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E TANKZSA5 1 (TANK-binding kinase 1, TBK1) J&—Fh 22 5[/ 05 2 FRUAEG, 1EAUARSE R SRef Ty . Akt A
W ANAROAT . AP T AR E AR, SR &R B UIMIC . IR RNA  (circle RNA, cireRNA) 2578 (141 45 0k
JEGAS RNA, AW a8 K5 i i R 52 8| E N ANER T2 60 AR, MORBZ ST & 3L, TBKI g circRNA
HAER, XM R A kR AR, KRR /R T cireRNA A TBK LA MRS Gy 7 h 0 B W T, sk iR P iR it T
BB ARG T 104F K TBK 5 cireRNA ZEBMRIHAGIFSE , W I MR AE A A, DAY A i A ) v 7 B L

HLA

E88E  TBKI1, MURRNA, i
hE4YZES  Q7, R73

R RNA (circle RNA, circRNA) J&—Ffds
R N TR PE RNA,  H B A H 28 7 RNA  (linear
RNA, mRNA) Fr#if s —3 W, tAHE
mRNA FFH IR R IL BB (poly-A), DI
VA5 1) 2 S IR S M 8B L T AR S VI ) B fe
fifi A& circRNA 7E 4il Jfd Ji7  f2 e 83k 1 Ik 4h,
circRNA B ZF A Y D6, 45X miRNA 11y
Sy AAE R AR D B
ol T L) EIhRE, circRNA Efa & i x B Y
A W) ) e #E AT A T . TANK 45 4 B8 1 (TANK-
binding kinase 1, TBK1) 1Fh—Fh 22 & fk/5 & iR
P, PR IR 12q1 4 bR SRR Gt , 2 7294~
QIR IR R R, BERR L
TBK1 A AT LLETE W 28R A0 (DC) AT 40,
WA LA S TP 3 F17 (IRF3/7) W3R
KA F B (NF-xB) ARG, Apl &
THFE (INF-1 ), FEHLIRDUE R ey b & 5 f 2
RS BR I Z Ah Bk R 2 Y E 4l UE
TBK 1 ¥ 76 40 e Pk [ g 0> g g o= s
20 0 T R T O A . BT A
FERIL, TBKI1EHES FS MR (1) & A & Je HnT LUIAE
hy LA i e 5 8 3R T R R T B UL R
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circRNA AJ i 5 TBK1 B 41 B 1F H 8 4 4% TBK1
(149 L 368 6 T TBKCL 777 A= 52 Wi WA T X Feh g 44 il %) 2
AR PR R L AR SO TBK T 5 cireRNA [ AH .
YERIAT, 5 ) 1 o5 7 o Jeg 2t R e v 1 Bk
R, LU A e A8 v e 7 B (BT SRS

1 TBKIMZEHMEYThEE

1.1 TBKIH%#

TBKI1 E R E LA 1B 3l (IKK) %) —
T, ARG M G sh 5Ll FEAE T 44045
Flk . PERESEHIEE (KD) . Z R, (ULD) .
YA R AKZE Ry R (SDD) | C i B iE AR
(CTD) 2 5 28 #it i) IKK & I R A A,
TBK 1 %547 IKK & H B 5% th A 1) NEMO 45 1)

B G R A A0 BT A0k U 2R kDI E (201710343002,
202010343021) , #riLA A SR Fl 24 5L 4 SE Rl A 25 B 52 il i B
(LGF18H200003), Wil ASABIAE4EH 4 H (LQ19H200002),
WL K BHE A F S 9 H  (2017R413050, 2017R413051,
2020R413023) 1 ik M BE BE K 2= 8 G 2= A B BF Sz I PR R
(wyx2020101005, wyx2020101009) %% H).
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B HIX — 57 TBK i3 AT 87 50 K g i
nlER Gk . fF TBK1 9454 7 KD, ULD. SDD =4
SEF SR B A 2R AR TBK A —A [ 2 4514
HoTToft, DA TBKI Y [ 24548 ot oo ik 2kl

