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STING (stimulator of interferon (IFN) genes) (&, £E#4 7 RNA M O°F DNA 7 £ )V A JEGe 200§ 5 4
PR (S E R E 2 R, NEERAEREAEE LCRE ST Thb. —F, STING
137 A VAR ORI 2RO DNA B3R358 £ HRRIEILE OFLICEE 2 HEH 2 RT I L2,
HEENTVED, ZOGTHRBIIASPIZEN T h otz Fax OEFEOHENS, STING 25
AW AHFEED T 7 5 DNA O A&7 53, ISD (IFN-stimulatory DNA) & XL 5 &R " HE# DNA, &
HICT7 AR M= ZAMBEHRO AT DNA i L BEERE TR LA HEP S22 L7z STINGIZX
k4 7 DNA B O ifakix, STING OB UEEA~D 54 + 3 v 7 ZREZ(LEFHH L, IRF3 O
) U bFF— ¥ TH D TBKL OFEEALEZ AL CIFN #3583 4. & 512, STING [ 3EwH#ET
HHIEET O DNA KT DA% 5T, HTO DNA 5O EH% /- L 7218 VR 7 SSE IS O i1
LG L TCWAMEEMEATRIEENT WA, KMy 7 2128\, STING @ DNA x4 532
RPN 2, SRS O 7V — THNTESS L 72 STING KA1 7 HARGEE & 7 F L O FI IR 12D

% 64% 5175, pp.83-94, 2014)

WTHLENT 5.

FUBHIC

P OEMRPIZIE, HIEC ™ A )V AEGR5 20 o
AARBE I SUSIZ B 59 % Bk T (VREREWICH T 51~
F—F LIRS NG) DT ST L%, HFEOHRK
REFOEEPSHLNIZENTWE. T D HKLE
B 11, WEMAEY ORIV, v ¥ —T 21
(Interferon ; IFN) R ZEMY A M AA v DT =7
¥ =5 F OB N L RGO ARINEICEKT 5. H
IRGIERE S T OFEICBIT 20O 7L — 27 20—,
Bex AR RO (77 AR, BIERE
KDORRLERBERIE A F VAL CpG EF — T EH 2B 5
DNA 7/ A7 &) & FFRIICEEHET 5 Toll #2724 (TLR;
Toll-like receptor) DFEHZIFH NS P TLRIE, *
(M DI ENE T ORI B TR L 72 575, TLR 7 7
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I —=0%HTY, TLRTR TLRID X H 127 A Vv Ak
DIEEER S (RNA K ODNA 7/ ) #EEDOMIL /N
BEANTR#ZR T bobMESA TS (B, I,
RNA 7 A )V AEGEE OB ELBFE CEEA S b 7 A )V A RNA
7 BT Ay —4pF & LT, RIGI (Retinoic acid-
inducible gene I) & MDA5 (Melanoma differentiation-
associated protein5) &M:EALS RNA AN 5 —X5FH3H
EENFzY TLRIZE % W A )V X RNA OBt & 13
F72 0, RIG-I & MDA5 (&, Fi2, M EWNE CRE
ENTT A WVAHKDT ) 25 RNADEHNCES LTEY,
T A NVAREIZ & o THG TS & BT RAR 5 2 L Avids
ERTW2Y (). T, TREMALRZY AL A
(HSV-1 : Herpes simplex virus-type I) 7 &I2ftFE SN 5
DNA 7 A VAR, IFN OFLE R T L2156 2/ L
724G B DNA OEA, HAHWIZHTCZ: S IZIEH CHkD
DNA B2 5%, whwb DNA # E#EEAT 5
YH =T REET 200 ? TORS NI LT
X, FEVLOPDOBERHSTIRE SN TERLTY. Zh
b ORI T L, HSV &G 3 2 M8 B R EZ e %
IZIXBE5 32500, FEoMIaicZzoiEr REd %
EMARIESNTND, F72, % OBERMISTIZOWTIE,
BIETFREXY T A AW RTOUEDIFRE N TWIz7
W, MR L TAREMNZ DNA £ ¥ —OREICIEFE—L
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«02? @r é 4 JLZARNA % ’%‘ P
SRR E m4ILZDNA RIG-I M4 JLA DNA

