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The multifunctionality and clinical value of STING in the tumor microenvironment
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B LT P S IR IR IR 5 I CcGAS D H 3%, AT TP 32 B BRI Rl 7 (STING ) . STING 1E A [fl 5 S (s 5 i@ s 1) —3i 4, A
B DL S cGAS-STING 3 B £ 0 M8 v ok 3% 55 B0/ 5 Horb ¢cGAS-STING i 1% £ A S TR R R MR A 177 4, i STING H
BEMR AR A 2 E IR, 5 R F) STING 15 G2 41 M AN =IE S 2 40 i P 25 B A7 A , AR SCH p B 45 1 IR MR B8 STING 18
i 200 5 G 2 4 L 2 % BT ISR AT L A5 e e g 20T B 1) 9% g B v e T P T e 200 1R 5 B g 5 e R i 1 L B e

PR IR R PRI A T4 o BeAh , A SOEMER 1 STING 11 R 6 ¥7 HE siAE Bl 77 B 2536 )7 MR S iR T IO SOl ik
[RBIA] TR T s R SO S5 s UM AR s S iR )T

[(FEISHES]  R730.1;R730.2

T E A& A BRI AU (1 32 R A, o2 e K N 2R
A A ) — N S R RS . 7RI KL+ 5, b
Jo R IR T VR 1 N R A ROR T R AL T A
K 2 Bt (%) T8 G 2 o7 VA B DS BV SR R G
Ao BB WIX R 9T 3R A3 I PR 25 AL 5 1 [ A
955 308 % 1) ¥ X X B VR T T TR I S W AR A L R
[ 9% R GE R IT 710 1F %2 2ok 2 1) 53,
Tt 2% 2 [ ) 38 K] 7 (stimulator of interferon genes,
STING) #& [Fl 5 %% & e Rl T [ AR B & Sk IR
DNA 7E Jf 5t H =) i G B 4 100 ) 2R T FEHIE
B, STING 7£ £ P N i th & k45 E 2R, dE
Figg R L H B A AR O S B
FR I, STING £ e A B2 b 1 B 0SS 30
IR 4 B P bR 3B s DC L BRI L SR 34405 (NKO
M T 240 PRLCE N IR S 4 A, DL i 8 4 B AR 5 35
XF STING 5 I HUMRAE A SOV 4T STING ££
i O 85 Th R R ) Iz AR L VR4 I
HI fif STING 1 & S 41 Ja o (1 b Jgg B2 X AL 1) 5 T
BE , 6 T 1R FE 42 4l STING Il PR B A {8 A2 0l b
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STING J 732 A7 1£ T % 9% 40 B Can T bk 48 Jfd
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KRAS-LKB1 548 4 (1] 9 /1N 41 Jfd Jili e 248 P o, 30 BR
STING 721 id EZH2 /- 5 1 2H & 1 H3K27 H1 54k, DL
J: DNMTI i 5 1) 5- 1 & Jfa % g 72 STING Ji3 311 &
FEI R SR , AT 7E R WL I8 A% 2% T ER STING R I8,
TR 7R I, KRAS-LKB1 548 8 AE /N g fifd fifi
JE I STING PLER 5 LKB1 R iE A%, (E 5K
)72, LEE SR L, 76 fR SRt 3R A e W N B
FIRE RN A /N 20 it s L iR 20 B % PD-L1 JE I
STING J& 8l X 38 45 & 58 1 717 STING ¥ 5% , VT ER
PD-L1 Ae34 I STING J& 813 1 , 4 e A s 1
% PD-L1 i ik WE BRpUMIg E o DAL, 7E B AR
BRI R i S PD-L1 A, & 5250 STING
JR BT R s, e — MERFIRABE T ]

BARVE L IR 4 i e N I P 7E STING {5 5%
T AEAFAE T3 G i TR B B 85 PR % 4 AN KT
Rk £ H STING E 5 FHIRE ). £ B AL H
STING 2 /5y 332 5 Ifil 40 g G H A2 B Wi 20 g STING
RIS G R 4n e 5 CD3TT 40 ) ;s IF B s
M, JLF A STING B 1 e o #8527 T
CD68 MRt fiiu™.

