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Protective effect of Ganning prescription on mice with nonalcoholic steatohepatitis
and its effect on rat hepatic stellate cells: An experimental study
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[ Abstract] Objective; To investigate the protective effect of Ganning prescription on mice with nonalcoholic

steatohepatitis (NASH) and its effect on activated rat hepatic stellate cells ( HSCs). Methods: A total of 24 mice
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were randomly divided into normal group, model group, and Ganning prescription group, with 8 mice in each
group. The mice in the model group and the Ganning prescription group were given high—fat diet combined with
subcutaneous injection of carbon tetrachloride—soybean oil solution to establish a mouse model of NASH. After suc-
cessful modeling,the mice in the normal group and the model group were given 0. 9% sodium chloride injection by
gavage ,and those in the Ganning prescription group were given Ganning prescription by gavage, for 3 weeks. Rat
HSCs were divided into normal group,model group,and Ganning prescription group. HSCs in the normal group were
cultured in a normal medium,and those in the model group and the Ganning prescription group were activated by
transforming growth factor—beta 1;then HSCs in the normal group and the model group were cultured in a medium
containing normal rat serum,and those in the Ganning prescription group were cultured in a medium of serum con-
taining 30% Ganning prescription. HSCs were cultured for 24 hours. Liver histopathology was observed ; the serum
levels of aspartate aminotransferase ( AST) , alanine aminotransferase ( ALT) , total cholesterol ( CHOL) , and tri-
elyceride (TG) were measured ,as well as the protein expression levels of tumor necrosis factor—-a ( TNF-a) , inter-
leukin—=6 (IL-6) ,glucose-regulated protein 78 ( GRP78) ,and IRE-1a in liver tissue ;the apoptosis of hepatocytes
and the proliferation of HSCs were observed. Results ; Compared with the mice in the model group,the mice in the
Ganning prescription group had reductions in lipid vacuoles and bleeding and alleviation of inflammatory cell infil-
tration. There were significant differences in the serum levels of AST,ALT,CHOL,and TG, the levels of TNF-a and
IL-6 in liver tissue,the protein expression levels of GRP78 and IRE-1a,and the apoptosis of hepatocytes between
the model group and the normal group and between the Ganning prescription group and the model group (P<0. 01
or P<0.05). Compared with the HSCs in the model group,the HSCs treated with serum containing Ganning pre-
scription showed a significant reduction in proliferation (P<0.01) . Conclusion; Ganning prescription can improve
liver pathological changes,protect the liver,regulate lipid metabolism ,inhibit inflammatory response , alleviate hepa-
tocyte apoptosis,and inhibit the proliferation of HSCs in mice with NASH , possibly by regulating endoplasmic reticu-
lum stress.

[ Keywords] nonalcoholic steatohepatitis ; Ganning prescription ; hepatic stellate cell ; endoplasmic reticulum
stress ; experimental study
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