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Establishment of obesity mouse model by long-term high fat diet

CUI Li-kun
(Academy of Basic and Forensic Medicine, Jining Medical University,Jining 272067 ,China)

Abstract;Objective To establish the obesity mouse model by long-term high fat diet and explore the charac-
teristics of glucose and lipid metabolism. Methods The mice were treated with high fat diet for three months.
Their serum levels of sugar and lipid,and index of liver and fat to body weight were also measured. The quantitive
analysis of mRNA expression of genes related to lipid metabolism was performed by real-time PCR. Results Com-
pared with control group serum glucose level,serum lipid level and index of fat to body weight were remarkably in-
creased in the group of high fat diet, while the expression of CPT1 mRNA in liver and musle were reduced ( P<C 0.

05).Cenclusion Long-term high fat diet could induce hyperlipidemia and the abnormality of glucose tolerance in

mice.
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