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[ Abstract] Ischemic heart disease is mainly caused by atherosclerotic lesions , which leads to coronary artery obstruction,and a series of

pathological changes of left ventricle. The morbidity and mortality of myocardial ischemia in middle-aged population are rapidly increasing year

by year. Since Eph/ephrin signaling pathway is essential for heart development and vessels formation,it might play an important role in heart

function recovery. This paper reviews the research progesses of Eph/ephrin pathway in the development and regeneration of vascular, to

provide an insight into the treatment of ischemic heart disease.
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