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Progress and Treatment of Immunotherapy for Viral Hepatitis
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Abstract

Viral hepatitis is an infectious disease that is extremely harmful to human health. China is also a high-risk area for viral hepatitis. The
treatment of this disease is particularly important. Antiviral therapy is one of the important treatments for viral hepatitis. At present,
drugs such as interferon and nucleoside analogues are mainly used in clinical treatment, but the effect is not satisfactory. Immunother-
apy for viral hepatitis is being valued by people. It adjusts the immune status of the body to achieve the purpose of treatment. In par-
ticular, immune gene therapy has opened up a new world for the treatment of viral diseases. The paper studies the current progress and
treatment of viral hepatitis immunotherapy.
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