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#ZE  STING(stimulator of interferon genes) it K AR G 5 5 1 B o — P B R ILI &R U, 7EBH AR B8 A N Al i ik e . N5

I B4 IFN Az R oo e,

KBRS AR B 1 DNA 55 57-3p dsRNA 5 i /11 2 40 e 48 AH I (B2 050 52 4R

50, AR [ A 05 5 45 STING.  STING Bl J& i il AL ML 22 TBK1 #GS IRF3, F ST EFE. SFAE I
W AT c-di-GMP Fl c-di-AMP, STING W 7] DL B B /B A BERN 22 51k T BT E RN, Mh4b STING ik fe TS

STAT6 - FHF SRR 77 2E, WG| %% Fl o Be NN ARPTM RERK . A SCHEIIS STING ABL. Sk, L. TIfE.

HLEE LA

LU EATER38 - LUIYI N #7059 355 B IR R AR G S 1 1 BIL AR08 75 7 28 i o 8 1 )i (1 £ A i

KR KRG, [ HTHE, STING, dsRNA, dsDNA
ZR49ES  R392, Q257

AR I8 T U0 SR s g, ST A A1
AR S, A 40 Bd ik A 2R g A AR R )
52 44 (pathogen-recognition receptors, PRRs) I il {4
SEOIR S JEAH OC 3 F B Y (pathogen associated
molecular patterns, PAMPs), Fi%1E 31 R IR F
N, B TR R RN 5=k,
BEMAI R Y B i R AR g e o f AR
(1) &P R BURZ R AU T4 32 40 PR o B AH O 23 14
K. HETCORI SRR R e s s S 1 A
THIRIIBB AR, 7350 4R 5] RNA ] Toll
Ff 52 1& (toll-like receptors, TLRs). RIG- I Ff 52 {4k
(RIG- | like receptors, RLRs)LL A HiANHA T[] DNA
W Z AR, S PRRs R 5 PAMPS 06 T 284+
PRBILMHLR CEIS TIR 2T, HE])
AAD A EA TR, 40 5t DNA ) PRRs
ATWRLE, AR AR, MRS EE T R L R
REEER, X &S 1 M ERENES
ST AL 45 IR B TBK 1(TANK-binding kinase 1)
[, ZF4E. 2008 i 2 AMIEIT /D A1 H S88 5 E
) — TP FE AR 5, B STING (stimulator of
interferon genes)#EATWF ¢, %4> F47 T TBK1 L
Wi BEWS X B M dsDNA 5 5'-3p dsRNA 7=/ W
Z . 3% IRF3(interferon regulatory factor 3)15 %5 1
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activation). Bl 5 537 P AN BIF ST/ NG A 0 7ok L 4
R, FEar 44 8 MPYS(E T8 5T N % (1)
WA R TR R 45 S i 44 ) W A ERIS (endoplasmic
reticulum interferon stimulator)®¥. A fij i WL, A
SCR i 448K STING #EAT 80K .

U5 STING JE[K 4t 379 AN LR, (1R
PEMIO T R A R 42 ku, 5 R STING 2[5 (4
i 378 GILM)HIAUYE K 81%. STING ) C i &t —
A EROIR ) C I 45 #4 3k CTD (C-terminal helicase
domain), M REELE A 2 FE 5 motif, A7 T4 M it
HEL STING 1 N 3 7% 4 % > TM(transmembrane)
g, WFUEE R AR S —. Shu Hong-Bing /N4
M STING &4 4 4 TM, ENL T LRiiRsh |,
Horp 55 3 > T™M 5153 4% STING # ) 28 kL 44 1 7,
Cambier /NS R 5L —F U478, Ak STING
T AN TM S5, BR T ORI E AR SR AR

b, e E A BB ¥ b 5K Jiang
Zheng-Fan /NI h STING H 4 > TM 45 #4558,
BN i TM &5 BT 5 5 Ik 41, 4 E s fa)
A2 AR B B9 o RT6YTTRTS A
R1781179R180), ANy ot i€ {7 A8 N 5t kY [ 1
Ishikawa /NPT STING (1) N 3 547 5 4~ TM
iR, E A A ME SIS, 21~ 139 f7
M2 B & R X, #ERET
STING FZEfrfe i b, HAE W BT 5 2ok
& A1 4B 1) X 3, MAMSs (mitochondria-associated
membranes) A7 70 4. AR 45 LX) STING 45 #y
R, FRATZH 8 A STING & A 1 45 iR
EEE ). ANFSER a6 STING 41 i e A7 (4 46
W o R R AR AN B L SRR ) IR B, R
STING WL e VE FUHLA AT R B AT 2 FEEA S 20 1.

