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Effects of aerobic exercise on anti inflammation, regulation of blood lipid metabolism and balance immu-

nity can stabilize and reduce atherosclerotic plaque (As), which becomes an important measure for the treatment of acute

coronary syndrome (ACS). Tt is urgent to explore and study the mechanism because aerobic exercise can reduce the risk

of ACS and prevent the occurrence of ACS. This paper reviews the possible mechanism, role and progress of aerobic exer-

cise in reducing As formation.
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