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Kala-azar, a term originating
in Assam, India, means
“black disease” and is an-
other name for visceral
leishmaniasis. It refers to
the increased pigmentation
on the face and trunk that
accompanies the disease.
The illness is characterized
by intermittent fever,
weight loss, splenomegaly,
hepatomegaly and anemia.

HIV/AIDS is currently recog-
nized as the leading cause of

adult illness and death in Ethiopia
and has infected a cumulative to-
tal of 1 500 000 adults and chil-
dren. Kafta Humera Woreda is
an isolated area in the northwest
region of the Ethiopian province
of Tigray. Because of a combin-
ation of demographic and geo-
graphic factors, increased rates of
both HIV transmission and vis-
ceral leishmaniasis (kala-azar)
have posed serious public health
challenges in the area.

Kafta Humera Woreda’s po-
sition near the Eritrean and Su-
danese borders means that it is a
transit point for cross-border
trade and traffic. An annual mi-
gration of male farm workers
into the area causes the popula-
tion to double from about 40 000
during the dry season to about
80 000 during the farming sea-
son. True to the model of supply
and demand, the increased num-
ber of farmers is accompanied by
an annual influx of commercial
sex workers into the area. There-
fore, both mobility and socio-
economic vulnerability are fac-
tors that contribute to increased
rates of HIV transmission in the
area. Moreover, the progression
to AIDS is heightened by a lim-
ited access to health care. 

Leishmaniasis is an oppor-
tunistic infection that is particu-
larly troublesome for patients
with HIV/AIDS in that it, too,
attacks the immune system and
thereby worsens a patient’s
already compromised ability to
resist other infections. The caus-
ative organism is Leishmania, a
protozoal parasite transmitted to
humans through sandfly bites.
Seasonal climate changes, envi-
ronmental degradation (through
agriculture), mass movement of
people (economic migration) and
decreased immunity (through
malnutrition) promote epidemic
outbursts. Leishmaniasis infec-
tion presents in 3 forms: cuta-
neous, producing a large number

of lesions on the face, arms and
legs; mucocutaneous, causing
disfiguring destruction of the
mucous membranes of the nose,
mouth and throat and surround-
ing tissues; or visceral, resulting
in wasting, concurrent infections
(mainly pneumonia and diarrheal
disease) and bleeding secondary
to thrombocytopenia and im-
paired liver function. In visceral
leishmaniasis, the parasite infects
macrophages throughout the
reticuloendothelial system, com-
promising the immune system.
Untreated, visceral leishmaniasis
is uniformly fatal. 

HIV/AIDS and leishmania-
sis comprise a mutually re-
inforcing cycle of infection.
Leishmaniasis accelerates the
onset of AIDS by encouraging
further opportunistic infections
(e.g., pneumonia, tuberculosis),
and thus it reduces the life ex-
pectancy of people with HIV
infection. Meanwhile, HIV-
related immunosuppression in-
creases the risk of acquiring
leishmaniasis by 100–1000
times in endemic areas and en-
courages the development of
relapsing and eventually drug-
resistant leishmaniasis. In a Eu-
ropean study, 79%–90% of
people with HIV–visceral leish-
maniasis coinfection were found
to have CD4 cell counts of less
than 200 × 106/L;1 in Ethiopia,
most patients die before reach-
ing such low CD4 counts. 

Diagnosis and treatment
In January 2004, Médecins Sans
Frontières and the Tigray Bu-
reau of Health initiated Ethi-
opia’s first free HIV/AIDS
treatment program. The high
prevalence of visceral leishmani-
asis in the area created a particu-
larly challenging clinical reality:
here, guidelines from the World
Health Organization (WHO)
on antiretroviral therapy in re-
source-limited settings need to
be balanced with locally appro-

priate protocols for identifying
and treating HIV and visceral
leishmaniasis coinfection. 

In the developing world,
where limited health care re-
sources make CD4 counts diffi-
cult to obtain, low total lympho-
cyte counts and the presence of
WHO Clinical Stage III fea-
tures have been successfully
used as proxies for low CD4 cell
counts and viral loads in deter-
mining HIV infection and the
need for antiretroviral therapy.
However, in Kafta Humera
Woreda, we found that clinical
features of HIV/AIDS were less
helpful as a guide for initiating
antiretroviral therapy because
they closely resemble the clini-
cal manifestations of leishmania-
sis. Moreover, visceral leishma-
niasis itself reduces CD4 counts;
depressed total lymphocyte and
CD4 counts among coinfected
patients rebound after treatment
of leishmaniasis. Therefore, in
coinfected patients, total lym-
phocyte and CD4 counts are
unreliable indications for anti-
retroviral therapy.

Identifying the organism L.
donovani from a tissue aspirate is
the “gold standard” diagnosis
for visceral leishmaniasis; how-
ever, this test is impractical to
perform in a setting where the
disease is highly endemic. In-
stead, a serologic direct aggluti-
nation test (DAT) is used as the
first-line diagnostic tool. 

We rely on DAT titres and
clinical assessment to diagnose
visceral leishmaniasis in this re-
source-constrained setting with a
high volume of patients (between
1500 and 2000 cases per year).
High DAT titres (≥ 1:6400) con-
firm diagnosis, and low titres
(≤ 1:400) rule it out. Aspiration is
performed only when DAT titres
are intermediate. We have thus
reduced the need for aspirate di-
agnosis in about 90% of cases.

The first-line drug for treat-
ing visceral leishmaniasis is sodi-
um stibogluconate (20 mg/kg by
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intramuscular injection for 30
days). Despite poor tolerance of
this treatment among patients
coinfected with HIV and visceral
leishmaniasis — one-third die
during treatment because of
drug-induced pancreatitis2 — we
use it in our program and, over
the last 2 years, have seen a dra-
matic reduction in the rates of
death caused by the disease and
an increase in cure rates (Fig. 1).
Other, less toxic drugs (e.g., lipo-
somal amphotericin, miltefosine)
have remained unavailable to the
region.

We attribute our success in
increasing cure rates and reduc-
ing death rates to the develop-
ment of an efficient strategy for
screening and diagnosis that al-
lows us to identify active cases
among migrant farm workers in
Kafta Humera Woreda and the
decentralization of diagnostic
and treatment services. These
factors have also led to a rise in
the treatment of primary cases
of visceral leishmaniasis in Kafta
Humera Woreda (Fig. 2). We
hope that the results from this
project will result in a national
policy for the diagnosis and
treatment of visceral leishmania-
sis and HIV coinfection in re-
source-limited regions that will
include less toxic drug therapies.
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Fig. 1: Visceral leishmaniasis cure and death rates, Kafta Humera
Woreda, 1998–2004.
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Fig. 2: Primary visceral leishmaniasis cases treated in Kafta Humera
Woreda, 1997–2004.
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