(AR 4564 %

DNA 71 LA
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(CpG motif)

th O IPS-1 @
l Shavky7 l‘ l
TBK1 = — —
® ®
p50 v p50
0@ e @ - - ve5.
NF-xB "IRF3@® NF-kB IRF3/7 IRF3/7 NF-xB
K -

BEMS AR A
suirense €1a0

,‘:'.I-> IS 8—TzaY

1 BEBYERETIERREY THIVOBRE

T ANV R R EORIRIG & BT A AARIES T1E, TLR @ X 9 ZHEFEOMIBA/NEE TRH#ET 2 b0 L, RIGIRRFED
DNA & > =72 EOMIBEANTORMIIEDL LS DRSNS, TLR 2 L2y 7 F VREIRXT 575 — MyD88 7%,
RIGI &ALy 7S MRERT Y78 —IPS1IC L ) ehehfliflEan g, MIEENTO DNA ORI, 74575 —
STING HEZEL&EHEZH L, IRF3 DY Y BRiL* F—¥Th S TBK1 OIFMEAL % /- L T DNA B K1 % BIRE Y 7L

PSS,

72HBIE LN TV WEFLEH - 72,
TLR FEK7EEY 2 DNA DB A REEE

IFN BRI D 5 BARREINE 2B FRT L VAV
ADOREBRHA T, FIZTVANVAKRTFICHLIRTWS
DNA % RNA 7 EOMEER IR REST 27, 2hg
T2, PANVADI Ly RO—=TRF vy 7y FEAEOW
B HRGBESEEZERT LI L AME SR TVLEY,
TS T 23 v v ARERTH A, Kk
AT B FARSRIE IS O FEM 70 7 T HERE DS & 012 &
N720lE, DNA 7 4 )V AR A kO IE 2 F- 1L
CpGEF— 7B EAHET A7/ 5 DNA G E BT 5
TLRO DFERICE 2D TH2 Y. TLROOFEBIZEIC~
707 7 — T REHRMILD & ) 2 e A L
LY RY—ART AV — L7 ORI/ NEE NI TIE R
F WAt CpG DNA 45 % 785k L, NF- k BX° MAPK (Mitogen
activated protein kinase) 72 EDIIEMT 7V xR FF
BT 5. F7o, WEBBIRMEAN O TLRY o531, &
IZIFN %230 < BEES A 2 &M S Tw b 101 TLRY
XA —HD Y 7 FIVIEEIZIE MyDSS (Myeloid

differentiation primary response gene 88) & F-Ei 5 > 7
FNTF T = EE R RE Y R 2T. RNA T A
1Zxf LCi&, TLR7 #°TLRY & kD5 FHtEE N L T
TR MERICET A 2. % v Ty —UnE
DOEH LM AN 2, AR 2 & DRk R Rz A
fa7e &12BVC, TLRO JHAKAEH 7 B AR RIZICE OFFAEDS
iR Stetson HIZ Lo THE SN2 4D Z e,
IFN # %845 2 LD 5N T 5B ISD %, B-DNA &I
I A% SRR IR & B L 72 500-600 HEFExT O [F L <
AR _HE DNADPEBRRICHWSENTBY, ZhEh
TLRI JHKAFHIIC IFN 2 FH3E T 5 2 LAVRENT WA, &
7z, T/, U2 =T, NVRAT A )AL ED DNA
ANV AEGZAT LT TLRI FRRAFERY 2 TFN J US4 5E
P A NI A Y OEERBITRIBENT NS 620 g%
SOMFEOMALS L, BIZITRHONF 207 4 )VAD
DNA %% TLR9/MyD88 JEAK 7112 IFN % i #3562
EERELAHASERMLTWS 22 Z s TLRI JERAFH
HERGIEOFEIX, sruouFrenNT uv U RE
DIy NV — AOMRMERERNIN G EORE LT 22
DS, HEOHMBEWNINMIEEX NSV, Thabbillgl

#1%,
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Y- FH4FH—  Sensing DNA#SH KOTHR YHUR 5| Ak
DAI/ZBP1 ? HraE -] =] B-DNA / Viral DNA 23)
IFI16/p204 STING #HRaEE /% | iE ISD/ Viral DNA 26)
DDX41 STING s -] o B-DNA / Viral DNA 30)
MRE11 STING it s =) i3 ISD/ Viral DNA 31)
(Jﬁﬂm STING A E & 5 ISD/ Viral DNA 54) 59)
STING - #lfa e -] " cGAMP/ Viral DNA  32) 38) 45)
TLR9 MyD88  IVRY—A ) A CpG DNA 9)

WTO IFN FFE Y 7 F VR OISR SN 20
25 Cld, TLRY DAL 7 % 431 25 # i B A DNA
DB S L T L0OPEIRHTH - 72205, L &),
IRF3 ®) »{t*+—+¥Th 5 TBKI & IRF3 A TLR JF
KAE) 72 IFN OFFE L i L7 ARG FEICEETH L
T EARBEN LY (R’ ).

