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Abstract Objective To study the therapeutic efficacy and the mechanism of glycyrrhizic acid on rats with non alcoholic steatohep-
atitis (NASH). Methods A total of 40 male Srague Dawley rats were randomly divided into five groups, including control group, model
group, low —, middle — , and high — dose of glycyrrhizic acid groups. Rats were given high — fat diet for 16 weeks to construct the NASH
model. Since the seventh week after the model establishment, the rats were treated with 60, 120, 180mg/kg glycyrrhizic acid for ten
weeks. The pathologic changes in hepatic tissues were investigated with HE staining. The levels and activity of total cholesterol (TC) , tri-
glyceride (TG), high density lipoprotein cholesterol (HDL - C), low density lipoprotein cholesterol (LDL — C), aspartate transferase
(AST) , alanine aminotransferase ( ALT) , malonaldehyde ( MDA ), superoxide dismutase ( SOD) and glutathione ( GSH) were deter-
mined. Results The rats in the model group had aggravated hepatic fatty degeneration, increased TC, TG, LDL - C, AST, ALT and
MDA, decreased HDL - C, SOD and GSH compared with control group (P <0.05). After treatment with middle — and high — dose of
glycyrrhizic acid, the rats in the glycyrrhizic acid group had decreased hepatic fatty degeneration, decreased TC, TG, LDL - C, AST,
ALT and MDA, increased HDL - C, SOD and GSH compared with model group (P <0.05). Conclusion Glycyrrhizic acid therapy can
improve lipid metabolism disorder, and anti — lipid peroxidation in rats with non acoholic steatohepatitis, and it has a potential clinical sig-
nificance for the treatment of NASH.
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