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Fig. 1. Cut surface of the liver showing marked
hepatomegaly and bile pigmentation.

Fig. 2. Heart showing verrucous mitral vegetation
(arrow) and left ventricular hypertrophy.
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Fig. 3. Coronal sectiom of cerebrum illustrates
hilateral multifocal necrotic lesions (arrow)
in the anterior and the middle cerebral
arterial territories.
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Fig. 4. Neonatal giant cell
hepatitis illustrates giant cells
containing granular cvtopla-
smic deposits of bile compone-
nts. There are mild extra-
medullary  hemopoiesis  and
mononuclear cell infiltration
as well.

Fig. 5. The mitral vegetation
showing candidal endocarditis
(PAS)L
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Fig. 6. Photomicrograph of
the brain showing cortical
pseudolaminar necrosis and
cystic necrosis of the white
matter (H&E-LFB)

Fig. 7. Pzoas muscle showing
focal myositis.
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= Abstract =
Neonatal Giant Cell Hepatitis
An autopsy case —

Sung Churl Lim, M.D., Moo Young Song, M.D.*
Un Jun Hyung, M.D.* and Je G. Chi, M.D.

Department of Pathology, Seoul Natton al University
Children's Hospital,
Sung Ae Hospital, Department of Pediatrics®

We report an autopsy case of neonatal giant cell

o All2e = 23 1991 —

hepatitis that was presumed to be related to
hacterial sepsis, endotoxemia and to the subsequent
parenteral alimentation and antibiotics treatment.
The patient died of candidal endocarditis and
multiple brain infarcts.

This female baby was born by a normal full term
spontaneous delivery, Six days after delivery she
developed fever and lethargy as she suffered from
Cheyne-Stokes respiration with severe grunting.
Blood culture grew Enterobacter and Acinetobacter.
After of the sepsis her general
condition improved, On the 23rd day of admissiion
che was found to have deep jaundice and
hepatosplenomegaly. The liver became larger
progressively and the edge was palpable at the
umbilical level. Grade § systolic murmur was heard
along the left lower sternal border. She died on the
3st day of hospitalization.

Postmortem examination showed severe jaundice,
hepatosplenomegaly, a large vegetation on the
mitral valve and multiple petechial hemorrhages of
the viscera. Microscopically the liver showed
features of massive giant cell transformation, mild
fibrosis and inflammatory cells, suggestive of giant
cell hepatitis. Numerous vyeasts and candidal
pseudohyphae were seen in the cardiac vegetation,
foeally extending into the myocardium. There was a
focus of candidal vasculitis in the bowel wall. In
addition there were multiple bilateral organizing
infarcts in the cerebral hemisphere as well as
diffuse white matter damage associated with
septicemia.

management

Key Words: Neonatal giant cell hepatitis, Candi-
dal endocarditis, Neonate, Brain
infarct, Sepsis, Endotoxemia
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