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[ Abstract |

pathogenesis is not yet clear. Regarding the influencing factors of PAH,at present, the higher recognition de-

Pulmonary arterial hypertension (PAH) is a highly malignant cardiovascular disease, its

grees mainly have pulmonary vascular remodeling,inflammation,abnormal lung cell proliferation, genetic fac-
tors,etc. ncRNA is a type of RNA molecule that cannot be translated into proteins, mainly including miRNA,
IncRNA and circRNA. In recent years,a large number of studies have shown that ncRNA is involved in many

pathological processes of PAH. The regulatory role of ncRNA in PAH is expected to clarify the pathogenesis

of PAH and provides new ideas for its treatment.
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