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Research progress on risk factors of coronary slow flow
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Abstract: In coronary angiography, the phenomenon of delayedilling,and emptying of contrast
agent without obvious stenosis of coronary artery is called coronary slow, flow (CSF) , which is clinical-
ly manifested by recurrent chest pain and even leads to other adverse cardiovascular events that seri-
ously affect patients’ quality of life, thus it has caused widespread slinical concern. This paper re-

viewed the risk factors of CSF, aiming to provide a referencedor the pathogenesis research and clinical

diagnosis and treatment of CSF.
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