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ABSTRACT Objective: To investigate the effects of fufang biejia ruangan tablets combined with adefovir dipivoxil on the levels of
hepatitis B serum markers in patients with hepatitis B liver cirrhosis. Methods: 60 patients with hepatitis B liver cirrhosis who were treated
in our hospital were selected and randomly divided into the experiment group and the control group, with 30 cases in each group. The pa-
tients in the control group were treated with adefovirdipivoxil, and the patients in the experiment group were treated with Fufang biejia
ruangan tablets on the basis of the control group. Then the serum levels of albumin (ALB), alanine aminotransferase (ALT), total biliru-
bin (TBIL) and the thrombin time (PT), incidence of adverse reactions, the HBeAg negative rate, HBV-DNA negative rate and HBeAg
serum conversion rate of patients in the two groups were observed and compared after treatment. Results: Compared with before treat-
ment, the serum levels of ALB in both groups were increased after the treatment, while the levels of ALT, TBIL and PT were decreased
(P<0.05). Compared with the control group after the treatment, the serum level of ALB in the experiment group was higher, while the levels
of ALT, TBIL and PT were lower (P<0.05); Compared with the control group, the incidence of adverse reactions and the HBeAg nega-
tive rate, HBV-DNA negative rate and HBeAg serum conversion rate of experiment group were lower (P<0.05). Conclusion: Fufang
biejia ruangan tablets combine with Adefovir dipivoxil in the treatment of patients with hepatitis B liver cirrhosis had good clinical effica-
cy, which was worthy of clinical application.
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Table 1 Comparison of the serum levels of ALB, ALT, TBIL and PT between two groups before and after treatment (xt s)

Groups ALB(g/L) ALT(U/L) TBIL(pmol/L) PT(s)
) Before treatment 23.64+ 2.42 142.53+ 19.35 143.35+ 18.44 2534+ 321
Experimental group(n=30)
After treatment 3546 4.86*" 55.35+ 6.83* 38.24+ 4.43* 11.14+ 1.35%
Before treatment 23.66 2.44 144.54+ 20.12 142.25+ 18.05 2532+ 3.18
Control group(n=30)
After treatment 30.24+ 3.78* 92.22+ 13.35* 7435+ 11.33* 16.46% 2,13*

Note :Compared with before treatment,*P < 0.05. Compared with the control group,”P<0.05.
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Table 2 Comparison of the incidence of adverse reactions between two groups[ n(%) ]

Myocardial enzyme

Hemorrhage of upper digestive Incidence of adverse

Groups Creatinine elevation ) ]
elevation tract reactions
Experimental group(n=30) 2(6.67) 1(3.33) 0(0.00) 3(10.00)*
Control group(n=30) 3(10.00) 3(10.00) 2(6.67) 8(26.67)

Note: Compared with the control group, ¥*P<<0.05.
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Table 3 Comparison of the HBeAg negative rate, HBV-DNA negative rate and HBeAg serum conversion rate between two groups[ n(%) ]

HBV-DNA negative rate HBeAg serum conversion rate

Groups HBeAg negative rate
Experimental group(n=30) 13(43.33)*
Control group(n=30) 7(23.33)

14(46.67)*
6(20.00)

6(20.00)*
2(6.67)

Note: Compared with the control group after treatment, *P<<0.05.
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