R, T fid e 21 23 STING R IA 224k« Jil 8
PREE T STING 7E {a] ot 20 Jfa rp SE AR 35 R 05, DA HAE
SN R FE AR S X T B AR STING 78 B2 X b
AP REN EED e A A EEE
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2 FEIRE S STING HIEL

TEMIR RSN, B & G R A Fa e 8 A s iG
J7 T B DNA 451473 « 2807 7k Th g B 15 5| e 1) 42 4 4
dsDNA B8, 241 7] 94 B J53 P9 cGAS Fi 3, M T s
I STING 15518 %
2.1 MBiaie g & e R

o T B B G R AR e , s 40 MmN 7R O
cGAS-STING i [ « G 7K A 52 A2 T hE 1 b & 2
— 2 BT IR A A 22 4y R4 R R G e AR FR S Ay
BRI R s G AR R 40 S IR I R R AR A
TRORZ » TR B JE5 ) e 4 4of B K] 2 DNA 2 52 T i v
IS, G5 cGAS-STING AR ME Y,
2.2 DNA #4555 & 44k DNA B 7L

Ji 8 v 7 H A R BT 32 B DNA IR B &, W
{5 FI DNA $i4% )< 2 (DNA damage response, DDR) ]I
il 77020 2 R T 0T R A AT 25 (bR
BRI 2 I 8 A5 3 R 0 i DNA 53473 , AT BT
WTE cGAS-STING il % . [FIFF, BiR A58 o B K B8
75 K I¥ DNA 3 44t g B35 5 S 2 4 i 9 75 STING
WO < B0 E 4 g b, B BRCA I8 E% 5 fea (R4 1)
DNA W 5085 15 5D 51 RS 1 7 2L DNA #1457 , Refi%
AR O SE TR M B RESH I P 7E cGAS-STING
IR

98 210 B i L DRE AL (DNA #0405 BV &5 5
BE 5 OIS 2R R R R T A5, TR Il e e O O R
BAX Fl BAK 5 5 [ £ R 4R 15 10 30 32 1 5 3504 br A4
DNA (mitochondrial DNA, mtDNA) it i , 51 &
mtDNA & #i: cGAS-STING 13 51 % B B0E"
2.3 BPIE wm et 9% A STING #9 7& AL AE B

TE IR OR BT, I8 40 i Y 7E cGAS V&1L )5
F14E 1 2'3' 31k GMP-AMP (cGAMP) 7 iy 4 #1877
A= BAL SRR AR AT 2'3'-cGAMP HE H! 41 g I 38 i 41
it ) it e A 3] ) ] e % A e v, 2'3'-cGAMP AR A 15
5oy Tt — 0 O G 9% 20 L 1T U STING @
PR VR 22 0T 4 T ) IE TE A 3 MR 5 T cGAMP
(% - nd i iR e 12 B 1 SLC19AL #4642 2 1s &
DCP' B RZ 41 ) ; 3 o SLCA6A2 5 iz B B4 4% 41 il
FAAZ A SRR ML W 4R A 38 sk R R R i B
F-1E 18 H LRRCS 12 216 i AH 5¢ BT 4E4H ™ T 4
JfC G 5 38 e - B R I 5T 4 A 1) B i 4% PCDHT7-
Cx43, M % % Je 41 i 5 12 21 5 e R 4 e 3L
Hh ] BRI 2 5 AR R Y AR T 38 TSI I X )
Iy Tz, 1 SLC19A1 5 SLC46A2 YA Ky ¥ e #4ia
A . NK 20 At 68 2 A0 b 98 ok U8 1 40 B b
cGAMP, {H B & % iz HL i i A 35 Y. 4 fa sk

cGAMP ] DL i 1 15 1% 26 412 2 1 FOBT 40 I , AT
B FH 1697 BA AR G2 I 14 B J i

WA, IR A S0 AE T IR AR i e DC
B, I8 21 s DNA 8% DC Y (19 cGAS PR 71 AT S
H N TE cGAS-STING B, 11 T 41 P4 7£ STING {55
5 T I AR 2 R R P S A TS Y

