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Progress in Correlation of Inflammsome with Central Nervous System Diseases
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Abstract: Inflammasome is a multi—protein complex which can regulate the activation of the precursors of
proinflammatory caspases, and promote the precursor forms of interleukin—1 3, IL-18 and I1.-33 changing into their
active forms in the innate immune defense system, hence resulting into a potent inflammatory response. As the core of
the inflammatory response, inflammasome has close relationship with the occurrence and development of central
nervous system(CNS) diseases, which included Alzheimer's disease, encephalomyelitis, Prion disease, etc. Here we
review the progress in relationship between the inflammasome and CNS diseases, thus to provide the new theoretical
direction and target of the treatment of CNS diseases in the future.
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