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Clinical efficacy of modified prescription of pingweisini combined with entecavir on patients at
decompensation stage of liver cirrhosis

ZHANG Yan-xia', ZHANG Jin-bo’ (1.The Third People s Hospital of Jincheng, Jincheng City 048000, China;
2.People’s Hospital of Jincheng, Jincheng City 048000, China)

Abstract: Objective To investigate the effect of modified prescription of pingweisini combined with
entecavir (ETV) on patients at decompensation stage of liver cirrhosis. Methods Total of 50 cases were
randomly divided into control group and treatment group with 25 cases per group. The control group
received comprehensive therapy and ETV 0.5 mg/d, once a day, while the treatment group was treated with
ETV 0.5 mg/d, once a day and modified prescription of pingweisini twice a day for 24 weeks besides the
comprehensive therapy. Liver function, prothrombin time activity (PTA), quantitative level of HBV DNA
and Child-Pugh scale was were assessed before and after treatment. Results Compared with control group,
the liver function, PTA was improved, score of Child-Pugh scale was decreased in treatment group; there
is no signigicant difference in inhibiting HBV of both groups. Conclusions Combined therapy of modified
prescription of pingweisini and ETV on treatment of decompensation stage of hepatic cirrhosis, especially in
improving liver function, prothrombin time activity (PTA) and inhibiting HBV, had curative effect.

Key words: Entecavir; Hepatitis B; Liver cirrhosis
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