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MRI study of myocardial microvascular obstruction after acute ischemic reperfusion
WANG YI, DU Xiang-ke (Department of Radiology, People’s Hospital of Peking University, Beijing 100044, China)

Abstract: Objective To evaluate the myocardial microvascular obstruction induced by oeclusion of single coro-

nary artery (OSCA) and stenosis of multi-coronary arteries (SMCA) using first-pass perfusion cardiac MRI. Methods
We studied 33 patients who had acute myocardial infarct and received emergency coronary anglogxaphy and angio-
plasty . Coronary angiogram confirmed that 15 patients had complete occlusion of the single coronary artery and 18 pa-
Cardiac MRI (CMRI) exam was performed at 6 — 12
weeks after diagnosis. Results CMRI demonstrated that 15 patients had first-pass perfusion defect in the endomyo-

tients had multi-coronary artery stenosis without occlusion.

cardium. The signal intensity (SI) of the perfusion defect was significant lower than that in the normal myocardium.
The maximal slope of SI showed that the there were 11 patients with occlusion of the single coronary artery and 4 pa-
tients with stenosis of multi-coronary arteries. Conclusion CMRI can show the microvascular obstruction limited in

the region of endomyocardium. CMRI suggests that the occlusion of the single coronary artery may induce more severe

myocardial microvascular obstruction than the stenosis of multiple coronary arteries.
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Fig 1 First-pass perfusion defect identified on the endomyocardium

of the left ventricle (arrow)
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Fig 2 First-pass perfusion image shows the normal myocardium of

the left ventricle
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Fig 3 Curves of signal intensity( SI)-time of myocardium
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