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Role of NLRP3 inflammasome in glaucomatous optic neuropathy
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Eye Center, Renmin Hospital of Wuhan University, Wuhan 430060, Hubei, China

Abstract

NLRP3 inflammasome is a protein complex composed of NLLRP3 receptor, apoptosis-associated
speck-like protein (ASC), and the precursor caspase-1, which plays a crucial role in innate immunity.
NLRP3 inflammasome can lead to the maturation and secretion of interleukin (IL)-18 and 1L.-18 by
activating caspase-1, regulating and participating in various inflammatory responses. Accumulating
studies suggest that neuroinflammatory responses mediated by NLRP3 inflammasome activation are
involved in retinal ganglion cell death and optic nerve axonal degeneration. This article aimed to

summarize the current research on the role of NLRP3 inflammasome in glaucomatous optic

neuropathy.
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