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Research progress of cGAS-STING signaling pathway in regulating anti-tumor
immune response
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[ ZE] {E M5 DNA BAZ 8%, SR IR & R A U (cyclic GMP-AMP synthase , cGAS) BE 5 15 751 411 o 5T A 1) 5 5
DNA , 805 T4 2 )38 3 [A] (stimulator of interferon genes, STING) {5 ‘5 i i , /™5 F U I TP R A RIEE A L 58 M AR A 7 A& il
R 1= 4, AT SIHLAR ) G %2 . STING 25 [ 1E N DNA A7 8 B T Ui B 83k /1, T iz RIE T s 4 i iR 21 il
FIEE BT A0 f 45 2 Bl B i A0 v, 4% 2 i 5T DNA A S B A 15 5 7 S« STING &1 B AE Jws A ssh A S H T
% Tl Jieb 8 PRI DR BT A AN RISV T, Je s s NS AT St (HU: , A SRR T8 45 5 388 26 1 3 B 0% 7 i 8 1 4, R %)
Jegd B AR KA — B A o A SO 43R ¢GAS-STING 15 5 38 1% 1 2 S 88 27 DA K STING Sl 7 TE I8 G2 ¥8 97 v B

FAVAH SCHIE T FRAE — 253, Dy I8 [l 122368 5% R0 B Jn e 6328 ¥ 97 TR0 I PR B F 2 BREARK A
[X5IR)]  cGAS-STING {5 5 il ;s HME/E FH s (e IR 15 i s S ia )7
[FEIZES] R730.54;R730.51  [HEAFRIREE] A [XEHS] 1007-385X(2020)09-1036-07

S B AR SO N I R AN R MR T B R
Y1 1% N DNA FHZE KL ik DNA & A 45455 88 st 25 4
ML — A A, IR SR U () DNA B EAME J5 T
PR R IR & F7 R (cyclic GMP-AMP, cGAMP) &=
LI M o B % B B L T gk N R SRR 48
(dendritic cell, DC)H, ¥ 5T P9 #F Pt 3 1 ik
(stimulator of interferon genes, STING) {55 = 1 % ,
P55 H AR M LR B 7 Rk, 2 DC Bk, 1 5%
IR EPURMIEE J1. (HEFF ALK, BrDC 4, Bl
0T 4000 « 3 2R 5547 (natural killer, NKO 4 it 25 4
3% 240 J % ek T 240 6 AR T 440 it 3K STING 2 H &
X R SR IE T e 48 L 1) cGAMP, ANXAT LB
DC ] STING i #% , 14 i] DA e S B 5 b A 4
JfLf¥) STING 15 5 18 2% , 7™ A AN [R] (1) e % 4R H o
ERL B, I 9 AR S A 355 Y STING {5 - 18 4% 3 A4 BT 7=
A IR S g2 A AE F DL STING Wsh 7l 78 98 16 97
FR) 2 Bebea va 97 B o B R

1 c¢GAS-STING {55 1@ I

] A7 4 2% 2R 4t A LR HRAE G TR AR AR N ) 5 — 1
B2k . MlLAiE i B =0 iR 1) 52 f& (pattern recognition
receptors , PRRs) VA 71 JEL A AH 5 73145 3 (pathogen-
associated molecular patterns, PAMPs) F1 45 17 #H 5 7>
T # 3 (damage-associated molecular patterns,
DAMPs) & 5, J3 I A [F ) 2 &P, Horp, DNA
PRS2 38 0 I IR S 1 R & R (cyclic GMP-
AMP synthase, cGAS) 5 i g IILEE 4,5- — 1§ F2 [ P1(4,5)
P2 L3 ik # FAH ELAE 5 5 6 T 20 B ol I, e e il

