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patterns on the surface of pathogenic microorganisms through pattern recognition receptors. Through cascade signal
transduction, it activates downstream transcription factors NF-xB and interferon regulatory factors (IRFs), and then leads
to the production of inflammatory cytokines and type 1 interferon, which resists the infection of pathogenic
microorganism. TBK1 is a central adapter protein of innate immune signaling pathway and can activate both NF-xB and
IRFs. It is a key protein kinase in the process of anti-infection. The finetuning regulation of TBK1 is essential to maintain
immune homeostasis and resist pathogen invasion. This paper reviews the biological functions and ubiquitin modification

of TBK1 in innate immunity, to provide theoretical basis for clinical treatment of pathogenic infections and autoimmune

diseases.
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Fig. 1 The structural pattern diagram of IKK family.
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Fig. 2 TBK1 and NF-xB signaling pathway.
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Fig. 3 TBK1 and Toll like receptors.
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257 SOCS3-TBK1 E AWML . &5 VIR e
HWF5E & B TRIM27 1] %f TBK1 Lys251 Fil Lys372
PEAT K48 T Z Bz Akl Y AR,
TBK1 &4 A 1k—FIE R i L2 Rz £1bBi,
fL45 K63, K48 il K33 W45, A8 AlRIFhiz £k
B Z BIAEEMH EHER MRS R R ER,
USP38 2B M TBKL (1) K670 i & b ZEffi Hifiy
K33 ML Rz K4k, M2 10 F [ R
K670 {7 s FFUf 1 K48 17 E A&, Rt X K63
7 E AL TE B B T

Briz RGBS, B AEAESIZ Z 0B, B
4n SUMO (Small ubiquitin related modifier), —7#}

. cjb@im.ac.cn



1200 ISSN 1000-3061 CN 11-1998/Q A4 T #2244t Chin J Biotech

RN ZREST, WS 5EARMIERE
M, Rz R HEFR R Sumoylation., 5T
KB, SUMO fbigifith & TBKL iy —Fi i X .
TBK1 Yy K694 A% SUMO 1k, #Emifeit TBK1
5 NAP1.SINTBAD F1 TANK 454,25 TBK1
i o i R 1 B8 L R RE BB A i A 2Kz £ Ak
Neddylation, H:H' NEDD8 H1iz %4 80%[H AH
P, Nedd8 @B /NEA N TBKL BEIR LK T
2 B, W IkBa B #7325 BH 5B
UFMylation F1 1SGylationg 4287 & ¥ i Rh 2512
FALEA, XTI e (5530 I S e i A
—5E (B 11).

4 REERE

TBK1 VEH A e {5 5 i g v i) — Aol
WREN, TEAPUR TR . 4R R S
R R EXEENEM. Wi TBKL G
T i S B AR AL, AT R SRR g & H
Sy G I RIA T AR ARy 1] . e IR Y

B 11 TBK1 Wiz R L&
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