DNA > Y —BHIFICL 2 BRREFE

2007 4EEH L V), MIBLEPNIZC DNA 2 BBHd 51 v —
B4 o3 F O G 2SR A%, ARHE TIEHEIC DAT (DNA
activator of interferon), IFI16 (IFN gamma-inducible
protein 16), DDX41 (DEAD box polypeptide 41) & O°
MRE11l (Meiotic recombination 11) (Z£E &% 7 TR T
% (F1). DAI X ko> B-DNA £l DNA O FHEUZAE S
IFN#FERNTFO—2L LTRHESN ST THE P,
DAI @ RNAI 12 & 2 ZEBL#H1IE, B-DNA H]# <> HSV &
G2k D IFN O AT 2R L7z, DAL O Bk %E S 7
FVIZ TBKI & IRF3 L OB AR LT L $5 2 LA
IRENTWA, O, DAl #EIZFRIE~Y Y 2D BKRTIE
AT A RRAGHAEROZNEFHEETH DL Z &2
HENA | 1929 ~ v AN 2 & D —E DA
TIHDALIC X 2 BEEDVRIFEN TV B L) TH B B,
F7:, DAIOIFN ¥ 7 P VFBIZBIF AT 575 — 45+
& LT STING OG- 13 E STz, PYHIN 7 7 3
) —2@/3 5 IFI6 X, ~7u77—JHlAICBITA IFN
FHEMODNA AT AEERT & LTHES LD,
IF116 @ 7% RESAAIIEN TS 555, DNA 7 1 )V R &
Feo A N HEH DNA OMIENEAIZ BT E
WIZBATE 2 2 & TDNARANICH 5§ 2 7% F7z,
IFI16 12 & % DNARAF1Y 7 IFN O F5E > 7 F )V 2 1,
STING #7475 —L LTHEKTLIENMESNTS
D, MIEANTOMEER BRI TV, MIBEN
RNA > % —T&H 2% RIGIiX, DExD/H7 7 3V —I2)%

T2 RNANY 7 — 25T TdAHH, RIGT LA L HI
RIEY T T VIS T 525 TRIN607 7 31— XDk
HENT WA, Zhang 5, 59 fi¥H o DExD/H 7512 xf
$ % RNAi 27 ) —= > 75, DNAKIEH % IFN O F
M5 T 5 MG T & L CDDX4L 2 #E L 7230,
DDX41 13, #HEFMELzEEv LA, vvu 77—
TRBIAINE 2 & o RIEMIEMNIZ BT 5 DNA A5 &
LCHefe L, IFII6 MBI STING 23 7V F VT ¥ T8 —
ELTERTLZZENIMON TS, T4E, 2 K48 DNA
DIHISAERRRE 1 B 1) 2 G OB B L IR IC RS
% MRE11 4+ @, DNA KA % BREILE~NDHE G-
DG XT3 3, MRELL &, ISD H#Uk A0 72 5651
BT L CRE SN ATM 55T D o 7 F UG RE
BS54 547 & LCRH%ES 7z, MREIL @ RNAI 12 &
5 EEHHHIR° MREL 284U (CEA A SLpR &
By RFEREE (ATLD) ICRED 5B RRERR) T,
ISD HI#C & % IFN O SEZE 2 IHIR R 28 L7z, BBREGE
WiT e LT, MRELL o532 £ ), STING ©» DNA
AR D RAEZAE HE S, Ho, BEELEE o
STING L DIFIEEZR LI EDFEIT LN,

INSDEFELR DNA & v — o7 3HiL, wihd
P A S 72 DNA & o akZ R L, H DAI
PN 55 F1L STING % FiD Y 7 F VT 575 =451 &
LCERT 5.

