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Role of NAIP in neurological diseases
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Abstract: NLRs family is a cytosolic protein family representing an intracellular pathogen sensor that recognize
microbial components, known as pathogen—associated molecular patterns (PAMPs). As one of the protein family
members, NAIP is involved in neurological diseases, participating in regulation of diseases generation and

development. The review focuses on function of human NV4/P gene, murine ortholog Naip gene and the proteins

encoded by them in those diseases.
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SMA b s fH Tran S RRFFTAIACK, 8RS SMA
SR NATP 255 T RABCE W, X 5 IR ™ B
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2.2 NAIPS PR kBRI (Al zheimer’s disease, AD)
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