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Effect of peginterferon alfa-2a in treating lamivudine-resistant HBeAg-positive chronic hepatitis B
Ma Xiaoyu ,Shi Xiaofeng” ,Guo Shuhua ,Liu Qi ,Ren Hong
(Department of Infectious Diseases,Second Af filiated Hospital ,Chongqing
Uniwversity of Medical Sciences ,Chongqing 400010,China)

Abstract ; Objective

dine-resistant HBeAg-positive chronic hepatitis BCCHB). Methods

To observe the clinical effect of pegylated interferon alfa-2a sequential therapy in the patients with lamivu-
A total of 22 patients with lamivudine-resistant HBeAg-posi-
tive chronic hepatitis were included in the study. Under the continuous use of lamivudine(100 mg,once daily) ,all patients received
peginterferon alfa-2a 180 g,once weekly for 12 weeks. Then lamivudine was discontinued and peginterferon alfa-2a as monotherapy
was used till 48 weeks. Responses were measured once every 12 weeks after treatment, including HBsAg, HBeAg seroconversion
and HBV DNA suppression. The liver function and blood routine test were examined once every 4 weeks. Results Mean HBV
DNA level at baseline was (6. 5440, 90) copies/mL(logl0). At the end of treatment,40. 91% (9/22) of the patients had HBeAg
seroconversion and the decreased serum expression level of HBV DNA,and 13. 64 % (3/22) of the patients had HBsAg seroconver-
sion, respectively. During 48-week follow up, the sustained HBeAg seroconversion and the decrease of HBV DNA level were a-
chieved in 36. 36 % (8/22) of the patients. Among 8 cases of the sustained HBeAg seroconversion,2 cases sustained HBsAg sero-
conversion. Conclusion Peginterferon alfa-2a can decrease the level of HBV DNA partially and obviously,and promote the HBeAg
and HBsAg seroconversion in the patients with lamivudine-resistant HBe Ag-positive CHB.
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