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[ Abstract |

diseases, and chronic stress may lead to vascular intimal hyperplasia. In recent years, the role of chronic stress in vascular

Vascular intimal hyperplasia is the basic pathophysiological feature of a variety of vascular proliferative

intimal hyperplasia and the studies of vascular intimal hyperplasia caused by cathepsin S(CatS) and cathepsin K( CatK)
related signaling pathways have been increasing, and the relationship between chronic stress and vascular intimal hyper-

plasia has attracted more and more attention. This paper reviews the research progress on the role of chronic stress in

vascular intimal hyperplasia and its molecular mechanism.
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