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[ Abstract] Pulmonary hypertension( PH) is a fatal pulmonary vascular disease which pathogenesis has not been fully elucidated. The
onset of the disease is hidden,the cause is complex,and the incidence rate,disability rate and mortality rate are all higher. Most patients have
appeared right ventricular dysfunction or even sudden death when PH was found. Therefore, early diagnosis, early intervention and prognosis
evaluation are of great clinical significance to improve the survival rate, prognosis and precise treatment of PH patients. Biomarkers are non-
invasive objective indicators of PH diagnosis, prognosis assessment and treatment response. This paper reviews the recent research progress of
PH-related biomarkers.
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