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[ Abstract ] It is reported that 4-10% of HIV-infected patients have chronic hepatitis B, and HIV
increases the risk of cirrhosis and end-stage liver disease in HBV co-infection, which indicates more effective
regimens should be taken for treatment of HIV/HBV co-infection. The goal of HIV/HBV co-infection is to
suppress HBV viral replication, minimize ongoing hepatic damage, and reduce the morbidity and mortality.

Some drugs such as o-interferon, tenofovir, telbivudine, lamivudine, emtricitabine, entecavir, or adefovir are
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active against HBV but with weak anti-HIV activity.
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