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Tho the Editor,

A two-year-old girl was admitted to our clinic with
the complaints of fever, abdominal distension,
anorexia and irritability for the last five months.
Physical examination revealed hepatosplenome-
galy. Before hospitalization of the patient in our
center, she had been evaluated at the local hospi-
tal. Hypochromic microcytic anemia, elevated he-
patic transaminase levels, hypoalbuminemia,
hyperglobulinemia, and high sedimentation rate
and C-reactive protein level were detected. They
could not demonstrate any specific pathogen with
blood, urine and throat cultures. Viral serology,
Salmonella and Brucella antibodies were negati-
ve. Direct Coombs’, smooth muscle antibody, and
liver-kidney microsomal antibody were negative.
Antinuclear antibodies (ANA) and antids DNA
were found to be positive. Abdominal ultrasound
demonstrated hepatosplenomegaly with a uniform
increase in the parenchymal echogenicity. On his-
tologic examination, the liver structure seemed to
be preserved. Hepatocyte apoptosis, sinusoidal
inflammation and Kuppfer cell hypertrophy were
noted. Portal mixed inflammation was striking in
some areas and histiocytic aggregates forming
microgranulomas were seen, but no specific micro-
organism was detected with special stains. In ad-
dition to inflammatory changes, there were wide
areas of hemorrhagic necrosis involving zones 3
and 2. Bone morrow aspiration was found normo-
cellular but eosinophilia was detected. The patient
was diagnosed at the local center as autoimmune
hepatitis based on these findings. Prednisone and
azathioprine were started. After four weeks of the-
rapy, the patient’s clinical and laboratory findings

worsened and she was referred to our clinic for
evaluation of liver transplantation. During the
hospitalization period we observed high fever. In
light of the clinical and laboratory findings, such
as fever, hepatosplenomegaly, hyperglobulinemia
and eosinophilia, we suspected visceral leishmani-
asis (VL); amastigotes were shown by repeated bo-
ne marrow examination. After 20 days of glucanti-
me therapy, fever and organomegaly resolved. Se-
rum aminotransferases, total protein, albumin,
immunoglobulin levels, ANA and antids DNA we-
re all performed and all were found to be within
normal limits six weeks after discharge.

Autoimmune hepatitis (AIH) is characterized by
the presence of interface hepatitis and plasma cell
infiltration on liver biopsy examination, hyper-
gammaglobulinemia and autoantibodies. Diagno-
sis requires the exclusion of other conditions that
resemble AIH (2).

Hepatosplenomegaly, elevated hepatic transami-
nase levels and hyperglobulinemia are common fin-
dings both in VL and AIH. The presence of autoan-
tibodies in patients with VL has been reported be-
fore (3-6). The positivity of autoantibodies to ribo-
nucleoproteins in VL is due to polyclonal activation
of lymphocytes and molecular mimicry between le-
ishmanial antigens and ribonucleoproteins (3-7).

In our patient, amastigotes could not be demonst-
rated at the local hospital, and because of the au-
toantibody positivity the patient was misdiagno-
sed as autoimmune hepatitis. Although there are
diagnostic problems in VL in nonendemic areas,
VL with the classical triad is a common childhood
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protosoal disease in our country. VL is a potenti-
ally fatal infection, especially in immunocompro-
mised patients. For this reason, in endemic areas,

VL should always be excluded, even in patients al-
ready diagnosed as having autoimmune disorders,
before starting the immunosuppressive therapy.

REFERENCES
1. Melby PC. Leishmania. In: Behrman RE, Kliegman RM,

Jenson HB (eds). Nelson Textbook of Pediatrics. Philadelp-
hia: WB Saunders Company; 2000: 1041-4.

2. Czaja AJ, Freeze DK. Diagnosis and treatment of auto-
immune hepatitis. Hepatology 2002; 36(2): 479-97.

3. Skoutelis A, Andonopolus A, Lazaru N, et al. Antinuclear
antibodies in visceral leishmaniasis. J Infect 1994; 29(3):
357-9.

4. Argou S, Jaffe CL, Krupp M, et al. Autoantibody producti-
on by patients infected with Leishmania. Clin Exp Immu-
nol 1989; 76: 190-7.

5. Braun J, Sieper J, Schutle K, et al. Visceral leishmaniasis
mimicking a flare of systemic lupus erythematosus. Clin
Rheumatol 1991; 10: 445-8.

6. Rawell A, Viola S, De Benetti F, et al. Visceral leishmani-
asis as a cause of unexplained fever and cytopenia in
systemic lupus erythematosus. Acta Paediatr 2002; 91(2):
24-7.

7. Granel B, Serratice J, Swiader L, et al. Crossing of antinuc-
lear antibodies and anti leishmania antibodies. Lupus
2000; 9(7): 548-50.

Buket DALGIÇ, ‹smail DURSUN, Gülen AKYOL 

Gazi University Faculty of Medicine, Ankara


