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Effects of Exercise Training on Porcine Cardiovascular System
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[ Abstract ] Chinese experts reached a consensus about exercise therapy in patients with coronary heart disease in 2015. They deter-

mined that the role of exercise in the prevention of cardiovascular disease is increasingly approved and valued. However, research on the effect

of exercise on cardiovascular system including its mechanism is still rare within China. Considering the anatomy and function of porcine car-

diovascular system is similar to that of human beings , this paper aims to make a comprehensive review about the effects of exercise training on

porcine cardiovascular system,and provide reference and ideas to study prevention of cardiovascular disease,select experimental animals and

intervention measures in the future.

[ Key words ] Pig; Exercise ; Myocardial function ; Coronary smooth muscle ; Coronary collateral circulation
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