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[ Abstract )

The exact mechanism is not clear, but hypoxic—induced pulmonary vasoconstriction and chronic pulmonary vascular remodeling

Hypoxic pulmonary hypertension (HPH) is common in a variety of chronic hypoxic pulmonary diseases.

are considered to be two important pathogenic processes of HPH. Hypoxia inducible factor (HIF) is the main regulator of oxygen
homeostasis in the body. It can participate in the regulation of cell energy metabolism, metal ion transport, cell proliferation and
apoptosis, and then play an important role in the process of vascular remodeling in HPH. However, the regulatory mechanism of

HIF in HPH is still unclear. This article reviews the regulatory mechanism of HIF-1 a in HPH ( post—translational modification of

HIF-1 « ) and its related regulatory pathways, in order to provide new ideas for the treatment of HPH.
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MK, HrPSUMO2FISUMO3 BAT & 1 W JE 1 (4997% )
WG FRASUMO2/3, 4 Tl i e S LR A T IX 43
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R R, RACKIEFRIANTIIHIPASMCs 4], MMisiRNATH
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