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Study of HBV infection and hepatic progenitor cell activation in end-stage liver disease

WU Nan, LIU Feng, MA Hui, LIU Zhi-da, FEI Ran, CHEN Hong-song, WANG Hao, WEI Lai. (Hepatology
Institute, People’s Hospital, Peking University, Beijing 100044, China)

Abstract: Objective To study the activation of hepatic progenitor cells (HPCs) and its relationship with HBV
infection in patients with end-stage chronic hepatitis B. Methods Sixteen cases of liver cirrhosis caused
by chronic hepatitis B were studied. The numbers of HPCs and area of ductular reactions were quantitively
analyzed on the cytokeratin 7 (CK7)-stained sections. Results All of the sections showed liver cirrhosis and
severe inflammation (HAI ranged from 12 to 17). The number of HPCs were correlated with the area of
ductular reactions positively. Serum HBV DNA level was independently associated with HPCs activation and
ductular reactions. Conclusions In end-stage of chronic hepatitis B, HBV infection may be involved in the
activation of progenitor cells in certain environments.
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