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Efficacy of sequential telbivudine and entecavir in treatment of decompensated cirrhosis
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Abstract : Objective
cirrhosis. Methods

To investigate the effects of telbivudine and entecavir in treatment of decompensated
A total of 84 patients with decompensated cirrhosis were selected from January to Decem-
ber,2016. They were randomly divided into the observation group and the control group,which included 42 ca-
ses in each group. Based on the conversation treatment,such as pegylated interferon-*-2¢ and liver-protecting
treatment, telbivudine was used in observation group and entecavir was used in control group. Liver functions,
serum HBV markers and adverse reaction of two groups of patients for 12 weeks, 24 weeks,48 weeks and 72
weeks were observed. Results Before treatment,alanine aminotransferase (ALT),albumin (ALB), total bili-
rubin (TBiD) , prothrombin activity (PTA) and Child-Pugh scores between two groups had no statistically sig-
nificances (P>>0. 05). After a period of treatment, ALT, TBil and Child-Pugh score in observation group were
significantly lower than that of control group (P<C0.05). While ALB and PTA in the observation group were
significantly higher than that of control group (P<C0. 05). At the same period after treatment, the negative
conversion rates of HBV-DNA and Hepatitis B virus e antigen (HBeAg) were significantly higher of the ob-
servation group than that of the control group (P<C0. 05). Conclusion In the treatment of decompensated cir-
rhosis, the efficacy of entecavir could effectively promote the rapid recovery of liver function, serum HBV
markers negative rate, better safety,less adverse reaction,and it is worthy of clinical promotion.
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