synthesis,
impairing energy metabolism and resulting in a distal
symmetrical polyneuropathy (DSP), an antiretroviral
toxic neuropathy (ATN) that causes significant morbidity

This results from AZT’s potent activity as an oxidizing agent, as
pointed out in Papadopulos-Eleopulos’s et al. paper we sent up
both in hard-copy and on CD, A Critical Analysis of the Phar-
macology of AZT and its Use in AIDS, published as a special
supplement to the prestigious academic medical journal Current
Medical Research and Opinion in mid-1999 (archived at
www.theperthgroup.com)

For those members of the MCC who might have forgotten their
biology lessons, and so do not immediately appreciate the signifi-
cance of mitochondrial damage, it bears emphasizing for the
safety of generations of our country’s children, black and poor
particularly, that mitochondria are intracellular organelles that
generate the energy necessary for a wide range of vital cellular
processes. When oxidized by a ‘mitochondrial toxin” such as AZT
(as the drug was described by Lamperth et al. in Abnormal
skeletal and cardiac muscle mitochondria induced by zi-
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dovudine (AZT) in human muscle in vitro and in an animal
model, published in Laboratory Investigations, 1991 Dec;65(6):742-
51), mitochondria are unable to produce this essential energy,
and several secondary toxic effects follow, including mitochon-
drial DNA depletion and mutation.

It's relevant to mention here that of all such ‘mitochondrial
toxin[s]’, AZT is the most poisonous: in 1997, in the Journal of
Neurological Science Benbrick et al. reported a comparative study
of the Cellular and mitochondrial toxicity of zidovudine (AZT),
didanosine (ddI) and zalcitabine (ddC) on cultured human
muscle cells (149(1):19-25). Although they found that ‘AZT, ddI
and ddC all exert cytotoxic [cell-poisoning] effects on human
muscle cells and induce functional alterations of mitochondria ...
AZT seemed to be the most potent inhibitor of cell proliferation’.

It follows that it would be the most potent inhibitor of foetal
cell growth too: in May 1994 Toltzis et al. reported the Compara-
tive embryonic cytotoxicity of antiretroviral nucleosides in the
Journal of Infectious Diseases (169(5):1100-2). The cellular toxicity
of ddI, ddC, and d4T, all AIDS drugs in the same chemical class,
was compared with that of AZT, which the lead author and other
researchers had already found to be ‘cytotoxic to early murine
embryos both in vivo and in vitro’ three years earlier (see citation
38 of the WHO Recommendations). The experiment established
that the ‘cytotoxicity of all three drugs was significantly less than
with zidovudine at equivalent concentration’, which is to say that
AZT was found best at killing foetal tissue.

Since the term ‘mitochondrial toxicity” might have a dry and
uninteresting ring to those members of the MCC who've never
heard of it before, appended to this memorandum is an excerpt
from the Blanche study, describing the earliest-detected eight
children worst-affected in the drug experiment on them. It
graphically details what we’re talking about. (Reading it requires
a strong stomach or a hard heart.)

Although the WHO Recommendations claim, ‘Short-term ...
tolerance of the ARV prophylactic regimens has been demon-
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strated’, it’s legion among doctors in South Africa that for most of
them even a few days of AZT treatment following hypodermic
needle pricks is unbearable, due to the extremely unpleasant sub-
jective experience of the drug’s toxicity. Yet the WHO Recom-
mendations suggest that pregnant women should take it for six
months of their pregnancies — even right throughout them:

For pregnant women it may be desirable to initiate ARV
treatment after the first trimester of pregnancy, that is af-
ter the period of major organ development in the fetus, al-
though for pregnant women who require treatment or
who are severely ill, the benefit of early therapy [during
the first semester] would likely outweigh any potential fe-
tal risks and therapy should be initiated in such cases.

Notwithstanding GlaxoSmithKline’s childish pretensions in its
marketing motto, ‘Our global quest is to improve the quality of
human life by enabling people to do more, feel better and live
longer’, rather than making a killing in the business sense, irre-
spective of the human cost, the toxic ill-effects of AZT and similar
drugs are unendurable for most people — as was found in an in-
vestigation to quantify this problem by Fellay et al., written up as
the Prevalence of adverse events associated with potent antiret-
roviral treatment: Swiss HIV Cohort Study published on 20 Oc-
tober 2001 in Lancet (358(9290):1322-7).

The researchers reported ‘a high prevalence of toxic effects’ in a
cohort of 1160 patients on AZT and related drugs, more than two
thirds of whom suffered side effects severe enough to affect
treatment adherence — in other words prevent them from con-
tinuing to take the drugs as prescribed. Forty-seven per cent re-
ported clinical problems like vomiting, diarrhoea, nausea, ab-
normal fat growth, mood swings, insomnia and fatigue. Blood
tests revealed ‘potentially serious’ abnormalities among twenty-
seven per cent. The researchers classed a ‘significant proportion’
of these adverse events as “serious or severe’. Kidney dysfunction
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and severe fatigue that were “probably or definitely” due to the
drugs led to some patients winding up in hospital.

And just by the way: rather than ‘enabling people ... to live
longer’, AZT helps them to live shorter — as Andrew Phillips at
the Royal Free Hospital School of Medicine in London and
George Smith at the University of Bristol reminded their medical
colleagues in a letter to the New England Journal of Medicine on 27
March 1997: “Extended follow-up of patients in one [AZT] trial,
the [well-conducted, large-scale, double-blind] Concorde study [which
found AZT to be useless as an AIDS drug], has shown a significantly
increased risk of death among the patients treated early.” Need-
less to say, you don’t see this mentioned in GlaxoSmithKline’s
package insert.

As might be expected, pregnant women find the drugs as hard
to take as Fellay et al. found people generally do. In 1998 in AIDS
(12:F241-247) Lorenzi et al. reported Antiretroviral therapies in
pregnancy: maternal fetal and neonatal effects: ... 29 out of 37
women and ... 14 out of 30 babies [suffered] one or more adverse
events.” Reuters Health synopsized the trouble:

Following combination antiretroviral therapy adminis-
tered during pregnancy, most HIV-positive mothers and
about half of their children developed one or more ad-
verse events. Of thirty babies, ‘the most common adverse
event was prematurity (ten infants), followed by anemia
(eight infants). The investigators also noted 2 cases of cu-
taneous angioma [blood vessel malformation presenting as
spotty tumours], 2 cases of cryptorchidism [testicles retained
within the abdominal cavity], and 1 case of transient hepati-
tis. Two infants ... developed ... intracerebral hemorrhage
[bleeding on the brain]” and one “extrahepatic biliary atresia
[potentially fatal constriction of bile duct].

In contradistinction to the WHO Recommendations’s allegation
that AZT is readily tolerated by pregnant women, the Blanche
study cited three contrary investigations — published in | Acquir
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Defic Syndr Hum Retrovir 1995;9:401-07; Lancet 1994;344: 207-09
(the latter paper appositely entitled Zidovudine for mother, fetus
and child: hope or poison?) and Drug Saf 1995;12:274-82 — in
support of its note that “Tolerance of this treatment has been a
concern.” Actually, a bit more than a concern: in Teratology. 2000
Aug;62(2):93-9, Patterson et al. pointed out that ‘many pregnant
women are unable to tolerate AZT because of toxicity’. So who's
not telling the truth?

When AZT and similar drugs make pregnant women in the
Developing World desperately sick, just as all the literature and
the skull and crossbones on Sigma Chemical Co.’s label predicts,
the WHO Recommendations advise that they be forced to stay
the course:

Adherence to ARV drugs for prevention of MTCT or
treatment is of critical importance, and should be pro-
moted from the time ARV is started, and reinforced
throughout prophylaxis and/or treatment, ideally at the
family and community level. Guidance should include
discussion with women about the known potential ad-
verse effects of the ARV regimen they have been pre-
scribed and importance of adherence, so they can antici-
pate and know how to manage minor and/or transient
side effects and do not inappropriately stop therapy. Af-
ter starting ARV treatment or prophylaxis, women should
be seen frequently to reinforce the need for adherence to
the regimen and to assess and manage any side effects of
the drug. ... When ARVs are used as prophylaxis to pre-
vent MTCT, side effects such as ARV-associated nausea,
which may compound the pregnancy-associated sickness,
or fears that ARV drugs might harm the foetus, should
not be considered to be a contra-indication or a reason for
stopping ARV treatment.

Four years after the publication of the Blanche alert, the Barret
study, which followed up a ‘large ... cohort’ of 2644 of 4392 chil-
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dren ... exposed to antiretrovirals’ conclusively ‘confirmed ... a
preliminary report’ (the Blanche alert) that ‘Children exposed to
nucleoside analogues during the perinatal period are at risk of a
neurological syndrome associated with persistent mitochondrial
dysfunction ... a risk about 30 times higher than that in the gen-
eral population.

