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Clinical efficacy of adefovir dipivoxil combined with lamivudine on
decompensated cirrhosis from chronic hepatitis B
Liu Aibing' ,Li Zongjun® , He Xinming'®
(1. Department o f General Surgery ,Shuangqiao Economic and Technological Development Zone
Hospital of Chongqing ,Chongqing 400900, China;2. Department o f Hepatobiliary Surgery ,
Emergency Medical Central of Chongqing ,Chongging 400015, China)

[Abstract] Objective To explore the clinical effect of adefovir dipivoxil for decompensated cirrhosis resulting from chronic
hepatitis B. Methods 70 patients were admitted for decompensated liver cirrhosis of hepatitis B to Chongqing Emergency Medical
Central during April to August,2013. They were enrolled in this study,and were ramdomized into 2 groups, 35 cases in each group.
The study group used adefovir dipivoxil tablets combined with lamivudine,and the control group was treated with lamivudine. After
48 weeks treatment, liver function, HBV DNA level and HBeAg negative conversion rate were enlisted to compare between the
study group and the control group; the virus mutation rate and adverse reaction should be observed. Results (1) The liver func-
tion: the differences were statistically significant between prior treatment and post treatment ( P<C0. 05) , however, the differences
between the two group were not statistically significant(P>>0.05); (2)The HBV DNA level: The two groups’ level in post treat-
ment was lower than those of prior treatment(P<C 0. 05),and compared the two group, their differences were statistically signifi-
cant(1=28. 04P<C 0. 05); (3) The HBV DNA negative rate: the study group negative rate was 85. 71% (30/35),and the control
group negative rate was 42. 86 % (15/35) (5" =10. 53,P<C0. 05) ; (4) The virus mutation rate and adverse reaction: the study group
treatment is good,and there was no mutations and adverse reaction, however, the control group appeared 5 cases of virus variation,
and 12 patients with upper digestive tract hemorrhage in different degrees of complications or else. Conclusion The clinical effect of
Adefovir Dipivoxil Tablets against the liver decompensation of hepatitis cirrhosis is significant,and combined with lamivudine,it can
enhance the antiviral effect and security,so it is worthy of clinical application and popularization.
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