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[ Abstract] As an essential treatment of coronary artery disease,stent implantation always accompanies damaging to the vascular wall
and mechanical properties altering, which in turn lead to complex changes of phenotypic switching in vascular smooth muscle cells, including
its proliferation and the migration from media to the intimal, as well as the switching from the contractile phenotype to synthetic phenotype,
causing the occurrence of neointimal hyperplasia and in-stent restenosis. The ultimate goal of percutaneous coronary intervention is to restore
vascular hemostasis and maintain the stable contractile phenotype. Therefore , exploring the biological response of vascular smooth muscle cells

after vascular stenting will promote the development of a newer generation of cardiovascular devices and help make clinical decisions. This

article aims at reviewing the biological effects of vascular stent implantation on vascular smooth muscle cells.
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