The WHO Recommendations, however, gave these very serious
and conclusive findings just a passing mention, dishonestly rep-
resenting their purport in doing so: “There have been reports of a
small number of serious adverse effects possibly associated with
exposure to ART in the form of mitochondrial dysfunction (43-
45)". (The Barret study is citation 44, the Blanche alert 43, and an-
other definitive study by Poirer et al., discussed below, is 45.)

Reading the WHO Recommendations, ignorant of the data re-
ported in these three studies, one would think that the safety of
AZT during and after pregnancy was a sure thing: “The safety of
ARV’s used for a limited period of time in pregnancy for the pur-
pose of prevention of peri-partum MTCT has been demonstrated.
... The potential short-term toxicity in exposed infants, if any, is
expected to be very small.’

Perhaps the WHO Recommendations’s author needs glasses,
because as the Blanche alert reported, far from being ‘short-term’,
the effect of foetal and neonatal exposure to AZT and 3TC is “per-
sistent mitochondrial dysfunction ... months or years after the
end of antiretroviral treatment’, sometimes causing brain damage
that shows up in Magnetic Resonance Imaging (MRI) scans, and
other serious tissue damage, fatal in some cases.

As for the WHO Recommendations’s allegation that the inci-
dence of these ill-effects was ‘very small’, it is apparent from the
Barret study that its ‘30 times higher than that in the general
population” assessment of the risk of serious mitochondrial dam-
age and consequent brain, neurological, muscle and organ tissue
injury — high enough as it is — was actually conservatively com-
puted; and we submit that the risk of serious harm that the MCC
threatens South African children, mostly black, mostly poor, by
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advocating their exposure to AZT or AZT+3TC before and after
birth is very much higher indeed. In fact the AIDS doctors admit-
ted as much:

The true incidence [of the risk] could be higher because
additional children in the cohort have similar sympto-
mology, and several arguments strongly suggest a mito-
chondrial origin for these cases.

The number of children reported injured in the Barret study
was parsimoniously arrived at in a process employing ‘restrictive
criteria’, in which the majority of suspected cases of “196 children
presenting with at least one major sign or two minor signs [of]
mitochondrial dysfunction” of the 2644 drug-exposed were elimi-
nated, leaving a remainder of just twenty-nine cases of mito-
chondrial dysfunction that the AIDS doctors considered ‘estab-
lished’.

Ninety-one children, including eleven who died, were thrown
off the roll of “possible” injury cases, notwithstanding their exhibi-
tion of ‘at least one major sign or two minor signs on two differ-
ent occasions as defined in the screening procedure’, for the rea-
son that the AIDS doctors identified ‘another cause that could
account for the symptoms and/or resulted in no suspicion of mi-
tochondrial dysfunction for 91 children’. (The defective logic of
these people leaps off the page. But then they’re AIDS doctors.)

It's noteworthy that “This group of 91 cases included 11 chil-
dren who died during the study period.” Nobody thought of ex-
huming their remains for autopsies to determine what killed
them, more especially in view of the fact that AZT poisoning fre-
quently leaves pathologists with clear biochemical clues.

In the case of ‘61 children, the symptoms identified in the data-
base, which were confirmed by the investigator, disappeared
spontaneously: various investigations during the symptomatic
period were not conclusive.” Because they were not ‘conclusive’,
they were eliminated — not monitored for the possible reappear-
ance of their symptoms, or other ones. Without explanation, the
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AIDS doctors figured: ‘Complementary investigation after clear-
ance of the symptoms was not considered justified.” Just like that.

One would have thought that in a properly conducted investi-
gation, no effort and no expense would have been spared in con-
ducting the most thorough examination of every drug-exposed
child possible, employing every diagnostic tool, assay, psycho-
metric and psychomotor test available to medicine and to toxic
neurophysiology and toxic neuropsychology. But the children
weren’t deemed worth it — probably because, as appears from the
Blanche alert, most of them were black. (As are most victims of
foetal AZT poisoning in the US and European inner-cities.)

Since ‘For 15 children, complementary evaluation was not pos-
sible (child lost to follow-up, parental refusal)’, there is no way of
knowing how many of them were hurt or killed. For eight more,
‘results from complementary investigations are not yet fully
available and conclusions not yet possible’. What we do know is
that those eight children would have exhibited “at least one ma-
jor, or two minor signs’ of ““possible” mitochondrial dysfunction’
to warrant the ‘complementary investigations’.

As they excluded the children exhibiting “at least one major, or
two minor signs’ of ““possible” mitochondrial dysfunction” the
AIDS doctors admitted: ‘The diagnosis of mitochondrial disease
in children is sometimes considered to be very difficult and even
arbitrary. ... Only cases of “established” mitochondrial dysfunc-
tion are presented here.” Their use of inverted commas around
“possible and “established” were used to indicate the arbitrari-
ness of the body count, and that only the most severely injured
were included in the tally. This implies that many more could
have been.

That the AIDS doctors weren’t at all sure about the extent of the
harm they had caused, and that they may have missed many in-
jured children, was suggested in their report:

In some children, the symptoms [of ‘toxic-induced mito-
chondrial dysfunction’] are very strongly expressed. In
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others, the symptoms are mild and only a specific and
adapted program of complementary examinations can di-
agnose or suggest the existence of mitochondrial toxicity.
... The symptoms in the children in our study were not
specific, and may therefore not have been identified as
toxic effects of treatment.

The AIDS doctors also employed a surprisingly crude and im-
precise method for gathering information about the harm that
they had caused the children by supervising their exposure to
AZT or AZT+3TC before and after they were born:

The attending clinician was allowed to decide the extent
of these investigations: consequently the investigations
performed varied with the severity of the symptoms and
the clinician’s evaluation of the pertinence of the mito-
chondrial hypothesis.

In other words, things depended on how clever or stupid the
particular doctor was.

How many drug injury cases on the less-severe end of the spec-
trum were missed and therefore unaccounted for, because of this
ridiculous procedure, is anyone’s guess. Presumably the ‘attend-
ing physician” had also administered or prescribed the toxic
medicine, and, if so, would naturally have been less than astute to
expose as many of his medical disasters to the world as possible.

The most extreme forms of injury to the chemically-crippled
children were noted in the Barret study as ‘motor abnormality’
(typically involving muscular impairment such as trouble walk-
ing, talking and with hand-control), ‘repeated seizures’ (i.e. epi-
lepsy), “‘major cognitive delay’ (i.e. mental retardation), ‘tetraple-
gia’ (total limb paralysis), ‘hemiplegia’ (left or right side paraly-
sis) ‘retardation of language acquisition’ (evidencing brain dam-
age), ‘cardiomyopathy’ (damaged heart muscle, predicting early
death), ‘nystagmus’ (uncontrollable rapid movement of the eyes,
evidencing brain damage) and “severe malaise’ (non-specific per-
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sistent ill-health and weakness, consistent with toxic chemical
poisoning).

In the case of twelve children in the Barret study, cerebral MRI
scans revealed brain tissue atrophy (wasting), necrosis (tissue
death) and other serious abnormalities. It is noteworthy, how-
ever, that in arriving at this figure, the AIDS doctors applied a
remarkably restrictive protocol for interpreting MRI brain scans
of children who appeared to have sustained brain damage
through pre-, peri- and postnatal AZT and AZT+3TC exposure:

All the cerebral MRI data underwent two independent
expert analyses. In cases of divergent interpretations, the
‘least severe’ interpretation was used for the final analysis
of the results: an MRI that was judged to be normal by
one party and to be abnormal by the other was consid-
ered to be normal, regardless of the number and severity
of the abnormalities observed. If the MRI findings were
considered to be abnormal by both parties, only the ab-
normalities observed by both were included in the analy-
sis.

Obviously, had the AIDS doctors designed a more sensitive
protocol for a higher vigilance and detection level, many more
cases of visible drug-damage to brain tissue would have been re-
corded.

Even so, it's important to keep in mind that it’s trite in neurol-
ogy that even profound, clinically apparent neurological damage
or deterioration, whatever the cause, is not necessarily manifest
in any observable brain tissue anomaly. Advanced Alzheimer’s
disease, for example, as discussed in the modern standard refer-
ence, the Oxford Textbook of Medicine, is a case in point.

As they reported the iatrogenic horror that they had wreaked
on the babies upon whom they had earlier been experimenting
with their poisonous chemicals, one can only wonder how much
greater the scale of the harm that would have been ascertained
and reported had an independent panel of scientists been con-
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vened to audit the scale of the disaster. The conservative report-
ing bias corrupting the integrity of the Barret study findings, as
bad as they were, was inevitable, given that the self-same group
of AIDS doctors who had caused the carnage with its reckless
medical experiments was in charge of ascertaining its extent and
human cost.