DNA H 57 H 800G . MR DNA J 25 41 B B
H S £ 20 Ja ¥ DNA 1E N AR BT , cGAS R 45
4 M5 DNA, {4k GTP 1 ATP SR LT & cGAMPY.,

B 5E T A BT ¥ STING & 2 1 4 AN %7 i 45 1)
B (TM1~4) FI 5T C i 45 #4935 (C-terminal domain,
CTD) £H Ji 1) % BB 4 1, 308 E 152~173 A IX 4l ag 42
HETEARLV TR 1487 1) — 54k 45 74 (dimerization do-
main, DD, &b T B JAWHPIRE . AE 5 —AE M
cGAMP, At i 45 & STING FE A1 “V JE 1487, fifi
STING £ 1 R A48 A A FE 4 0SBl F5 AN A 5T A
B A m R ISR, 7R IE STING & (A K E R AR R,
T I C- A Ui 235 A4 S8R e M A 55 T B R Ak TANK 455
4 1 (TANK binding kinase 1, TBK1) 1 IkB 8 fiff
(inhibitor of nuclear factor kappa-B kinase, IKK) , fiff
PR AL 4L % 1A 5 5 7~ 3 (interferon regulatory factor 3,
IRF3) Al 1kBa. WAL IRF3 AL, 55 [ T &R
(interferon, IFN-1 7= 2 ; i iR 44 1¥) TkBa M A% K 1--xB
(nuclear factor-«kB, NF-xB) & &) I fig & F >k, i
NF-kB A 4% , 5 3 20 PRl 7~ a4k R 5 1) 2 o) A 4y
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Wh, 5 5 5 N,
2 ¢GAS-STING E S BB HEHI I BE1EH

2.1 B SRME TR Bt U e R by A R U 9B
1R

Ji98 KU ¥ DNA BT BABE DC . [ 200 i A0 A 47
P25 211 g P ) DNA 524K cGAS iR 1], 0% STING 15 5
g, iES 1 BIFN 1RIE. DCAE N EE 1) APC,
LM P () STING {5 5 38 B 1R v& A6 mT A ik 5 5 1)
S, AR FLBR SR B, AT S8 5 T 4 AR A 470 e £
F o M iE B CD8a” DC W] B i B AR A I8 /I B A T
HUIFN {772 42 7K1, B 552 9855 STING 8l 751 (1) Bt i
RS, B DCP=AER) T RIFN fe% LL55 2 bl H
G 7 2 45 A B S B4R DC B HAth S 4 il 3k
T BT 3 2 A, WO AR OGS 5@ % , 2 13 DC J H
fh G A (P iE L S AE S ThRe . o, T BYIFN fE
TR I I PR A - VS T A R A TR 3R AR 3 A U M B DR A
DC " Ifi#47. IFN-a4b2E DC RERS (L MHC- T 71
15 DC [0 i A7 X H 1 8 A7, 39558 DC 1 b Ji 32 2
Re /17, HUk, T BLIFN & AT AKE i MHC- T F1 MHC-
I 25 43 ¥ 7£ DC 1) % 44 3R 1k 7K 1 K Ll oy -+
CD40.CD80 1 CD86 [1) K& . bk, T B IFN L]
DA 3E 2 Bk 1k X 7 (il CXCLY F1 CXCL10) f 7=
A a3k T (R R i B 2 A ) U5 S R N A L CD8 T
A1 AN NK 40 iz sh AT .

JeE N T S cGAMP [R] FF RE % W0 B R 40 i 1)
STING {5 5 i #% , /5 T CD11b™ Ly6C* F4/80° MHC-
IT* 8 2 5 Wk 4 L 3 % 380 e g S8 57, 177 3 4 15 I 24 g
SEA AT M1 R Y, 32 277 A TNF-o 11 A= AL AP I
T IL-10, H 2o HAESR BRSNS oK AL
A H BE SR R 11 1 11 41 Y (myeloid derived suppressor
cell, MDSC) A Lt , STING 15 538 4% % 14 1 5 W3 4 il
3k W KT 19 CXCL10. CXCL11 . — SE AL & A il
(NOS2)FI1 T B TFN 2§ FE A1,

