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[Abstract] Objective Prepare Lieber-DeCarli liquid feed and induce an alcoholic liver disease (ALD) mouse model using
three methods: alcohol calorie transition , alcohol non transition, and alcohol volume transition. Compare the extent of liver function dam-
age, blood lipid levels, and liver steatosis among the different groups. Method A total of 36 healthy male C57BL/6] mice were ran-
domly divided into 6 groups (n = 6):the alcohol calorie transition control group (A1) ,the alcohol calorie transition group (A2) , the al-
cohol non transition control group (B1) , the alcohol non transition group (B2) , the alcohol volume transition control group (C1) , and
the alcohol volume transition group (C2). Each group of mice was fed the corresponding liquid diet. On the 16th,22nd, and 28th days,
mice from the corresponding groups were euthanized, and the levels of serum aspartate aminotransferase (AST) , glutamic acid amino-
transferase (ALT) , total cholesterol (TC), triglycerides (TG) , high density lipoprotein cholesterol (HDL-C) , and low density lipopro-
tein cholesterol (LDL-C) were measured and compared. H&E staining of the liver was used to observe pathological changes , while Oil
Red O staining was used to observe hepatic steatosis. Results The serum biochemical results showed that the levels of ALT, AST, and
TG in the serum of mice in each model group were higher than those in their respective control groups (P < 0.05). There was no signifi-
cant difference in serum AST and ALT levels between the A2,B2,and C2 groups (P> 0.05). The serum TC and HDL-C levels in group
A2 mice were higher than those in groups B2 and C2 (P < 0.05) , while the serum LDL-C levels in groups A2 and C2 mice were higher
than those in group B2 (P < 0.05). The pathological examination results showed that hepatic steatosis was observed by H&FE. staining ,
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and orange—red or red lipid droplets were observed by Oil Red O staining in the liver of all model groups. Conclusion There was no dif-

ference in liver function damage induced by the three methods using Lieber DeCarli liquid feed for alcoholic liver disease mouse mod-

els,but different degrees of liver steatosis and lipid abnormalities could occur.
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Table 3 Comparison of the baseline body weights between control and
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