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Research progress of necroptosis in chronic airway inflammatory
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[ Abstract] The mode of cell death as well as the role of necroptosis in inflammatory diseases has gained
importance in recent years. Chronic airway inflammatory diseases are common respiratory diseases, such as
chronic obstructive pulmonary disease (COPD) and asthma, which are often accompanied by persistent
airway inflammation, and the pathogenesis of these diseases is complex and involves cell death pathways.
The involvement of necroptosis in their pathogenesis is getting more and more attention. This review
introduces reviewed the important pathways and factors of necroptosis, as well as its advances in
mechanism of chronic airway inflammatory diseases, aiming to provide new ideas and targets for the
research and treatment of chronic airway inflammatory diseases.

pathogenesis
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