TBK1 BEMEIE fUIF: ) T A RIE B . A SCS% Tu sy 2
Fl Zhang 55 > (BF5E, 23l T TBKI1 A9 25 # 5l f&
e g oo R R (R .

i1 € &6 4 e e
Y s T
TBK1 HERET CTD
§n|7}\,/;'~ e; Serl 7))

KD ULD SDD 4‘ '— \}jy}gg é 2 é!y:ggj KD

IKK BT
ULD
KD ULD SDD NEMO |—
SDD

Fig.1 The structural region of TBK1 and the fixed structural unit elements

E1 TBKIEHE K EE S BT T

1.2 TBKIKEESBEERL AT

TBK1 A3 4 AT DA o 2200 X85, &z
b BERRAL . ORISR Y DL R BE 1k D) RE T
TBK1 & & W 69T i =, LB R Ak 9/ 5 0 4],
Ser172 /4 TBK1 4 iG o A 0] /DI HF 2, g
TBK1 1 KD 538 N diig /N Ak i 05 B8 (Leul64
Gly199) AHZ5E, (SIS ANZe I 22 Y4 &
frga 2=t (E) Bl FILMr 2 mag RS, KD
AR AT BERR LIS 3, R4
TBK1 SRR REE—E, LU ABIRILEIE N
Ui/ N AR PGS B, DTS R B AR 5 2

FO 2 RIFFE B, TBKI ARYBERR (L4544
Z A BRI AR AL T AT BB . 1 1 Hedge 55
FERESE T & B, TBKI B 3B 1k il LL7E = 21
i (HD) A fid #F = 445 #£ 4 1 (huntingtin 1,
HTT1) iRk, IEREACH R RN EPE . Chen
A I v & B, ] TBKI () 23k 1]
PIFEIREE FIAE B (AKT) BYBERRIL/KF-, MR
33 S 5 o s 200 B ) A BRI, 7R T IS Ik
RUIEYT L
1.3 TBKIKAEYFINEE
1.3.1 TBKIMSE R 17 UI6E

R RBIZETRE R b, BB A2 1k
(PRRs) &AL SCHUNERG U E YR 2k, T2
£ 45 Toll B£5Z 4K (Toll-like receptor, TLR) . RIG-
I B2k . NODBESZ IR A C RIBEAE A2 1k 225X
4 K Z KA LRI g 2 8% (LPS) . % 5 RNA
(viral RNA) . ®U# DNA (dsDNA) ZELiA4NEY)

JEIf R s AL S5 (D) B TBKIEN
BILAAR 56 R A28 Sy B (5 Dty , X AL SE R A
RE N E S5 SR B T EEMMEN, BT
IRF3/IRF7 [ 3¢ ik ' I NF-«B il fg 1916 S 7,
{248 INF -1 2E %