3 BEREME S STING FIZ EINRE

3.1 cGAS/STING/IFN i#l % 1% S H I I8 % 9%

H A, STING i 23 W\ (AR T 20 2 U fig A #E 4
ATE cGAS-STING-IFN % [0 cGAS B i 75 it
2 B% 1) 57 dsDNA, 36 1 2'3'-GAMP, J& 3 U
STING, i i %4 #i STING/TBKI1/IRF3 &{ F £ i
STING/IKK/NF-kB il #% , fx & i 3 1 B + 0 &
(interferon, IFN)[1) 218 FHE S M & AL DR - P2 AR B

IFN 7E i S Hu e Sz b Boa 2 AR R - )
P8 210 P A B PR R I R G5 ek DC SR
P& 5 PR RS R ZACYL U5 S 4 R R T M O 4E iR
(cytotoxic T lymphocyte, CTL) %2 &5, ¥ i F1 55 42
NK ZH 2,

JHIE A B8 R STING B 1 #3807 40 WA Y TFN
e R FEFU R AE I, STING 7£ %40 g b 4 3 Ak 5 38
RE R A AR DI 8 R ST I8 52 . o
32 ®emMBmie g & E

i 988 240 M P STING 52 M i 988 48 B vi% 77, E0 46 1A
T0 G2 JEUE 0 TSR AT i 394, O HL S s
A0 BRI £ AH 5G5

STING 5467 AR Bt - 8 5 BCL-2, I35
PRI T2 K F BAX SR IK 3h 41 g 7 170, 2R 44 0 T2 3%
%5 cGAS-STING {5 518 B AH EBLAE A B 52 m , S ]
AR T BRIF T AN, BE AR I, STING vk
RE7E 1 20 B 41 B 40 B i 3 e SR PR SR T, e
H5Z At T LA S¢. GONG 1B H , 7E45
¥ 9% FH 5% &5 . Jip 3 (1) P8 4t vh , STING ik #4 5%
It 1ol 2 A R TR 2 TR VA g, R {2 Bk i v A e £ T
STING-TBK1 %1% DDR i ATM [¥) & & i1k, ,
B J5 ¥ 3 CHK2-p53-p21 i& 42 IF 1% 5 G1 41 i A 1
5

{ELAS DGV R 72, e B FE Ik B, it e e 200 e P
STING U , 5 i 10 i) it 727 20 e AR B 57 7% 1) P80
B AE E K . X BN STING A E AR bR AR 72
R A Sz —, FF NP 2R R T — A
1BIT B RTAT I SRS, B E B R .
3.3 REHIB e AR oIk pa R IR A T AE

JiJR 2 i Py STING & 4 g 175 5 41 i 2% 1T 20 - 1)
ik, I MHC- 1 #3885 % 5 K1~ 1 (retinoic
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acid early transcript 1, RAE1) \PD-L1, 5 i & 4 %
SN 12 2E IR 20 g e TH MHC- T [ 3Rk, 3658 CTL
XoF iy 4 A R IR0, AT A ik CTL A7 3 1) fieh 9o 248
FETC s i RAET (FF Jy NK 4H it 2 15 NKG2D (1)
R SR S A ) 5 S 1 i N2 it ok i 983 4 i 1 3R )
AR P EE ), I Rd 40 i N 7E STING ()3
1hRE% 155 B 5 PD-L1 %1k B, $7s HEsa b8 o
YT IE T R EEEANE T
3.4 HEIRFIR AR08 & PG E R

