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[Abstract]
immune reaction, which can cause aseptic inflammation. More and more studies revealed that innate

Ischemia reperfusion injury after recanalization in ischemic stroke can trigger innate

immune response played a critical role in ischemia reperfusion injury. When injure occurs, nod-like
receptor protein 3 (NLRP3) inflammasome, a pattern recognition receptor, can be directly activated
via external pathological signals known as pathogen-associated molecular patterns and endogenous
damage-associated molecular patterns, which can activate intracellular innate immune receptors and
cause immune reaction. This article reviewed the structure, function and signal pathways of NLRP3
inflammasome, and pathological mechanism of NLRP3 in ischemia reperfusion injury.
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