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Research progresses on the role of necroptosis in acute lung injury

WANG Ya-li, ZHU Lei”
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[ Abstract] A newly reported programmed cell death, necroptosis, is involved in the pathological process
of acute lung injury (ALI).Necroptosis is triggered in early stage of the disease under several high risk
factors and mainly mediated by receptor interacting protein kinase 1 (RIPK1) , RIPK3, and mixed lineage
kinase domain-like proteins (MLKL ). Necroptosis of alveolar epithelial cells, vascular endothelial cells,
alveolar macrophages and other cells causes severe alveolar injury and edema directly or by regulating
inflammatory response. The application of inhibitors to block necroptosis can reduce lung injury. This review
summarizes the role of necroptosis in ALI to provide information to screen high-risk patients and therapy.
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