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SEXFEMEER \BET 810012

W OE. ¥R REFEMLN TR RHRGEL, HitEF 2488 THRGHEF R ariu, Rt sr e
WG, R, BTHBTRMER S EME, R0 EBELOTUSE L, MA NI BIRBLAINIR A BT AR,
F T ITER R T BIROGETT . oI ERFBEFFARAGLER L R AGR@R, 5ERTEHL, 2RSS
* (it SR A (IC1), TRMIET F SR ZAR (CAR) T k) BT ERBRKGT A 3R R
T A, P, RS SR A B SR R SR R R e SR R )2 BACR BT, A SR B SRt R K
W B S 649 S R A A ) A 08 T ILOL R B R AT 4R AR

KR : A EEIFA; AR E R A H

TE4BREME MR T, B (Gastric cancer, GC) 1E
SR PR UL BRI, LR A BT A S R v o
FUSE T, MHAE TR WA 5E =", IR P gUR fiayT
RIS T BEE -, TR GCRERA 2, 8
SIS AEAE C b T B ), S ORI T R Y
AAER P T U R e ) (Advanced GC, AGC)
HE, BT R FEIAYT T AR, LStk
SPAAAERIVERIR . T2 | IRYTRCRA FRAE R, TE
TERUCA AR P, AR, A O B A S A A
#i17 ( Immune checkpoint inhibitors, ICI) )i oy JAS 1
AEER RN, JFz sz 206D Jik, PLIC R kA
MIARPEIRIT TR 1 GCIRYF R4, 101 = 2 A5y
PESET -1 ( Programmed death—-1, PD-1) [ R PESET T
&1 ( Programmed cell death-Ligand 1, PD-L1 ) #Iil5f)5
2 B 35 E T 3bk T8 48 B AH DG T )54 ( Cytotoxic T lymphocyte
associated antigen—4, CTLA-4, CD-15). H #J, PD-1/
PD-L 155 € 215 4 S B93R )T A 21 1)
JH, T CTLA-4 H 50 AR SR b Tl RIS B B, AL
W RS R ICTE AL . TCT7E SR SRk 1 5l AGC T B iz
HH, VL E AT AR FIHEIE , hy i R B2 AR X Jg i
PR AGC B BiRy T fe e

—. PD-1/PD-L1#P#I5

(—) PD-1/PD-L1 S5 Sl 5% £

PD-1 AR CD279, J& T Gl PR AR [ 50 1L 5
EH, AT 2q 37306 A A PDCD1 LN Gy, Fe W7
F 41/ =3 (Interleukin=3, 1L-3) FZFA/)N B3 14
20 J /) BT 200 M A SR M AR R R B, S AR T
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IR, PD-1 5 R 3 & A N—- 1 C— 5 4465 i
BRI, M C- R FRIRIEA AL T — b0 52 1A 2 R s 4
HF ( Immunoreceptortyrosine—based switch motif, ITSM ),
IZITSM I 114 1% 22 R 5% SE IR Ak A G2 015 rp iy i 5 G
B —A 5 PD-1 fu ) 4R, PD-1REAEZFh TG 1k
MITHREL AR . Bk AIME . NK4IM . Boeikaii, B
Wk 20 B A S e A ek, U LR B v T8k L 40
SR E A, PD-L1EPD-1 B, WRAR N
CD279 FIB7-H1, &—Fh33-kDafiy 1 %185 f5ops & ",
PD-L1 7] 54 TN R H W PD-1254, IS T4l
JOPE T, G R P S CDS T 1M S
96 2 e 0 3k B 28 AR g i . el WL, PD-1/PD-L1
o A e R S kR Y AL — . PR A
1% ( Tumor microenvironment, TME ) 71, X —1{= 58 %
I T T 94K L 4 BB , EE R A i e A7 g R S
AT 32 fi g 2 Ji 0 2B 1Y PD-1/PD-L1 {5 558 8% %2
PI3K-AKT-mTOR Fll Ras—-EMK-ERK ¥ 4% {5 5 18 J& 4 5
M PD-L1 5 PD-1%5 4 1F, PD-1 LB ITSM % AE #i iz 1k,
1o T A T s TR AL B ( Tyrosine phosphorylase, SHP ) 17l
SHP2 & T PD-1 Ly XM, sk —ad B il Rz 5
53T zeta HEMHOCHE [ ~TOBERR AL, [ iths S5 BELIRT T sk
N 43T W N Tk LB AL ¥ 3 ( Phosphatidylinositol 3—kinase,
PI3K ) B9 ¥ 35, 4004 85 H ¥ B B ( Protein kinase B,
AKT) fifk, 5 CD4+ TR CD8+ T AN ATE ", 1k
Sh, PD-138 131877 Ras—EMK—-ERK 8 4 K 7 1] AKT B35
b, DTG T 400G Ak . 458, Skl Thl 41+ &
PUAT A5, Sk T T,



