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Abstract Objective: To observe the effect of Jianpi Shugan Decoction on insulin resistance in rats with nonal-
coholic steatohepatitis(NASH) and explore its mechanism. Methods: Thirty four male SD rats were randomly se-
lected and fed with high-fat diet to establish NASH model, and the other 6 rats were fed with normal diet as nor-
mal group. The rats were randomly divided into model group, Jianpi Shugan Decoction low, medium and high
dose groups. polyene phosphatidylcholine(yishanfu) group. The model group and normal group were given deion-
ized water by gavage, the experimental groups of Traditional Chinese Medicine were given Jianpi Shugan Decoction

low, medium and high dose granules, and the yishanfu group was given yishanfu suspension by gavage. once a day
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for 4 weeks. The body weight, serum alanine aminotransferase( ALT) ., aspartate aminotransferase(AST) . serum
triglyceride(TG), serum cholesterol (TC), adiponectin (ADPN), fasting plasma glucose (FPG), serum insulin
(FINS) were measured, and the insulin resistance index(HOMA) was calculated assessment for insulin resistance
(HOMA-IR), liver index(liver wet weight / total weight X 100%), HE and oil red O staining were used to ob-
serve the pathological changes of liver tissue. Results: The body weight of normal group and each experimental
group was lower than that of model group(P<C0. 05). The serum levels of ALT and AST in the middle and high
dose groups of Jianpi Shugan Decoction and yishanfu group were significantly lower than those of the model group,
the serum TC level of the low and middle-dose groups of Jianpi Shugan Decoction was significantly lower than that
of the model group, and the serum TG level of the high-dose Jianpi Shugan Decoction group was significantly low-
er than that of the model group(P<C0. 05). The average ADPN level of Jianpi Shugan Decoction group was higher
than that of model group(P<C0. 05). The levels of FPG., FINS and HOMA-IR in the middle and high dose groups
of Jianpi Shugan Decoction were higher than those in the normal group and lower than those in the model group.
The levels of HOMA-IR in the low-dose Jianpi Shugan Decoction group were lower than those in the model group.
and the levels of fins and HOMA-IR in the yishanfu group were lower than those in the model group(P <C0. 05).

Conclusion: Jianpi Shugan Decoction can effectively improve liver enzymes, liver fat, FPG, FINS, reduce HOMA-

%29 %

IR and increase ADPN. thus regulating lipid metabolism and reducing insulin resistance.

Key words nonalcoholic steatohepatitis; high fat diet;Jianpi Shugan Decoction;insulin resistance;rats
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