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PCNA and bcl-2 expressions in DIPN induced cholangiocarcinoma and biliary duct cell
hyperplasia in Syrian golden hamsters

LIANG Ping CHEN Hai ZHUANG Da-yong;, WANG Xi-wen, 11 Hong-yan (Department of Hepatobiliary Surgery: Xinqiao Hospital, Third Military Medical
University, Chongqing 400037 China)

Abstract: Objecitve To identify the expressions of pwoliferating cell nuclear antigen (PCNA) and bck2 in intrahepatic cholangiocarcinoma
(ICC) in Syrian golden hamsters induced by Diisopmopanolnitrosoamine (DIPN). Methods  Six-week-old male Syrian golden hamsters were random-
ly divided into 3 groups: control simple common bile duct occlusion (S-CBDO) and CBDO-DIPN groups. CBDO-DIPN group received weekly sub-
cutaneous injection of DIPN at a dose of 500 mg/ kg body weight after S-CBDO. The animals were killed at the Sty 10th and 15th week afier the ini-
tation of DIPN treatment. The morphological changes were observed. The expressions of PCNA and bcl-2 were studied with sABC technique by using
their monoclonal antibodies in the cholangiocarcinoma and biliary duct cells. Results PCNA labeling index (1I) was found to be highest in cholan-
giocarcinoma (78.5%) followed by atypical hyperplasia (51. 6%4), adenomatous hyperplasia (3%), intestinal metaplasia (40.3%), cydic pwoli-
feration (25. 5% ) and bile ductule hyperplasia (23. 6%5), but was only 3. 1%4 in nomal bile ductule (P<C 0. 01). The bck2-postive rate in
cholangiocarcinoma was 80%), which was significantly higher than that of atypical hyperplasia (40%), adenomatous hyperplasia (40%), intestinal
metaplasia (20%4), bile-duct hyperplasia (20%) and nomnal bile ductule (30%) (P<0.05). Conclusion The elevation of PCNA LI in cholan-
giocarcinoma and biliary duct cell hyperplasia suppoited the proposed development sequence of cholangiocarcinomas developing from nomal bile duct
to dysplasia, and finally to cholangiocarcinoma. The overexpression of bcl-2 pwotein one of apoptosis suppressing oncoprotein, might play an impor-
tant wle in the development of cholangiocarcinoma induced by DIPN.
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