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W RERSFOLIER, AT REREA TR HEARIAE, ¥ ANLRP3(NOD-like receptor
thermal protein domain associated protein 3)/caspase-1/IL-1B4% 5 i@ 3 9%, 123t & 2 A% -1P(inter-
leukin-1B, TL-1B)%F X & B -F R # 58K, #F2minfEs. A LHNLRP3/caspase-1/IL-1p15 5 i@ %%
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Roles of NLRP3 inflammasome/caspase-1/IL-1p signaling

pathway in hypoxic-ischemic brain damage

JIN Fang'?, XIA Shiwen*
(‘School of Medicine, Wuhan University of Science and Technology, Wuhan 430065, China;
Department of Neonatology, Hubei Maternal and Child Health Hospital, Wuhan 430070, China)

Abstract: Neonatal hypoxic-ischemic brain damage (HIBD) is the main cause of neonatal death and infant
disability. The pathogenesis includes the interaction of cell energy metabolism failure, vasogenic brain edema,
excitatory amino acid neurotoxicity, oxidative stress and inflammation, among which inflammation is an
important pathophysiological process. It involves the activation of NLRP3/caspase-1/IL-1p signaling pathway,
promotes the maturation and release of interleukin-1p (IL-1B) and other inflammatory factors, and induces
pyroptosis of nerve cells. This article reviews the structure, activation pathway of NLRP3/caspase-1/IL-1f3
signaling pathway, the mechanism mediating HIBD and the recent progress in HIBD treatment, so as to
provide new ideas for the neuroprotective strategies of HIBD.
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