hSTING
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S Dye] /'I"ITFH{;: 52
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55k RYR
1 ‘21 37 48 67[112 135 158 175 379
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Fig. 1 The structure of hSTING
Bl 1 AR STING RI%#

TlF

2 STING EEFRAREZIES BT

RE R AE AN 3E

STING fE 4 —Ff IEN Hll WA 74 K I, - AE
KEAR LR 2 RIE, FRILE R
Ji A R AT 14> EE T HER. Ishikawa &2 H]
% DNA BAR/E STING B 4E 7RIt [F 774 ) MEFs
i [ B E, 45 R B8 STING A T 4411
J95 2 DNA (IR 88 ADS. A4 J6 2 5 8 HSV-1.
HSV-2). 2ifbf Kt s DNAL /M=l DNA LA
KT 2 03 DNA ISD(45 bp A5 CpG 1 XUk 5

AR S IFN-B A # 2 L 1. AN LA
) X% DNA poly (dG:dC) #ll ¥#% , &t & STING A
MEFs 5841 K75 T IFN-B [F1HE /), 1] poly(dA:dT)
L BEE S D IFN-B, AT RS RIG- T 8
P& AN STING ¥ > 8% 7= £ 278, 7 STING ikt
B8 R (V0 s S A L, I 4 i b % G 1SD B
H HSV-1 82 AL A A ke i, T B30
PR S BEAR . 2 2B 5T K B STING X T
GM-DCs A1 pDCs (FLT3-ligand-induced dendritic
cells, FLT3-DCs)*' DNA S0 [ BT E 74
LW, R, WIETE CpG DNA 7t STING
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BRI T LR S T T IL R, R
TLRO KIHE L fgph 7T STING. STING % CMV(E
90 3 ), S5 W A VVDE3L MR % 35 30
[ B2l STt 20 75 1. Sharma 250K B
Ji£ J5 U DNA #— Bl A 011 DNA R 51 52 7R 41U,
2 STING/TBKI/IRF i i A+ % [ 2+ 4t & 19 7=
AL BLEWFST U] STING i3 4 5 2 DNA. 41
B DNA 42545 1 DNA 55 1 K88 i e v
LR,

TR STING 7597 il RNA J& G 2 75t %
#VEH, Ishikawa 5P H 7188058 VSV 4L STING
SRR HEK293 41, &5 F R X Le i foxd T
BE 026 gL R S ) AR A9 B A Bk VSV g
STING k[ 24 () MEFs, [F%fREAHLL, 6k STING
(1) MEFs 7 A IR 23 AR EE 22 AH 7] 1) S 56 46
TG EE SeV KIKGL, STING ik B 70 21 i 2 10 L
[ BT ARy R R, 3 0 40 o 2 A AN
F| STING KIAM, AH5IEAT TR AN 70 40 il
ZHE JEV RNA i #5854 Ji5 e H F 98 21 A4 S 560 45 0l
t STING #ik, 1y HLigchk STING Ji7, 55 80y
s TR HLERRIA TR, LU ERFFT UL STING
TEJ9 J5 RNA A3 1) T 24038 7 A 1) % rp i R
FEAEH.

H T STING 73 1 J A f7 5 DNA 45 & 2514
B, STING A& A KnlReE$: S5 DNA A HAEH,
1M 75 S A B i Mo Py L At 55 50 R 52 4k, T LA
STING == ZLAE Ky 3l % 1) i) oy 7 R AE . A
BAE A5 R STING ] FLIAE R 3K AT IR 11
BN 2 S T T ENREN. g4t
STING L4 R IE A 2 50T A5 5 5 S D fgt.

