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Mechanism of Thromboembolism in Pulmonary Arterial Hypertension
BIAN Cong-yan,XU Wei-ting,GU Xiao-song
(Department of Cardiology,The Second Affiliated Hospital,Suzhou University,Suzhou 215006, Jiangsu,China)
Abstract: Pulmonary arterial hypertension is a serious clinical disease, often complicated by thrombosis. The mechanism behind it may be related to
hypoxia, endothelial dysfunction, inflammatory factor activation, platelet activation and coagulopathy. This article intends to explore the mechanism of
thrombosis in patients with pulmonary arterial hypertension, and provide a theoretical basis for clinical treatment and prevention of pulmonary
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embolism complicated by pulmonary embolism.
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