W38 33 1% 1k APC ) STING 15 5@ %15 S 1 A
TFN 1 %8 PR 40 B DR (00 7 AR TA) 422056 4 T 40 R R NK 48
Ja 2 4, STING ¥ 75 7] DA B H2 30 T 41 fig Al NK
YifE. BEFRIN, STING B2 (/N AR Py ok =4z
B PUIRE T 2 P A T A ) B R R B AR
X 7R STING 15 5 % 3 0] Bg A2 T 4 M 3 4b R 35 3%
IS THAE T 75 1. STING 15 5 8 % 75 feg 4 2L rh 1)
T 10 e % 2 i3k & 1k IR 7 CCL5 . CXC9 K CXCL10
) 77 4, PAAR 33 CD8'T Al CD4'T 40 i Y 3% 31 I 3%
17, STING W3/ 7711 BE 8 B 42 1380 T 20 i S A 2
S SIE e, 2k T BN = A X EER 5T
WESE T STING sl 7 v] AR 3E T 40 i i) & 4L, FF42

HEH A BlR 2202 0E . MARCUS 195 BILSTING X
NK B A i 88 RMA-S ik T8 M B16BL6 22 5 3 U8
FR) e i s ' FH = B AR T NK 48 i i A 2 T 248 i
o B4, it WATKINS-SCHULZ 2509 () if 57 38
ik NK 41 A i Bk S 9 A SE T 1% 4518, 3R B NK 41 i
£ STING 15 ‘F il B 1 T LIRS0 5 B AT 46 By
BUORPEEEAE R . UMbk, s 40 i b DNA 45145 ) 8L
RE % 175 3 cGAS-STING {5 5 i I 1) 3 » A F i
NKG2D (natural killer cell group 2D) FEA& [ 1A , it
B4 /N BRI 983 40 B f) STING A1 IRFE3, A] B &3 [ (1%
NKG2D PeiAdE R F- 31 <K 1~ 1 (retinoic acid early
transcript, RAE-1) [ 2 1AM, i 8 4 A 55 Th0 b 11
NKG2D B ] 5 NK 20 ffl % 11 ) NKG2D AR 45 &,
T 1 5 NK 2 BT i3 40 i ) R A e D . IX BT
L2 B, NK 41 ZE STING A1 5 (K70 83 4 928 I 25
()3 2 R 1 AR, 3% 9 STING 8@ B i A 5
(I I IR Ge i RLZ ML AL 15 (%) LA o
2.2 G m AR P % 58 3 IT AR BE AT R e e R

STING {5 *5- 18 2 75 i 988 240 e H 1F 8 v e i 3
i3 4 P A AR TS . E CCL4 5 5 (R BT &1 446 A i
& VR 7 A, STING #3077 27 -3 -cGAMP fg % il
Ik R PR 5 P IR N T AR i 9 A P 4 A g 0
73— Fi STING #3773 — % 2 (cyclic diguanylate,
c-di-GMP) il 0 7L 96 20 M 4T 1, B 78 7L I8 4 e
MCF-7 8¢ T47D i % ik STING, 14 G % 1 553 Ji J87 411
J U8 T AR SR FE A caspase-3 15 14, 3 B4 B A T R T
me FLHMLE, — 7 T2 T STING 5 5 18 #% 3F
WE S AN TR T — 7
STING ¥ 46 J5 38 7] A #0 3 JE M 1) 07 =0, (2 i T
Ui (1) IRE3 AL T 2k 4 1 1) Bel2 AH G X 8 H (Bel-2
associated X protein, Bax) & “E# BAE I, 11155 5
caspase-9 J caspase-3 [¥E L , PO Lo b A4 ) T2 I8 %
fEANAR R AT, BRIET: 2 4h, STING B sh 7t Al
e 9o 20 P 1 R 2B AR T IR B AN 5

B2 , STING ¥l 7 I X BT A7 S8 1L 1) 98 41
YERETAER . HArrIar st R B, STING #3077
X B16F10 5 {f 2 8 - SCCFVII _E ¥4 1k 38 4 1R 2 i
Je 2R CT26 &5 9™, LA J& Hepal-6 fT 41 g 87 L LL/
2Lewis [ili £ 5 N\ HSC-3 Sce-4 1 i R 41 i g 2 25
i yeg A SR A TE AR A T BIVE . %8 T STING Bz 77
WA T MR IR T R A L W JL STING {5
5 RN HYE T (R RORE B 2 T AL
23 R Atefn b izl sk E TR ST R i E R

