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[ Abstract ]

occurs in chronic hypoxia environments caused by various lung diseases. Pulmonary vasoconstriction and pulmonary vascular

Hypoxic pulmonary hypertension (HPH) is a pulmonary vascular disease caused by hypoxia and usually

remodeling are the most important pathogenic processes in HPH, which can cause an increase in pulmonary vascular resistance,
leading to an increase in pulmonary artery pressure and ultimately right heart failure and even death. The pathological mechanism
of HPH is complex, and the dysfunction of pulmonary artery endothelium caused by hypoxia and inflammatory reactions is the
key to pulmonary vascular remodeling. This article provides a review on the role of pulmonary artery endothelial cells, related
inflammatory cells, and inflammatory factors in HPH, in order to provide new ideas for the diagnosis, treatment, and prevention of
HPH.
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it i e A v R R A AR o AEU Sl KA e A A A S AR
RSP o ) LA FH AL B A 58 2 W18 . HPHUZ —Fh
METE PRI U SRRSO, HAT, Y HPHA AR LT ANG
SR T —E B, (HRZ B TR F PHIY 251
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