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Investigation of treatment strategy for HbeAg positive chronic hepatitis B patients with
suboptimal response after 48 weeks peg-interferon-o therapy”
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(1. The Third Department of Hepatology ;2. the Institute of Liver Disease the Third People’s
Hospital of Shenzhen ,Shenzhen,Guangdong 518112 ,China)
Abstract: Objective To investigate whether prolonged peg-interferon-a (PeglFNgq) therapy would im-
prove the efficacy for chronic hepatitis B (CHB) patients who did not achieve HBeAg seroconversion after 48
weeks of PeglFNg treatment. Methods CHB patients with HBeAg-positive who were treated with PeglFNq
for 48 weeks and did not reach HBeAg seroconversion were enrolled into 2 groups based on their preferences.
Patients in group A received PeglFNgq for a further 24 weeks before switching to entecavir (ETV). Patients in
group B received ETV. The observation period was 96 weeks. Hepatitis B virus (HBV) DNA and viology
At the end of 24,48,96 weeks,the rate of HBeAg sero-

conversion in group A were 0. 00%, 20. 83%, 25. 00% respectively, and those in group B were 9.67% ,

markers data were collected every 12 weeks. Results

29.03% ,48.39% respectively. The rates of HBeAg seroconversion were higher in group B,but there were no
significant differences between the two groups(P=0. 33,0. 49,0. 08). HBsAg in two groups didn't decrease.
Conclusion Patients who don't achieve HBeAg seroconversion after 48 weeks of PeglFNq therapy,extending
the duration of PeglFNa shows no superiority.

peg-interferon-a; entecavir
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