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[ Abstract] Common in clinical practices,lung injury may be roughly divided into chronic and acute lung
injuries according to the development course of the disease. Inflammatory factors play an important role in the
occurrence and development of chronic and acute lung injuries. Some researchers have reported that nucleotide-
binding oligomerization domain-like receptor pyrin domain-containing protein 3 (NLRP3) inflammasome plays
an important regulatory role. NLRP3 inflammasome is a high molecular protein complex located in cells. Respon-
ding to endogenous danger signals and damage stimuli, it is an important component of respiratory immunity.
However , excessive activation of NLRP3 inflammasome leads to pyroptosis. A subsequent release of inflammatory
factors induce a complex cascade of lung inflammation and ultimately cause tissue injury and lung dysfunction.
This review summarized the roles of NLRP3 inflammasome in lung tissue inflammatory injury. It was intended to
provide more effective treatments and research rationales for clinical management of lung injury.
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Fig. 1 Schematic diagram of NLRP3 inflammasome signaling pathway
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