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Abstract

Objective:To observe the therapy and prevention effect of exercise on the ApoE” mice athero sclerosis (AS)
formation and speculate the mechanism of anti-inflammatory effects of adiponectin on aortitis

Method: Forty 8-week-old ApoE” mice were randomly assigned to four groups: 14-week model group(C14,n=
10), 14-week exercise group(E14, n=10), 26-week model group (C26,n=10), 12-week exercise group (E12,n=10,
16 weeks molding followed by 12 weeks exercise).The molding mice were fed with high fat diet. Mice in the
aerobic exercise-trained groups ran on a treadmill (13m/minx60min, 5 days/week). At the end of experiment,
atherosclerosis. Adiponectin mRNA in adipose tissue, serum adiponectin. NF-kB,VCAM-1,SR-A, CD36 mRNA
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and protein in aorta were detected and compared between the 4 groups.

Result: Elastic layer and tunica intima of vascular wall of E14 group was significantly better than C14 group,
C26 group was more serious than C14 group, E12 group was better than C26 group. Adiponectin-mRNA and
serum Adiponectin in the adipose tissue of exercise-trained group were significantly higher than that of the
model group (0.61+0.10mg/L vs 0.42+0.12mg/L and 0.49+0.11mg/L vs 0.30+£0.08mg/L,P<0.01). NF-kB,VCAM-1,
SR-A mRNA and protein in aorta of exercise-trained group were significantly lower than that of the model
group too (0.94£0.23 vs 1.22+0.30,0.84+0.13 vs 1.23£0.22,0.59+0.08 vs 1.13+£0.19,P<0.01 and 1.28+0.24 vs
1.43+0.19,1.33+£0.18 vs 1.52+0.28,1.22+0.15 vs 1.38+0.12,P<0.05).

aorta had no significantly difference.

Expression of CD36 mRNA and protein in

Conclusion: Aerobic exercise significantly increase expression of adiponectin-mRNA in adipose tissue, serum ad-
iponectin in the ApoE” mice, lowered NF-kB,VCAM-1,SR-A mRNA and protein in aorta. Those effects were

significant for both prevention group and therapeutic group. Increasement of adiponectin is likely to be one of

the factors to anti-atherogenesis in Aerobic exercise
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C2641 10 1.23+0.31%% 0.30+0.082%
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