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[ Abstract] Coronary artery ectasia ( CAE) is a rare clinical cardiovascular disease defined as segmental or diffuse dilatation of coronary
arteries= 1. 5 times the diameter of adjacent normal vessels. The prevalence of CAE is between 0. 3% and 5.0% , and the clinical
manifestations mainly include typical angina,atypical angina,or myocardial infarction. The etiology of CAE has not yet been clarified. Due to
most patients with CAE combined with coronary atherosclerotic heart disease (CAD) , early studies considered CAE as a specific type of CAD.
However, such views have been controversial. Further research found that patients with CAE have a unique cytokine milieu and lipid profile.
Therefore , CAE may be a separate category of clinical disease. This article summarizes the differences between CAE and CAD in terms of
atherosclerosis , inflammation , and lipid metabolism,and provides an overview of the clinical manifestations, prognosis , diagnosis, and treatment
of CAE.
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