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Abstract

Acute respiratory distress syndrome (ARDS) is a clinical syndrome of acute respiratory failure
caused by diffuse pulmonary inflammation and edema. Typical pathological features include injury to
the alveolar - capillary barrier, which triggers the activation of proinflammatory and procoagulant
pathways. Coagulation-related biomarkers, including angiopoietin-2 and D-dimer, play significant
roles in the diagnosis and prognosis prediction of ARDS. This article provides an overview of the
research progress on these biomarkers.
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