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Evolution of the chemical structures of antiviral drugs and monotherapy for chronic hepatitis B
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[ Abstract] Chronic hepatitis B (CHB) caused by hepatitis B virus (HBV) is a major public health issue in China. The goal of therapy for
CHB is to suppress the HBV replication, preventing progresssion of disease to cirrhosis and hepatocellular carcinoma (HCC). Standardized antiviral
therapy is crucial to achieve this goal. Antiviral drugs for CHB include interferon (IFN) and nucleos (t) ideanalogues (NAs), NAs can be classi-
fied into nucleosides and nucleotides. IFN becomes long-term IFN after PEGylation; while nucleotides analogs have experienced a series of chemical
upgrades, advancing from adefovirdipivoxil (monophosphorylation) to tenofovirdisoproxil fumarate (synthesis with phosphate ester), and tenofovi-
ralafenamide fumarate (synthesis with aryloxyphosphoramidatetriesters). The evalution of drugs could improve the efficacy and safety for antiviral treat-
ment, but reduce the drug resistance. Risk of HCC would declined after long-term treatment with better tolerance. This article reviews the changes in
the chemical structures of antiviral drugs and monotherapy for CHB.
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