W it Je 40 B 0 S 2 R B A, IR TR B N 1) o —
A B L8 7 O A T A N R 4 RN e T A 2 D
[ #E 21k STING £: K. filJ8 DNA BT DI i 7 21 i o)
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JHT /MR AR E TR A M 2 (AR . 40 T fr g
YT 5 AT A4 B f2 Y 2 40 B S 855 SR, AT 4 40 i
TPy Bz 41t Bt % B U RS DNA, S0 BB Y 1) cGAS-
STING {5 5 i@, 155 1T BYIFN ()72 42,

F AN STING 15 = 3 B8 1% A RE 8 175 7 I
EEM, SR T TG TR STING Bz il
5,6- — H ZLBE i -4- 2,1 (5,6-dimethylxanthenone-4-
aceticacid, DMXAA) £ # i 52 A # [1] STING 15 5 18
PSR AT, — BEAE NP 24P R . 1% 5
AR T T 5 K PR A7 ek R LA A P 9 S TS DA R
R T e T8 TP B R ) K R G A A e R ) AR
Ko AHFHA T I 1 2R I Bl (1 — IR
FLPIR I, Bk DMAXX A, g8 P v 45 HoAth STING ¥
5 7] cGAMP 5§, ML RR-S2-CDA (mixed-linkage Rp,
Rp dithio diastereomer c-di-AMP, ML RR-S2-CDA)
AT DI Ji e 1 B A P e R 1) L R G B A T
/N B R 2K STING ZE A J5 , X Bl G 2%, ix & 1
STING Wi 0 T g ik 7 2 Ge 0 1 8 0 & b A T /b
(1 s 2R 70 H AL & B, o83 P STING ¥ 4k J& 7= AE 1)
IFN-B7E R EE/EH . IFN-B/E NPT A= i
FR 20 PR IR, T U001 PR S 0 R A A 3 AR 4 L
W 288 FE2 il » [ B i 32 L7 I 5 A B TR R A i, e
753 IR 1A TR A, (R HE RS CDS T 4H i (1351
I BGRB8 T A ER 2 R
FUBELWT T B FH 245 50, STING 75 5 (14 1fn 8 3 7Y
B0 LT 56 4 B X 4R R R KO R el i
STING it 7 ik S 1 BUIFN FIP=4: , 75 VR 7 s
1) 5L SRR B R 4 SRR

BAR H A T e B 5T o cGAS-STNG 15 5 18
3 A BT P A TR e g WL A B 9 S o A L (H
Al DL 58 72, 25 5T 40 i (1) STING A5 5l B 75 AL
G 92 20 R b — L O T3 AR R [ R 7 B A
F o BB AN AN T T30 25 10 3 BERE, 1
HBATIAE i SR 5% 1) Bz = T DC

3 cGAS-STING E S BB ENRE/ER

SR cGAS-STING 15 518 B8 1) B0 7T A 2080E
MU BRI IPRE G e 25, R H 7% N ) B2 F A 5, (H
S 1 BTG B S0 R I, A S fieh g B R e AR Y
BE Bt , cGAS-STING {5 5 i % (1)1 FE J0s 22 R A% A2
TR PR R A BRI FH
3.1 HFREBRENRLE

EE A MR HEAR S0 K09 i 4k 2 A8 45 0 i 1)
HERPAE A, R R SRR A 5 S AR
FE N IR 22 RO (1) A2, NF-kB A A 40 [N 5%
BRI T, S 5 A AR A KR T

