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Research progress of myocardial bridge with atherosclerosis
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Abstract: Myocardial bridge is a common anatomic variation that manifests as a portion of an epicardial coronary artery (most fre-
quently in the middle of the left anterior descending artery) within the myocardium.This particular structure can cause the coronary
artery to be compressed by the myocardium when the heart contracts, which can lead to hemodynamic disorder.Although this is con-
sidered a benign textural anomaly, and there are many asymptomatic subjects, but it can also lead to angina pectoris, myocardial
ischemia, acute coronary syndrome, coronary spasm, transient ventricular dysfunction, arrhythmia, and even sudden cardiac death.
Coronary angiography and intravascular imaging like intra-vascular ultrasound and optical coherence tomography can provide de-
tailed information of morphological composition of lesions. Atherosclerosis preferentially is most likely to develop immediately proxi-
mal to proximal wall of the coronary arteries, while the interior of the wall coronary arteries that are completely compressed during
the systole are often spared.In recent years, several studies have shown that myocardial bridge maybe an anatomic risk factor for
myocardial infarction.This article reviews pathophysiology of myocardial bridging combined with atherosclerosis and describes pre-
vailing therapeutic options for this challenging clinical entity.
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