£ TBK1 (L i@, 0k GMP-AMP 4 fif
(cGAS) 1E—Fhfit it DNA &g/ ), "l LIR
5 dsDNA If /1 F cGAS-cGAMP- T 4 #il ik
(STING) 3 X HUARSES T S iy 2, H
PHEEMLHET AP, 12095 . Zhang 55 2 il 1K
H1 7 BB R T cGAMP-STING JITJF i 74 DU S 44
BEWEER, HE—2E cGAMP #3175 F STING
(R B 5 A U 5 /5, A STING BE R 1L 1) 2
[ 5 Ser366 %% & i 1M i /. TBK1 I IRF3 B8 3¢ | %
fill . cGAS-cGAMP-STING i 8% 14 i 1% [7) it 5
CD, T#4iffi. CD," T, EWEdnf. mgrdhrdm
Ho . MZRANAE (DC) IR P2 YA C
Hrh DCAE M 46 K G2 S g v s B () R 1 AL, %
T T LA 5 AL AL S0 28 R GO 6 B
YER . Xiao 55 " AE/NRBIAI R I, 6= TBK1 /Y
DC 5 T T A0 TE B a1 Al 4E R =1k
(IFNAR) HHFENHS, X—RERHE T
TBK1 75 4 RF ALK e 9% 5 G0 i BR80T 19 J 224
. tt4h, Padilla-Salinas %5 5" #fi3A T heGAS F) 1k
PRMEAHRIF], CU-32 FICU-76, EANIRELEENENH]
N Y DNA $2S3EPEHAZXF RIG -1 - MAVS
FEEREM A cGAS BREF IR TR B iR T ik
BET B ITIE R JE T 1]
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Table 1 PRRs and their ligands (modified from references [28-29] )
F1 EXIRANZEREIRANY (51830 [28-29] FHHEZ &)
K AR 2 1 paxiil Tic A kT
TollFE % /& (TLRs) TLRI S =M E MyD88, TIRAP
TLR2 I HE iR 4= MyDS88, TIRAP
TLR3 T A4 XUHERNA TRIF
TLR4 I HE NEZHE, BUHARDCI) o T A MyD88, TIRAP, TRIF, TRAM
TLRS JR HWEEND MyD88
TLR6 R AR R A MyD88, TIRAP
TLR7 T HEA FEERNA MyD88
hTLRS T HEA FEERNA MyD88
TLR9 TR CpG-DNA MyD88
TLR10 paTLEZEN ENGE MyDS88
TLR11 Jo 5 Profilinff & 4 MyD88
RIG-1 KE=24k RIG-I il bR FEDUEERNA, IPS-1
5' =R dsRNA
MDAS5 44 it J KBEERNA IPS-1
LGP2 £ it J AT NzE
NODFf5Z 4k NODI £ i J iE-DAP RICK, CARD9
NOD2 I 5 i EE g — ik RICK, CARD9
CRIUEHE R AR Dectin-1 i -7 S A AyE
Dectin-2 JFUIE -1 R HE AV
MINCLE I SAP130 AN

1.3.2  4AfEERE: F v

H I (autophagy) J&—Ff ¥ MR N S 09 5
FELRSFIOREARLE], fEdifdt . kK& . kb k
FEEZAEH " TBKIAE 4l e B0 1 wis v /9
AN, AR5 2k BEvE 2 IR A0 AR
I, A 45 bl & W5 2 B (optineurin, OPTN) |
NDP52 (CALCOCO2) TAX1BP1 #l p62
(SQSTM1) ik #tkZ ik + 2. B F 2@ il
Ser403 B 1k p62, fEHEAE S 4L F (IL-1) 43
W, FHREREANMR AW, MITEREPLARR F 1)
A 7 BbAk, TBKI AT LABERR L OPTN A2 K15 T2
FALM LRI AR Frmg oY, ML) 2% TBK E at
Ser473 fifi OPTN () UBAN %4 #4) I i iR 1., S %k
OPTN 5 Fl UbHEn 45 & fie 1 b, Mmifefliiz
R Z IR AR S5 4 TR B OPTN/TBK 1 SRk —
A 4015 PINK1-PARKIN #4428 13X B Wk %5 PINK 1
AT LU#E OPTN/TBK 1 B iR fb ok 78 2 pi A i [ g
5%, PARKIN&H AN LIRZGS, mAWHE
LRI 1 Y7 2R O S AT A 2 32 4 G A4 1Y
g

1.3.3  ZAHT-Yi6E

YiIJ T (apoptosis) fEALIARK KT LT
KRIFFELEAMEH, HFZHLE R casepase F I ALE MR
LA F o (TNF-0) RIS R4 5 ol 24~
PRI L R T/ IV DU 2 e D R 11 ft 5 4 3 I
AT A4 A0 L SR B8 A 0 . I TBK RB A4
TNF-o, FE4IALIAT- s T B2 /EH .