The Barret study confirming the transplacental mitochondrial
toxicity of AZT for human foetuses and neonates was preceded
by another one by the same group of AIDS doctors, this time led
by Laurent Mandelbrot, published in the Journal of the American
Medical Association on 25 April 2001 (285(16)2083-93): Lami-
vudine-zidovudine combination for prevention of maternal-
infant transmission of HIV-1 (citation 26 of the WHO Recom-
mendations).

Yet again, of babies born to 445 AZT+3TC treated mothers en-
rolled in the study, 151 children suffered “moderate to severe he-
matologic adverse events’ resulting from their exposure to the
drugs, including such ‘frequent serious adverse events’ as ‘neu-
tropenia and anemia, requiring blood transfusion in nine children
and premature treatment discontinuation in nineteen. Two unin-
fected children died at age 1 year from neurologic complications

related to mitochondrial dysfunction.” The AIDS doctors con-
cluded that

Lamivudine-zidovudine may be effective in preventing
maternal-infant HIV transmission. However, severe ad-
verse effects ... occurred. Thus, the role of this combina-
tion therapy in this setting is as yet unclear, and further
research involving a variety of strategies is needed to de-
finitively ascertain its utility for preventing maternal-
infant HIV transmission.

That is another way of saying that however excited they were
by their scintillating laboratory test results, the AIDS doctors” en-
thusiasm was chilled by the deaths of the children they had killed
with their drugs, or poisoned — some so severely that they needed
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blood transfusions (an inevitably fatal procedure in many cases).
These disagreeable real-world outcomes understandably made
the AIDS doctors reticent about recommending to others the drug
combo they had just tried on their pregnant patients and their
babies.

But in pressing the administration of AZT mixed with 3TC and
nevirapine on poor women and their babies in Third World coun-
tries, the AIDS doctors hired by the WHO had no such qualms:

ZDV [AZT], 3TC and NVP are the drugs of first choice to
be used to prevent peripartum MTCT. ... All three drugs
can be taken twice daily and infant formulations are
available. To further simply the treatment, ZDV and 3TC
are available in a co-formulation, thus reducing the num-
ber of pills to be taken. ... Where available a highly potent
ARV prophylactic regimen for these women would be the
triple cocktail of ZDV+3TC+NVP from 32 weeks of gesta-
tion through delivery and for three days post-partum.

We pause to mention here that a few days after the draft WHO
Recommendations were published on 7 January 2004, insouci-
antly selling the above-mentioned drugs to pregnant women in
the Developing World to be taken during most of their pregnan-
cies, nevirapine manufacturer Boehringer Ingelheim issued a spe-
cial safety alert in the US concerning the use of its drug in preg-
nancy. The English online news service AIDSmap captured it in a
report on the 30t:

Boehringer Ingelheim, the manufacturer of the non-
nucleoside reverse transcriptase inhibitor (NNRTI) nevi-
rapine (Viramune) has issued important new safety in-
formation in a letter to doctors in the US about the drug’s
potentially fatal liver toxicities. Safety information con-
tained in packets of the drug will now caution that
women with CD4 cell counts above 250 cells/mm3, in-
cluding pregnant women, who are taking nevirapine for
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chronic HIV infection, have a twelve-fold greater risk of
serious liver side-effects, and that these have sometimes
been fatal. Liver events present the greatest risk of fatality
if they occur in the first six weeks of nevirapine treatment,
and are often associated with a rash. However, the risk
continues after this time and Boehringer Ingelheim is cau-
tioning doctors to closely monitor patients for the first 18
weeks of nevirapine therapy. Even when nevirapine
treatment is discontinued, the manufacturer is warning
that in some instances hepatic injury has continued to
progress. Boehringer Ingelheim also uses its letter to re-
mind healthcare providers that any patient taking nevi-
rapine can experience hepatic toxicities. Because of this
some doctors recommend that nevirapine-treated indi-
viduals should be monitored more often than once a
month. In particular, it is recommended by some experts
that liver function be monitored before nevirapine treat-
ment is started, at the time of nevirapine dose escalation
and two weeks later.

In other words, a higher CD4 cell count — read by AIDS doctors
(but not by informed immunologists) like the fall of a diviner’s
bones and shells as an optimistic indication of how healthy you
are — predisposes you to dying of liver failure if you take nevirap-
ine. This phosphorescent wisdom has been adopted by AIDS doc-
tors as their latest new doctrine.

Although the WHO Recommendations punted nevirapine to-
gether with AZT and 3TC as a ‘first-line’ treatment combination
to be administered during pregnancy and to babies after their
births, American AIDS doctors were jolted a few months later
into having different ideas. A paper about fatal and other serious
Maternal Toxicity With Continuous Nevirapine in Pregnancy:
Results From PACTG 1022 by Hitti et al. had bitter pills to report
on 1 July 2004 in the Journal of Acquired Immune Deficiency Syn-
dromes (36(3):772-776).
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The AIDS doctors had teed off with the “OBJECTIVE: To com-
pare the safety of nelfinavir and nevirapine-based antiretroviral
treatment in HIV-1-infected pregnant women’, giving seventeen
of thirty-eight pregnant women “nevirapine with zidovudine plus
lamivudine’, and the rest the latter two drugs with nelfinavir in
place of nevirapine. Within two to twenty-six weeks of treatment,
drug toxicity caused five women in the AZT+3TC+nevirapine
group — twenty-nine per cent of them — to abandon the drugs. But
it was too late for an ailing African-American woman (who had
been admitted perfectly healthy into the study) after her baby
was cut from her: ‘1 subject developed fulminant hepatic failure
and died, and another developed Stevens-Johnson syndrome.’

With these disappointments, the study was smartly aborted.
But instead of fingering the drugs on the strength of all that had
been published about their toxicities, underscored by the CDC’s
ban, on the advice of the FDA, of even short-term nevirapine
prophylaxis for doctors and nurses suffering needlestick injuries,
the AIDS doctors brilliantly blamed the fatality and life-
threatening adverse effect on the alleged unique allergic predis-
position to nevirapine toxicity mentioned above:

Continuous nevirapine may be associated with increased
toxicity among HIV-1-infected pregnant women with
CD4 cell counts greater than 250 cells/microL, as has been
observed in non-pregnant women.

A month after publication of the Barret study, AIDS doctors
from the same study group, this time led by Le Chenadec, re-
ported further unpleasant findings under the title, Perinatal anti-
retroviral treatment and hematopoiesis in HIV-uninfected in-
fants (AIDS. 2003 Sep 26;17(14):2053-61): In utero AZT exposure
may lead to ‘persistent inhibition of hematopoietic stem cells
[causing a] significant and durable effect on hematopoiesis up to
the age of 18 months’. And as might have been expected, the au-
thors found: ‘Combinations of antiretroviral treatments were as-



Two

sociated with larger decreases [of hematopoietic stem cells] than
monotherapy up to 15 months of age.’

Expressed in lay terms, the French AIDS doctors found that
AZT and 3TC poisons off babies” bone marrow — old hat to Sigma
Chemical Co., whose AZT label has always told us: “TOXIC Toxic
to inhalation, in contact with skin and if swallowed. Target or-
gan(s) Blood Bone marrow. ... Wear suitable protective clothing.’

This ought not to have hit the AIDS doctors as any big surprise
in any event: the potent stem-cell and general haematological tox-
icity of AZT reported everywhere in the medical and scientific
press is surely too notorious to need labouring in this memoran-
dum, but for any members of the MCC ignorant of it, or who
could use a refresher in this subject, some of the published re-
search on this score is summed up (as at 15 November 2000) in
paragraphs 10 to 13 of Debating AZT: Mbeki and the AIDS drug con-
troversy (appended hereto as an excerpt for easy reference), and in
David Crowe’s collection of citations annexed to our second let-
ter.

That antiretroviral drugs reach and can destroy foetal bone
marrow was already known to doctors (who read their journals)
by 1998: in the May issue of Pediatric Infectious Diseases Journal
(17(5):435-436), Watson et al. had reported Profound anemia in a
newborn infant of a mother receiving antiretroviral therapy.
The HIV-negative baby, born to a positive mother who had been
treated with a cocktail of AZT, 3TC and a protease inhibitor, was
found to be suffering ‘high output congestive heart failure secon-
dary to profound anemia’. The paediatricians excluded ‘infection,
nutritional deficiencies, congenital leukemia and congenital red
blood cell aplasia in the child” and naturally considered the ‘cause
of the life-threatening anemia in our infant ... to be in utero
erythroid marrow suppression by one or more of the antiretrovi-
ral agents administered to the mother’.

The WHO Recommendations mentioned Le Chenadec’s et al.
findings about persistent anaemia in children exposed to AZT or
AZT+3TC in utero and after birth (citation 37bis), but cavalierly
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dismissed them with the comment that their ‘clinical significance’
is ‘'unknown’. In reality, it is elementary in paediatric medicine
that persistent anaemia in an infant is a very serious condition
indeed. It means, practically, that no matter how much he
breathes, the child is unable to get enough oxygen, becomes
breathless after any exertion, is constantly tired, and has poor re-
sistance to infections. He’s chronically very pale and unwell.

