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Abstract

Objective: To research the effects of aerobic exercise on the cardiovascular inflammatory response in rats suf-
fering from metabolic syndrome (MS).And its possible mechanism will be studied through observing the chang-
es of peroxisome proliferator-activated receptor alpha (PPARa) expressing in the myocardial tissues.

Method: 4-week old male SD rats were randomly divided into control group (C) and high-fat-high-salt feed
group. After 18 weeks, MS rats were randomly divided into model control group(MC) and model exercise
group(ME). Rats in ME group were forced to run on a treadmill for 12 weeks with the intensity of 60min/d,
27m/min and 5% gradient. Serum IL-6, TNF-a, and MCP-1 were detected by ELISA. The expression of
PPARo. mRNA in myocardium was determined by RT-PCR. Western Blot was applied to detect the protein ex-
pression of PPARa in myocardium.

Result: (DCompared with C group, the MC group showed significant increase in serum IL-6, TNF-a, MCP-1
(P<0.05, P<0.01, P<0.01) and significant decrease in PPARo. mRNA and protein expression in myocardium (P<
0.05).@Compared with MC group, the ME group showed significant decrease in serum IL-6, TNF-a, MCP-1
(P<0.05, P<0.01, P<0.01) and significant increase in PPARo mRNA and protein expression in myocardium(P<
0.05, P<0.01).
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Conclusion: The inflammation in MS rats occurred obviously. Long-term aerobic exercise can effectively im-

prove it. PPARo mediates the inflammatory in MS rats potentially.
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