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Abstract

Objective: A mouse model of liver injury was created by chronic alcohol feeding and acute alcohol
gavage. Method: Male C57BL/6 mice were randomly divided into control group and model group.
For the first ten days, the control group was fed with control liquid feed, and the experimental
group was fed with alcohol liquid feed. On the 11th day, the control group was fed with maltodex-
trin solution (20 pL/kg), and the model group was fed with alcohol (20 pL/kg). After the experi-
ment, serum liver function indexes and lipid metabolism-related indexes were detected, and the
pathological changes of liver tissue were observed. Result: Compared with the control group, the
serum cholesterol (P < 0.0001, n = 14~15), triglyceride (P < 0.01, n = 14~15) and alanine amino-
transferase (P < 0.01, n = 14~15) of the model group were significantly higher than those of the
control group. Significantly increased; cholesterol and triglyceride (P > 0.05, n = 14~15) detected
in liver homogenate were higher in the experimental group than in the control group, and there
was a significant difference in cholesterol (P < 0.01, n = 14~15) between the two groups. The re-
sults of hematoxylin-eosin showed that compared with the control group, the damage degree of
liver tissue in the model group was more serious. Conclusion: The mice in the model group had
liver cell damage and fat accumulation. The method of chronic feeding and acute gavage was used
to successfully simulate alcoholic liver injury, which has practical significance for the subsequent
clinical treatment and the study of new mechanisms.
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Figure 1. Schematic diagram of the establishment of ethanol-induced liver injury mouse model
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Figure 2. Increase of liver index in model group
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Figure 3. Changes of ALT and AST in serum
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Figure 4. The changes of cholesterol and triglyceride in serum and liver tissue
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Figure 5. The changes of liver tissue in HE staining
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