P2 AR E JE « Foe 228 1 5 T B I 9Re 1) R A 5 R e
cGAS-STING {5 5 # B 45 SE35 AL , W V5 3 NF-xB {5
Tl AR B AL , SR R AER A AR, STING
5B R SR U R RAE TR A . )
B SR 2K STING 2 [A] B, 28 55 A0 A & It (azoxymeth-
ane, AOM)/# Z€ #E B B2 94 (dextran sodium sulfate,
DSS) i 3 45 i AR % R E KA B BB I S AR
7,12 — H 3 28 P B (7, 12-dimethylbenzanthracene,
DMBA) Ay [ Jik Jees (¥ B0 771 BE % 15 3 4% DNA [ il 2
FRIH R W0 STING 15 ‘5 18 B, 155 28 PR 40 i K] -7
B R RAE B 7= A, 5 R ARAE IR B 1 b R ) A
ifii STING #k 2% /)N B %t DMBA % 5 ) Jz ik B 9t
PEPY, $e3Z STING S 2k /)N BB RERS A I IR 8 /N R &
DMBA 15 3 & AF 8 A2 (1 Le 451 B (2 FAIC, 5 9] STING
5T IR O RRSEE AL AT DA DNA #4555 5 B R Ak
OB AE FHEY . 71X 8 i 1 20 oh , S0 1000 40 i
B 452 405 5 B M o K = DNA R T, iR 4 i
STING 15 5 il B FF L 0% , P AE L F 1 54 K
2 PRI, A4S MDSC A1 M2 74 i +H < 5 41 A
(tumor-associated macrophages, TAM) %% 4 335 411 1] 14
S M, AR a2 R ) A FE . R AR 3K 2K i R b A
STING ¥z Al e 2 i s STING {5 5 8 # 1
RT3 b8 ) R
32 AR A A IR R

A FFPIET TCGA #Hl E VAL 117 F N K &
PERE FH STING (1383 5 28 Fitfifrga 132 ) Fa 92 4 L 1)
AHIAE , 55 3R IR, STING 78 & B R ik 7K1 5 J L
JIT AT S L 11 S 2 40 O PR IR 2 1EAH G , AN 2k Bt
it 968 G 728 280 48 i Clrt DC A CD8'T 41 D 3 [7]
S A9 {12 1F G 22 00 1) 2 4 ) (63, 4% MIDSC 1 Treg) 3 i
Z IR ERAL . /) B R GBI I RO B b A7 AE AL
L&, W 5T A8 F 40 KR 3% 3% o GAMP 22 i AL, A
AR HE T Tt e SO 55 P 4 928 0 B D A 5 [ IR A 3R
MDSC H EE AR B S G e, B A3 = 1) 2 , fEIX L
gt A STING BEh AL #E 1 fe % 40 ) 44 40 it
Ivi) 989 P90, {9 4H 20 31 1) e i JRE e 2 2
MER i 45 3= T AL, DRI, 46 28 R 8% A 250 o) e 83 1)
k.

N5 1 2z 2, 3- XU 48 B (indoleamine 2,3 dioxygen-
ase, IDO) 72 L- 0 2 R I K PR 2 R i A2 AR U 1) 50
Bty , (2R AL T 41 M R 4% S 2 /R F 0 75 R 1R,
RIRFE R 240 T A0 M R 38 5, AR ™) K IR =R
W A] DL R0 ) T 40 ) D Re , (2 2 i fe e 183k .
£ Lewis /)N U (LLCOBEAL 7, STING 5 5 g 18 18
1ok 175 3 R SR B P IDO 177 AR Sk ARt iR A A
{2 3 A 4 R AN BR T 0 5 4 55 1 LLC s A 7Y, 72
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FIEH U LLC Mg DL R B S5 PRSI B16 24 5%
Jo H, STING 13 5 8 B 141 775 1k 58 5 100 1] Jih J8g 1) A=
KB9, ok AT L, i R B 1 RT e AR 5 i R
STING /5 IDO F=AE I s ZL A K .
33 REMNIBIEAS