M EL [R5 AT LU HE STING (1) 2 fig 5 2 52
M FRRGIE, Fe I HTHE74. Hit A2
220 STING 7EIX 28 R AR f i {5 5 3l % A FH AL
AT BRI,

2.1 STING N5 dsDNA S HI{ES @

dsDNA R 2 AR 53 i E 52 AR I P 32
AP, dsDNA i ERLAGR M 524k £ 228 TLR XK
JEI) TLRY, ‘&R UM V2 A7 76 T 2 A4 1
& FFEAL ) CpG DNA(E 2514 CpG DNA H1(f) C
W FE AL, ASRERE TLRO R4, ik MyD8S8
S5, Won IFN-gU23, T & Bl TLRS i
WAL S dsDNA, 22 MyD88 /5 KAR fu g, ix
PN | PRRs A5 100 B &AM STING. 52
R, HETRIUEM N 75T dsDNA =4 T T4

Z ) PRRs #HCHS STING K AFIhfiE. X2 iA4
% : DAI(DNA-dependent activator of IFN-regulatory
factors, M FK ZBPl, DML-1). RNA % & i 11
PYHIN & [ 5 & % 52 TFI16 L M f5¢ 3 kBRI
DEXD/H fiff il 2 i ik 1t DDX41.

DAL %] Z-DNA & 7 AT 1f] B-DNA, A%
i IRF3 8¢ IRF7 #5451 B 405 7 A0, BFFUR
B, N E 496 8 HCMV BL DAT k45 2838 51 52
A, W — R B STING R ZIHLH S TBKI,
HEIM MR 1L IRF3, S 2 IFN-B #4509, 4R i1 DAI
/' DNA 5 5 IFN-B /=4 B A7 40 fade =4k, JRH
7E DAI BB 24 (¥ MEFs F1 ¥k 41 )0 68 0% 11 5 N 25
poly(dA-dT)! 181, 3 13 B 40 i il 47 72 JL A V.25
AT 1] dsDNA BRI 2. RNA KA I 2
—FoBr B4 DNA B 244, iRl i i s 5
AT ] dsDNA.

RNA AW LA dsDNA gBaR, B H 8 5%k
5'-3p dsSRNA(Z ) /& RNA #i38iR %) RIG- T fFd
), kA RNA A2 1) RIG- T /MAVS/STING
55l FhURTERARRIE RN, F3 1T
%F/EE[FS]'

BIEA WU DEXD. fif e DDX41 7EH 58
41 A1 H % 41 e (monocytes) 11 AT ) DNA 1) PRR
WoiE STING 8 1) R AR i ) .. DDX41 i it
DEADc box EL #4545 B ik, Z A1) dsDNA M N i
W4 F i) STING, STING #E1f 5 TBK1 — i A A
W22 i R SRR A B A% JE X 35, IRF3 I IRF7 76
B TBKI1 BRIk, AR5 [ BT AR
SR I8 53 - DA 1) e s 19,

BT LA =Rk, PYHIN 25 (55 b1 TF116
REEL#E 5 #F DNA AH BAE, 7 MEFs Il B g4l
o #8TT L STING. TBK1. IRF3 4~ IFN-B
P ARG T B AR LR AE 1) dsDNA fig 5 TF116
AH B AEH LA A dsDNA i fe] 1 35 IF116 44 5+ STING
AN AR WA,

