i e 2] 513 =] 1997; 31 8790

dUAd g54 19

HE b4 bl S8

ZFT

Adaloebz o)abole wWelehal

B &

90)

Department of Pathology, Yonsei University College of Medicine

Cases sharing features of both primary biliary cirrhosis and autoimmune hepatitis have been
reported as a mixed type, ovetlap syndrome, immunocholangitis and autoimmune cholangiopathy.
A primary biliary cirrthosis-autoimmune hepatitis overlap syndrome is unusual and characterized
by overlapping features; cholestasis, high titer of alkaline phosphatase, bile duct damage and
granulomas in the liver biopsy, high antinuclear antibody, increased IgG and IgM and intra-acinar
hepatitis with piccemeal necrosis. Autoimmune mechanisms are thought o play a major role in
the pathogenesis of the overlapping syndrome and the bases of immunosuppressive therapy. A
d8-year-old female patient shows overlapping clinical and laborarory findings, chronic active
hepatitis in initial liver biopsy which transits to primary biliary cirrhesis with cholangitis and
granulomas. This is a case of hepatobiliary lesion showing overlapping features of both primary
biliary cirrhosis and autoimmune hepatitis over 3-year period. (Korean J Pathol 1997; 31: 87~
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Table. 1 Labaratory findings

st admission
(May-June 1992)

AST(IU/L) 33
ALT(IU/L) 42
ALP(IU/L) 402
y-GT{IUL) 181
T-bilirubin{mg/dl) 0.8
AMACL © 40) (+)
ANA(L @ 40) (+)
Anti SMA(L : 40) (=)
V-globulin(g/dl) ' 224
IgGimg/dl)

IgMimg/dl)

Ind admission 3rd admission
(Nov. 1994) (Oct.-Nov. 1995)
37 24
36 22
153 105
38 18
0.5 (.5
(+] (+)
[+ (+)

(—) (=)
2200
428

AST; aspartate aminotransferase, ALT; alanine aminotransferase,

ALP; alkaline phosphatase, v-GT, v-glutamyltranspeptidase,

AMA; antimitochondrial antibody, ANA; antinuclear antibody,

Anti-SMS; anti-smooth muscle antibody
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Fig. 2. Degenerated bile duct involved by epithelioid and foamy histiocytesiA). Note portal granulomatous inflam-
mationiB).
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