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[Abstract] Acute respiratory distress syndrome (ARDS) is a group of lung alveolus-capillary barrier injuries
resulting in a clinical syndrome of refractory hypoxemia. Because the pathogenic factors involved in ARDS are numerous,
its disease progress is very fast and critical and at present its therapeutic method is not very satisfactory, therefore it is
in urgent need to seek a new treatment method. In the ARDS developing process, there are many types of regulatory cell
death (RCD) including apoptosis, autophagy, necroptosis, pyroptosis, ferroptosis, ete. This article aims at the relationship
between the lung cell death and ARDS, and its introduction key points are the effect of different cells' various types of

RCD regulatory mechanisms and pathways on lung injury, as well as the latest research progress in order to provide

prevention and treatment strategies for ARDS.
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