25 T4, MOy dsDNA B IH 51 5244 )L - 45
HeHt STING ¥4 IRF3. 55 [ M4 &E=4,
STING WA Ak £ FFW0E T e 18 % A A 2R
R RITIXER A WL TARORERE . BARHLE G
. BfiZ5 dsDNA HI¥#, STING &k4E“Eik. 2
FRBER L, AR Qa2
WAL ) STING #4035 TBKI1 i f v & A fg 162 21,
Jiang PR B L HERZFH RN _RUREH S
ERIS-GryB @& 8 R 4 1k, 455 IFN-B JH3)
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T REOE, £ STING —BALREE B & M
NUHE S, S35 Tsuchida /NHPVRIL, E3 72
FIEHME TRIMS6 e 5 STING AHEAE FH XTI
AT K63 M =AM, IX P& i vl LA 2t
STING ¥ =51k, HEimses i, Sik—3
(A2, FRATT S 56 3 A F 5 et PR s 2 AR TR 2 11 il
PLP I & B : PLP H A5 DUB & 1, L7 25 bk
STING % # ¥] K63 £ iz % #E (1[5 inF, 40 46l
STING ¥ 3F 1)+ Pt 2l % ™. DL b g5 R oR
STING 7E &N I 4b vl g2l it 1k, 2 %tk
SEPLI.

A STING B 5 kA iis i, 28 iy R FE Ak,
o 2% B3 B T PR D R BR8P B 4 A )22,
XA E L RS At e #4R, JFH
AIRE 5z FZAAHRE S, {1 fURE5H I STING 7E 4
—/NSCHESESE IRF3 I TBKI 210 C S, SOG4
TBK1 {ff STING (1) 2~ 22 S I S 4k (hRSTING
Ser358, Ser353, Ser379), His® I STING XJ IRF3
fRSERIPE, ) TBK1 BEfR 1L IRF3, Mm% S
IRF3 AL A2, STING X} IRF3 5 TBKI1 113
S5 AR ERE — 2. STING [ Ser366A &,
Leu374A AL S 45 505 TBKI, (HoxffidL
Wk IRF3 455106677, AMImFH 1 TBK1 X IRF3
BERR ALY, AT RA RS R I hSTING | 3 AME[H
S SNPs: R7IH. G230A F1 R293Q. HAQ 5451k
L g A STING % IRF3 H AT A AR B AH H.AE H
{H /& HAQ STING %} IFN-B 1 ] ¥ fig 1 F e ot
90%. PMi#HEN STING /5 TBK1 #& IRF3 w] fig
AL FADA L7,

Ishikawa /N 75 T 55 —Ff STING % TBK1
ar e pLdl. X —HLE W &2 56 F, TRAP
(the translocon-associated protein ) & & 14 1 exocyst
HHEM. ST 3 AT (SEC61a. SEC61R FlI
SEC61vy)ZH 1, 4% A i 4fr & M50 k. TRAP
HAERUN AT A e, H IR S i S E kA
WL . exocyst 5275 At — ANk B AR SF 19\
e, EHEEIIE . STING 5 5 47 1 1) SEC61B
W HELLf TRAP 5 & 2 — SSR2 AHHAEH.
Jfi N DNA #$l#5, STING 5 TBK1 M EAEH, P
U e A 7 AT s, A Gl 5
exocyst S A AAH HAEH, BTl STING 5 TBK1 M
PN JBT D 88 1 7R S A B I e B 1) 1 SecS(exocyst
BRI 2 ) A% AN TR b SecS REMEHH 55
Wi TBKIL, HEmil S 1 A IFN & 2. H

siRNA J{Ek Sec5 ¥, SEC61R BY, SSR2 fiffi Si A % [
fik STING ¥ IFN-B Ja ) 7 11RE ). $#&75 STING
WoE TBKI ML AT B 2 A,

2.2 STING 7% RNA FSHES B

i P9 A 2R 32 4K RIG- T R 50 (R % % - 82
A XU 57-3p RNA. XU ] LASK H dsRNA,
W AT LLJ2: ssRNA Py FB L T 9. 52 30395 745 il 3k
Ji, RIG- 1 B KAk, CARD 2544 18 5% 28
>k, JF 1 i 5 MAVS (mitochondrial antiviral
signaling, K IPS-1, VISA, Cardif)ff] CARD #H
HAEA I FE$ES. MAVS [ C & E — TM
ghiklg, EELEAAELRIR b, NS 245
B, w5 R 2 R SR E A EAE e
TRAF3/5 (tumor-necrosis factor receptor-associated
factor 3/5), TANK(TRAF family member-associated
NF-kB activator)5, JERZ 4 B8 1T THL = 107~
A E R B STING 42 MAVS R il 482 3k
HH, Jf Hifid TBKI /15 IRE3 05,

