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Research progress of vimentin in coronary artery disease
HOU Jiani'* . ZHONG Xinyuanl’2 .GONG Hao'?*,LU Yu*"
(1. Graduate School of Dalian Medical University ,Dalian sLiaoning 116044 ,China ;2. Department o f
Endocrinology , Taizhou People’s Hospital s Taizhou ,Jiangsu 225300,China)

[Abstract] Coronary artery disease (CAD) is a common cardiovascular disease and the most common
cause of death from cardiovascular disease. Atherosclerosis is the main pathological basis of CAD. Vimentin,a
member of the intermediate filament protein family,is an important part of the cytoskeleton,involved in the
maintenance of cell integrity, regulation of cell adhesion and migration, angiogenesis and other processes.
Recent studies have found that vimentin plays an important role in the processes closely related to the occur-
rence and development of CAD,such as inflammation, vascular endothelial injury,atherosclerosis,etc. In this

paper,the research progress of vimentin in CAD were reviewed,aiming to provide a new theoretical basis and

research ideas for the mechanism research and clinical application of CAD.
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