STING (- & % DNA DB DOREMT

A& Barber 512 & » Tty &7z STING &, 4 [\l
BBl o/NMEREEAETH Y, fli4 O DNA HIHIZ kR
$ 5 IFN O EFEICNEOT ¥ Ty —5FThbI b
AURIEE TG 3237 F7- N LA X7 DNA O#l
FaE A %> DNA 77 A b A DGl 2 B E T fEs A~ 47
£LF Iy 7 RRIELBAEFRET LI EDMONT NG 3839,
Z DIREZALD 53 TR FEN BT STV v,
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%N ng\)

IRF3/7 PGS

(VANVA E64% 17T,

DNAD A LR

.

ATP/GTP

4 JLA DNA
NN RIEE
WA Ing 5304

RIEEYT A ALY, ) S0 .

X2 cGAS/STING (&% DNA 25242 HRREY JFHILOBE

DNA 7 A )V A DREG L) M EN~D DNA 7/ L D5, cGASIZ X 278 E A LcHle v FAy vy Yy =47

(cGAMP) D& R S5, G S N7z cGAMP IE, 7% 7% — STING (2 & ) @ik S 41, TBKI/IRF3 #&#k % /i L 72 IFN
VI FNVEERT S, —J7T, STING 12 & % E#HEA MR- N TO DNA O BANL, IFN & 7V OFEO R L 5, TR —
Y ADFEE, ER A LV AIREOHIHLA — b7 7 U — OHliEiEE LR S W5 T A TREMAVRIZ S LS.

STING KA1 7% TFN O REAEFEIIZNED T U A TH
BT EDPRIBENTVS, $72, DNAY AV ADHIE ST,
HKIGHEIN S £ IV A7 & D RNA 7 A )V ZEG 00§ 5
HEARBFEBUGIC & B E 2 Ko 2 e S hTwn
%733 RNA ™7 A )b ARG HEHE 120§ 5 STING D %%l
IR 0% RSN TV 5,

HeE 5D YV — 71 STING & DNA ko FH% %
WERTLHMT, AEENKOHBENICBT 55T O/
HEHOEE% DNA TV Yy VEICE VT L9, ¢
FF v Ktk % fE L 72 90 M35k o & B — T 5 DNA
(dsDNA90 & %\ L ISD90 & Eil & k) &k b RO~
v AREHESF AN A £, UV ISR 7 1 X)) ¥ 7 ZAEH#
DHEETIZBWTDNA &3tk (F8) 32 &EAEOHT
kAT FORE, BERIOIFFETIZBTH DNA
DOIIRIZPED STING O ¥ 7 F skt S 7258, 46 Hl
DI X Y W 722 STING o &R ko > 7 F v ask it
X7z RNAILIZ & 5 STING o 58 H 1 #l] 7 & 0812,
STING K~ 7 AMMEFMAE Z - EBR LD, b
EN72Y 7 F VA STING IR b O TH L 2 & b

AENsz. F72, DNA OMIFEAE A X % WNENE STING
OYFEAY 72 L RS X, IFI16 %° DDX41 O #fn 138 B
HIlCHB SN o228 05, HHVIESTING 12X 5
B9 7% DNA O, AR OWREEITRIE S /.
FkED B & LT, IFI16 % DDX41 O 5B HfZ, ISD0
FIBUAE S STING D JRTEZEALR IFN O R A 3535 1 2 52
B \Z & ol BT 5N 5. STING O/RIBZE Rk
HERMEE W2 DNA & OREENTO DNA 75
YEERI Y, A7 kb STING @ C Kiuigas (242 7 3
JWEN S 292 7 3 /MR A% DNA & OB AT EE
THbHI EHREENT. DNA L ORI EZ K2
L 722 840Kk, TFN O pE A T A% JE 30 SRS~ D IR FE 2L
LICBEEZ IR 2 L DSERR S L7z, STING O 2 &1
e fwi-RE 77 A€ v REEz v 7207 A EEH
DIFEH L 1, STING & DNADBE A KL IZ B W T
13.7uM &\ ) S EREEERS RSN b T—%
£V, STING @ DNA & OBAEREEI 356 FICH KT
HHEF O % LB E LR WITREEARIE S 7z,
HELO 7 V—TUSNZ L, STING & DNA & DM
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HIV-1

: =
ATP/GTP U

INfR(K .