Shu /NN A STING & 7 7 2ekifk b, JF H
R BIRAE T STING 5 MAVS HFE82AH B AP,
JUE R Ay B S FF STING @i fE i m F, fH
#& H T MAMSs (mitochondria-associated membranes)
b A BT Y5 R AR Rk R — A, AR HE B b
STING fEM AR )41 i i€ 7. 1ff H STING EREAT
ST R B A5 5 SO SRR e A5 5, AR AT g
STING 5 MAVS s & 7rix P AH BAE - 1. 9%
BEQIVEOIN 5 T X R AH BAE . Shu /NATIE R IR,
STING 5 IRF3 L HF & AH B AEH, W #5435
STING ¥ TBKI1(TANK-binding kinase 1) %% % £k
kifk, Jf H STING 5 IRF3 #H . 1E F i [X 4 1
STING 5 TBKI1 #H A FH ) DX S AH [5), 2 o
STING i R4 AT LAF7iT IRF3 5 TBKI [P 5.
STING 5 TBKI1 #H H.AEFHAE A 5 1K 55 358 £7 2254
TR AL, MRS TBK1 5 IRF3 )[4 HAEH,
/% IRF3 MR AL, (RFTHIERIEEY. BT
5'-3p dsRNA %3] STING #iih TP 11 F i %
BeAT E RSN kiE, 17 STING 5 TBKI1. IRF3
ZH AL E R RS DNA S IE B AR AL B
DA AT JE A2 RNA 35 F ¥ STING #i% TBK1 5
IRF3 [IHLHI AT 5 DNA S II20, ERTEE
MAMs EHEAT, 1 J5 5 7E RUIR I IS ¥ FadkAT .

H 87 A [ BF 50 /N 41 fE “ STING & 75 ¥0is
NF-«kB H1 IFN-B” XA i) @il FAFAE 70 . Jiang
Ishikawa /]y 2H 1) 25 AR W] STING BE W] #05% IRF3
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JA 81 XA 0% NF-xB Fl IFN-B J3 2 72 9. 1
Shu /N 20 5% FH AR [7) 77 vE 21 % B STING AV A 7%
IRF3 M AN0% NF-kB Al IEN-B, {HZ iR STING
HILSA G 35 51 ) NF-kB 406 . X T ix A5 R
Shu [FIfFERE 2 855 1Y IRF3 18 % 5 NF-«B 0
{E STING 7K V- 1] REAF1E AR N cross-talk®.  FAT]
SEHG AT A OGS, 45 R & STING Wl
WO IFN-B A1 IRF3 EIABGE NF-xB. 8 kA
1 IRF3/IRF7 1 NF-«B 45 & 7F IFN-g 134 51 1 -
XF T #1521 IFN-B He s fR B, {HE 5ok
BRI, IRF3/IRF7 4615 S IFN-B 3% (1) i 72
W HE SR, T NF-kB HE AR 1, B
PLI AT 2 FF STING HE 9% ¥ 7% IFN-B {H A ¥ 35
NF-kB. 534b, 5 Jang NI &5 BoR iR IE
STING W LG NF-«B Ja 8) 1, {H 30 £ Hoic i
/NFR] TEN-B JE 3l 7 IIB0Ee. MR sess R, &
ATHEN STING 7 RIG- T {555 18 i v 3 208 o o
IRF3 K155 IFN-B £iX.

I T Jiang B 5/ 41 K B STING B T =
IFN-B KIA, RN T 7=k, EENE R
% H Kk 15 I B8 1 STATS (signal transducer and
activator of transcription-6)7E K AR F 28 i i A E
TR, JF HAZ KT STING. MAVS J TBK1
A JAK-STAT &4 18 9738 . 0 50 K I
RNA Ji8E &G4 5, STING 5 A7 T MAMs it 4%
1 Wy i A& 1 1) MAVS A8 BAE 90 83800 19
STING & FF MAVS J5 %2 STAT6 fil TBK1 F| Py )it
W, Al STAT6 % 407 {7 22 A MR #% TBK1 BEFR1L,
M5 o5 — AW 2 BR Wl SOFF STATG6 55 641 7 1% %4
TRREIRA. BERRALI STAT6 KA RIS — 284 IEA
%, AR, %4 CCL2. CCL20 Al
CCL26 Zfatb K 1. XS fh A 147 55 5 28 41 il
KA g S e,