e 240 T LA I JiR 45 & 28 11 7 (protocadherin 7,
PCDH7) 4% [ % $ 5 1 (connexin 43, Cx43) 41 1§
4111 B B2 T oz o 4 i 1) iR 32 2 B0 3, 9 400 P ) 0
A [ K 55 A5 A cGAMP % 7% 25 B VIR 5t 41
FITAE SR, B3 B TE R R AN i N STING 15 5845, il
250 W R4 PRl F TFN-a AT TNF-o, 3X 28 R T4
5507 WM 5, 33— 2D WO e B () 40 L N ¥ STAT 1
FINF-«B {5 5 18 2% , M1 {2 2F T 89 1) A= K i %
PN, A BFR B, R RS, EMT Al
HSHM BT cGAS-STING 15 5 il & 1)
A28 HL [¥) NF-B i % 3805 5 11 STING g 5 1) 41 A
AT DL B EMT FH G R (1 3R, AT 410 1) 7L e 17
R FUFLRDN, 3 B MR b g (AR AN AR (chro-
mosomal instability , CIN) 2 7= A4 K & 1% , Hfs ¢
S B[R 4 DNA #4552 2 A0 i b, S 8015 DNA %
IR AE cGAS-STING {5 5 1 % 05 AT il 4 22
NF-«B 8 % R 75 A, 30 14 326 40 M 1 1R 22 N3
T B CIN R AL b8 , #11) cGAS B STING ]
REJE B U IR YT IR+

4 STING Z B HEhFIEME % &ETT P aIN A

4.1 ¥R A

H #i STING £ [ s 7I7E 2 M s (I R T 7
Al RIS Va7 Hh 3 s H BAR IR T R . AR
STING #3171 DMXAA 7E S P Y s ik 5 ] LA 2L
i) 22 PSR i A K (RE N A2/ INAH i s e T
PRIRIEH , B FEARERE A\ STING £ (15 5l i,
NI B SR, AR AREREICTE S BEBEE A\ STING
H A AR (eyclic dinucleotide , CDND , MY fE
g FnE /N B B16 A ZIR (AT 1 FLIRE L CT26 45 7 -
PR FREE Bl Jphs LA K B 4 Ik EL 98 25 22 Foh S 2R fya fr 44
K, 3 e 8% A 8 o A YR 9T BB A IR 1 AR B0
H' ML RR-S2 CDA (154 #X/E ADU-S100 5 MIW815)
A DA D 25 o SR b TR R B 1Y) 24038 s CDS'T 4]
L, PR AR RE A I PUMIR ASOR . X2 I PRSI K 20
ZANEEIE R, HA RS = M AL R O
T EE B T PN e AR R L B R R L R R
TS, FRHUAS T WP R IR R IR , 42 ADU-S100
TBIT G 40 4 3 v 2 2 B I B R 4 /N, 11 24 385
Pelita e , o 1 44 SRk b R g e e O &t
AR, BB 3R N 5%, 12 1 %R 32.5% 7,

5 B = AR IR T AR A L, STING 3
75 AT VR B B AR AT IR AR . BE
KA V097 SIS A AT DAPEAIC STING 38 71 1 H &
5 25 R FH e/ E 348 BT A TR] B8 1) S [ A 538
S T 7 A B KA R T TR R
42 BT AT KA R

A& GE 7 AT RTBURT R A2 1R 9T SRR I8 1)
FEFRE. AR, RN LS I 8
PEVE FH R0 155 S 0000 A0 4 i o e € 57 1 BRI I
% cGAS-STING 15 5 B2, 51 4, %0 H A Y
I 23 IER DA FE VA 3 ik DNA 453455 A4 B v IR
BN T cGAS-STING 15 5 18 B 75 L5, il
BRARKRIUR R4 Z R E M T A F R E
o 100 1] 46 5 49 B 11 AN dsDNA I 22 5k A 2% 0%
cGAS-STING JE £, | ml W, R b 97 VR A
ST AR # ] cGAS - STING {5 5 1B % , (HiX Ly
152305 ¢GAS - STING 15 538 #% I 38 5 bt i e 46
SN . 1T STING B3l 77 5 U 7 VR B 5 25 ) AH
S A AL ] B[R] 3G 55 40 e I8 RO S 3k o] B AR S T
SEMERIER.

