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A case of prolongable curative course by PegIFN on treating chronic hepatitis B with positive HBsAg
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[ Abstract] Objective To provide better diagnosis and therapy through a retrospective summary of
chronic hepatitis B patient with positive HBsAg and HBsAb after interferon therapy. Methods The clinical
data, treatment and laboratory findings of the patient were analyzed retrospectively. Results The sustained
HBsAg loss is achieved after discontinuing therapy when the period of Peg-IFN treatment is extended to
108 weeks. Conclusions The treatment of chronic hepatitis B is expected to achieve the ideal end point

by extending the period of interferon therapy under the guidance of accurate virological and serological

detection.
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