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To: The Record

From: Chief, Malaria Branch, DOPD, NCID
Associate Director for Science, HIV, NCID
Chief, Bacterial Zooncsas Branch, DVBID, NCID

Subject: Induced Malaria Infection for the Treaatment of
HIV/AIDS

Date: April 29, 1993

Recently, the Cantars for Diseasae Control and Preventicn (CDC) has
received inquiries regarding a proposal entitled "IMT (induced
malariatherapy): A Potential Cure for AIDS". This proposal has
been circulated by The Heimlich Institute Foundation for the
purpose of investigating the use of induced malaria infection to

cure HIV infection in 10 HIV seropositive patients. Based on our

involvement in both ongoing discussions of induced malaria
infection for the treatment of Lyme dissase in the Unitad States
and in assessing -the possidble interaction -between-
falciparum malaria and HIV/AIDS in subsaharan Africa, we offer the
following comments on this proposal:

I. Induced malaria infection for nsurcsyphilis and Lyme diseass

Malariatherapy is the induction of symptomatic malaria
infection through the inoculation of mnmalaria parasites
typically through intramuscular or intravenous injection of
blcod from a =malaria infectad donor. Induced nalaria
infection vas used to treat neurcsyphilis before the advent of
antibictics. However, controlled studies were never performed
to_evaluate . this mode of trsatment, and published reports
suggest that the clinical response was unpredictable.
Whether or not induced malaria infection was beneficial in the
treatnent of neurosyphilis remains unknown.

Since 1990, the Haimlich Foundation has encouraged the use of
:i.nduc:.cl2 malaria infection for Lyme diseass in the United
States.” CDC has officially gone on record opposing this
therapy. Reportedly, patients with purported Lyme disease
have been injected with blood from individuals in Panama and
Mexico infected with Plasmedium vivax. Hovever, induced
malaria infection for Lyme diseases has never been proven
affective; despits reportad "cures", there are no published
data to show that patients had docunanted

infection or that these patisnts were either cured of their
infection or had resolution of clinical signs attributsd to
Lyne disease.
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CDC opposes induced malaria infection for the treatment of
Lyme disease becausa: 1) there is no scientific avidenca that
malaria infection is effactive in the trsatment of Lyme
disease; 2) induced nalaria causes iatrogenic morbidity and
carriss a direct risk for death from complications of P, vivax
infection or from co-infection with other, undetected, blocd
borne pathogens (see III below); and 3) there is a small but
finits potential faor lccal transmissiox‘a of malaria from
parasitemic persons in the United States.

II. The relationship of Plasmodium falciparum malaria and HIV/AIDS

Saveral studies have axamined the relationship between
HIV/AIDS and malaria, that is, whether HIV infected patients
are more susceptible to malaria, or whether malaria altars the
course of HIV-1l dissase. Studies in Xinshasa have shown that
there was no statistically sigqnificant difference in the
incidence of malaria in HIV-1 positive children who developed
AIDS during the course of a two year study wvhen compared to
HIV-1 positive children vho did not develop AIDS.” If malaria
had a baneficial effect on the course of HIV infection, we
would expect that fewer children weould progress to AIDS anong
the study children who ware infectad with malaria when
compared to those who wares uninfectsd. Other studies have
also failed to find any asscciation between malaria and HIV-1L

diseasa.

In fact, substantive concerns have been raised regarding the
possibility that malaria infection could potentiate the course
of HIV infection. . falciparxum infccti.on can cause a
transient decreass in CD4 lymphocytes. In addition,
Plasmodium infection is a potent stimulator of cytokines,
which enhance viral replication in HIV positive individuals.

Considerable published expariancs in Africa, wvhere malaria is
hyperandemic and whers AIDS has reached epidemic levels,
suggests that mxlaria has no protective effect against HIV
infection or the prograssion to AIDS.

IIX. Lack of evidence for baneficial effects of malaria infection

No evidence currently aexists to indicate that malaria
infection would beneficially effect the course of HIV
infection, either through induction of faever or alterations in
immunologic parameters. The perceived benefit of malaria
infection for neurcsyphilis was bslieved to be attributabla to
the destruction of the causative spirochete by repeated high
fevers (40-42°C). 1Inducad fever is unlikely to have any
benefit in tha treatment of HIV/AIDS since temperatures in



sroiveang 1 BDRANH Po2-23-95 ¢ 10:33 ¢ 1M, NCPS./CDC~ CDC NCID DPD:#11

& bk

this range have little effect on the EIV virus'. In 1990, the
National Institute of Allergy and Infectlious Disesase (NIAID)
investigated the use of systemic hyperthermia for the
treataent of EIV/AIDS and concludad that there was no basis
for the use of hyperthermia in the treatment of HIV disease.

IV. Risks asscciated with malaria or other blood~borne pathogans

Infection with B. vivax in non-immune individuals leads to an
acute fever illness with potential multisystem involvament
(renal, cardiac, pulmonary, etc.) and carries a small bdut
finits risk of death from splenic rupture. Donor blood used
to induce malaria may also be infected with agents other than
nalaria. While many infectiocus agents can be idantified
through scrsening (e.g. HIV, hepatitis B and C), laboratory
error could allov infectad blood to ke considered safe.
Additionally, other infectious agents for which screening is
not performed, such as cytomegalovirus, could lead to further
illness and debilitation in persons who may be already
imaunocompromised.

V. Ethical considerations

Any ptotacol invelving the use of humans in research should
undergo thorough ethical review and approval by a human
subjects review board prior to initiation.

Without avidence, sither in-vitro or in-vivo, to support the
hypothasis that malaria suppresses HIV infection or delays the
development of AIDS, and with the risk of adverss health
consequences asscciated with induced P. vivax infection or
other blocod borne pathogens, the use of induced malaria
infection in HIV infectad individuals can not be justified.
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