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Research advances on the role of MMPs and their inhibitors in atherosclerosis
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Abstract: Matrix metalloproteinases (MMPs) are a kind of endopeptidases, named for the metal-dependent

characteristics and their ability to degrade the extracellular matrix (ECM). MMPs can adjust adhesion, migration

and proliferation capacities of monocytes, macrophages and vascular smooth muscle cells (VSMCs), thus widely

participating in the development of atherosclerosis (AS). Under normal physiological conditions, MMPs keep in

balance with tissue inhibitors of metalloproteinases (TIMPs). However, the ratio of MMPs to TIMPs can increase in

the pathological process of AS. Therefore, specific inhibitors of MMPs may help to provide new ideas for the

treatment of AS. This review summarizes research advances on the role of MMPs in atherosclerosis and their

inhibitors.
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