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LETTER TO
THE EDITOR

Visceral leishmaniasis
Intercurrent infection is one of the principal
contributing factors to morbidity and
mortality in systemic lupus erythematosus
(SLE), particularly in patients treated
with immunosuppressive drugs.' Although
visceral leishmaniasis (kala-azar) is a well
known opportunistic infection in immuno-
compromised hosts,2 3 Leishmania donovani
infection complicating SLE is exceptional."6
A 23 year old man, resident in Barcelona

(Catalonia, Spain), was admitted to the
hospital because of massive left pleural
effusion. Twelve months previously he had
presented with an erythematous rash over the
face and trunk. Six months before admission
he began to experience non-productive
cough and dyspnoea. Thoracentesis showed
an exudative effusion with predominant
lymphocytosis and normal cytology. Acid-
fast bacilli were not seen on direct smear, and
cultures made either in standard media or
L6wenstein-Jensen medium were negative.
Pleural biopsy showed non-specific chronic
pleuritis. Biopsy of an erythematous lesion
demonstrated perivascular inflammation in
the dermis. On immunofluorescent staining,
the epidermal-dermal junction showed
deposits of IgG, IgA, IgM, Clq, C3, and
fibrinogen. White blood cell count was
4-8X10O/l with 57% segmented neutrophils,
34% lymphocytes, 4% monocytes, and 3%
eosinophils; haemoglobin was 130 g/l. Bio-
chemical profile and urine analysis were
normal. Tests for antinuclear antibodies
(1/80) and antibodies to DNA (178 IU/ml,
normal value <8 IU/ml) were positive. Serum
C3 ad C4 concentrations were 510 mg/l and
<47 mg/l, respectively, the partial thrombo-
plastin time was 50 seconds, and IgG anti-
cardiolipin was 58 IU/ml (normal value
<12-5 IU/ml). A diagnosis of SLE was made
and treatment was started with prednisone
60 mg daily for one month, the dosage being
gradually reduced over the next nine months.
Complete remission of the disease was
achieved; he became symptom-free without
pleural effusion, complement levels became
normal, antinuclear antibodies were negative,
and antibodies to DNA were 8 IU/ml.
One month after the treatment was

stopped the patient returned to hospital with
a 15 day history of fever and sweating. There
were no significant findings on physical
examination. The erythrocyte sedimentation
rate was 90 mm/lst h, haemoglobin 86 g/l,
packed cell volume 0-25, mean cell volume
85 fl, mean cell haemoglobin 30 pg, white
blood cell count 1 8Xi09/l with 26%
segmented neutrophils, 2% eosinophils, 70%
lymphocytes, and 2% monocytes, platelet
count 52X10O/l, total serum protein 75 g/l,
and y globulin 40 g/l of polyclonal aspect.
Tests for antinuclear, anti-smooth muscle,
and antiribonucleoprotein antibodies were
negative. Antibodies to native DNA were
11 IU/ml (normal value <3 IU/ml). Blood
and urine cultures were negative. Chest

radiographs showed obliteration of the left
costophrenic angle. Prednisone 90 mg daily
was given and fever subsided, but pancyto-
penia persisted. Three weeks later fever
relapsed and azathioprine 150 mg daily was
added to prednisone. The patient seemed to
improve for about 20 days, but he was re-
admitted because of fever, worsening of his
clinical condition, and acute perianal pain.

His blood pressure was 110/60 mmHg,
temperature 40°C, and pulse 90 beats/min.
His spleen was enlarged 4 cm below the
costal margin, and there was a painful,
erythematous, indurated area in the perianal
region. Laboratory findings included haemo-
globin 70 g/l, packed cell volume 0-22, mean
cell volume 85 fl, mean cell haemoglobin
30 pg, white blood cell count 1 5 X IO9/l with
2% segmented neutrophils, 97% lympho-
cytes, and 1% monocytes, platelet count
58X 109/1. The chest x ray film showed
obliteration of the left costophrenic angle.
Prednisone and azathioprine were dis-
continued and empirical antibiotic treatment
with piperacillin, gentamicin, and metro-
nidazole was begun. Pseudomonas aeruginosa
was cultured from blood and perianal
aspirate. Five days later the patient remained
febrile, and a bone marrow examination
showed leishmania organisms (figure).
Leishmania antibodies were positive to titres
of 1/160 (indirect immunofluorescent
technique). N-Methylglucamine (Glucan-
time), 800 mg intravenously per day, was
given during 3 weeks. Fever subsided after
three days of antiprotozoal treatment;
pancytopenia and splenomegaly resolved
progressively. The patient has remained
asymptomatic with normal differential blood
count and antinuclear antibody negative,
although hypergammaglobulinaemia (y
globulin 26 g/l) persisted for one year.

Pneumocystis carinii, Candida albicans,
Aspergillus, Toxoplasma gondii, Nocardia,
cytomegalovirus, and disseminated herpes
zoster have been described as opportunistic
infection in immunocompromised patients
with SLE.' Failure to diagnose an oppor-
tunistic infection occurs early when the
infection simulates active SLE, or when the
possibility of an opportunistic infection is not
aggresively investigated.

Since the first description of visceral
leishmaniasis complicating SLE in a Chinese
women in 19834 two other L donovani
infected patients with SLE have been
reported (both from Spain),5 6 All patients
received corticosteroids or cytotoxic agents,
or both, and showed the classical mani-
festations ofvisceral leishmaniasis: high fever,
hepatosplenomegaly, and pancytopenia.

Visceral leishmaniasis is an endemic
disease in Spain; between 1982 and 1988 a
total of 617 cases of human leishmaniasis
were notified there, 31% of which were
detected in Catalonia. According to sero-
epidemiological studies the prevalence of
canine leishmaniasis in this region is about
5-10%.7

In highly endemic areas viable amastigotes
may persist for months or even years in
asymptomatic carriers. Underlying factors
such as states of immunosuppression caused
by haematological malignancies, renal trans-
plantation, HIV infection, or treatment with
steroids or immunosuppressive drugs, may
lead to clinical disease.2 3 5 8

Although the precise mechanisms of
immunosuppression in visceral leishmaniasis
are unknown, it seems that both protection
and resolution of leishmaniasis depend on
an adequate production of interferon y
and probably other T helper lymphocyte
lymphokines.9

In areas with endemic leishmaniasis L
donovani should be added to the list of
opportunistic organisms causing severe infec-
tions in patients with SLE treated with
immunosuppressive drugs. When the possi-
bility of visceral leishmaniasis is suspected an
aggressive work-up should include the tests
likely to provide the diagnosis.
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Presence of amastigotes within macrophages in
bone marrow aspirate (May-Griinwald-
Giemsa).
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