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The role of Notch signal pathway in myocardial ischemic injury
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Abstract: The Notch pathway is a mediator of the communication of molecular signals between adjacent
cells, plays an extremely important role in the cardiovascular system, both during development and postnatal
life. Notch signaling pathway is involved in the whole process of cardiac genesis, development, differentiation,
proliferation and pathophysiology. When myocardial ischemia occurs, Notch signaling pathway is activated
and participates in the regulation of myocardial ischemic injury through different pathways, including
apoptosis, autophagy, macrophage regulation, and post-ischemic ventricular remodeling, etc. In this review,
Notch signaling pathway is taken as the main line to explore the research progress of its mechanism of action
in myocardial ischemic injury, and provides useful reference for therapy of myocardial ischemic injury and
identifying therapeutic targets.
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