And far from being of ‘unknown clinical significance’, in May
1999 Mocroft et al. reported their finding in AIDS 3(8):943-50 that
Anaemia is an independent predictive marker for clinical prog-
nosis in HIV-infected patients from across Europe, confirming
that ‘low haemoglobin levels were found to be ‘a strong inde-
pendent prognostic marker for death’. Which is to say that the
‘clinical significance’ of persistent anaemia is that it’s ‘a strong
independent prognostic marker’ for dying young. (No prizes for
guessing that Mocroft et al. also ‘found that 78.2% of the patients
with mild or severe anaemia at baseline had received zi-
dovudine’.)

What the WHO Recommendations scandalously neglected to
mention is that the Barret study specifically addressed the likely
reasons why ‘other studies” (in the words of the WHO), which
preceded their report, had not found the ‘serious clinical manifes-
tations’ (ibid) of nucleoside analogue foetal toxicity that they had.
Barret and colleagues explained the reason:

In a preliminary report we described eight cases of chil-
dren presenting principally neurological symptoms com-
patible with persistent mitochondrial dysfunction ... The
symptoms and biochemical abnormalities were identified
several months after the exposure to antiretroviral drugs.
Subsequently, a review of five different US cohorts failed
to identify mortality specifically linked to mitochondrial
disorder, but it is important to note that the review did
not address possible symptomatology in living HIV-
uninfected children. ... Children born to HIV-infected
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mothers, even when they themselves are not infected,
may show symptoms of various types. These symptoms
are often associated with easily identifiable causes, but in
some cases are not readily explained. Investigators of the
French paediatric study have for some years been inter-
ested in a series of symptoms, mostly neurological, of
children born to HIV-infected women. The neurological
symptoms include cognitive delay, behavioural disorders,
motor abnormalities and convulsions. Demonstration of
drug toxicity during pregnancy is not easy when the sus-
pected event is rare and the symptoms non-specific.

Contrary to the deceptive suggestion in the WHO Recommen-
dations that there is any lingering uncertainty about the issue,
there is no question at all that exposing babies to AZT in utero
will cause them some degree of permanent mitochondrial dam-
age, from sub-clinical to fatal; and there is a wealth of research
data, including some very recent papers, establishing this:

Two months before the publication of the Barret study, Poirer et
al., all staff scientists at the US National Cancer Institute (herein-
after referred to as ‘the NCI group’), published a study reported
in the June 2003 issue of the Journal of Acquired Immune Deficiency
Syndromes (33(2):175-83 — citation 45 of the WHO Recommenda-
tions): Long-Term Mitochondrial Toxicity in HIV-Uninfected
Infants Born to HIV-Infected Mothers, in which they stated their
findings concerning drug-caused mitochondrial DNA damage
categorically and unequivocally: “AZT exposure causes a persis-
tent depletion of mtDNA [mitochondrial DNA]" among babies
exposed to AZT in the womb.

Interviewed about these findings by Reuters Health on 8 July
2003, Miriam Poirer remarked: “We were stunned. We thought
there might be some subtle changes, but we did not expect any-
thing so striking.” She also mentioned that in her group’s preced-
ing primate studies, in which monkey foetuses had been exposed
to human-equivalent doses of AZT+3TC,
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we found major morphological damage in mitochondria
of umbilical cords, and depletion of mitochondrial DNA
in the brain, the heart, and the skeleton.

The primate studies to which Poirer was referring were all pub-
lished in 2000, and all returned findings with the gravest negative
implications for the continued use of nucleoside analogue drugs
during human pregnancy. The WHO Recommendations, how-
ever, completely ignored them.

In May 2000, led by Gerschenson, the NCI group noted findings
starkly conveyed in the title of their paper Fetal mitochondrial
heart and skeletal muscle damage in Erythrocebus patas mon-
keys exposed in utero to 3’-azido-3’-deoxythymidine, published
in AIDS Research and Human Retroviruses (16(7):635-44). Human-
equivalent doses of AZT were given to pregnant monkeys during
the second half of their gestational terms. Their babies were killed
at birth, after which their ‘cardiac and skeletal muscle’ tissues
were structurally examined by electron microscopy and with oxi-
dative phosphorylation enzyme assays. It was found that

At the human-equivalent dose of AZT (6 mg of AZT/kg
bw), there was an approximately 85% decrease in the spe-
cific activity of NADH dehydrogenase (complex I) and
three- to sixfold increases in specific activities of succinate
dehydrogenase (complex II) and cytochrome-c oxidase
(complex IV).

The NCI group reported that ‘a dose-dependent depletion of
mitochondrial DNA levels was observed in both tissues’, and
concluded: “The data demonstrate that transplacental AZT expo-
sure causes cardiac and skeletal muscle mitochondrial myopathy
in the patas monkey fetus.’

The heart damage and partial and complete human paralysis in
children exposed to AZT and AZT+3TC in utero, observed and
described in both the Blanche alert and the Barret study, is consis-
tent with the NCI group’s ‘cardiac and muscle mitochondrial
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myopathy’ finding in their primate study, and indeed with the
vast mass of AZT-induced human and animal mitochondrial
myopathy research data, both clinical and biological, reported in
the medical and scientific press — briefly overviewed (as at 15
November 2000) in Debating AZT: Mbeki and the AIDS drug contro-
versy and in Crowe’s collected AZT citations.

In June 2000, led by Ewings, the NCI group reported its re-
search into the transplacental mitochondrial toxicity of AZT for
foetal monkey brains, and again announced appalling findings in
the title to their paper, Genotoxic and functional consequences
of transplacental zidovudine exposure in fetal monkey brain
mitochondria, published in the Journal of Acquired Immune Defi-
ciency Syndromes (24(2):100-5). Performing the same EM and en-
zyme assay investigations as before, this time of neonatal brain
tissue, the NCI group found that

in fetal patas monkeys given a human equivalent daily
dose of AZT during the last half of pregnancy, mitochon-
dria in the fetal cerebrum appear to sustain moderate
damage.

Since the cerebrum controls and coordinates all voluntary activ-
ity in the body and governs the lower parts of the nervous sys-
tem, these findings explain the crippling physical manifestations
of brain damage among babies and children reported and de-
scribed in the Blanche alert and in the Barret study.

In November 2000 two of the NCI group, Gerschenson and
Poirer, published a further primate study of the mitochondrial
toxicity of AZT for monkey foetuses, exposed to human-
equivalent doses of the drug during the second halves of their
mothers’ pregnancies, in the Annals of the New York Academy of
Sciences (918:269-81) — again bluntly entitled Fetal patas monkeys
sustain mitochondrial toxicity as a result of in utero zidovudine
exposure. “The fetal tissues examined include heart and skeletal
muscle, which have high energy requirements, and placenta,
which is less dependent on mitochondrial integrity.” Their study
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demonstrate[d] that mitochondrial toxicity, evidenced by
depletion in mtDNA and OXPHOS enzyme abnormali-
ties, is manifested similarly in heart, skeletal muscle, and
placenta of AZT-exposed monkey fetuses.

In January this year, in AIDS (20(1):91-100), the NCI group, led
by Gerschenson, reported their investigation of the foetal mito-
chondrial toxicity of AZT when combined with 3TC, in a paper
entitled Mitochondrial toxicity in fetal Erythrocebus patas
monkeys exposed transplacentally to zidovudine plus lami-
vudine. Electron microscopy examination of ‘drug-exposed fetal
cardiac and skeletal muscle cells showed mitochondrial mem-
brane compromise, mitochondrial proliferation, and damaged
sarcomeres, while mitochondria in brain cerebrum and cerebel-
lum were morphologically normal’. The drugs were found to
have resulted in massive mitochondrial DNA depletion —

(>50%) in heart, skeletal muscle, cerebellum, and cere-
brum from drug-exposed fetuses compared to unexposed
controls. Overall, the data indicate that significant mito-
chondrial damage was observed at birth in monkey fe-
tuses exposed in utero to AZT plus 3TC in a human-
equivalent dosing protocol.

These research findings were published in the same month as
the WHO Recommendations, and like those of the NCI group’s
preceding findings, their baleful implications were not consid-
ered in them.

That children exposed to even a so-called “short course” of AZT
in utero and after birth are liable to suffer serious permanent
harm is predictable from the massive corpus of published litera-
ture on the mitochondrial toxicity of AZT resulting from adult
and paediatric ingestion — a toxicity with multiple pathways, both
short- and long-term, as investigated and discussed by Massini et
al. in Zidovudine-induced experimental myopathy: dual
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mechanism of mitochondrial damage, published in July 1999 in
the Journal of Neurological Science (166(2):131-40).

