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Role of cell death in occurrence and development of hypoxic pulmonary
hypertension and progress of related drugs
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Abstract: Hypoxic pulmonary hypertension often occurs in people in plateau areas, and its pathogenesis is complex, mainly
characterized by continuous vascular constriction and irreversible vascular remodeling. As pulmonary artery stenosis causes the gradual
increase of pulmonary vascular resistance and mean pulmonary artery pressure, part of the pressure is compensated by the right
ventricle, which leads to structural and functional changes in the right ventricle, and eventually heart failure or even death. Clinically,
the drugs used to treat pulmonary hypertension mainly include prostacyclin analogues, prostacyclin receptor agonists, endothelin
receptor antagonists, phosphodiesterase-5 inhibitors and soluble guanylate cyclase inhibitors. These drugs can only inhibit
vasoconstriction or promote vasodilation, regulate blood vessels, and cannot cure pulmonary hypertension. Cell death refers to the
process in which cells eventually lose their structure and function and cannot continue to operate normally under a series of orderly
biochemical and morphological changes, including apoptosis, iron death and other pathways. This article briefly reviewed the
occurrence and development of cell death in hypoxic pulmonary hypertension, and provided ideas for potential therapeutic targets.
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Fig.1 Relationship of apoptosis and occurrence and development of HAPH
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Table 1 Mechanism related to apoptosis of drug action in treatment of hypoxic pulmonary hypertension
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Fig. 3 Relationship between autophagy and occurrence and development of HAPH
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