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Pneumocystis carinii Pneumonia, Pulmonary Tuberculosis and Visceral
Leishmaniasis in an Adult HIV Negative Patient
Antonio Carlos Toledo Jr. and Márcio Rodrigues de Castro

Eduardo Menezes Hospital, Hospitalar
Foundation of Minas Gerais, MG, Brazil

This is a case report of a 29 year old male with pneumocystis pneumonia and tuberculosis, and
who was initially suspected of having HIV infection, based on risk factor analyses, but was
subsequently shown to be HIV negative. The patient arrived at the hospital with fever, cough,
weight loss, loss of appetite, pallor, and arthralgia. In addition, he was jaundiced and had cervical
lymphadenopathy and mild heptosplenomegaly. He had interstitial infiltrates of the lung, sputum
smears positive for Mycobacterium tuberculosis and Pneumocystis carinii, and stool tests were
positive for Strongyloides stercoralis and Schistosoma mansoni. He was diagnosed as having AIDS,
and was treated for tuberculosis, pneumocystosis, and strongyloidiasis with a good response. The
patient did not receive anti-retroviral therapy, pending outcome of the HIV tests. A month later, he
was re-examined and found to have worsening hepatosplenomegaly, pancytopenia, fever, and continued
weight loss. At this time, it was determined that his HIV ELISA antibody tests were negative. A bone
marrow aspirate was done and revealed amastigotes of leishmania, and a bone marrow culture was
positive for Leishmania species. He was treated with pentavalent antimony, 20 mg daily for 20 days,
with complete remission of symptoms and weight gain. This case demonstrates that
immunosuppression from leishmaniasis and tuberculosis may lead to pneumocystosis, and be
misdiagnosed as HIV infection. The occurrence of opportunistic infections in severely ill patients
without HIV must always be considered and alternate causes of immunosuppression sought.
Key Words: Pneumocystis carinii, visceral leishmaniasis, tuberculosis, HIV diagnosis,
opportunistic infections.

We describe a case of P. carinii pneumonia as a
complication of visceral leishmaniasis in an HIV negative
patient. Visceral leishmaniasis (VL) is a chronic
infectious disease characterized by an important
immunological dysfunction that predisposes to other
infections, mainly involving the pulmonary and
gastrointestinal systems. In Brazil, bacterial pneumonia
and tuberculosis are frequent opportunistic infections
in this disease. P. carinii is a ubiquitous organism that