TNF-aJ&—FBA 28002 A PG M {2
RV T, RN A 2 M N4 R 7B
IWFEHE T BB S M RSB T Az 4R 1
(TNFR1) JERBEAH A 52 Gk, BIEAIKT .
HAWKD hZFEREN . E3EER . 2
YEHEH A (RIPK1) FIAL "7 . 7E B3 & 26
LM REHEL Y (LUBAC) MiIEST,
TBK1 it 5 IKKe RAEIHIE TNF 21K 1 {5525
(TNFR1-SC) . TNFR1-SC A ) #f — 44 ¥ RIPK 1
(NS B IR RIPK L 94 IE T, XA F T
Bii 1 TNF if5 S i B PR 5 0oL sbah, 7e el
Kl ICOS 15 = F DOK i F# ) /EH T, TBK1fig:
WHAMIET G S E A (&I ) 504 RIPK3
MHEAER, 1755 casepase-8 fiEUE4HE IR T > 17+,
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VAR, AHSE R, AR T SR & e st
BT BRI AR N R, #5155
MM RIEILIE (ALS) FIAHHER (FID) &
JfAE 7. TBKI /& ALS 1 f& [ %6 F %, Gerbino
GO X — S E T B A ALS 9 SODI
(G93A) /NEUEAL, JEM] TBKI1 ZhfEI 202 35
SOD1 Fy s 4 i it g #EFE . 255 1, TBKI
XA T B A ER], (HJ2 TBKI i
ARAASE T RE VY AR R =15 S5 A VE LRI =5 1
—HH5E .

1.3.4 P4

YRS (cell cyele) SEMFLAYI T —mEE
HHLMZEER LR, £ NGOGl S,
G2, MU BB . 2 e J 00 A A 380 40 e ) 3 2 1
(CDKs) B/ #& 4 "% . Pillai 55 *°' & 81, TBKI
FEMEFLBN YT 7824 TS 30 1 R 2253 3400 G
fity, e 225754000, BERR b TBK1 17K 233 fin
FEAELE TP AR E S D E 1 CEP170 5 08 i 3R
fili Ki2b 456, VI RCA 220 348 1 NuMA 53] 1) 8
M6, R4 aR8R. MR R,
TBK1 7£ cGAS-STING i i HF B AKX T p21 Ay Rk 7K
L, W T G2M B, RS S Y AR
PE (CIN) Ay FEZLH .

MR 22 ST & B, TBKI1 7EZRAR T 4 24
SR T A2 B 2 A N &R B9 4 . PINK Fl Parkin
SRR INA T, P AT IS5 TBKI BTG 46T
PR TBK1 M Ao A i 43 85 i ok 1)L OPTNAE
LR B A2 IR T LI 2 2592 Z LB CYLD
A0 ] TBK A, (HR 7 G2/M i P ] h
DCFR IR AT AL EN PS5 &R EE (Zika virus)
WIE— R, BT DURY RS R A
(NES) FHPIL AN (RGC), A 220540
6] FUC AR BT AR AN TBK 1 54K PR RS 52 . L B
WFFE R, TBKI A S A 240 i Jol 0 42 119 O e
fitf, T RERCA AT X LR A AN R IR T B
B, AR BRI R — 2P oE

2  TBKI15circRNA7E ft & F /0 B4 R R A
RitE

2.1 Toll#%{& (TLRs)

TLRs J2& 5 75 YR 5 A1 JC B8 2H SUIR 0 A9 15 %4
HFE RS 4945 TLR3 . TLR7, TLRY, XIZ{k
CHIEI e 54 PEAE RNA (ssRNA) . XEE RNA
(dsRNA) . RNA FEfi#™ ) (e & RS H 1 A