2.3 STING S5HMRIEENT SRR ek K5
I BP0 2 AR Y 20 B I A7 A2 R 40 i
DRI, K22 000 A0 1 12 5 i A, F A sk L pAy 1) %
PSR ARE S T B4 AR e
A7 A TR DA DG 43 1 B 3 A 4 1R 1) DNA,
WEANEAT B = LE 0 28 A5 A A% IR
2.3.1 STING Z 5% Jiif& DNA /3 [ RAR g
SN

4N B 15 3 11 IFN 38 % 53 7 DNA 5 3 (1) IFN
KRN, ASFE A DNA 7] GER A R 1
WSS IFN-B 4.

JIts % A R AT (=2 P 2 B ) e 73 | G 4 o i %
() EZE AL il SRR TR RS P A — i LS. 4
B E VAR, 5 BEER R DNA 2 45 i (4 7 1
Z Ak DAL iR 454, i DAVSTING/TBK1/IRF3
()30 2% 3805 TFN-B &35, 11 76 STING-/- B i EL W
21 i A G il R BR B 1) DNA, 40 i 0] 58 4 N g =
A2 TEN-BH. A6 PGB (4 =2 [C P 1 181) 1¥) DNA fE %
71 ELWR 4 A0 40 i b 5 5 IFEN-B 1A, 1% DNA
TR ARAZ AN, AR RNA A1 1
%%, 2 MyD88 Fil STING 4§74 IFN-B. X
JE T RIS 40 Y DNA AT Ly RNA B4/
STING {5 5 1B AT 74 TEN-B 1. PPHRAC i A&
YL 5 1 7T 5 5 IFN-B, RNA T4 52 16 2 1]
IFN-B A& #4155 IFN #ifi STING, 1HBAEHLHL
AR, FTHE RO L.

FHUCRT DL, 4058 5 A 2R T3 5 4h B b
R WICHR, T 5 I B 2 55 30 40 i st b 1)

DNA Fhf K.
232 STING 5% & F RN T 0 KR Bk
S

I AR (c-di-GMP) 2 41 T vf — A R S R A5
ST, e A S STING Mtk 1 BT R
N ARR— B A RIS A% R A FLAh )
PRRs. #ilf Dara Z5iFE BHALE c-di-GMP 55 5 [ K%
G % [ v, 2 B PRRs AE I w4 STING 43
. STING it CTD 454 c-di-GMP. {L2% it &
SRR WoR, 4T STING 454> 1 c-di-GMP,
X5 R IRIE Y STING —BALGEiES T BT =
FKikMdiw—38. o, AL KIL, STING
%) DNA FlFR A% 17 1R 1F N 25 ) fig A2 4 JF 1)
STING 4% {A& R231A g4 & c-di-GMP, 7E STING
St B 2R/ BRI B A VR A0 i TR A 5 DNA 15 30T
ERIE, (HRARREN IR AZATRNES. Halfy
N N AL S A 2 R B 3 WA A S o
9 AF Al c-di-AMP. %5 TREWS S IFN j7 2R
[ c-di-GMP —#f, STING 7EH:i% S~ 1 & IFN
SN H A R 2 7 (e,

Zg FATLLE Y STING 73 % 6 1 3= By
IH I DNA S0 198 )5t R il I 2.

