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[Abstract] Chronic hepatitis C virus (HCV) is a worldwide epidemic and the main cause of liver cirrhosis and hepatocellular
carcinoma (HCC). The anti-HCV treatment has gone through two eras of pegylated interferon- a plus ribavirin (PR therapy) and
direct-acting antiviral agent (DAA). Generally, achieving a sustained virological response (SVR) can reduce the incidence of HCC
through antiviral treatment. In recent years, increasing researchers pay more attention to the issue whether DAA treatment might
increase the risk of HCC occurrence or recurrence. This article aims to review the related studies on the risk of HCC after PR therapy
and DAA treatment, summarize the risk factors, and explore the mechanism of HCC and its impact on the efficacy of DAA, in order to
help clinicians to determine the timing of initiation of antiviral therapy and provide clinical evidence for individualized management.
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Fig.2 Risk factors of HCC and the mechanism of HCC influencing the efficacy of DAA
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Tab.1 Literature summary of the relationship between PR or DAA and the incidence or recurrence rate of HCC in HCV patients
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