’74)1«2 DNA EEF Jl's,,
STING CGAMP % 4 JLARNA

\\
1] -~ —_ -~ op & ﬁﬁﬁ
1B A—Dz0Y 7RI —R 4 J7dv—~LA
.0.|-> HEDDNAY / L
: 200000C

3 DNA 22T 2 BRARE D 7 IV OHIHEE
HIV-1 Q&G I E VW FEAE SN A WHBES Y 4 )V A DNA 7/ £ 1%, cGAMP O @EEICHES IFN 0L 2 Eile 5. — T,
TREX1 i, #4557 1 VA DNA 7/ A OIS RE M L, cGAMP % 4 L 72 IFN O FEA& S0} LB BERE T 5.
THEFN -V AMBBIZEEENLEDNA S A (THEF—YZDNA) 1F, WYAEN/7 7TV — LT DNasell |2 & A1k
5% 521 A, DNasell % Z3B L 72N T, 74 F— 3 2 DNA O#F 2 HAE1ES STING IKFEM 7% IFN 0L DS E ke
END. TORISEEKEIIHTT S cGAS OB GIIH SIS Tn e,

TEH O R 2 R 2 5 XA SCTw b, HTLV-1 1Y RA vy T v —57F) », TBKI/IRF3 %4~ L 7=
(BN TSR A VA 18 oG HI D IFN 2 3F#E 4 2 2 L ANARICHE S Twa ¥ UC ~N—
A4 VA DNA & STING O EAEH X, IFN O A FE % 2 L —® Dr. Vance 51%, STING %% Cyclic-di GMP o IFN

T HHRWIEFEL ) DL LA, IRF3/BAX %4 L 72 FEENTLEENRZHERE L THERETLAZE2E L
H’@iﬁ%ﬁ?%@ﬂ%ﬂﬁﬂ b AZEREE STV Y, 7, 724 K7 STING O/RIFZ RIS & AR E H v
P, falciparum RO DNA 7 ) JMZER END T 7= (A) kG FEE L Y, STING @ C HKiulsHiso s bz
EFIV (D) IEALERYIEN (ATrich €F—7) (3, s Cyclic-di GMP OfEE K AL YA EN L. Zhb

STING & DM FE A% /- L 72 IFN 538 % it < & 2 12, DFEFEIL, Cyclic-di GMP & STING & o 3t ik 5 1 3 AT
STING |2 & 2 #1672 DNA O &M 7 1+ 213, ﬁfzmﬂi DED»E L HEEZ N TV R, J:l’t@DDX41 b
N A0 2 B RERIANZ B G- L TV AT REMED T RIE SN 5. Cyclic-di GMP 2%k & L THRAET 5 Z EhHE SN T

WB A IO R ERII I F ORISR ST

HHLRA LT v =TI ok fo FESRI v :
P EX Y v AT LB ARRRGSE AR S 2. WFAUCH L, STING 1, DNA 7%

INhFETIZ, bl DNA & ¥ —BEHiD+, 50X 5 U2 Cyclic-di GMP Hll BUKAF 1 72 TFN O REAE FHE 12
T TY —4rFTd A STING H &2 & %5 DNA ik % 7 E@ DFTHDLIENERNSIN B Ay Y
L7z IFN O EAFEHEB O REIHRE SN TSB ), v — O FOREERTIMES, STING O R 72 G 175
T 72 DNA £ ¥ —OEISHN T Hf— D RFAE SN2 Tﬂ’éfgﬁfi’iiiﬁ’t%éﬂf:. UT %7 A% = X% »® Dr. Chen
WERDH o721 —FT, Cyclic-di GMP I2ftF & 5, 5, ISD HlHUIHE S STING OiF 5 T DHEFR MBI B

NG T) TG OB EE S NS MBBNTE R EDE (t W, ¢cGAMP (Cyclic GMP-AMP) & IfiE % IFN % 3
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1BA2—2zAY

=

(A VA 4564 %

ATP/GTP

r74JLA DNA

0
T STING
ULK1

4 FHREDOFA v T v —HFICL 2 BRREFEOHIEEE
cGAS 12 & % DNA Oi%ikid, MK TO cGAMP ORH& KA IMET 2. A E N7z cGAMP &, STING 2 L 2 #8#%% /L
72 IFN OFEA it S8 5. 20O —FT, cGAMP &+ — 7 7 ¥V —#45 7 TH 5 ULKL O ) VALK % & L
ULK1 O{HHAL A% T 5. cGAMP 12 & A ULKL O #2305 AT BT S 2l S Twn e vwas, STING & 13572 5 cGAMP

ZRARIC X B HIHBEREDSRIE S NS, EMALE N7z ULKL 1%, STING @366 FHD LY VRED ) VELZFHIH L

7aT

T — DARTFIY 72 ik & A L 72 IFN O BOS#E B E= T 5.

