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Summary Microvascular obstruction and no reflow phenomenon are the common complications in coronary

reperfusion after acute myocardial infarction. They induce left ventricular remodeling and indicate the adverse
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prognosis. Microvascular lesions are assessed by cardiac magnetic resonance imaging comprehensively. In this re-

view, we demonstrate the diagnosis, clinical significance and progress of cardiac magnetic resonance imaging appli-

cation in coronary microvascular diseases post myocardial infarction,
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