Exacerbating the danger of foetal toxicity is the fact that follow-
ing maternal ingestion, nucleoside analogues have been found in
numerous human and animal studies to readily cross the pla-
centa, accumulating in foetal blood and foetal tissues to concen-
trations equal to or much higher than maternal levels:

Hankins et al., in a study of the Transplacental transfer of zi-
dovudine in the near-term pregnant baboon reported in the
American Journal of Obstetrics and Gynecology in September 1990
(163(3):728-32), found ‘higher fetal concentrations of the medica-
tion and its metabolite’ 5’-glucuronide azidothymidine than in
maternal blood.

In a Preliminary study on the transport of AZT (Retrovir-
zidovudine) through the placenta (translated from French) re-
ported in the same year in the Journal of Gynecology Obstetrics and
Biological Reproduction 1990;19(2):177-80, Gillet et al. described a
human study on six pregnant volunteers about to undergo elec-
tive abortions. All agreed to take AZT before the procedure. Fol-
lowing their abortions, levels of the drug found in their aborted
foetuses were measured. The study found that “The concentra-
tions of the drug in the liquor and in the fetal blood were higher
or equalled those found in the maternal blood.’

Pons et al. reported alike the following year, 1991, in the Euro-
pean Journal of Obstetrics, Gynecology and Reproductive Biology
(40(3):229-31) in their paper, Placental passage of azathio-
thymidine (AZT) during the second trimester of pregnancy:
study by direct fetal blood sampling under ultrasound:

AZT-therapy during pregnancy is actually contraindi-
cated. Two HIV-positive pregnant women, who were due
to have an induced abortion in the second trimester of
pregnancy, were treated with AZT. Blood samples from
mothers and fetuses and amniotic fluid samples were
taken simultaneously. AZT crossed the placental barrier
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in the two patients. AZT and GAZT concentrations from
the two fetuses were close to those obtained in the two
women and in six non-pregnant volunteers.

As the Barret study summed up what is now well established:

Transplacental passage of nucleoside analogues such as
zidovudine or lamivudine is high and fetuses and new-
borns exposed, sometimes for several months, to the
drugs must therefore also be exposed to their effects.

Indeed so: numerous studies have confirmed high levels of
AZT in foetal tissues after maternal treatment with the drug, but
it would seem futile to recite them all here in view of the latest
lunatic fad among AIDS doctors. The old medical concern, ex-
pressed in 1991 by Pons et al., cited above, that especially vulner-
able unborn (and newborn) babies should not be exposed to
harmful chemicals with transplacental permeability has gone out
of fashion in the age of American AIDS medicine, with many
AIDS doctors now urging unblinkingly that AZT be administered
directly to newborn babies for the first few weeks of their lives.

Actually, babies do well to go on AZT for a good solid six
weeks after birth, enthuse American AIDS doctors in the Rec-
ommendations of the US Public Health service task force on the
use of zidovudine to reduce perinatal transmission of human
immunodeficiency virus. MMWR Morb Mortal Wkly Rep 1994;43
(RR-11):1-20.

The WHO Recommendations similarly vaunt an ‘antepartum +
intrapartum + postpartum ZDV+3TC regimen’ as proven most
‘effective’, citing studies claiming pMTCT benefits of ‘Long (4
weeks)” and ‘(6 weeks)” and ‘Short (1week) ... Post-partum infant’
treatment with AZT or AZT+3TC, but finally settle, whimsically
and without any cited authority, on the prescription of "ZDV+3TC
for three days after delivery’.

Why AIDS doctors should still be pressing AZT on newborn
babies, when it has officially been found too poisonous for older
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children is one of the many dazzling wonders of the AIDS epoch.
In a study in the US, designed by Dr Janet Englwood, and spon-
sored by both the National Institute of Allergy and Infectious
Diseases and the National Institute of Child Health and Human
Development, 839 HIV-positive children were divided into three
groups and treated with AZT, ddI and a combination of both. The
‘AZT alone” wing of the study had to be called off abruptly in
February 1995 due to the ‘more rapid rates of ... bleeding and bio-
chemical abnormalities” exhibited by the children in this group.

On 14 February 1995 the New York Times reported Englwood’s
et al. findings without mincing words: AIDS drug AZT fails com-
pletely:

In a major surprise, the drug AZT — now the standard
treatment for children infected by the AIDS virus -
proved so ineffective in halting disease progression that
tfederal officials have called off part of a large study in-
volving it. AZT, or zidovudine, also had unexpectedly
high rates of adverse side effects in children, like bleeding
and biochemical abnormalities, officials said Monday. ...
Children receiving AZT alone had more rapid rates of
disease progression, AIDS-related infections, impaired
neurological development and death. The findings clearly
caught health officials by surprise. AZT is widely consid-
ered the drug of choice in treating HIV-infected children
and adults.

Another clinical trial involving the closely similar drug d4T, A
phase I/II evaluation of Stavudine (d4T) in children with hu-
man immunodeficiency virus infection, ended just as dismally —

as Kline et al. reported the following year in Pediatrics (96:247-
252):

Thirty-five of thirty-seven [child] subjects experienced se-
rious clinical adverse events, including infection (33 sub-
jects), lymphadenopathy [damage to lymph nodes] (19 sub-
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jects), hepatosplenomegaly [abnormal swelling of liver and
speen] (15 subjects), chills and fever (12 subjects), and de-
velopment of an AIDS-defining condition (4 subjects). ...
Clinical adverse events of lesser severity that were re-
ported by more than 20% of subjects included rhinitis [in-
flamed nasal passages] (76%), cough (70%), diarrhea (68%),
rash (62%), nausea and vomiting (51%), abdominal pain
(43%), anorexia [appetite suppression] (41%), respiratory
disorder (38%), headache (35%), pharyngitis [inflammation
of throat] (32%), pruritis [general itching] (30%), pain (22%),
peripheral neurologic symptoms [loss of sensation and/or
pain in hands and feet] (22%), and nervousness (22%).

Notwithstanding these findings, GlaxoSmithKline and Bristol
Myers-Squibb continue to indicate AZT and d4T for children in
their package inserts, without a word about these clinical trial
disasters.

The speed with which AZT reaches the foetus after maternal
ingestion has been reported in many studies: Little et al. began
investigating this in rodent models, and published their findings
concerning the Pharmacokinetics of azidothymidine during late
pregnancy in Long-Evans rats in September 1989 in the American
Journal of Obstetrics and Gynecolology (161(3):732-4):

The drug crosses the placenta to reach concentrations in
the placenta and fetus that are comparable to 75% and
58%, respectively, of those in the maternal serum by 2
hours after administration. By 4 to 6 hours after admini-
stration azidothymidine concentrations in the placenta
and fetal liver significantly exceed maternal concentra-
tions.

Boal et al., reporting Pharmacokinetic and toxicity studies of
AZT (zidovudine) following perfusion of human term placenta
for 14 hours in Toxicology and Applied Pharmacology in March 1997
(143(1):13-21) found ‘AZT readily crossed the placenta into the
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fetal compartment reaching equilibrium with maternal levels
within 60-90 min after addition of each administration of AZT".

The following month, reporting their study of Transplacental
pharmacokinetics and fetal distribution of azidothymidine, its
glucuronide, and phosphorylated metabolites in late-term
rhesus macaques after maternal infusion in April 1997 in Drug
Metabolism and Disposition (25(4):453-9), Patterson et al. noted that
‘AZT-monophosphate was detected in almost all fetal tissues ex-
amined’.

The NCI group, led by Olivero et al., investigated 3’-azido-3’-
deoxythymidine [AZT] transplacental perfusion kinetics and
DNA incorporation in normal human placentas in similar terms
perfused with AZT and reported these findings in July 1999 in
Mutation Research (428(1-2):41-7). Concerned because

transplacental exposure studies demonstrated that AZT is
a moderate to strong transplacental carcinogen in mice
[and] the consequences of transplacental AZT exposure to
the [human] fetus remain unknown

the NCI group investigated ‘the extent and kinetics of AZT trans-
fer across the human placenta’. They reported their findings with
the following warning;:

Since AZT crosses the human placenta and becomes rap-
idly incorporated [within 2 hours of AZT perfusion] into
DNA of placental tissue in a dose-dependent fashion,
[this suggests] that even short exposures to this drug
might induce [human] fetal genotoxicity.