CDS"T 21 Jifd & 5 1) #0200 g, == 23 3o g e A
T 05 Ry o LR AN ORI URE 1) 4
R TR B S B, 8 A 5 v e e e 400 i R
BVERY . BR T 85 il I8 A 355 STING-TFN 3 38 1)
A DR 7 F8 5 1 R AE UM R AE B, CD8 T 41 il 9 7
cGAS-STING i# [ (1] v At 388 1 0 1) Akee 77 P > 3 528
T4 FE CDS T 4 e 43 AL FE 7 4EFE CD8' T 41 i 11
T 4 M FE R % B 3 9 CDS™ T 4H A 1 bt i e 1
FHES, T W A CD4 T N 7E STING JE B, GEW% 7
SiE T IRF3 Al mTOR 5 *5-4% 55k il TH1 F1 THY 4
J 7= A ) TEN-y A TL-9 7K, A 5 b 3 5% TH1 A1
THO 4H ¥ 534k B R g v 1

H T A B ) b g AR K I RE D, iR A
5% B 41 o (tumor-associated macrophage, TAM) AJ #%
32 B E A (M WA A TR A (M2
RO SR, B FE AR B IR S 35 Y TAM
IR R M2 A AL, B TAM IR 5 o A =T
JEAAIE . WANG S5 R I, 78 68 4 i 5 0 20 A 3
B5 % o FH 2 20 R R R 1) 2% 8 IR B 8 R B R 4
J& » {8 I STING #3h 7] 5eKs M2 2 TAM 5 4 %4 M1
A X 3R TAM N 78 STING i 8% 1R 05 4 B T 4t
JigEg M1 B AL, , DR S0 I8 1) S B2 /E FH . STING
WOE T 205 WA IR 28 41 B IRl F- (T IL-6 A1 TNF-a) i
PRI E W , 7T g2 (2 2 4 A ML AR AR A 11 5
AP, teAh , MIAO %5 HIE B, 75 15 8 g4 i A i ik
STING Fik 8 18 H i zh 711 2'3'-cGAMP 42 =1 STING
A 7K T 25 BE R 3E TAM (1) M1 A4, 5 38 i TL6R-
JAK-IL24 i #% 75 5 15 J 40 B 07 12 5 T ik 3298 STING
ST AR MR kD i R T, X 5 1 0 TAM
H1STING (= RIE R BAR AR S R —8. x4z
7~ TAM P 7E STING & £ 3218« =g A K1, 4 72
i3 TAM Ui 2R 3L 1) G5

STING ¥ sh AEIT 5 » NK 2 i 52 R b 38
. H5NCR1.KLRD1 (5 NKG2A/c — 2/ A s
RUERAERDD .CD247 (2 5 NK 40 i 1) s 7 1 4n it i
KO 5 FLE LR 4V i kL [ = B oy, 2 5
NK 2 i F 2 i 75 35 11D W TNF 45, $2 7% NK 41 i (1) 48

Jif 75 P 18 5 Y 2, STING W3 77136 97 76 NK 41
AR B4 56 Ak e B IR Thast, $2 7R NK 4
i & 4% 1) 20 i 2 14 7 F E STING 36 97 20 [ 5 22
PE, JUHAE4E CD8" T A F A4 8t 14 iy i 988 58 2L o
NAKAMURA “5®V% 8L, # ik 73 5 STING ¥ zh 771 g
JR 40 K URL BE % 0% PD-17 NK 48 i 42 53F 2 20
IEN-y, 52 AR BT PD-1 7597 i 24 ) i
3.5 ¥E3% % UE tm AR 1) 649 S g Y B AE A