H AU SCHRIRIE ) STING Thfig 1= AR Th 7 K AR
Hg%, BRIk 4h, STING thuf Ll 5 MHC- 1T A B AF
RN ST AR S WS . w07 75 40 M 5 3 i
STING ) C sigfr T4 e, H E&HF 5 1E
FI0 - S SR BAE AT A, AR ITIMs &5 44 35
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(FE % $6 Z2 0 I 45 5 R R X F- SHP-1 AT SHIP).
MHC- II 2458k STING i R IAK, STING kAL %
AL, 8% SHP-1 Ml SHIP, — Jy ifi 045
BB B, AR R e R AL T e s
T3 TG M AP SRK A 51 4% 175 5 40 s T,

3 STING HEXIESBIEH 1IAE

WIS B S e, e 0k T i
Fi G 22 K U — R A1 HEms 57 I 45 TFN-B 15 5 18 i
FLR R A THEAR T B A H —LERH
A 5 0 M 5 S HIHLA]. H RTERG STING A~ 311
IFN- 18 i 1) SR LRI R A 2, CRIL £
PAPER 1 AU S5
3.1 Atg9a

dsDNA 3% &, STING 5 Atg9a & LC3(micro-
tublule-associated protein 1 light chain) @7, PA—
T Atg9a 177 AT IS K. B R Atg9a Kk
KHFE = dsDNA %531 STING 5 TBK1 75 )it £
ARG AL, P80 IRF3 5 S, T
H O\ Atg9a-GFP J&, Atg9a #i 3K STING 5 TBKI1
[FIBERC, IFN-B MR R KB IE T, Kk, Atgda
J& dsDNA FIJI) R AR G (1 0 5 N, Jd i
5 STING 5 TBK1 [ C B il AR a2 Jx B.2529,
3.2 Trexl

TR TR EAZIR I I (1) T B4R 28 R N AU Bt
RN E T, HRSH 5o, A
3B AL AMIIAZ BRI (Trex 1) 578 5 2 5 TFN M50 H
B 1 % 9§ AGS (Aicardi-Goutie” res syndrome).
IRF3. [ B F4i# J %4 DNA 7t Trex1 it f 41 i
H AR SR Trex 1 BRI /N SR I 75 454,
Trex1-/- /I il 5 MAVS-/- 8 STING-/- /)N fl 24 %8,
RIL Trex1-/-w MAVS-/- /N i) Trex1-/- ST #H [
(K 5 S0, 1M Trex1-/-« STING-/- /ML 5845
THS REARZ, 0 EZRY T Trexl-/-
Irf3+/- /ML, 4278 Trex1 & STING 4t 5 (K HUE 25
SIS 05 T B 2 DR 4,
3.3 RNF5

RNF5 & —/~ B3 iz i Hm. #2RET,
RNF5 5 STING /&% H 73 (1), 6 8 &G 5 P #
MIFRFSEAH FAE, H SeV IE44ilfd, 6h & STING
TEIMA TR, Oh 5B IER, 1 RNFS &AL
YL HT S A A . WEST K L RNFS AE 6% %)
STING 1) Lys150 #E47 K48 8 (172 £ &M, /v

3 STING HE A IR, Uil RNF i il i
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Regulation of Innate Immunity Signaling by STING,
a Stimulator of Interferon Genes’

ZHENG Yang"?, XING Ya-Ling”, CHEN Xiao-Juan”, YANG Xing-Xing?, WANG Kai”, CHEN Zhong-Bin?"
(" College of Life Science and Bio-engineering, Beijing University of Technology, Beijing 100124, China;
? Beijing Institute of Radiation Medicine, Beijing 100850, China)

Abstract STING (stimulator of interferon genes) is a novel regulatory protein in innate immune signaling
pathways, which has been shown to be essential for the production of type [ interferon in response to certain
viruses and intracellular bacteria. B type dsDNA and 5’ -3p dsRNA are detected by the corresponding pattern
recognition receptors (PRRs) after exposing to host cells, which pass signals to STING. STING then recruits TBK1
to activate IRF3 and induce IFN by the similar mechanism. Besides, STING can be a PRR of the cyclic
dinucleotides, such as c-di-GMP and c-di-AMP in bacteria, to induce type [ interferon response. Except IFN,
STING also activates STAT6 to induce some specific chemokines capable of attracting various immune cells.
Here, we review recent studies on STING's structure, location, function, and regulatory mechanisms in the innate
immune pathway, which provide an important theoretical guidance for the development of new antiviral

immunotherapy.
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