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Research progress on anti-hepatitis B virus drugs based on new mechanism
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Abstract: Hepatitis B is a systemic infection caused by hepatitis B virus, which is mainly characterized by liver inflammation and
necrosis. Because of its high mortality rate, it has caused widespread concern worldwide, and it is a serious health problem in China. So
far, a lot of drugs for treating hepatitis B have been used in clinical practice, but have not achieved the desired therapeutic effect. At the
same time, many drugs are in the research and development stage, and the treatment concept of hepatitis B is constantly being updated.
Recent research on anti-hepatitis B virus drugs based on the new mechanism is reviewed in this article, in order to provide reference for

clinical drug use.
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