BELHHOLT Y FAv ey Vv —5FhFAELE Y.
cGAMP 1%, DNA #fl#zfEvy, ATP & GTP = Z D& At
BHCERL, T T T UV MIC2E RAKRY
IATFNEZE RARYIZATNVEET DY A THHE
ENTwb. Ji#%\vbw b Non-Canonical, £#& %
Canonical # 1 7® ¢cGAMP & L TXHIENTHBY, FOif
PEFE IR REZ ) Z A ME SN T B &
512, Dr. Chen 5 1%, c¢GAS (cyclic GMP-AMP Synthase)
Lt E N7 cGAMP O G R TH 550 1% bFHEL,
cGAS 25 DNA IZx§ 2 H#EN 2 & v ¥ — 7 & L CHRE
THZENFEHENSY. Tho0EHIE, DNA & cGAS
D IAE A X B EBAT A S L L ST v 5 06,
HSV 7% &® DNA 7 A W ARG El2BWTh, 74V A
DNA % &M L 72 cGAS & V) sEA S 1172 cGAMP 12 & )
STING #%iF AL 41, TBK1/IRF3 % 4 L 72 IFN O FE A=
HHIEINLEEPEHE STy P 22TV A5,
HIV-1 DEG DB E U 5 B EW I3 2 BANZ D
cGAS B 5-LTHB Y, HIV IEYII 3 5 AR HERHE 2
LEELBEELE LT VDS I LD RIS NG 6469
cGAS IZBIL T, & 2 Mlufflc 2 DOFREDSIRE T 5 bl
TlE 7 <, IREEF 2 MIafEIC B 5 DNA KRS 22 B Ak GG

PEFEOTENCHFG T 5T EDELTUE~Y T A% 7
REIDRENTVS O cGASOFERIZHED 7L —2
V— % T, DNAIZxF$ 2 HIRREF S OGS & 2>
zEn (®2).

DNA (LB EHRAREREBCREMERBLEOEDY

STING 1%, DNA |ZxF4 5 IFN ZHi % /v L 72 Bk 50
T FVORIICEE R E AR T, IFN O #EEREE L,
TR AR OG0t 5 R EICER CTH B A, ZD
PEE B OBGE L H COE R EOFEIIC DA A D 67,
INFTIZ, BHORSWCICIEHTHED DNA 12K 2 #)
HllH#E4>F & LT, DNasell & TREX] 2S5 SN CTWw 5.
DNasell i, ¥~ 077 —VH 7R M=V AMEERT
HWEEIZBWT, 7R b= ZHIaHE %D DNA %55 % 5
LS 21 E 245 87 DNasell RKIE~ 7 107 7 —
THIFETIX, ROH 7 DNA OFHNNOERFILE D @ 72
IFN oA FEEZF &R L, ZoMEICB W TIZEER
FAETEROG OEFCIZ & % HORIEERBERE 255 2 L
MHE SN T WD, BRIENC L12, N5 OME 7 KIiE
PG IE, STING B FOXRBICE Y FEICEAMS NS Z
EREBRIYATRENRTWE D, BNIZBIT 2

#1%,
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DNasell |2 & % H C. DNA #2135, 7575 —
531 STING @ B AR I3 FEMIIZ B S LTy, —
F, TF VX7 LT —EiEEE AT S TREXL &, MifeE
WIZH1F 5 DNA 05 R EFEICE S5 L TEB Y, DNasell [[
12, STING O #fn T RKIBISfE - B O s BER DS
WHEENDL Z LAY AAEIIBVTHES LTS P,
TREX1 (ZB9 L CTid, HIV-1 ik 0 ¥ix 5w W) o 55 i F2
WCHBGT A2 ENWME SR TEBY, HIVERIZH§ 5
EABEEEICLFES TP, $abb, Thb505F
BRix, STING KA IFN ¥ 7 F V2S5 2 A7 4 7
LFal—F—b L THELTVWSZEIURBRENE (K
3). DNasell & TREXI I2xt3 % cGAS DM B AR X s
ENTWARWA, STING AEDOEHREZETLb0LF
HWENBD.

