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Abstract

Traditional viewpoints have held that myocardial infarction and myocardial ischemia primarily re-
sult from atherosclerosis and obstructive lesions in the epicardial coronary arteries. However, in-
creasing clinical practice reveals that up to half of the patients undergoing coronary angiography
for angina or evidence of ischemia do not exhibit significant obstructive lesions. In such patients,
impaired coronary microcirculatory blood flow has been confirmed as a key mechanism leading to
myocardial ischemia. The coronary arterial system comprises the epicardial coronary arteries and
the coronary microcirculation. The pathogenic mechanisms of Coronary Microvascular Dysfunction
(CMD) are complex, often leading to functional and structural changes in the coronary microcircula-
tion. CMD is present in the progression of various cardiovascular diseases, such as obstructive cor-
onary ischemia, cardiomyopathy, hypertension, and heart failure. This article aims to provide a re-
view of the research progress on the mechanisms and treatment of coronary microcirculation dis-
orders, hoping to explore more relevant therapeutic targets.
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Nox [JiftE, 5l ROS KE ™4 . ROS IKFEMI N2 eNOS ik, FHEdkHte | Ak NO %%
b, PR ROS AERUWEEYIB[10]. ROS HI3E AL 2 0% RhoA/Rho Wil@AE, 1221l 175 T M8
TE UL PR AN A B AR B PP AR A 43, 3958 ET-1 A3 A MU B WA 4 P AT 90 S v, (6 TR I A8 &7 40 V5 3l
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