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Regulation of NOD like receptors in the inflammation
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Abstract: The innate immune system is the first line of defense against microorganisms, and recognizes pathogens
through pattern recognition receptors (PRRs) that detect conserved microbial components called pathogen—
associated molecular patterns (PAMPs). Nod-like receptors (NLRs) are an important family of intracellular
patternrecognitionreceptors, which trigger immune and inflammatory responses after infection, playing a special
role in innate immune system. Recently, some studies show that mutations in NLRs are associated with human

immune diseases, and play an important role in infectious and inflammatory responses. In this review, we will

discuss the regulation of NLRs in inflammation.
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