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[Abstract] Acute respiratory distress syndrome (ARDS) is a group of non—cardiogenic syndromes of acute
respiratory faliure with pulmonary edema.The etiology can be divided into intrapulmonary factors (direct factors) and
extrapulmonary factors (indirect factors).ARDS is a syndrome diagnosis rather than a distinct pathological entity, so
ARDS is highly heterogeneous.Starting from the pathogenesis of ARDS, this study aims to provide reference for early
intervention of various factors incide and outside the lung causing acute respiratory distress syndrome.
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