We should mention that we respectfully disagree with the NCI
group’s finding that AZT is incorporated into foetal DNA; and
that whatever the drug’s danger to human foetuses, we don’t
consider the danger of incorporation into foetal DNA to be one of
them. So as not to burden this memorandum with a technical dis-
cussion of the inappropriate assay that we contend was em-
ployed by the NCI group in arriving at their erroneous conclu-
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sion here, let alone the basic AZT triphosphorylation problem
(which AIDS doctors haven’t ever heard about), we will provide
the reasons for our dissension from the NCI group on this aspect
separately, if requested. We point out, though, that it is generally
accepted in medicine that AZT is incorporated into human foetal
DNA after maternal ingestion/infusion (e.g. as stated in the
Blanche alert); and we mention that the NCI group have pub-
lished two further papers making this claim in relation both to
apes and humans: Incorporation of 3’-azido-3’-deoxythymidine
(AZT) into fetal DNA and fetal tissue distribution of drug after
infusion of pregnant late-term rhesus macaques with a human-
equivalent AZT dose. | Acquir Immune Defic Syndr. 1999 Dec
15;22(5):477-83; and Incorporation of zidovudine into cord blood
DNA of infants and peripheral blood DNA of their HIV-1-
positive mothers. Ann N Y Acad Sci. 2000 Nov;918:262-8.

Although the worst cases of AZT-induced mitochondrial dis-
ease in children exposed to the drug in the womb have proved
fatal, or have resulted in conspicuously obvious permanent brain
damage, or other serious injury — described in the Blanche alert as
‘symptom-free ... severe biological or neurological abnormalities’
— the absence of a narrow, distinct set of symptoms of mitochon-
drial poisoning makes it difficult to identify and diagnose — all
the more so in a developing country like ours without a widely
available First World medical infrastructure to monitor the time-
bombing mess.

In A comparison of genetic mitochondrial disease and nucleo-
side analogue toxicity. Does fetal nucleoside toxicity underlie
reports of mitochondrial disease in infants born to women
treated for HIV infection? in Annals of the New York Academy of
Sciences in November 2000 (918:247-61) Haas et al. made the same
point:

Recent reports of mitochondrial disease in infants whose
mothers were treated in pregnancy with nucleoside ana-
logues are of concern. Chronic nucleoside analogue
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treatment of adults has long been known to cause mito-
chondrial DNA depletion with the risk of multisystem
disease. Combination nucleoside analogue treatment
regimens [e.g. AZT+3TC] may have the greatest risk of
toxicity.

In other words, mitochondrial poisoning in utero can result in a
wide array of disease conditions among children. Again the point
was made in the report of the Barret study, noting that the

clinical expression ... of the mitochondrial toxicity of nu-
cleoside analogues ... is highly variable, from peripheral
neuropathy to severe lactic acidosis.

As Le Chenadec et al. were also to discover in 2003 (their study
discussed above), Haas’s et al. observation that the combination
of nucleoside analogues such as AZT together with 3TC during
pregnancy ‘may have the greatest risk of toxicity” has been re-
peatedly confirmed:

The NCI group, led by Olivero, reporting the Transplacental
genotoxicity of combined antiretroviral nucleoside analogue
therapy in Erythrocebus patas monkeys in Journal of Acquired
Immune Deficiency Syndromes on 1 April 2002 (29(4):323-9), found
exactly that — noting that ‘the total DNA damage sustained by
tfetuses exposed to both drugs [AZT and 3TC] was at least double
that observed in fetuses exposed to ZDV [AZT] alone’.

Walker et al. found similarly, reporting in AIDS (16:2165-2173)
in the same year, with the title of their paper pointing up their
finding of Increased long-term mitochondrial toxicity in combi-
nations of nucleoside analogue reverse transcriptase inhibitors.

Naturally the authors of the WHO Recommendations didn’t
think fit to mention any of this when recommending that preg-
nant women in the Developing World, and their unborn and
newly born babies, be given AZT and 3TC mixed.

It is crucially important to appreciate that the frequency and
severity of mitochondrial damage caused to children exposed to
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AZT in utero is not always immediately clinically obvious, even
when it is severe, and that it may be initially clinically asympto-
matic, as the Blanche alert noted — where the crippling, some-
times fatal, effects of AZT and AZT+3TC exposure in utero only
became manifest among children several months after exposure.
Recent research on the subject of mitochondrial toxicity of nu-
cleoside analogue drugs for human foetuses by the NCI group,
led by Divi, which the scientists described as a “pilot study’, was
published a few months ago in April 2004 in AIDS (18(7):1013-21)
— subsequent to the publication of the WHO Recommendations —
under the title, Mitochondrial damage and DNA depletion in
cord blood and umbilical cord from infants exposed in utero to
Combivir (i.e.AZT and 3TC). The NCI group found that a

cohort of HIV-1-uninfected Combivir-exposed infants
with no clinical symptoms showed morphological and
molecular evidence of mitochondrial damage. ... In um-
bilical cords from six of nine infants born to HIV-1-
infected mothers taking Combivir moderate to severe mi-
tochondrial morphological damage was observed ... while
none of seven unexposed infants showed similar damage.

Having regard to all the data on the mitochondrial toxicity of
AZT published to date, along with findings made about the rapid
transport of AZT across the placenta and its accumulation in foe-
tal blood to equivalent or higher than maternal levels, there is no
reason to doubt that the findings of Divi’s et al. pilot investigation
— that two thirds of babies exposed to nucleoside analogue drugs
in utero will suffer ‘moderate to severe’” mitochondrial damage —
will in time be confirmed by a future large scale study.

The most recent research on transplacental nucleoside analogue
foetal mitochondrial toxicity, conducted by Bishop et al., was re-
ported online on 30 June 2004 by Pubmed, in advance of print
publication in Toxicological Science, under the title Mitochondrial
Damage Revealed by Morphometric and Semiquantitative
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Analysis of Mouse Pup Cardiomyocytes Following in Utero
and Postnatal Exposure to Zidovudine and Lamivudine:

That myopathy and cardiomyopathy, related to mito-
chondrial damage, develop in some adults chronically
treated with ZDV has long been known; recently, reports
have suggested that similar adverse effects may occur in
some infants exposed perinatally. Using a mouse model
of human neonatal exposure, we treated pregnant CD-1
mice twice daily with doses of 75 mg/kg ZDV plus 37.5
mg/kg lamivudine throughout gestation and lactation;
pups were exposed by direct gavage beginning postnatal
day (PND) 4 and sacrificed on PND 28. Hearts were re-
moved rapidly, and ventricles were processed for electron
microscopy. Morphometric and semiquantitative mor-
phological analyses were performed on 3 micrographs
from each of 3 blocks from each of 3 females and 3 males
from the control and treated groups. Treated mice
showed significant increases in the mean area and de-
creases in the mean number of cardiomyocytic mitochon-
dria compared to controls. We observed clusters of dam-
aged mitochondria more frequently in treated animals
than in controls; damage included fragmentation and loss
of cristae. These results, demonstrating alterations in car-
diomyocytic mitochondria of mice exposed in utero and
postnatally, may model cardiac damage reported in hu-
man infants similarly exposed to ZDV.

Even before it was licensed by the FDA as an AIDS drug in
1987, AZT had been found to be carcinogenic by FDA toxicologist
Harvey Chernov in a review of numerous studies entitled Review
& Evaluation of Pharmacology & Toxicology Data that he sent up in
December 1986 for consideration by the licensing panel. Since
local GlaxoSmithKline medical director Peter Moore is on record
candidly warning much the same — ‘Long-term use of AZT [‘for
more than six months’] does contain risks, including cancer’



Two

(Mail&Guardian, 1 December 1999) — we won’t lumber this memo-
randum with all the published studies.

But as far back as 1997, the NCI group, particularly concerned
about the potentially carcinogenic consequences of exposing hu-
man foetuses to AZT, conducted animal investigations into this,
and found positively, as indicated in the title of their paper pub-
lished in November that year in the Journal of the National Cancer
Institute (89(21):1602-8), Transplacental effects of 3’-azido-2’,3’-
dideoxythymidine (AZT): tumorigenicity in mice and genotox-
icity in mice and monkeys.

Pregnant mice and monkeys were given AZT in the second
halves of their gestational terms. By one year of age, the mice ex-
posed to AZT in utero ‘exhibited statistically significant, dose-
dependent increases in tumor incidence and tumor multiplicity in
the lungs, liver, and female reproductive organs’. "AZT,” the NCI
group accordingly noted, ‘is genotoxic in fetal mice and monkeys
and is a moderately strong transplacental carcinogen in mice ex-
amined at 1 year of age.” They advised accordingly: ‘Caretful long-
term follow-up of AZT-exposed children would seem to be ap-
propriate.’

Having established that

AZT is unequivocally a transplacental genotoxin and car-
cinogen [and] given transplacentally to mice, ben-
zopyrene [a known carcinogen employed in research laborato-
ries to induce cancers] produced lung and liver tumour
multiplicities similar to those observed

with AZT, the NCI group recorded their concern that

the current practice of treating HIV-positive women and
their infants with high doses of AZT could increase can-
cer risk in the drug-exposed children when they reach
young adulthood or middle age.

