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[ Abstract ]

by thickening of the endothelium and mesothelium, its main treatment is the use of vasodilator drugs to inhibit pulmonary

Pulmonary arterial hypertension is a life—threatening and serious cardiopulmonary disease characterized

vasoconstriction, but the sensitivity of patients to the drugs decreases after long—term use, leading to recurrence of the disease at
a later stage. The development of this disease is closely related to endothelium and smooth muscle. This paper summarizes the
role of pathological alterations of endothelium and smooth muscle (endothelial-mesenchymal transition, imbalance of vasodilator
molecules secreted by endothelial cells, excessive apoptosis of endothelial cells and excessive proliferation of smooth muscle

cells, mitochondrial dysfunction of smooth muscle cells) in pulmonary hypertension , in order to provide a basis for the study of the

pathogenesis of pulmonary hypertension, and then for the treatment of pulmonary hypertension.
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