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The progress in research of effects of IRAK-M on negative regulating TLRs

signaling pathway
ZHENG lJia-jia*?, WAN Jing-yuan**
(1 Chongging Key Laboratory of Biochemistry and Molecular Pharmacology, Chongging Medical University; 2 2005-7
years majors of clinic medicine, Chongqing Medical University, Chongging 400016, China)

Abstract: The interleukin—1 receptor-associated kinase (IRAK) family is thought to be a type of key signal
molecules in TLR/IL-1R-mediated signal pathway. So far, Four IRAK family members have been found, which
consists of two active kinases, IRAK and IRAK-4, and two inactive kinases, IRAK-2 and IRAK-M. In recent
studies, IRAK-M has been considered to involve in negatively regulating of TLR signaling and innate immune
homeostasis. This review will discuss the progress in the structure, function and molecular mechanismof TLR

signaling regulation and immune tolerance of IRAK-M.
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