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Comparative studies on intrahepatic ductular proliferation between patients with HBV-ACLF and end-
stage of HBV-associated liver cirrhosis

DONG Xiao-jun', CHEN Ying-xuan', ZHOU Ting-ting', LI Shu-ting', LI Ya-jie*’, YANG Shu-yin', XUE
Feng', LI Hai', WANG Tai-ling’ (I.Department of Gastroenterology, Renji Hospital, Shanghai JiaoTong
University School of Medicine, Shanghai Institute of Digestive Disease, Shanghai 200001, China, 2.Institute
of Infectious Diseases, Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China;
3.Beijing Key Laboratory of Emerging Infectious Diseases, Beijing 100015, China; 4.Department of Liver
Transplantation, Renji Hospital, Shanghai JiaoTong University School of Medicine, Shanghai 200127, China;
5.Department of Pathology, China-Japan Friendship Hospital, Beijing 100029, China)

Abstract: Objective To compare the characteristics of intrahepatic ductular proliferation in patients with
hepatitis B virus-related acute-on-chronic liver failure (HBV-ACLF) and end-stage of HBV-associated
liver cirrhosis. Methods Select liver pathological specimens from 20 cases of HBV-ACLF and 25 cases of
hepatitis B liver cirrhosis patients with end-stage before liver transplantation were obtained and made into
paraffin slides. Then HE staining and anti-cytokeratin-7 (CK-7) immunohistochemistry staining were carried
out, followed by morphological observation and comparative analysis. Results In liver samples from HBV-
ACLF group, we observed a large number of CK-7 positive proliferating ductules, extruding into the center
of necrotic zone around portal tracts in the peripheral of massive or submassive necrotic zone. And we clearly

recognized differentiated intermediate hepatocytes; while in end-stage of HBV-associated liver cirrhosis
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group, we found a small amount of proliferating ductules encircling the surface of cirrhotic nodules and focal

ductular reaction around focal inflammatory necrotic area, and intermediate hepatocytes were rarely found.

Conclusions Ductular proliferation of HBV-ACLF and end-stage of HBV-associated liver cirrhosis patients

displayed disparate patterns, which furtherly clarifies the distinction in liver pathology between the two

groups.

Key words: Hepatitis B; Liver cirrhosis; Liver failure, acute; Ductular proliferation; Keratin-7
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