commonly causes disease in immunodeficient patients
such as in cancer, HIV/AIDS, leukemia, lymphoma,
and transplant recipients [1]. Although there is no
description of P. carinii pneumonia as an opportunistic
infection of VL in the medical literature, it is plausible
that immunodysfunction induced by Leishmania could
be responsible for this patient’s illness. If so, this would
be the first description of an association of VL and P.
carinii pneumonia.
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A 29 year old male patient, was admitted to Hospital
Eduardo de Menezes (Infectious Diseases Hospital of
Minas Gerais State, Brazil) on October 16, 1995. He
complained of fever, asthenia, weight loss (>10 kg),
loss of appetite, generalized arthralgia and a productive
cough. Past history indicated 2 blood transfusions and
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unsafe heterosexual sexual practice with multiple
partners, including female prostitutes in Santos (the
largest Brazilian port city, and a very high prevalence
of HIV/AIDS). Physical exam showed jaundice,
pallor, cervical lymphadenopathy, and mild
hepatosplenomegaly. Laboratory tests showed anemia
(hemoglobin 8.2 mg/dl), leukopenia (1,700 cells/
mm3), and a normal platelet count (143,000). Chest
radiography revealed mild interstitial infiltrates. Sputum
smear identified Mycobacterium tuberculosis (3
samples) and Pneumocystis carinii (histology – 1
sample). A blood sample for HIV serology was taken
after the proper consent was obtained. Other
laboratory findings were: blood smear negative for
malaria, stool exams showed Strongyloides
stercoralis and Schistosoma mansoni, blood
cultures negative (2 samples), sputum cultures
negative (2 samples), VDRL negative, FTA-Abs
positive, and HbsAg negative.
The initial diagnoses were: schistosomiasis mansoni,
strongyloidiases, disseminated tuberculosis, P. carinii
pneumonia, and possible HIV infection. There was a
good response to specific treatment including
oxamniquine; thiabendazole; rifampin, isoniazid and
pyrazinamide; and co-trimoxazole in high dose (15
mg of trimethoprim/kg/day), respectively. He was
discharged in a very good condition on November 9,
1995, and referred to the hospital outpatient clinic.
The HIV serologic test results were not available at
the time of discharge.
The patient did not go to the outpatient clinic and,
on December 20, he was hospitalized again with the
same symptoms (fever, moderate hepatosplenomegaly
and significant weight loss). At that time, he also had a
low platelet count associated with persistent anemia
and leukopenia. Clinical deterioration was associated
with reduction of co-trimoxazole dose from a
therapeutic to a prophylactic one (2,400 mg to 800
mg of trimethoprim/day). He had continued regular use
of the antituberculosis drugs. Serologic testing for HIV
on two different samples was negative by ELISA for
HIV antibodies. Stool and sputum exams were negative,
showing good response to schistosomiasis,
strongyloidiasis, and tuberculosis treatments.
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Re-evaluation of the case was done. This was a
male young adult patient with fever, moderate
hepatosplenomegaly, pancytopenia, and cachexia
(weight loss >15 kg) who was not infected with HIV.
At this point, the differential diagnosis was changed to
include: visceral leishmaniasis (VL), leukemia,
lymphoma, and histoplasmosis. The epidemiological
history identified possible cases of VL in his
neighborhood. Bone marrow aspiration smear and
culture identified Leishmania sp., confirming visceral
leishmaniasis (kala-azar) as a main diagnosis. VL
treatment was initiated on December 29, with
meglumine antimonate (Glucatime®) at a dose of 20
mg of antimoniate/kg/day for 20 days. There was
complete remission of symptoms. On January 18, 1996,
the patient was discharged and referred to the outpatient
clinic. At that time he had a weight gain of 15 kg, mild
hepatosplenomegaly, and no other symptoms.
Discussion
The initial presentation was compatible with an
advanced HIV infection phase complicated by
disseminated tuberculosis and P. carinii pneumonia.
Anemia, leukopenia, mild hepatosplenomegaly, and
cachexia could be explained by HIV or by tuberculosis
[2-9]. At that time, the patient did not present a low
platelet count, a frequent observation in kala-azar [10].
Fever, cough, and a radiologic image of interstitial
infiltrate could be related to HIV, tuberculosis and P.
carinii pneumonia [7-9]. A delay of HIV serology,
and temporary VL response to high doses of cotrimoxazole contributed to the misdiagnosis of HIV
infection and delayed the final diagnosis of kala-azar.
Despite the low incidence of VL in urban areas of large
Brazilian cities, it does exist and should be included in
the differential diagnosis of any patient presenting fever,
weight loss and low blood cell count.
Visceral leishmaniasis (VL) is an endemic disease
in Brazil. During 1998, 1,809 new cases were reported
to the Brazilian Ministry of Health [11]. VL is much
more frequent in rural areas but, since the 1980s, urban
autochtonous cases are being reported in large cities
such as São Paulo, Rio de Janeiro, Belo Horizonte,
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Salvador, Natal, and Teresina [12-19]. Urban
outbreaks are related to domestic dog infection
[20, 21].
VL is characterized by an important immunological
dysfunction. Ill patients do not develop a protective
Th1 cell-mediated immune response, and delayed
hypersensitivity responses are absent. An in vitro study
showed that mononuclear cells do no proliferate and
fail to produce interferon-γ and interleukin-2 in
response to leishmanial antigens. Despite these,
antileishmanial antibodies are produced at high titers
by patients with progressive disease, and a
hypergammaglobulinemia (polyclonal T-cell activation)
is often observed [10, 22-24].
Leishmania has a great affinity to the
reticuloendothelial system (RES). After inoculation,
promastigotes forms convert to amastigotes in
macrophages and disseminate through the RES, to
mononuclear phagocytes. RES hyperplasia and
hypertrophy are observed with disease progression.
Reticuloendothelial modifications are easily observed in
liver, spleen, and bone marrow. Besides RES
involvement, inflammatory response against the parasite
in interstitial tissues is the pathological base pf other organ
manifestations (chest, bowel, skin, kidney) [10, 24, 25].
VL clinical manifestations vary according the degree
of immunodeficiency. The incubation period ranges
from 3 to 8 months, but can be as long as 34 months
[14]. Commonly, patients present an insidious disease
with gradual onset of symptoms. Fever, weakness, loss
of appetite, splenomegaly, hepatomegaly, and weight
loss are more frequently observed. Involvement of lung,
pleura, oral mucosa, and small intestine are less
frequent. Laboratory findings include anemia,
leukopenia, low platelet count, and
hypergammaglobulinemia [24-27].
Differential diagnosis includes malaria,
schistosomiasis, typhoid fever, disseminated
tuberculosis, histoplasmosis, prolonged Salmonella
bacteremia, leukemia, lymphoma, and Gaucher’s
disease, among others [10, 24, 25, 30, 31].
A prevalent antimonial is the first choice for the initial
treatment of VL. Recommended dose is 20 mg of
antimoniate/kg/day intravenous or intramuscular for 20
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to 30 days. Patients should be hospitalized in the
beginning of treatment because of possible serious
adverse reactions. Interferon-γ combined with
pentavalent antimonial showed good response in
patients who failed the antimonial alone, or relapsed
after treatment [10, 24, 25]. There are some reports
of temporary response to co-trimoxazole in high doses
in refractory cases [32-35].
This case report emphasizes the need to search for
all possible causes of immunosuppression in patients
with opportunistic infections, not to assume that HIV
infection is the causative immunosuppressive agent.
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