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Coronary artery is the earliest and most common place where atherosclerosis occurs.

biomechanics

Serious coronary

atherosclerosis can cause myocardial ischemia and myocardial infarction, which is very harmful to people’s health.  Com-

pared with other arteries, coronary artery has unique anatomical structure and hemodynamic characteristics, which are sig-

nificantly related to the occurrence of atherosclerosis.

and coronary atherosclerosis.
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