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Figure 1 A diagram of the effects and mechanisims of COMP in cardiovascular diseases (modified from ref. [56]) (color online)
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Cardiovascular diseases are the leading cause of death in China and the world, and their morbidity is continuously increasing. The
occurrence and development of cardiovascular diseases are closely related to the imbalance of vascular homeostasis and pathological
vascular remodeling. Recent studies have found that the interaction between extracellular matrix and vascular wall cells is involved in
the regulation of vascular homeostasis. An in-depth understanding of the regulation mechanism of extracellular matrix
microenvironment on vascular homeostasis and vascular remodeling is of great significance for guiding the exploration of the
therapeutic drugs for cardiovascular diseases. We and our collaborators have carried out a series of research work, and have
thoroughly explored the regulatory role of extracellular matrix proteins on the vascular structure and function under physiological and
pathological conditions, supported by the National Natural Science Foundation of China “Regulatory Mechanism of Vascular
Homeostasis and Remodeling”. This review summarizes the effects of extracellular matrix microenvironment on vascular
homeostasis and remodeling, focusing on the mechanism of extracellular matrix proteins regulating vascular homeostasis, aiming to
provide new ideas and theoretical guidance for the prevention and treatment of cardiovascular diseases, such as hypertension,
atherosclerosis, vascular restenosis, vascular calcification, and aneurysm.

vascular homeostasis, extracellular matrix microenvironment, extracellular matrix protein, cardiovascular
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