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has involved in synthesis and degradation of extracellular matrix, as well as regulation of inflammatory mediators, which fa-

cilitated the initiation and exacerbation of atherosclerosis and vascular wall remodeling, leading to the occurrence of cardio-

vascular events.

In this review, we focused on the research progress of MMP-9 in atherosclerosis and introduced the pre-

dicting value of MMP-9 for acute myocardial infarction and cardiac remodeling of post-myocardial infarction.
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Figure 1. Mechanism of action of MMP-9 in atherosclerosis
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