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[ Abstract] Objective
synthase kinase 3 bate( GSK 3B) in the adipose tissues of insulin resistant (IR) rats on a high fat diet (HFD).
Methods
group, n=20). Insulin resistance was established by feeding a HFD to the M group for 4 w, while rats in the control

* Department of Endocrinology, Renmin

To investigate the effects of exercise training (ET) on the expression of glucogen

Thirty male Wistar rats were randomly divided into a control group (n =10) and a model group (M

group were fed a normal diet. The IR rats were then randomly divided into two subgroups: an IR group and an ET
group. All rats in the IR and ET groups were fed a HFD, but ET was administrated to the ET group for 6w. The expres-
sion of GSK 3 protein in the rats’ epididymis adipose tissue was detected using Western blotting, and body weight
(BW), the concentrations of serum triglyceride and cholesterol (TG and TC) , fasting plasma glucose (FPG) and serum
insulin (FINS), as well as insulin sensitivity index (ISI) were regularly detected. Results Compared with the con-
trol group, BW and the concentrations of serum TG and TC, FPG and FINS in the model group were significantly in-
creased (P <0.05 ), while ISI was decreased( P <0.01). Compared with the control group, there was no difference in
GSK 3 protein expression in the ET group, but the expression of GSK 3@ protein in the ET group was obviously de-
creased in comparison with that in the IR group(P <0.05). Conclusion ET can ameliorate TR by decreasing GSK
3B protein expression in adipose tissues and enhancing the ingestion of glucose and the synthesis of glycogen.
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