Only GlaxoSmithKline’s lawyers took note: on 4 March 1998, to
hedge the company against damages actions arising from the de-
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velopment of cancers in people exposed to AZT before they were
born, the ‘PRECAUTIONS: Information for Patients: Carcino-
genesis, Mutagenesis, Impairment of Fertility’ section of AZT’s
‘PRODUCT INFORMATION" was amplified: to the sentence,
‘The long-term consequences of in utero and infant exposure to
Retrovir [AZT] are unknown’, was added the phrase, ‘including
the possible risk of cancer’.

The subsequent appearance of cancers in children exposed to
AZT in utero, just as the NCI group’s animal studies predicted,
hasn’t caused any alarm among AIDS doctors who promote the
drug as a perinatal anti-HIV prophylactic — due, it appears, to a
typical medical mindset problem, particularly among those
whose professional reputations are deeply invested in this asinine
treatment. In a private note to the writer, praising the ‘good com-
prehensive review of the literature you performed” in Debating
AZT: Mbeki and the AIDS drug controversy, Ofelia Olivero of the
NCI group remarked upon this phenomenon: ‘During my re-
search I noticed a lot of resistance from many different people to
believe our data. In general there is resistance to the “bad news”.’

This ‘resistance to the “bad news”” is well illustrated in the case
of Ellen Cooper, one of the US FDA panellists who approved the
licensing of AZT as an AIDS drug in February 1987 (see the fraud
spilled in Licensing AZT) and Principal Investigator of the Women
and Infants Transmission Study (ACTGO076, sponsored, like the
original licensing trial, by the drug’s manufacturer) on the basis
of which AZT, previously strenuously contraindicated in preg-
nancy by numerous authorities, is today used in pregnancy — a
study meticulously analysed and completely debunked by Papa-
dopulos-Eleopulos et al. in their exhaustive, 130 000-word Mother
to child transmission of HIV and its prevention with AZT and nevirap-
ine monograph, which we sent you in hard-copy last month. (It's
archived online at www.theperthgroup.com.)

Cooper was quoted in the September/October 1998 issue of
Mothering magazine:
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We don’t know what the long-term effects of AZT use
during pregnancy might be, but so far we have seen vir-
tually no adverse effects in the short term. ... Not one sin-
gle tumor. Not one. ... I mean [the children] have cancers,
lymphomas, and other problems like that ... but there’s no
reason to link those cancers to AZT.

But given Olivero’s findings that AZT has exhibited transpla-
cental carcinogenicity in animal models, and Pluda’s et al. dis-
covery of the Development of non-Hodgkin lymphoma in a co-
hort of patients with severe human immunodeficiency virus
(HIV) infection on long-term antiretroviral therapy, published
in Annals of Internal Medicine, in August 1990 (113(4):276-82) — just
under half of them within three years, an incidence of the disease
about fifty times higher than normal — there would seem to be
every reason in common sense to ‘link those cancers to AZT’.

Whether in decades to come, the “unequivocally’ established
‘transplacental genotoxi[city] and carcinogen[icity]” of AZT in
animal models likewise manifests among human adults exposed
to AZT in their mother’s wombs, like thousands of DES victims in
the First World today, remains to be seen.

The transplacental carcinogenicity of DES had been well-
established in many animal studies, but all were ignored by
medical experts and doctors lauding the drug. To quote Nora
Cody speaking in July 1999 at the National DES Research Confer-
ence in Bethesda in the US:

30 years ago today DES was still being prescribed to
pregnant women in this country and, indeed, around the
world. By 1969 scientists had studied this scientific sub-
stance for over three decades. Over and over, they had
found cancer in laboratory animals.

For those girls lucky enough not to be born with deformed, vi-
rilised genitals, only when they reached adulthood did the harm
the drug had caused become apparent in the form of ordinarily
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rare carcinomas in their vaginas and cervixes (among other prob-
lems).

It’s significant in this regard that the murine studies of the NCI
group led by Olivero, reported in 1997 (discussed above), found
that mice exposed to AZT in utero “exhibited statistically signifi-
cant, dose-dependent increases in tumor incidence and tumor
multiplicity in the lungs, liver, and female reproductive organs’.

The NCI group, led by Diwan, published further findings of
Multiorgan transplacental and neonatal carcinogenicity of 3’-
azido-3’-deoxythymidine in mice in Toxicology and Applied Phar-
macology in November 1999 (161(1):82-99). Following up on their
1997 study of one-year-old mice exposed in utero to AZT,

Findings for all remaining offspring up to 2 years old are
reported here. AZT effects were most prominent in fe-
male offspring, with a significant threefold increase in
lung tumors, a reduction in lymphoblastic and follicle
center cell lymphomas, and a significant increase in
histiocytic sarcomas (0 in controls, 3% after low-dose
AZT, and 8% after high-dose AZT, p = 0.022). Dose-
dependent incidences of mammary gland, ovarian, and
seminal vesicle tumors were low but significant: 0/106
controls, 3/105 low-dose, and 8/105 high-dose mice pre-
sented one of these neoplasms (p = 0.0025). Incidences of
females showing any clearly AZT-related neoplasm, in
lung, liver, ovary, or mammary gland or histiocytic sar-
coma, in the second year, were 12/32 after the low dose
and 14/27 after the high dose vs 3/23 controls (p = 0.0045).
Also, the sensitivity of neonatal mice was assessed by
administration of 25, 50, 100, or 200 mg/kg AZT on post-
natal days 1 through 8. The effects at 2 years were similar
to those seen after transplacental exposure, with signifi-
cant increases in lung, liver, and mammary tumors in fe-
males. The results confirm that AZT is a moderately effec-
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tive perinatal carcinogen in mice, targeting several tissue
types.

Another study by the NCI group, led by Bialkowska, Oxidative
DNA damage in fetal tissues after transplacental exposure to 3’-
azido-3’-deoxythymidine (AZT), was published the following
year in the May 2000 issue of Carcinogenesis (21(5):1059-62). Not-
ing that “AZT has been found to be a perinatal carcinogen in
mice’ the NCI researchers investigated possible mechanisms for
this in further studies with pregnant mice and monkeys. In the
case of mice they found that exposing mice foetuses to AZT (‘the
transplacental carcinogenesis regimen’!) led to

Significant increases in 8-0xo0-2’-deoxyguano-sine (8-oxo-
dG) ... in the livers, a target tissue for transplacental car-
cinogenesis, and in the kidneys. ... Tissues were also ob-
tained from fetal patas monkeys (Erythrocebus patas),
whose mothers had received 10 mg AZT/day during the
last half of gestation. Although limited numbers of sam-
ples were available, possible increases in 8-oxo-dG were
noted, relative to controls, for placenta and for fetal lung
and brain (P = 0.055 for treatment-related increases in
these tissues). These results suggest that an increase in re-
active oxygen species could contribute to the mechanism
of transplacental carcinogenesis by AZT in mice, and that
this may also occur in primates.

Presuming that the MCC is even aware of the AZT transplacen-
tal carcinogenicity data canvassed in this memorandum, which
we doubt, it's hard to imagine that its members will be happy to
take a wait-and-see position in regard to whether South African
babies, born to mostly poor African mothers, develop cancers in
childhood and adulthood, thanks to the AZT they have just rec-
ommended their mothers ingest while carrying them. Surely not
any African members.
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The administration of AZT to pregnant women and their new-
born babies is justified, one reads over and over like a stuck gra-
mophone, on the basis that it saves babies’ lives. As Blanche et al.
were blanching over their sinking suspicion confessed in their
‘Early report” in Lancet in 1999 that they had crippled and in some
cases killed children in the most terrible way with their strong
drugs, they defended themselves saying, ‘Prophylaxis of mother-
to-child transmission of HIV-1 infection has saved thousands of
children from death.’

But in a paper that was otherwise thoroughly referenced, there
was no reference put up to support this show-stopping claim.
That’s because there isn’t one to cite. Just as there isn’t one for
leading American AIDS expert Lynne Mofenson’s foundational
claim in September 2000 in the New England Journal of Medicine
(343(11):803-805) in an editorial, Perinatal Exposure to Zidovu-
dine — Benefits and Risks: ‘Mother-to-child transmission of the
human immunodeficiency virus (HIV) causes a chronic and ulti-
mately fatal pediatric infection.” There’s no reference supporting
that either — but the French AIDS doctors who published the
Blanche alert and Barret study bought it anyway, citing the Mo-
tenson editorial in their AZT+3TC paper discussed above (Man-
delbrot et al. in JAMA 285(16)2083-93.)

