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[ Abstract)

of rats with insulin resistance induced by diets. Methods Experimental rats were randomized into three groups: a

Objective  To investigate the effect of exercise on glucose transporter 4 (GLUT4) in adipocyte
control group (n=10), a model group (n =10) and an exercise group (n =10). The model and exercise groups
were fed with the diets enriched with sucrose (20% ,w/w) , lard (10% , w/w) , cholesterol (2.5% , w/w) and cho-
lic acid (1% , w/w) to induce insulin resistance. Exercise group was subject to swim for 6 weeks. After the plasma
membrane and the intracellular membrane of adipocyte were prepared and separated, GLUT4 protein was detected by
Western blot analysis. The body weight, serum triglyceride and cholesterol, fasting plasma glucose and serum insulin
concentration were detected at the predetermined time points. And the insulin sensitivity index was calculated. Re-
sults Western blot analysis showed that intracellular membrane GLUT4 protein in adipocyte of the rats in the model
group decreased by 38.72% (P <0.05) and plasma membrane GLUT4 protein decreased by 21.91% (P <0.05)
as compared with those of the control group rats. After 6 weeks of exercise training, intracellular membrane GLUT4
protein of the rats of the exercise group did not change and plasma membrane GLUT4 protein increased 14. 01%
(P <0.05) as compared with that of the model group rats. Conclusion Exercise training can increase the amount
of GLUT4 protein in adipocyte of rats with insulin resistance and ameliorate translocation of GLUT4, enhancing the
ingestion and utilization of glucose.
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EHH 10
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%5 A 268.00 £7.12 0.60 +0.21 1.50 £0.26 3.57+0.28 11.68 +1.72 -3.68 £0.24
9511 387.60 +5.06 0.61 £0.21 1.51 £0.26 3.73 £0.30 11.75 £1.63 -3.77+0.17
R ZH 10
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%5 A 278.20 +6.70* *  1.30+0.39**  3.06+0.51**  3.82£0.32 32.69+£2.94 %% -4.82+0.11*"
9511 A 404.40 £5.23"*  1.95+0.37**  3.88x0.47°*  4.340.26"*  32.67%3.60"" -4.95+0.13* "
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%1 180.40 +6.85 0.57 £0.21 1.51 +£0.22 3.51£0.35 10.59 £2.48 -3.59 £0.31
%5 273.60 £8.93* % 1.28+0.41**  3.08+0.50**  3.85+0.33 31.75+2.55** -4.80+0.14**
5511 A 393.56 £5.27 "% 1.23+0.44*** 3,01 +0.52°"* 3,86 +0.35" 30.11£2.22%%%  —4.75+0.15"**
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