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[ Abstract] Chronic pain is a series of disease with complex mechanism, and neuroinflammation was
widely considered as a vital mechanism. NLRP3 inflammasomes are multiprotein complex formed from the
activation of pattern recognition receptors. After receiving exogenous and endogenous noxious signals, they
could facilitate the production of inflammatory cytokines and trigger neuroinflammation. the emerging resear-
ches have displayed that NLRP3 inflammasomes mediated neuroinflammation played a eritical role in the de-
velopment and formation of chronic pain, so targeting NLRP3 inflammasomes may be a novel and effective

strategy for the treatment of chronic pain, which has been a hotspot in recent years. This review presents a

narrative overview of the current understanding of the role of NLRP3 inflammasomes in chronic pain.
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