There is no good evidence that children privileged enough to
get AZT while in their mothers” wombs, and immediately after
birth for a while, do better and go on to live happier, healthier
lives than children sadly deprived of it. On the contrary, when
AIDS doctors are finished playing in their laboratories with all
their little tests, and return to the real world in which their AZT-
burned infant patients have to make their way, and they look at
how the drug-treated babies have turned out, as against un-
treated children, they consistently find that AZT-exposed babies
are very much worse off. Which is to be expected by anybody
with even a fleeting familiarity with the toxic pharmacology of
the drug.
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That exposure to AZT in the womb and after birth leads to a
higher death and serious disease rate among drug-exposed ba-
bies than untreated ones has been apparent for several years, but
in the contemporary AIDS craze this has simply been disre-
garded:

1. In Rapid disease progression in HIV-1 perinatally infected
children born to mothers receiving zidovudine monotherapy
during pregnancy, reported in May 1999 in AIDS, (13:927-33) de
Martino et al. reported that

Comparison of HIV-1-infected children whose mothers
were treated with ZDV with children whose mothers
were not treated showed that the former group had a
higher probability of developing severe disease (57.3% ...
versus 37.2%) ... or severe immune suppression (53.9% ...

versus 37.5% ...) and a lower survival [rate] (72.2% ... ver-
sus 81.0% ...).

2. In June 2000, De Souza et al. published consistent findings in
Journal of Acquired Immune Deficiency Syndromes (1;24(2):154-61)
concerning the Effect of prenatal zidovudine on disease pro-
gression in perinatally HIV-1-infected infants. Their objective
was to

determine the influence of prenatal zidovudine (ZDV)
prophylaxis on the course of HIV-1 infection in children
by comparing the clinical outcome of infants born to HIV-
1-seropositive mothers who did versus those who did not
receive ZDV during pregnancy. .. The main outcome
measure was rapid disease progression (RPD) in the in-
fant, defined as occurrence of a category C disease or
AIDS-related death before 18 months of age. ... Among in-
fected infants, the RPD rate was 29.4% in the no ZDV
group compared with 70.6% in the ZDV group ... The rate
of RPD was five to six times higher among infants born to
treated compared with untreated mothers
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3. In July 2000, in the Journal of Infectious Diseases (182(1):104-11),
Kuhn et al. reported likewise in their study of 325 HIV-positive
children born between 1986 and 1997 until death or diagnosis
with AIDS, under the title, Disease progression and early viral
dynamics in human immunodeficiency virus-infected children
exposed to zidovudine during prenatal and perinatal periods.
Their findings were summarised in a report by Reuters Health:

Among infected children who did not receive ART before
AIDS diagnosis, 44% developed AIDS or died before age
12 months when they were exposed to prenatal or perina-
tal zidovudine. However, among HIV-infected infants not
exposed to zidovudine prophylaxis, rate of death or pro-
gression to AIDS was only 24% ... Zidovudine exposure
before birth or perinatally appears to accelerate disease
progression in HIV-infected infants.

4. In Timing of perinatal human immunodeficiency virus type 1
infection and rate of neurodevelopment, reported in Pediatric
Infectious Diseases Journal in September 2000 (19(9):862-71) Smith
et al. reported late-presenting evidence of neurological and brain
damage caused by exposure to AZT in utero and after birth. As
the Blanche alert had noted a year previously — subsequently con-
firmed by the Barret study in mid-2003 — the stultifying drug in-
jury to the brain took time to become symptomatically evident,
and, in the study in point, only became apparent when the chil-
dren were specially tested for cognitive function and perform-
ance:

Infants with early positive HIV-1 cultures demonstrated a
notable decrement in neurodevelopmental functioning
within the first 30 months of life. They achieved motor
developmental scores that were increasingly and signifi-
cantly discrepant both from the average and from scores
achieved by late HIV-1-positive children over the course
of the study period. Those children with early HIV-1-
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positive cultures also demonstrated a trend toward a
similar decline in mental functioning over time ... The
mothers of infants with early [HIV] positive cultures were
more likely to receive ZDV [AZT] treatment during preg-
nancy, and their infants were more likely to receive ZDV
treatment prophylactically during the first 6 weeks of life.

5. Concerning the WHO Recommendations’s advocacy of a re-
turn to long-course AZT for pregnant African women, rather than
the short-course treatment that has become the fashion among
AIDS doctors in recent years, the data entered in Table 3 in A trial
of shortened zidovudine regimens to prevent mother-to- child
transmission of human immunodeficiency virus type 1 by Lal-
lemant et al., published in the New England Journal of Medicine on
5 October 2000 (343(14):982-91), reaffirmed the harm this causes
children: a 7% congenital abnormality rate following long-course
exposure versus 1% after short-course exposure; likewise a 7%
neutropenia and leukopenia rate versus 2%; infections or other
‘HIV-related” events were 43% versus 33%; and neonatal or other
obstetrical events occurred in 22% versus 14% of cases. Mothers
on long course AZT treatment had a higher rate of stillbirth (8%
vs. 4%), severe anaemia (7% vs 4%), infection or other HIV events
(20% vs 17%), and events related to pregnancy or delivery (24%
vs 17%) than mothers who received the short course. Which is not
to say that short-course foetal exposure to AZT is safe:

6. In support of the suggestion that AZT may safely be taken in
pregnancy — ‘There have been reports of a small number of seri-
ous adverse effects possibly associated with exposure to ART
[antiretroviral therapy] in the form of mitochondrial dysfunction
(43-45), but an increased rate of serious clinical manifestations has
not been confirmed by other studies (46-48)" — the WHO Guide-
lines cite a study (citation 47) by Chotpitayasunondh et al., in-
cluding staffers of the US CDC, Safety of late in utero exposure
to zidovudine in infants born to human immunodeficiency vi-
rus-infected mothers: Bangkok, published in Pediatrics in Janu-
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ary 2001 (107:E5). The happy title notwithstanding, the research-
ers reported a five times higher febrile convulsion rate and an
11% higher incidence of serious disease among the short-course
AZT-exposed babies as compared with the unexposed. This the
AIDS doctors dismissed as

a slightly higher risk for disease progression among ZDV-
exposed, HIV-infected children during the 18-month fol-
low-up period, although this difference was not statisti-
cally significant.

And as for the dishonest suggestion in the WHO Guidelines that
this study was at variance with others that reported mitochon-
drial dysfunction among AZT-exposed babies — in the sense of
disconfirming them — Chotpitayasunondh et al. specifically con-
ceded that

our sample size was chosen to determine the efficacy of
short-course ZDV and to identify adverse events that oc-
cur with high frequency; it was not large enough to detect
an increased rate of adverse events that occur rarely.
Also, the number of infected children is too small and fol-
low-up too short to draw conclusions about disease pro-
gression related to ZDV exposure. Second, our review of
clinical conditions potentially associated with mitochon-
drial dysfunction was retrospective and could not evalu-
ate the incidence of subtle clinical findings or laboratory
abnormalities that might suggest mitochondrial dysfunc-
tion. Third, as in other studies to date, our follow-up pe-
riod of 18 months is too short to enable us to evaluate the
incidence of conditions, such as cancer, that may take
many years to develop.

7. But the striking ‘incidence of conditions, such as’ infant death
following the treatment of babies and children with AZT and a
similar drug, ddI, was revealed by Chotpitayasunondh himself in
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an interview he gave Karen Emmons for her article in the San
Francisco Examiner on 31 May 1999:

Of the children who were born HIV-positive in Bangkok
in the past four years and received the combination drug
treatment, Chotpitayasunondh said that one-fourth died
in their first year, about 33 percent by their second year,
40 percent by age 3, and then the mortality tapered off.

To repeat: forty per cent of the AZT-treated babies were dead be-
fore their third birthday. But to the wide-eyed American reporter,
this was evidence that Thailand wins a round in fight against
HIV, as she called her piece, rather than “An iatrogenic disaster in
Thailand’.

8. The conclusion that this appalling death rate was the result of
AZT (and ddl) poisoning is supported by a similar fatality tally
among AZT-exposed children reported by Lipshultz et al. in Cir-
culation on 26 September 2000 in their paper Cardiac Dysfunction
and Mortality in HIV-Infected Children (102(13):1542-8): ‘Other
factors associated with lower cumulative survival included ... a
history of zidovudine therapy.” Table 1 in the published report
reflected that 37.5% of children given AZT died, as against 22.8%
of the untreated children — which is to say that treatment with
AZT almost doubled their death rate.

Yet even as they reported these brute facts, many of the AIDS
doctors who conducted these studies were telling us what great
stuff AZT is, and that its use in pregnancy should unquestionably
be continued. They weren’t put out by their own data showing
that AZT-exposed infants get sick and die at a much higher rate
than unexposed ones. That AZT causes AIDS one might say. As
Heresi et al. did, more or less, in September 1997 in their report in
Clinical Infectious Diseases (25(3):739-40), describing Pneumocystis
carinii pneumonia in infants who were exposed to human im-
munodeficiency virus but were not infected: an exception to the
AIDS surveillance case definition: “‘We present two cases of se-
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vere PCP [pneumocystis carinii pneumonia, a classic and original
AIDS-defining disease] in infants who