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[Abstract] Chronic hepatitis B (CHB) is a widespread global infectious disease and the main cause of hepatocellular carcinoma
and liver failure. Currently, the new infection rate of CHB can be reduced by the hepatitis B vaccination. The main treatment is to
inhibit the virus by pegylated interferon alpha and nucleo(s)tide analogs, which can delay the disease progression of CHB patients, but
a complete HBV cure is currently not possible. On the one hand, the challenge is how to clear the stable DNA intermediate covalently
closed circular DNA (cccDNA). On the other hand the challenge is how to restore the tired immune system in the liver microenvironment.
Therefore, hepatologists are constantly exploring new targets and drugs to achieve long—lasting functional cure by developing the
combined drug therapies targeting different stages in the HBV life cycle. This article reviews the current multiple treatment strategies for

CHB and the new targets and new drugs under study.
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