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Abstract: Objective To observe the biometric characteristics of glucose and lipid metabolism of aP2-SREBP-1c¢
transgenic mice, and to explore its application in the study of glucose and lipid metabolism disorder. Methods
Female aP2 —-SREBP —1c¢ transgenic mice and their wild type littermates were investigated. General data of body
weight, food—intake and drink—intake were monitored. Metabolic parameters such as fed and fasting plasma glucose,
TG, TC, LDL-C, hepatic TC, TG and muscular TG, fasting blood glucose(FBG), insulin, leptin, HOMA-IR
were tested. Histological changes in fat tissue and hepatic tissue were observed after hematoxylin and eosin staining.

Results Compared to their wild type littermates, weight of perirenal fat, peri—gonad fat, subcutaneous fat lose in
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the transgenic mice(P < 0.01), while weight of brown adipose tissue and liver gained(P < 0.01). Liver biopsy showed

significantly pathological changes of fatty liver. Plasma insulin, glucose and HOMA-IR raised significantly(P < 0.01,

P < 0.05, P < 0.001), while plasma leptin level decreased(P < 0.01). Lipid metabolic indicators such as fasting
plasma TC and LDL-C were higher (P < 0.05, P < 0.01). The results indicated that aP2—SREBP-1c mice were

characterized by evident lipodystrophy, insulin resistance, hypercholesteremia and fatty liver when compared with the

wild—type controlled group. Conclusion aP2-SREBP-Ic¢ transgenic mice can be used as the advisable mouse model

for the study of glucose and lipid metabolism disorder such as insulin resistance, fatty liver and hypercholesteremia.

Keywords: aP2 —SREBP -lc¢ transgenic mice; Animal models; Glucose and lipid metabolism disorder;

Lipodystrophy; Insulin resistance; Fatty liver; Hypercholesteremia
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Figure 4  Pathology investigation of liver and perigonadal fat in

aP2-SREBP-1c¢ mice and its littermate
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