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Effect of blood flow shearing force on endothelial cells in pulmonary hypertension

CUI Cai-bing, LUO Peng, HUANG Shi-an" (Department of Cardiovasology, Affiliated Hospital of Guangdong Medical

University, Zhanjiang 524023, China)

Abstract; Pulmonary artery hypertension (PAH) is an occult, progressive pathophysiological state that is correlated
with interaction between blood flow shearing force (BFSF) and endothelial cells. Arterial endothelial cells can directly sense
BFSF change, while BFSF can transform into biological signals to regulate endothelial function including proliferation,
apoptosis and differentiation. Endothelial function change induces pathological conditions such as abnormal pulmonary

vascular contraction, pulmonary vascular remodeling and pulmonary thrombosis through serial signal transduction pathways,

which are the main causes of PAH. This article reviews the effect of BFSF on endothelial cells in PAH.
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