STING &R & > T F IVREDFHIHERE

HAAGEDOFERFICE D L 0F D% L, 2EFF
B ) Y ERALG7: &% =20 5 2 8 TY 7T IV
BB ENTWS, TRETIZ, E3 T4 47— A%
B HRIEY 7 FVEIES T2 X B STING O 7 F )Vik
P E S HE S Twb. TRIM (Tripartite motif) 7
77 31) —Td 5 TRIM56 % TRIM32 43 F-1&, STING |2
%% K63 Bl 2 ¥ % F LG % 12 L, TBK1/IRF3
N LIFN O EAFEICHTER T 2 ™D, —F T,
RNF5 4 F 13, KASE 0 1 ¥ % F v (LI b % {25 L,
STING % 70 77V — MKAFI 7 3 FRAR IS (2R L > 7
FOURIE O EIZE# S 5 ™. TRAF (TNF-receptor
associated factor) 7 7 3V —4FHIZ L 5 DNAKAER
7 BARSIEFE ORI S s LT\ %. TRAFG I,
DNA #4719 7 IRF7 %2 NF-« B OG- #5535
2%, STING 12X § A EEN 2 ¥ X F L o 22T
WEHEENTWAR WS STING @ #5512 13,
TRAF2 % TRAF3 # & EF — 7 OFELHER SN TV D
A5, STING IKAFHY 7 & 77 F W xE 3 5 s B FEMNIC
ST EN TV W33 F 7. STING 13, DNA
TR ) VLB A A L IREENTEBY,
oY CEALEAE, FICk) Y366 FH (v XTI
365FH) ICHEENT WS B STINGDO L) ~
366 & H D) »EEALICIE, TBKL A5G- LT 5 C &A%
HENTBY, DNA FIBKER 7 IFN O FEHL5E o fil {5
CEELEEZES ™. E4E, TBK1 Lko STING @)
VEALUSIC S AR F— BTG I TWh, F—
N7 7Y —BHE 5T Cd A ULKL (UNC-51-like kinase) (3,
HSV &= DNA B X 0, BHOBY Y BRALBUSIZFE
AEBALICE Y, STING -tV » 366 HHOY v W fb%
TR &5 80 ULKL @ RNAI 12 & % @15 F 5B EHNIZ,
DNA #l#i2 &£ 2 IFN 8 & 2 it S5 2 & 45, ULKI
I2& 5 STING @) Y ERAL%E 4 L7z 7 F VAR AR

89

&5, EREN 212, ULKL OY ~ BRILEES I,
cGAMP O &2 & ) STING FFKGFEMICHFE I NS, &
» Z &%, ULKL o3& 6l #1123 59 % STING LLat o
cGAMP EJt v —OFEEZRESELH0THDL (K
4).

RNA 7 A JV ZREZIZ3T B ¢GAS/STING R DES

STING X, DNA 7 A )V AEGD A7 5§ RNA 7 1 )V
AEGNIHT T B A OV ATEVERIBIC S mE A E 20
ZEDPHOENT VLD, FO5THRFIIEARI L G55 <
SN Twb, STING #fzTRE~ 7 A, AJEHEON
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How the cells triggers the induction of innate immune genes in response to nucleic acids
derived from microbes, such as DNA viruses, intracellular bacteria, and parasites, or self DNA, has
not been elucidated fully. We have previously shown that an endoplasmic reticulum (ER)-associated
multiple transmembrane protein, so-called STING (stimulator of interferon genes), functions as an
essential molecules for triggering DNA-mediated gene induction. STING may directly associate with
stimulatory ligands, which include DNA, as well as with cyclic dinucleotides (CDNs), which are
secreted by intracellular bacteria. After DNA or CDN stimulation, STING traffics with kinase TBK1
in an autophagic signaling complex, from ER to perinuclear endosomal compartments harboring IRF3
and NF-«B. STING may involve in autoinflammatory disease manifested by aberrant self-DNA.
Understanding of STING function may conceivably lead to the development of potent adjuvants for
vaccine development or conversely therapeutics that could control inflammation aggravated disease.



