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Efficacy of entecavir on liver failure patients with chronic hepatitis B ZHAO
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[ Abstract] Objective To evaluate the efficacy of entecavir treatment for
chronic liver failure patients with hepatitis B. Methods All 63 chronic liver failure
patients with hepatitis B were treated with entecavir 0. 5 mg daily and other routine
drugs. Another 58 hepatitis B patients with chronic liver failure were only treated with

routine drugs as control. The liver functions, hepatitis B virus DNA level, prothrombin
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time activity and the survival rate were observed. Rates were compared by chi-square
test and the numeration data were compared by ¢ test. The survival rates were com-
pared by Kaplan-Meier method. Results At the 4th, 8th and 12th week after the
treatment, ALT and AST decreased significantly in both groups. At the 12th week, the
levels of prothrombin time activity ( PTA) of treatment group was higher than that in
control group (P <0.05). Four weeks after the treatment, the HBV DNA reduction in
treatment group was higher than that in the control group (P <0.05). After 8 and 12
weeks, the rate of patients in treatment group whose HBV DNA was lower than the
lowest detection value was higher than that in the control group (P <0.01). After 4
years following-up, the survival rate in the treatment group was significantly higher than
that in the control group (P < 0.01). Conclusions Entecavir for the treatment of
chronic liver failure patients with hepatitis B could improve the survival rate and their
liver function.
[ Key words] Hepatitis B, chronic; Liver failure; Entecavir; Survival rate
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