() PD-1/PD-L1RIFIHE GC iy o

TEGCTTTH , I RWF 52 11 PD-1 40 50 A7 44 i A
JEHHT (Nivolumab ), WFTH Ak #5351 ( Pembrolizumab ).
FE20144F 4 BR B KR 30 2 o ) i IR it 5
ATTRACYION-2"""f ¢ i1, i¥Ali T Nivolumab if; J7 /N 7]
VIR . 23697 i sl S R AR AT UTBR GC & 18 B8 s 5t
PR ( Esophagogastric junction, GEJC ) 7 %M Fl 4
Ak, HESR BN, A A4 EE P, Nivolumab
A A BAELER (Overall survivall, 0S) 5% T 38%, 2
A0S (10.6% ) & %f I8 21 93 4%. L4k, 7E Nivolumab
21 vp B3 4] 52 4= 2% f# ( Complete response, CR), 7E
BEVG S R, AR R BAIT A Rk, % G
PRA S B 58 UE S 1 PD-1 410 ] 550 X GC i 35 1Y 12 = A A7
WAk, IR T A RS GCIE N AE HEHE (1 S BE IR T
254, Pembrolizumab £ #F 35 & £ 5 W E 45 F R (Food
and Drug Administration, FDA ) it 7 1 F PD-L1 FH 14 B
A B 4320 (CPS) = 153 1Y 52 I M Jmy ¥4 1 o 40 i e
B PEGCIGEIC ) = 4R 7" 20154 ASCO R 2 24 fii
) KEYNOTE-012HF 52", ¥ Ui 5 T Pembrolizumab
TEAGC I 7 3 1 % 4= 1, Pembrolizumab i GCIA 7
[ B o 2021 4F FDA ¥ Pembrolizumab B¢ & 4k J7 il i it
#E N N 3R B2 A K R F 32 #& -2 (Human epithelial growth
factor receptor-2, HER-2) FHPEAGCH — 43R J7 ik N
i 571, 2023 4E KEYNOTE-859 8 58 3#F — 2 L[] T
Pembrolizumab 7E AGC— &G J7 I M i, Z PR &/
£ PPl Pembrolizumab+ {697 5 % 5 + b 77 78 52 e 1k
HER-2 11k AGC/GEIC /35 H iy al A2 ax k455t e
R, AHRZLY PD-L1 CPS = 1525041 08 43512 134~ H
6910 A, i otk (Median progression free
survival, mPFS) 7351869 Hf15.6 1 H, W05 MEE
22 5 [8] ( Median duration of relief, mDoR ) 43 5l & 8.3~
HMS5.64H o tehh, FABSERLR PD-1 ], fnfil
F B4t (Sintilimab ), & 85 A Bk .37 ( Tislelizumab ) 71
REFBR P ( Camrelizumab ), JFIESEXT AGC A —=&E
7RO 2 A, AR 0™ PD-L1 M| £
B AR BAHT ( Atezolizumab ), PI4EEPA4T ( Avelumab )
AR F) I B3 ( Durvalumab )o — T & T Avelumab i&
JTAGC L I U I RS0 45 R o SATAIMIL,
Avelumab Bl yA 97 I K 23 AGC 5 OS S TG itk JB A= A7
] ( Median progression free survival, PFS), {H &R H %
U i 2 R A T A I ICTN T AGC —£8
RIS 2R, NSNSt T TR 2
O ICTEEARIT I R AE AGCIRYT J7 I (AR SERF ST
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(=) PD-1/PD-L1 IR AR YL

