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Studies have shown that exercise improves cardiovascular function in both animals and human.

Pulmonary Circulation; Endothelium Function; Endo-

The un-

derlying mechanisms of exercise’s effects on improvement of vascular function were discussed here, mainly focusing on as-

pects including exercise’s effects on vascular branch, endothelial function, and coronary atherosclerosis disease, in order to

provide theoretical evidence for the prevention and therapy of vascular diseases.
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