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Effect of Sini Powder on non-alcoholic fatty hepatocirrhosis induced by
methionine-choline deficit diet
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Abstract: Objective To study the effect of Sini Powder on non-alcoholic fatty hepatocirrhosis (NASH) induced by methionine-
choline deficit (MCD) diet. Methods The model mice of NASH were administered with probucol and Sini Powder for 4 weeks. Then
the pathological changes of liver were observed by HE staining, the contents of ALT, AST, TG, and MDA and the activity of SOD were
tested and compared among groups. Results Compared with the model group, the ALT and AST contents in serum were lower, TG
content in serum was reduced, and TG content in liver was higher in high-dose Sini Powder group. The pathological observation
showed that the lipo-vacuoles were reduced in hepatocytes, and the infiltration of inflammatory cell was decreased. The activity of
SOD was increased while the content of MDA was decreased. Conclusion High-dose Sini Powder can prevent the course of NASH
induced by MDC diet by adjusting TG distribution in serum and liver, increasing the anti-oxidative capacity of liver, and reducing the
peroxide damage.
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