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Coronary Slow Flow Phenomenon
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[ Abstract ] Coronary slow flow phenomenon ( CSFP) is a coronary artery disease of unknown etiology, which coronary angiography

showed no obvious stenosis, but there was a delay in blood flow perfusion. Its clinical manifestations are similar to coronary atherosclerotic

heart disease. At present, there is controversy about the mechanism of CSFP, and no clear treatment guide. This article reviews the

diagnostic criteria, pathogenesis, and treatment of CSFP.
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