1051

Med J Chin PLA, Vol. 46, No. 10, October, 2021

IKKe R TBK1FEAERE . %8 PR 9% & NAFLD H B AE A AL B 52
il

Taul, BE2T, KB

P R I R R B/ [ 2 B NI EE BE N iR, WAL RS 4430005 CEHET A — ANRERE/ =K AR
EREEFWRL, WIJLE S 443000

(FEZE] T BRI H] 7 e (IKKe ) S TANKZS 53 1 (TBK1) 2 KK T HHTR L, 2% F kB(NF-kB) 55
S RE T E R B T, AR T B EEAEA, ANUAT BRI/ BRAR T A B g B AR S AR L
A% 2 110 e T A L PN 3 A5 c AMP I /KT, T EL AT 95 AR AR A9 T2 o BT IR K e B TBRUF 53 4% 7] {2 ¢ NI
LU BE R THFE, WU IR I ANAE P8 M S P T 1 23k, ORI AURE, R AT, WERRE, BiikE
BEARE B A ALIE . %3045 TIKKe X TBRIMIZE A IIRE, DL IKKe FITBRIEA S . 280 IR (T2DM) . AR RS 1
JIG P IS (NAFLD ) i 1 AR 4 3L, JFhe T 20k 5 1 1F A TBK 1L IKKe 3 il 51367 AR50 i v 1 -

[REIA] BT <BEEFHIHIFe; TANKZS AL, WERAE, 288 NERE; SRR RIS I s

[FESFES] RS89 [XEFRERE] A [XEHE] 0577-7402(2021)10-1051-05

[DOI] 10.11855/j.issn.0577-7402.2021.10.16

Research progress in mechanism of IKKe and TBK1 in obesity, diabetes and NAFLD
Wang Xiang—Hongl, Zou Xiu—Lanz*, He Q_ian2

'Department of Endocrinology, the Third Clinical Medical College of Three Gorges University/Gezhouba Central Hospital of
Sinopharm, Yichang, Hubei 443000, China

*Department of Geriatrics, the People’s Hospital of China Three Gorges University/the First Hospital of Yichang, Yichang, Hubei
443000, China

"Corresponding author, E-mail: zoux161@126.com

This work was supported by the National Natural Science Foundation of China (82100473), the Scientific Research Project of Health
Commission of Hubei Province (WJ2019MO064), and the Humanities and Social Science Research Key Project of Hubei Province (18D023)

[Abstract] TANK binding kinase 1 (TBK1) and IKKg, are new members of the IKK family. They are important regulators
of nuclear factor kB (NF-kB) signaling pathway and play an important role in metabolic disease. IKKe and TBK1 not only reduce
the sensitivity of B adrenergic receptors to catecholamines in adipocytes of obese mice, reduce the level of second messenger cAMP,
but also regulate the regeneration of pancreatic B cells. Blocking the IKKe and TBKI1 signaling pathways can promote adipose tissue
energy consumption, reduce the expression of chronic inflammatory factors in adipocytes, enhance insulin sensitivity, reduce insulin
resistance, reduce body weight, and prevent obesity caused by high fat diet. In this review, we reviewed the structure and function of
TBKI1 and IKKge, as well as the molecular mechanisms of TBK1 and IKKe in the regulation of metabolism in obesity, type 2 diabetes
mellitus (T2DM), and non-alcoholic fatty liver disease (NAFLD). Finally, we discussed the potential of TBKland IKKe in the
treatment of metabolic diseases.
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WA IR R, 20k il IKKe /NF-xB
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