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Current status and progress of antiviral therapy for
chronic hepatitis B

LUO Fuxiu, LI Yongguo
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Abstract Current treatment of chronic hepatitis B (CHB) includes pegylated interferon (PEG-IFN) and nucleos(t)
ide analogs (NAs). Interferon-based treatment time is limited, but only 20-30% of patients achieve serological
response and sustained post-treatment response. NAs have prolonged treatment due to their limited long-
term efficacy, and long-term use of NAs can produce resistant mutants. Many studies have combined the
immunomodulatory properties of PEG-IFN and the direct antiviral activity of NAs in an attempt to improve the
efficacy of CHB patients. Combination therapy improved the patient's response rate during treatment but did not
improve post-treatment response. Therefore, there is an urgent need to explore new treatment strategies.
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