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Effect of Lamivudine in combination with Chinese medicine on quantitative detection of hepatitis B surface antigen in pa-
tients with chronic hepatitis B JING Bo-qiong , GU Ren-yan s XUE Bin® (The Fi fth Affiliated Hospital of Xin-
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[ Abstract)
in patients with chronic hepatitis B. Methods

Objective To evaluate the effect of Lamivudine combined xiaochahujiajiantang on HBsAg antigen
74 chronic hepatitis B patients were randomly divided into 2 groups,40
in the control group,and 34 in the treated group. The treated group was treated with Lamivudine in Combination with
xiaochahujiajiantang for 6 months, the control group was treated with Lamivudine for 6 months. At the 3th, 6th
(1) After treat-

ment of 6 months,there was no significant difference of HBsAg antigen in two groups(P>0. 05). (2) After 3 months

month during the treatment, HBV DNA and HBsAg antigen were observed. at 6th month. Results

of treatment ,there were no significant difference of HBV DNA quantitative classification , HBV DNA quantitative
positive results and HBV DNA positive results HBsAg of two groups before and after treatment(P>>0. 05). After 6
months of treatment, there was significant difference of HBV DNA quantitative classification between two groups(P
<C0.05), there was significant difference of HBV DNA positive results in two groups(P<C0. 05). There was no sig-
nificant difference of HBV DNA positive results in control group before and after treatment(P>>0. 05). There was
significant difference of HBV DNA positive results in treated group before and after treatment(P<C0. 05). Conclusion

Lamivudine combined xiaochahujiajiantang can reduce HBV DNA copy reproduction.
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