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Effects of hepatitis C virus resistance associated variants on the efficacy of direct-acting antiviral agents
QUAN Min, XING Hui-chun (Department of Hepatology Division 3, Beijing Ditan Hospital, Capital Medical
University, Beijing 100015, China)

Abstact: Along with the continuous renewal and wide use of direct-acting antiviral agents, the cure rate of
chronic hepatitis C improved obviously. However, the resistance associated variants as well as their rapid
emergence during incomplete drug-pressure greatly affect treatment outcome and the chances of virological

cure. In this paper, the effects of drug resistance of hepatitis C virus on the efficacy of direct-acting antiviral

agents were reviewed to facilitate better treatment on hepatitis C.
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