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Treatment of Nonalcoholic Steatohepatitis by Zaozhu Yinchen Recipe LAN Xiu-mei', WU Yao-
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ABSTRACT Objective To observe the mechanism of Zaozhu Yinchen Recipe (ZZYCR) for regula-
ting non-alcoholic steatohepatitis (NASH) in oxidative stress state. Methods  Ninety NASH patients con-
firmed by liver biopsy were assigned to the treatment group and the control group by random digit table, 45
in each group. Patients in the treatment group took ZZYCR, while those in the control group took vitamin E.
The therapeutic course for all was 12 weeks. The curative effect of TCM syndrome, biochemical indices,
and liver fat contents were evaluated in both groups before and after treatment. Levels of serum fasting
blood glucose (FBG) and fasting insulin (FINS), insulin resistance index (HOMA-IR) , contents of superox-
ide dismutase (SOD), glutathione peroxidase (GSH-Px) and malondialdehyde (MDA) were measured in
both groups before and after treatment. Results  After 12 weeks of treatment, the total effective rates of
TCM syndromes, blood biochemical indices, and liver fat content in the treatment group were 88.89%
(40/45), 77.78% (35/45), and 71.11% (32/45), respectively, showing statistical difference as compared
with the control group [64.44% (29/45), 51.11% (23/45), 46.67% (21/45) ; P <0.05]. The levels of serum
FBG and FINS, and HOMA-IR in both groups were significantly lower after treatment than before treatment
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(P <0.05), and more significantly seen in the treatment group (P <0.05). After treatment serum levels of
SOD and GSH-Px were significantly higher in both groups (P <0.05). The level of MDA was significantly
lower in the two groups after treatment than before treatment (P <0.05), and more significantly in the treat-
ment group (P <0.05). Conclusion ZZYCR treated NASH patients by regulating insulin resistance and oxi-

dative stress.
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