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[ Abstract] Objective To investigate the methods of antiviral treatment about acute hepatitis B.
Methods The data of 7 hospitalization patients with acute hepatitis B between June 2011 and March 2013
were collected, restrospectively. The 7 patients were treated with nucleotide, or IFN-a, or combination of
nucleotide and IFN-a. The liver function, HBV DNA, levels of HBsAg and HBsAb at baseline, 4 weeks and
12 weeks after treatment were recorded, respectively. Results After antiviral treatment, all the 7 patients
received early virological response and produced HBsAb. Conclusion Antiviral treatment improved the
cure rate of acute hepatitis B and reduced the incidence of chronic hepatitis B.
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