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[ Abstract] Hepatitis B virus infection and liver cancer have become major public health issues in China
and the world. The incidence and mortality of hepatocellular carcinoma in China account for more than half of
the global total,and most cases of hepatocellular carcinoma are related to hepatitis B virus infection. In recent
years,with the improvement of antiviral treatment and the widespread use of hepatitis B vaccination, the inci-
dence and mortality of primary liver cancer have shown a significant decline. However, in view of the large
population of hepatitis B virus infected people in China,the comprehensive prevention and treatment of liver canc-
er is still an important challenge to be overcome in China’s health care field. The aim of this paper was to summarize
the latest research progress on the pathogenesis of hepatitis B virus infection-associated liver cancer.
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