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Clinical effect of traditional Chinese medicine in treating 168 cases of HBeAg positive chronic HBV
carrier with liver stagnation and spleen deficiency syndrome "
Huang Yi', Huang Yan' .Li Mei' ,Liu Huabao' ,Lei Yu* s Zhou Zhi*
(1. Department of Liver Disease ,Chongqing Municipal Hospital of Traditional Chinese Medicine ,Chongqing 400021 ,China;
2. Department of Infectious Disease ,Second A f filiated Hospital ,Chongqing Medical University ,Chongging 400010 ,China)
Abstract; Objective To investigate the clinical effect of traditional Chinese medicine(TCM) for treating HBeAg positive chron-
The patients with HBeAg and

HBV DNA positive,normal serum ALT and AST for successive 3 times within 1-year follow up,complicating different degrees of

ic hepatitis B virus(HBV) carriers with liver stagnation and spleen deficiency syndrome. Methods

symptoms were included. Among them, the patients with liver stagnation and spleen deficiency syndrome according to the TCM dif-
ferentiation were selected as the treatment objects and treated by the prescription of soothing the liver, tonifying spleen and detoxifi-
cation. The changes of clinical symptoms and HBV markers after 6-month therapy were observed and followed up for 3 months for
evaluating the effect persistance. 348 cases were recruited, 161 cases in the control group and the other 187 cases in the treatment
group. Treatment group underwent traditional Chinese medicine treatment. Results 168 cases finished the therapy with the total
effective rate of 80. 3% (135/168),6 cases were HBeAg negative conversion and 14 cases were HBV DNA decrease greater than or
equal to 2 logarithmic grades; 157 patients finished 3-month follow-up and the effective rate was 80. 9% (127/157),4 cases were
HBeAg negative conversion and 11 cases were HBV DNA decrease greater than or equal to 2 logarithmic grades. The curative effect
of treatment group was higher than that of control group. Conclusion The TCM prescription of soothing the liver, tonifying spleen
and detoxification has definite effect for treating HBeAg positive chronic HBV carriers with liver stagnation and spleen deficiency
syndrome, the symptoms can be significantly improved.
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