O L 2 PN £ STING RE % 50 J& [l 4928 4
i, B0 R BT AR B o 75 A g s ML
LI 40 L Y cGAS/STING/IRF3 38 #% , BE 0% 42 i3k I
YH M 4R Tk 4 f iR e e ™. B S
) BT Je8 41 23 b L 41 B STING RIS 3 i, STING 15
518 1 IO nod 32 & H H 3 (nod-like receptor
protein 3, NLRP3) KA B4y 4= 1L-18 F1IL-1B,
M5 BG40 i 5 NK 41 ffid 2 [8] 4-1BBL/4-1BB 3%
S S, AL NK 40 s o B sg /8 F

Ji 968 T R B3 v DC B T AR TFN A 3 142
PrFHE 2 T EAE PR , il T STING J8 B/t
S H B3 WA CXCL9.CXCL10 . IL-12 2540 i [R5k
WS 2 L DC-T 20 A 4™ 5 DC-NK 40 B ™, $p [=] 410
HIRE A J o LAk, BF TR B, R IR I DC HpE
R T T, B8 T ATP (#9724, AT 2 57 STING
T STING MO HT M8 hfe s T DC W 7E STING
TEAIIE T HIF-o /1 3 P REBE MR , T RE R AFA %
3.6 iR FIRAINH

T 21 i P 75 STING 30 B A # i) b g8 Cln iy v
D 5 42 3k g 2k 2 ) X A B < STING A 3 1 3E
IFN J8 B% 5 &k T 40 M A0 00, 3 350 S e 6 & , 1 1 X
STING A Hel P A4 1 470 1) 751 E A4 41 e A 2 FH T STING
ST T 2B AE T2 T 40 B N 58T K B LRRC8C-
STING-p53 15 5 il i ik W T i pS3, 75 5 T 4 g I3
T, P D G g2 N Ak L 7E S S0 1R R o A 5
H, T 4 i N 7E STING {5 5 36 b )5, il i 8% 1R 1k
FOXP3 ¥ 3% ¥ 3% Kl 7 SMAD3 Al STATS K {i¢ i3t
FOXP3 {1 %4 5% , 51 & iTreg 4 Ja (3184 , M0 5 5
IO G B A RIS R85 S, HE— DR R e, T
I A PN 1R STING 15 5 77 A B AS [R] B 98 s o7 5 B e T
STING #5251 385 R R R 482 1) - T 41 B P9 IR AR
1) STING 15 5 1% 3 RE % 4 ¢ T 20 Mo Pt i g 3 1 5 1f
STING i BEBOE N IKZ TN AT S S . £T
STING 15 5 7£ T 40 fi (13X Filt — 43 I, A 40 PEAG
STING & 12 3N 71 2 Gn 4] 5 M Bt iR T 4t ffa i /g A
RESLINRE KT B R R YT RN B R B2

75 ¥ B (regulatory B, Breg) 41l s F. 7 % J% #1 #1
FEPE, I B T AE 1 G g i 5217 B R B,
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STING # %1 7115 5 Breg 41 i 3 14 & 3 41 ffg K 1
(IL-35,1L-10) %3 , If H.IL-35 + Breg 41 g 411 ] NK
YA 5 0 PR I B . STING % 2h 77 Bk & Pt
IL-35, A& 05 47 2P Breg 40 BB A 5 (1 G e 1], 93 [
58 NK 48 4098 D128

T AFIVE I, R N cGAS-STING & 42 (118 1
TEAG, AT RE S (R BE TS S E AT IE R, T B MR
BRI R s b e e AN R 1R e R 40 i R 1
WG U IEL I NF-KB {5 546 5, a3 n g i b iy
J5 I 38 8 5 RS, 82 STING #7736 97 A fig
Rk D iR B %, F B AR T 7 ST iR 4
ML 7E STING™ . IEAb , i 2 R I 1 1) 771 Ctyrosine
kinase inhibitors, TKID i £ [ fif 78 41 g 3= 20 A2 Tt
P, 5 cGAS-STING KM M5 AL 51 2 I RR L1 2ORE
FHORE,

