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[ Abstract]

that atherosclerosis is one of inflammatory lesion of arterial wall, but the definite mechanism is still no very unclear so far. Genetic

Atherosclerosis is the leading cause of coronary heart disease and ischemic stroke, although it is confirmed

susceptibility and environmental risk factors ( family history, hypercholesterolemia, smoking, hypertension, diabetes and
obesity, etc. ) are major influencing factors of cardiovascular and cerebrovascular events, prevention and treatment emphasis in

patients with atherosclerosis. This paper reviewed the progress on pathogenesis and treatment of atherosclerosis.
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