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A 2-YEAR-OLD GIRL WITH CHRONIC ACTIVE
HEPATITIS
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Department of Pediatrics, Nara Prefectural Hospital
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The 3rd Department of Internal Medicine, Nara Prefectural Hospital
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Summary : A case of chronic active hepatitis incidentally noticed at routine liver function test
is reported.

This 2-year-old girl had active chronic hepatitis accompanied by pseudolobule. However, she
did not show evidence of any kind of viral infection or metabolic disorder.

This is a highly suggestive of non A-non B hepatitis.
progression to liver cirrhosis in our case, though infant chronic hepatitis has been usually assumed

Caution should be employed in the

to be inactive and subject to good prognosis.
Index Terms

chronic active hepatitis, non A-non B hepatitis
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Table 1. Laboratory data

CBC

WBC 8400 /mm®

B 0

E 9

St 2

Seg 31

Ly 53

Mo 5
RBC 3.73X10° /mm?
Hb 9.7 g/dl
Ht 31.4%

Blood chemistry

GOT 780 1U/1
GPT 484 1U/1
ALP 74210/1
LAP 98 1U/1
LDH 52110/1
y-GTP 891U/1
Ch-E 0.4 A PH
T. Bil 1.3 mg/dl
D. Bil 1.0 mg/dl
1. Bil 0.3 mg/dl
TTT 17KU
ZTT 18 KU
T. Prot 7.0 g/dl
Alb. duoc g/dl
a 0.27 g/dl
a 0.54 g/dl
B 0.57 g/dl
1% 1.60 g/dl
BUN 7 mg/dl
Amylase 7310/1

T. Chol 116 mg/dl

T.G 121 mg/dl

Creat. 0.1 mg/dl

a, antitrypsin 246 mg/dl

Ceruloplasmin 29 mg/dl

ICG test 3.4%
Serological examination

IgG 1863 mg/dl

IgA 218 mg/dl

IgM 290 mg/dl

CRP (-

Coombs (GD)

HBsAg (CD)

HBsAb [CD)

HAAb (GP)

HS1 <10

CMV IgM <10

EBV. VCA IgG <10

ANA (GD)

AFP 110.6 ng/ml
Others

HPT 81% (60-100)

NH, 96 ug/dl

Cu 117 pg/dl
Urinalysis

Prot (-

Glucose =

pH 6.0

S. G 1.030

Sediment n. p.



SRR DI ABRE A O 1 6] (735)

SNMC 40miXx 1/2day

e or_JJINNNNND

1000+

500

o——o0 GOT (1U/1)
e——e GPT (IU/1)

Biopsy (63.12.19)
1

63.7/14  8/14 9/14

10/14  11/14  12/14 1.1/14 2/14

Fig. 1. Clinical course of liver function tests.

Fig. 2. Histological findings of the liver. Infiltra-
tion of lymphocytes in Glisson’s sheath and
destruction of limitting plate are obserbed.
(H. E X40)
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Fig. 3. Histological findings of the liver. Lobar
distorfion with bridging necrosis are obser-
ved. (Azan-Mallory X 40)
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