55 STING ¥ 8l 77 5 kG 7 IR #H EE 5 24 16 A5 i
SR T B BE A% B 3 B ARG IO T ¥ 72 AR B P 1k 1 5
PR G T8 s, B NG R ) o g A 2R )N R
R3S R 3z ity R 1 A K 5 SSFU TG 5 AN
LA Bt 7 R AN WO N B ey G A N AT R
5-FU BB S 2
43  5htyg sz aaxb & R

FH - o AX R A B T 52 4 Ji 9 AH 5% BT )R (tumor
associated antigen, TAAD I G2 JE PR 55 , AL, & 0d
(R ) 0F T T AR 52 44 R 5 R e S P 8 I 2
2 REE . STING BBl ] DAE N BE 5 e H A Al
A JE TR 52 149 9% e 790 5 Tk e 0 D R I R 0k L e s
SRR BT 8 S e R o

STING #5171 c-di-GMP 5 3% 15 it 983 AH o< 1 5
MAGE-b [ 2= B 5 11 95 1 196 FH RE 8 55 A7 R v B
RSV LI AL /N BRI R, H STING B8l 57l
HIfE 43 W GM-CSF 1) i 83 7% i 20 & T2 B STING-
VAX, b B16 226820 45 [ 3 1h 16 bR 200 e A
ol R e 5 22 P e e B AR 3504 B B PR R R s 5O
& STING #5771 ) GM-CSE- 8 7% 1 (GM-VAX) A
Et , STINGVAX A4k B (1 /)y 5 i 988 20 23 w32 31 1
CDS8'IFN-y" T 4H Jif (1) %5 £ B 2 389 2207 Kb Jo 3
] % 1 PancVAX 5 STING #£ 7] ML RR-S2 cGAMP
(mixed-linkage Rp, Rp dithio diastercomer cGAMP,
ML RR-S2 cGAMP) B H I , B2 0 Panc02 Jik i)
1 60 A 988 /0 BT DT R S T 4 L, 5 e e )
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BHIRM,
4.4 5 RGAEET SRR B A R )

4 HEE ML T bk 40 4715 -4 (eytotoxic T lympho-
cyte antigen-4, CTLA-4) Fll 2 ¥ 4 3E 1= 52 {4 1 (pro-
grammed cell death protein 1, PD-1){E Jy i 15 T #k 2
BT A R LI 4 5, T BT 40 B D) RE R AS , A
i 2 4 PR 36 R 7 o G g B[R EEE ) CTLA-4
A1 PD-1/PD-L1 45 Bt 571 o] 93k 55 98 175 5 ) 4 i 45
5, SRR AE R PUMOR G . SR, TR A B
PR E 1) CD8'T 4 B £l & 5020, G B A 25 e 40 1) 77
AT BRAK SR Frde o M08 P ¥ T STING 3
i BEA% 7= A mT AR T 41 B 1) i 89 350 07 92 i) 1
IR F- CCLS 1 CXCL10", [A It , STING 3 sh 71 & 7t
PD-1/PD-L1 J7 VA5 BEAR ) 39 B0 o B8 SC R iR E
STING #4377 STINGVAX n] _F- iff fift 83 £ it % i& PD-
L1 [7KF , #5547 PD-1/PD-L1 FiA& 3697 (1 25 SR A B
2 Ad 371 PD-1/PD-L1 i 4R BE % h Al STING
BN i AL B S B A A

STING #4547 5 47 PD-1 f1 CTLA-4 JUKEE A R
% B S 38 56 B16F 10 22 68 208 I BUyss ROUR M, 7%
RN A= 8 e, STING ¥sh 71 5 1 PD-1 iR B &
BT [RIRE LG R 24 R 97 B B O IR P R A S,
B Al BT A= MDA RE I 4K LR e i JE O a2 4R R
AR 3 STING W 5y 7 75 i 988 35 A7 14 & 4R, 3 9
STING 30 71 (1) G B oG 2R FH BRI 2w E FH
Ik £ 4K b 1 3% 32 0 STING B4 30 7 A7t PD-1 Fi 44
BE B SR MR (A KBS, J T LA IR AT, H R
STING # 3/ 77l MK-1454 5 470 PD-1 97 72 [ THA I PR B
FOE LI, 45 FAIE S A STING Bi3) 71 MK-
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