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cardiovascular disease, thromboembolism, inflammation, cancer, etc. , and is an important drug target.

cardiovascular disease
Integrin family receptors are important adhesion molecules on cell surface and play an important role in

Integrin is closely related to a variety of human diseases, such as

This paper main-

ly summarizes the research progress of integrin in cardiovascular diseases.
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Figure 1. Integrin senses mechanical signals and transform them into intracellular chemical signals
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