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Coronary Microvascular Dysfunction in Patients with Acute ST Segment
Elevation Myocardial Infarction After Primary Percutaneous Coronary Intervention

LI Ming, ZHANG Huiping
( Department of Cardiology , Beijing Hospital , National Center of Gerontology , Institute of Geriatric Medicine, Chinese
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[ Abstract] Primary percutaneous coronary intervention ( PPCI) is the preferred reperfusion strategy for acute ST segment elevation
myocardial infarction( STEMI). Studies have shown that coronary microvascular dysfunction may occur in patients with STEMI after PPCI,
resulting in slow-flow or no-reflow of coronary arteries, which is associated with poor prognosis. This article reviews the pathophysiology,
assessment of microvascular functional status and treatment strategies for coronary microvascular dysfunction in patients with STEMI after
PPCI.
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