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Effect of TBK1 in pathogenesis of inflammatory diseases”
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[Abstract] TBKI,as a non-classical IKK kinase,plays an important role in the nuclear factor- B (NF-
B) signaling pathway. Unlike classical IKK kinase, TBK1 can phosphorylate IFN regulatory factors (IRF)3
and 7 to regulate the production of type I interferon. TBK1 plays an important role in maintaining the homeo-
stasis of the immune system. By virtue of its multiple roles in the inflammatory signaling pathways, TBK1 is
associated with the pathogenesis of a variety of inflammatory diseases,such as rheumatoid arthritis (RA) ,sys-
temic lupus erythematosus (SLE) ,Gram-negative bacterial sepsis, TBK1 as a target spot for treating this kind
of inflammatory disease offers a new therapeutic idea for the treatment of these inflammatory diseases. This
paper reviews the structure,function and activation of TBK1,and investigates its role in the pathogenesis of
inflammatory diseases.
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