B @55 7Fm T E S S ) TLRs BRI
[ S T TBK1/IKKe fOBR ik, IRt T IRF3/
IRF7 AR AL, SR MRS R e i s ik 2
BRI, KRB INETE cireRNA B GEE A8 4
4 % fth RNA ¥4 %% TLR-TBK 1-IRF3/IRF7 i %, If:
AT DATESE B A 7 h R4 BT 2 L DL AR
&I T circRNA 7 g i TLRs #i% TBK1 = 4= 5
KAPERITNRE, 7 TBKI BB BIE R A, Kb
SRR SE R A E IR TR AL T L
22 E3izZEEERE

TELMAERETE T, AR FTA 18 1 i
—HEh B DAZ Rz FE, 1 E3Z RiEE
(E3 ubiquitin ligase, ITCH) J&& [z R bk
R OB e RERE IR AR TE M, L RBIA
S ITCH 7 % fk % TRIM32 '/ | TRIMS56 ' |
AMFR "' 2595 5 006 TBK 1, #E—25 5 IFN
FINF-kBiE g, KRR i 4 A5 A il i g
R R A A AR, B EAARBLRIA 5 2 — 2
ﬁé‘f‘ [63-65] .

1E circRNA [ #F5¢ H, ITCH 5 TBK1 HY B &
AN 43 Kong 45 1) FEWF 98 R & B, circ0059955
ACERY T IR RS W E IR EER (NP) 4fiffdrh ITCH
(14 8¢ 35 DT 3755 NP 200 6 ) 9] 1 R 440 e ) 30 4
U4, B ITCH () 4h & F 7= 4 1% 31k ITCH
(circITCH) #% UE B 76 5 85 7 LSk tR AR
g FLME N PR B T EENEN . XU
circRNA A 58 5 ITCH #H EAE A, M il TBK1
A A WA A M T, X 4R circRNA 5
ITCH Y AH B AE A 5 5 R M 36 97 19— A4~
iy
2.3 RIG-1-MAVsi## (MAPK)

WIRTFTA, RIG -1 - MAVs il % & TBK1 5%
(R LU S, RERES IR dsSRNA, JfaEm T 1%
TS MAPK GE %, X HLAR S R g = A
Mg 50700 RS AL, ARZENHIEART (m°A) &
1) circRNA 7E /7 TE R & R 63 (Lys63) EHEMZER
2 ZARE LT B0 RIG -1 2K S 2 MAVs i
PR AN 7Y Qin%E P R L, circRNA-9119 1J
DME R 5 4P P9 RNA 575 miR-136 FlmiR-26a [
FIRRIMHIRIG -1 WRIE, IR Sz Dhhg .
XEERFFE 2B, cireRNA A] gl i TBK %) L Ji# i
B TBK 1 2] 1 5 /EH], $27R circRNA
AR50 TBK TP (48T 8 7 PR 5% e &
KEFEHERZ N
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2.4 Hippo-YAP/TAZ&

Hippo i 4% A] LU o PRI A A . 558 DL K
st e S etV -asBur il ik =iy N N Eilin)
WAESIES B RNA (ncRNA) (miRNA . K4EdES
B RNA, /N7 THERNA . circRNA) AHHAEH]
M A5 Hippo-YAP/TAZ 3 i 75 24 35 41 g 0 25 F
Ay R T MR e A T TR AR R AR SR
circRNA 7], 8k 8 Z (1) i 57 & BHL circRNA 7E
Hippo-YAP/TAZ il i h (W ZAEH . £ 45 AW
Y& 7 T, circ0106714 77 | circ0128846 ¥ |
circPPPIR12A 7 ik G i) Hippo- YAP/TAZ i
AT 45 B ) & AR JE . Feng 55 ™ il Peng
AE s P, circ008287 Al circ0000140 1] L1 fi iE
YAP I ERIR 43078 T AR R T s LR 248 i
Ja P A IEAER . UL RS UE A circRNA 7] DL i3
Hippo-YAP/TAZ ¥ 45 I 715 JIfigd (%) & Je b/, ok
circRNA VE R I G 7 B R B 18T A A

i, Hippoi&f25 TBKI1 B A7 T 87 5
% . Zhang %5 ' B, YAP/TAZ ] LIYE Jy TBK1 f4
FARIHIF, B nr DU o S s s, B Ak
TBK1 Lys63 iz &L HOA e S5k F ks &,

