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Recent Progress in Biomarkers for the Early Diagnosis of Pulmonary
Hypertension
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Abstract: Pulmonary hypertension (PH) is a group of progressive diseases characterized by pulmonary vascular remodeling,
and some patients already have right heart insufficiency at the time of diagnosis. Therefore, early diagnosis of PH is essential to
improve patients’ quality of life and prolong survival. Biomarkers are an important indicator for early diagnosis of the disease,
and there are many traditional biomarkers for PH diagnosis, but the sensitivity and specificity are low. With the progress of
research, some new biomarkers have been shown to predict disease progression in early PH and play an important role in the
early diagnosis of PH. This study reviews the research progress of biomarkers of PH from the aspects of right heart insufficiency,
endothelial dysfunction, pulmonary artery smooth muscle dysfunction, inflammation, and in situ thrombosis to provide
exploration direction and reference value for early diagnosis of PH.
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