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[Abstract] Objective: To investigate the protective effect and lipid metabolism mechanism of the serum
containing Zhige Baogan Jiangzhi Fang on L-02 hepatocytes in alcoholic liver disease based on PPARa -
SREBP-1¢-FAS signaling pathway. Methods: L.—02 hepatocytes were inoculated in 6-well plates, and after wall
attachment, they were divided into normal group, model group (2.5% ethanol treatment), positive control group
(Metadoxine —containing serum plus 2.5% ethanol), Zhige Baogan Jiangzhi Fang low dose group (2.5% Zhige
Baogan Jiangzhi Fang containing drug serum plus 2.5% ethanol), Zhige Baogan Jiangzhi Fang medium dose
group (5.0% Zhige Baogan Jiangzhi Fang containing drug serum plus 2.5% ethanol) and Zhige Baogan Jiangzhi
R A v EAEGTRIR B (FRAFAR B )(2022YFS0624 ) ; w91 4 F & 25 % 32 53 8 (20232d008 )
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Fang high dose group (10.0% Zhige Baogan Jiangzhi Fang containing drug serum plus 2.5% ethanol). Lactate
dehydrogenase (LDH) and aspartate aminotransferase (AST) levels were measured in the supernatant of the cells
of each group after 24 h. PPARa, SREBP-1c¢, FAS, Lipin—1 mRNA and protein expression were deter—
mined by qPCR and Western blotting in each group of cells. Results: Compared with the normal group, the
levels of LDH and AST in cell supernatant increased in the model group (P<0.001); PPARa mRNA and protein
expression levels were reduced, and the mRNA and protein expression levels of SREBP-1lc, FAS, Lipin-1
increased (P<0.001). In comparison with the model group, the LDH and AST levels in the cell supernatant of
the Zhige Baogan Jiangzhi Fang high dose group and the Metadoxine group were significantly decreased (P<
0.001). PPARa mRNA and protein expression levels were significantly increased, and SREBP-1c, FAS,Lipin-1
mRNA and protein expression levels were significantly decreased (P <0.001). Conclusion: Zhige Baogan
Jiangzhi Fang has an ameliorating effect on lipid metabolism in alcoholic liver disease, and its mechanism

may be related to upregulating PPARa expression and reducing SREBP-1c, FAS and Lipin—-1 expression to

inhibit lipid accumulation in liver cells.
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