T TBK B30, 37 4 M8 3= A f Edeis
BERF RS 7 EEAER] . AERAE, BoRRE
RO UERA circRNA 7] DATE Hippo-YAP/TAZ i 41
S AT bR AN Y A kR T A AR
BLYAP W] DL 3 e SR A il circRNA-000425 (1) 5 15
A2 #E miR-17 Fl miR-106b HIEE1E T 7 . X Lefff
5% M circRNA-YAP-TBK 1 AYAH HAE R4 T — /)
FS LR, /R circRNA 1] g1 i Hippo i 42 4
5 TBK P75 DA T 52 1 Jiebd 114) e .

3 REHRE

TBK1 1}y NF-xB FI IRF3/IFR7 il f& 14 5 1) ¢
SIS, TEPLIRM R ARs . AR bE AL 0
JLUR T L A B R e R B T ) DU AR A
F 70N TBKI PR ALSEE 220, &0l LAREZ 3
PRGN . A RAAR AR . A o S £ Fil
Jr AT, B TBKI 5 e i & A4 &k e AN ]
43 7 TBKI A AE Y24 Rt T 5 & B
AP RN, A SC S5 T TBKI B A 4 3
e (E2) .

— it

------ > 4]

XUEEDNA  JiEERNA

J (e (ke ) (1K1 ) (.

oy
g e i
(cGAs ) (RIG-1) (TLR34)
| |
o bon
IL-1
l L omar ) !
| © e ©
( TBK1 ) ETT

| |

AT R G WA IR R B

1COS
L
N

(cer170 ) ( NuMmA )

PIPK1 C -8 CEP170 NuMA
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.
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Fig. 2 The biological function of TBK1
E2 TBKIKEWFINEE
TAIF: TLR##43F1 (TLR adaptor molecule 1), TRAF: MRIRSEHE F3Z2{K412C5F (tumor necrosis factor receptor-associated factor) .

circRNA 2 1 4F S 3F 4 % RNA F 5 45 48 119
PN, DO i B MRS P R AR Z AR A=
PR EIZ 2] TR 2R A R B bR pH
T circRNA W £ 4f8 72 >k J7 i T cireRNA #E47 BF 5%
(http: //www. circbase. org) . It 4 , B &

CircRINA JHFA 25 ) U 4125 T R BRI 4 7 )
W, cireRNA fiEifll i fF: 9 miRNA 45 . RBP4 |
5 mRNA B #5455 45 7 25 Mg A DG 1) miRNA B
FH G A5 5 3 B A ELVE L I 7 1 98 1)L il
9L ST L R T R IR 4 e
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Mg R E TR . X R SR E
circRNAZEMRE FLRs . i2Wr . 367 ey E R ).
EA IR AR, circRNA A LU i 347>
J5 WA TBK T B30 VESEAT 4% . J84% TBK1 /Y 1 ifF
i % (TLR-TBK1. RIG -1 - MAV) . 75 TBKI
AR (YAP/TAZ) . 75 TBK1 i 14 5C 58 9 47
fiff (ITCH) . A 3Ca 45 T Wesselhoeft %5 7 | Qin
S LigE ) Wang 55 Y Zheng %5 ™', Kong
G S ST, 21 T circRNA 5 TBK1 Y56 &R
HE (F3), RS T circRNA P84 TBK1 15
IR R et A SR SEIE (62) . SR circRNA J&
THEEH %S TBKI M BEAE . H A e i — 0ot

