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Histopathologic Appearance of Cytomegaloviral Liver Diseases in
Neonates and Infants

Sun Hee Sung, M.D., Chanil Park, M.D., Hoguen Kim, M.D.
Woo Hee Jung, M.D. and Ki-Sup Chung®, M.D.

Departmeni of Pathology & Pediatrics™, Yonsel University College of Medicine

Ta provide ideas for the recognition of neonatal and infantile liver diseases caused by
cytomegalovirus(CMV ) infection, histopathological examinations were made on hepatic tissues
obtained by biopsy or autopsy from 23 patients. All patients were sero-positive for IgM anti
CMV and had no other known or suggested etiologic factors for their liver diseases. There
were five different types of liver diseases: 8 cases of giant cell hepatitis(34.8%), 4 cases of bili-
ary atresia(17.4%), 5 cases of hiliary atresia with changes of neonatal hepatitis(21.7%), 4 cases
of diffuse hepatic fibrosis(17.4%) and 2 cases of hepatic necrosis with CMV inclusion(8.7% ). The
diffuse hepatic fibrosis involved both the hepa.ic lobules and portal areas without evidences of
regeneration. This type of liver disease appeared to be a chronic progressive illness that began
during the first week of life, and in 3 of 4 cases, the liver bipsy was done at 5 to 9 months after
birth. The two patients showing CMV inclusion in their liver were premature or debilitated,
and died within 1 month after birth. Diffuse hepatic necrosis as well as the cytomegalic change
of bile duct epithelium was characteristic. The findings suggest that the pattern of CMV liver
diseases depends on the major site of hepatic injury, the status of patient’s defense mechanism
and the chronicity of illness. (Korean J Pathol 1992 ; 26 : 137-145)
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Table 1. Age and sex of neonates and infants with
hepatic diseases related to CMV

Ageldays)

SeK

0~30 31~60 61~90 91~120 =120 Table
Male 2 B 2 1 3 14
Female | 4 1 1 2 9
Total 3 10 3 2 5 23

(13.0) (43.6) (1300 (B7) (@L7) (100.0)
{ ) Percent
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Table 2. Histopathologic classification of neonatal and infantile hepatic lesions associated with CMV

Histologic pattern No. of cases(%)

Dominant histolgoic features

Giant cell hepatitis B(34.8)

Biliary atresia 4(17.4)

Biliary atresia plus 5(21.7)
giant cell hepatitis

Diffuse fibrosis 4(17.4)

CMYV inclusion 2( 8.7)

(Giant cell transformation,

Extramedullary hematopoiesis,

Inflammatory infiltration in portal tracts
and sinusoids.

Bile duct proliferation,

Portal fibrosis,

Hepatocellular and bile canalicuar cholestasis.
Minimal to mild giant cell transformation

Eile duct proliferation,

Portal fibrosis,

Cholestasiz with overt inflammation,
Giant cell transformation,
Extramedullary hematopoiesis.

Diffuse interstitial fibrosis without regenerative nodule,
Cholestasis,
Minimal inflammation.

CMV incluzion mainly in bile duct epithelium,
Diffuse hepatocellular necrosis.
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Fig. 1. (GGiant cell hepatitis.
Balooning degeneration and
giant cell transformation of
hepatocytes and extramedul-
lary hematopoiesis are noted.
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Fig. 2. Giant cell hepatitis.
Portal widening due to in-
flammatory infiltration and
sinusoidal inflammatory infil-
tration are present.
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Table 3. Age distribution of neonates and infants according to histologic patterns of hepatic diseases

Ageldays)
Histologic pattern
| ~30 31~60 61~90 a1~ 120 =121 Total

(ziant cell hepatitis 1 5 1 1 0
Biliary atresia 0 1 | | |
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Diffise fibrosis 0 1 0 3 4
CMY inclusion 2 ] 0 0 (/I 2
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Fig. 3. Extrahepatic biliary
atresia. The portal tract is
widened due to bile duct and
ductular ptreliferation.
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Fig. 4. Extrahepatic biliary
atresia. Severe cholestasis is
noted in the hile ducts, hile
canaliculi and hepatocytes.

Fig. 5. Diffuse hepatic fibro-
sis, Diffuze perisinusoidal fi-
brosis along the Disse spaces
that separates individual he-
patocytes. Giant cell transfor-
mation and patchy inflamma-
tory infiltration are also no-
ted(inlet ).
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Fig. 6. Cytomegalovirus in-
clusions are noted in bile duct
epithelium and hepatocytes
A& B)

~ Fig. 7. The autopsied cases of
liver show diffuse hepatic nec-
rosis with extramedullary he-
matopoiesislA), vacuolar de-
generation and intranuclear
inclusions(B)
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