4 STING 7 FEIRTT P RYIE R NME

SRS, IR A 58 STING M HA7 5 i %
FERFEPUMRE AR, #0E STING X T4 A 201
J R T V2 B A BRI R E
4.1 BTG 4T A% E STING

WiAg ik, @ i % S DNA #7455 LA B 5
STING WU & VF 2 HL AU R VA IT (1 45 2R, f.45 DNA
005 A0 2 97 92 (R AP IR R A I B R A
O ST, BL K I DNA 3455 B2 197 72
PARP #Ifil 71)) o 3X 2228 13557 /- 3 1 STING BUE
ARG IR AE F S 3 A 254 T mT 581
IS HEA . a0, % T 0% STING J5 15 5 PD-L1 |
W, & HURIT A i PD-L1 i 14 B8 48 5 208 %
PD-L1 5] & 1) S e ki , % Bb B 24 3 F oA B2
D2
42 STING i) 7|

7 18 B 22 BRI V25 I AR B ) M T R S e iR
T 53 P ) G 2 40 A, LA K% TR] 2 9807% STING BV AS
72 i KA STING FH S Bt I es Dh R s (i 5, K e
STING ¥ #57) LA HE2307% STING 1E BN R 16 7 11
Wz —,

B 1) STING ¥ ah 7 3 BEAFE WIS IR A%
F% STING ¥2h 71 « £ 4% H FR 7N 73+ STING B3l 57
IR —AZ R (cyclic dinucleotide, CDNDAE & STING
RARTC A4, AT A= 19 3030 75 AL 4 : 2'3-cGAMP
3'3'-cGAMP (i Jit 1 328 R 21K, HL 5 i i A% R £
ke 2 T/ R — I TG 1 /KA B, DL S ADU-S100 ¥
7. 5 CDN Kz FIAH b, A% T R 4 1
STING WAl 71 2 A 535 M o 346 18 3 A2 1 70 BA S
FI 25 W REE BT, 49 2 DMXAA (R STING B4 371D «

G10CREA RUPU B « B 7L R B 2 P9 3 oz S fii 28
5 5O dIABZI® . MSA-2 45, Hrf, diABZI B X
SEILFN R STING S[R30 , 4415 /)y B J8 A 104 24
R VR RN e R T AL I PR BT 40 B R T R, R
TR NEE A BRI 1. T MSA-2 B k5K
BT AR, 9 BB EH B A STING e
TE pH S TR 1 1) 988 Al oA 455 o LA R %o B v ) 4
FEE 95 33 PR, A B> A B 9% 0 Ak B 24 W A R
BPES,
43 STING ) 7| % 2577 &

Bt 5T E B, STING #13) 771 1 B 24 B FH 7 2 A i
e 152 7Y T BV 2L A 0 PR o R, 48 B R T i B
JOJRg 7 it | BE € ZRE ) B AR . R
B, % T STING EA B in PD-L1 %k (T 40 g 4
T\ Ho P $ I 4 Breg 40 B4 1 56 {2 Sy ki A A
STING 3 5 257697 5y 5| ke g i 25 7 , Bk A
3697 Sk BELIBT STING 77 A& i 24 AL 1) T Ay 25 22 < B
4 B PD-L1 fii 4R 5 PD-1 1044 , 203 4% i PD-L1 45
SR 1) 98 241 0 9728 1B 360705 IR B FH TL-35 B4k, DA
BHLIBT Breg 41 M /1 5 (1 S e )95 o (R, #R S0 M
Jo TR BT STING B2 ¥R T7 1 S N2, DA S B 2
YEIT 51 D G 9% A ) PR 247 L o) DA ASE e R e R e, o
T8 KPR R 4% STING S sh I va 7 B A/E 2
HKIE IR R X
4.4 STING & #) 7 B &7 ik

