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[Abstract] Trauma can not only cause primary damage to the injured body, but also result in the secondary dam-
nification to the same body by inducing the inflammatory response. The inflammasome can regulate inflammation by in-
fluencing the lysis and releases of proinflammatory cytokines. The NOD-, LRR, and pyrin domain-containing 3 (NL-
RP3) inflammasome activates the cysteine aspartase—1 (Caspase—1), causes the secretion of proinflammatory cytokines,

such as interleukin (IL-1f3, and IL-18), which involved in the immune response to resist pathogens in the body. Here we

review the role of the NLRP3 inflammasome in inflammation after injury.
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