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Tissue factor pathway inhibitor regulating apoptosis and
coronary artery disease

YAN Runan, LI Jiashu, FU Yu
(Department of Cardiology, First Affiliated Hospital of Harbin Medical University, Harbin 150001, China)

Abstract Apoptosis is an adaptive response in vivo. It plays a key role in cell growth, survival, and the maintenance of
homeostasis in physiological conditions. However, excessive apoptosis may promote the processes of coronary
atherosclerosis, myocardial ischemia/reperfusion injury, and post-ischemic cardiac remodeling. Tissue factor
pathway inhibitor (TFPI) not only participate in the regulation of anticoagulation and antithrombosis, but can
also induce cell apoptosis. Therefore, discussing the effect of TFPI on apoptosis in coronary artery disease would
provide a new approach to the treatment of coronary artery disease.
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