FEGUI IR IR T O A B GBI LIT EUT
o 2 4G A 2 BH BT L CAR-T 40 i Y6 97 25 , 6 & N FH
STING ¥ 8 FIRed KB 7 250, A 5 SEI G PR AL
e FEAIT 25 (W1 5-FUD B &l BB cGAMP, AMY
B a7 0 R AR R R IR AR R & 5-FU B
S PR G P , IR BEAIC 5-FU 253 AR T
TIRARIRST 24 BT R AR ) DNA 45147
B A7 200 85 ek 3 4 B P STING 3 42 77 A5 TFN-PB 5 1717 24
5 S R B AN DR B R 4 i R B TENG FH TR T
I, A7 00 A R P G A STING B30 77 AR = P b
Je J I8 iy A 368 3t 45 S8 7 s e S 7 ke X8 7 280
G P Ao A i BEL BB 751 B 245 R R T B 3 J PR A 1Y
Y IR SR U, AN B 51 AR W IR G N, A AT AR
B 6 S STING 380 770 AT LA 3o i 3 471 iR 12
50 DC AP R T 4 A S5 K IR 1 o R A 8
TN G g2 VA IR A Sy AR R, DTG 2 s e
() G TR AES . TE S 4 M VA 7 A, Bl T S AR 1
ST S PR IR AP 855 v B e P L DA R e B R 3
PRI R IR 1, CAR-T 4 iR 97 & RIAE. £i2 1
J& , CAR-T ZH Mo Bk & STING 18 5h 77 4 1F 52 e % 3k —
AP SR AR K A B T 48 /NS B T R 1 iR
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[F] I, STING 5 71 B 4% {2 1 CAR-T 41 Jifd 1) 32 4 Al
FF A 5 WK R 358 55 0 T 325 P e g 2 1)

BE B, IBE A STING U 30 771 76 i e Jil 8 v
Jr i 2 1) e B A BRI 71, BRCA RAZAY AL
B 5Ly £ 8 I PARP 00k 71138 9L i 24 i 8L -
JeE P e b M2 B W 4 i 3 s 4 ) PARPLS S 1)
DNA 15115 , LA B A STING 4 #6114 471 fi 988 S oz )5 [
I}, PARPI 3 it 42 i Ji 83 40 it 7 STAT3 {5 S g , iF
— ik R M2 MR A B 2 T B PARPLIN 2
T Bk AAf FH STING #3771 5 , A E 0% STING Fit
IR FH 3 A B 2 AR S g% 0 1) 14 M2 R 4 L
i STAT3 A 5 1) G 2 4 1], 47 250 e PARPT 3543 1
T 243 19 1R 455

5 4 18

STING 1E A 56 RV S %5 5 g 1) — & 4, H
B3 A T4 UF BH BT DA 2 i 98 e 92 10 k) SR B
M e in T P le E HEER . Nk, AR
STING ¥ 3l 7l C© 8% JF & ok, IF #F A PR 58
STING B BN B8 25767 5 ERE 1697 5 DL 35 1)
PR TR, SR, BT STING 7E 1E # 21 fitg A1 firh 3
Y B P E 2 3 M ) 2 GE L STING 15 5 B % Ji 83 f XU
TAEH , LA STING B8 547 (£ 24 1 22 AR A F
5E  Jit S8 A FH S5 BB, STING ¥ sl 77 IR FF 25 51 ik 4
PR A R, IX AR K FE B IR T STING ¥ 3)
ARG PR S 5 PRt 38 U7 75 B3k — 25 i 98 SR i e ix
BBk AR . BEAN, HRTH T STING K HA5 5 3 i i B
fRAT A 52 8 40, STING 0 A2 AT 5 5 ik 988 44
Jil 2% T PD-L1 2834 2 NK 41 g {1 4] J&% %0 40 fa A1 iy
KU cCGAMP? X 26 ELARALHI i A B o X Lk
AR KRG HE— 2B HESD N STING K HiAS 538 I 1 4 45
WA, 1A B2 4 L 7 iR 4 28 VR 97 AR T A 1l R
SR -

FzmARER: T AEEEHEME MR &
SCRIEZ AN

(& £ xx #]
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