8. WAL, AR S, RERZETBKL
il % TBK 14045 R4l fE R, A TBK1 K
ZFRYI A
. circRNA

AL 2R
{5 S FRAL 5 B Y S TR

il 4k

YERPUARR E B LN IR S5 F 9, 4G B TBKI
I 76 ] 100 590 3 s ) ) RT RE M, B R )
TBK1 5 circRNA SAEI B HAE R, 38 ﬂﬁLLjﬁi

T I AT 0 6
HET, TBKI1 LS 7T A MG W
ﬁ W2 BRFIN S AN, R HE ML X TBK #4728 P Bk

A . 1 E G RRE P cireRNA RS AT A
%/HS’TE;’E, PREHAT QA 2, wixfE LA TR
R, HAR R R AT R
&k, TBKI1 Fil circRNA 7E M6 7 5 T R 3 B K
W8 ). FELAAE RIS v, BF9E A DA TBK Al
circRNA B A I i S50 R %o ek 1) % A K e
FVHIUG P A — g IR 7 R EARHILTR AT A )
B, {HA IR TBK1 5 circRNA 22 [6)4H 5 AE 1]
FE P2 2 8 ol B 5%+ 40 B PR 1 Rk £k PR 7 A
DA R A T 24 6 200 L v R PR R 42 el i oA

¢irc0059955

©

\
am

Y i

RAEH) S icireRNA

KLmeABHifIcircRNA

circ0106714

@ @circ0128846

circ008287
¢irc0000140

Fig.3 The relation between circRNA and TBK1
E3 circRNASTBK1IX R REE
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Table 2 The circRNA regulates TBK1 expression in the pathogenesis of tumors
2 circRNAEETBKIRIEN B A £ & BRI
circRNA 55 im W T RE JibgR PRI 2% S0k
RABMHI /M icireRNA TLR-TBK1-IRF3/IRF7 e R A% AT AT [57-58]

¢irc0059955 ITCH-TBKI-NF-«B/IFN  4HJf i 1-/4H0 it 7 # AT ENES [66]

HREENOH B IR EF A2 1 circRNA RIG-I -MAVs-TBKI He RGP NzE N [30, 70]
circ0106714 Hippo-YAP/TAZ-TBK1 Y1 A T/ 40 B Y 4 E il [77]
¢irc0128846 Hippo-YAP/TAZ-TBK 1 ALY /40 it 4 H ek [78]
circPPPIR12A Hippo-YAP/TAZ-TBK 1 Y1 IR T/ 40 M Y 4L H etk [79]
¢irc008287 Hippo-YAP/TAZ-TBK 1 41 IR T /40 L Y A itk [80]
¢irc0000140 Hippo-YAP/TAZ-TBK 1 MR T/ AEME T U R i [81]

MIZLAE, I EKE TBK1 A BHEEA circRNAE K il
WIS W e 1S R bR, AR R
() A %R A ;% E . dF— 2 BF %8 TBK1 5
circRNA 7E i rh (g4 AL, B A B T4 B
TBK AT R TT & .
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Abstract The TANK-binding kinase 1(TBK1) is a serine and threonine kinase. It plays important roles in
regulating biological functions of the body, such as sequestering the innate immunity, modulating the cell
selective autophagy, regulating the apoptosis, and monitoring the cell regeneration. These mechanisms emphasize
that TBK1 is inseparable from tumors, which also means inhibiting the biological function of TBK1 may induce
an antitumor immune response. The circle RNA (circRNA) is a novel class of the no-coding RNA with the fixed
loop structure and proved to influence on many kinds of tumor, such as gastric cancer, lung cancer, colon cancer
and liver cancer, attracting the widespread concern from the scholars. Recent evidence suggests TBK1 interacts
with circRNA directly, affecting the developments and the differentiation of the tumor cell. These analyses have
showed the interaction between TBKI1 and circRNA, which can promote the formation of cytokines and
chemokines in the tumor microenvironment, reflecting the great potential of them in the tumor targeted therapy. In
order to analyze their interation patterns and shed new light on the tumor targeted therapy, this paper summarizes
the research on TBK1 and circRNA in tumors in the past 10 years.
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