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[Abstract] Thrombospondin-1 (TSP1) is a cellular matrix glycoprotein. TSP1 maintains

health and homeostasis by regulating cell proliferation, apoptosis and adhesion. TSP1 inhibits
endothelial migration and proliferation, promotes reactive oxygen species production, and inhibits

graft healing and blood flow. The article briefly introduces the discovery and its biological

influencing factors, reviews the relationship between TSP1 and pulmonary hypertension.
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