LAY

A7 T3 L S e M L B R R . BEIR
S8 B0 ) 345 A% RO 2 40 R TR T R . TCT T 3 A
SN 5 R = T P = N 4 PSR e |
ARV FNIE SRR A0M, DTG s A LA BT iR BN o
] YA SR 5 26 B TCTHC A A7 T I ) 38 sit e e %
I Boku® 45 A AL T Nivolumab B4 5 7 8 + BLYD )
1 (SOX) Ik A R E A + Wy R4 (XELOX) JRYT
AN YIBE AGC 8L HER-2 P GC 1) & e M g &k, 45
FHoR, B (Overall Response Rate, ORR)
4% 9 N 57.1%M176.5%, mPFS}9.74 1 #1064 A,
HIAEE B T PD—1 40 1 550 B G A7 X R T UTBR ) AGC
HER-2 [ GC A& RAFIIHUMRETE M . Z )5 Janjigian 55
PR LT Bl Ak TE 5 PD- 1 R B A ALY T IR YT AGC
MR, S5 N, BRAIRYT S BT A 1Y OS T
BEDFHE S50 1304 A 5 1114 H . #EPD-L1 CPS=5
M, AT LT, BCATRYT AT S B 0S
FIPFS. 1 AH W T IESE 5 PD-L1 CPS = 5[ S F M H,
TEPD-L1 CPS <5 & H, ICIEE A fb 7 4 s AL y7 ok
VLB AL, AT AE S SO R R KU T e P R
Lin™ 8 )Gl 1% b2 1697 + A7 Sty BT
TIEIRITIRA T T 1 R AP ROR KA 3k .

2. G RYT

P A B Y AE e i e i B B MER, %
25y 2o B ) R 20 L LA AR TME B3, 4 CD 8 Tk
CL 0 A3 i R E AR R IR ] TCT AR b R s e i 2%, TR
I TCT AT I A8 A8 B2 W HE ACG SR 5 R R B — 5 I RiT
P B IE S AT FE K OS IS T AGC By — 4k
N =ZRIATT W PIRP 259 5300 R - PUIAS PN R 4 it A= 4 PR
+ 3% {42 ( Vascular Endothelial Growth Factor Receptor 2,
VEGFR2) HiiRHZL i ( Ramucirumab ) " F1 VEGFR
2 [l G R S R BT B S Y 7E— 300 SongLi™ 45 A itk
17 1) Camrelizumab . FATIASE JE + 4k 7 (SOX ) 1) :Hr4i B /
HHLE AR YT HE T4a/bN+MO ] GC JE 35 1A s e 4
PERF IR A5 R 58 2 M EZRHZEf# ( Major Pathological
Response, MPR) B K 15.8% F126.3%, %5 A — 10
RCTHFSE B, WG HUINLE 25 W07 SC B 4 235 1Y ORR
$158.3%, mOSik 14940, mPFSH6.84H, Wik T
PD- 1IN ST A A= 2 W AEIRYTT AGC J7 TH 1945
Je4 N, BRTIZIAYT I e AGC RISy T 22
—, Bl TRV, AEEBIR AR TR, RITIA X E
KBHEEIIN 25 A TR R
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Wi 4 a8, 4 BRGCYHHER-21% FH M & £4.4%-
53.4% 28], HHER-2:IFKM CCREAATIFAR.
HER-2 3 R & J& T EGFR 5% i g 56 PR 1) 4 % 125 5 2 4
ZAK, HER-2 1] DL i 5 EGFR 5 i Hifth i 53 <7 &
CRUERS S AN . A, RS AR R A
O BEgY SR W], T HER-2 25 45 0] LA RS 0 i g 44 i
HIPD-L1 3Rk, Jf H 44T HER-2I5 Y7 5 PD-1 4 il 5
BRA T F R, T 05 0 1 PRASE AL v bip ] 7 b 988 3% 1k
FEAGCIRYT , $EmiRYT (i Z BRI ). 40 M1k
7 CHLYDRVEA IR B 1 /5-FU ) FG e 6 A a5
il ( Pembrolizumab ) 11K G ¥ 7 fie ¥ 75 35 151 Her2 FH 1
HRMEGC (30% B9 ) A kT 178 I . 45
W, 70% 1 8538 B EE AT, ORRNI1%, mPFS
FHNIB3NH, mOSH2724MH, HZ T RREAL S
PR, BEALOCE M5 KEYNOTE-811" i A T
Pembrolizumab 5 7 & 57 16 4 1 2 Bk B30 FAL T7 Al 1 698
% Her2 BH 1 5% B 1 GC /B 35 (1 OS AN 32 M (1 5 i, 7%
55 =R I BT R R SE B0 41 A mPES . mOS It F X B 41
(10.01 HVS 8.01 H ), (2001 HVS 16814 H ). A
Pembrolizumab 7E ¢ 5 1 Z Bk B30 M4 Sy bR iE—Z 3877
HAE R PFSIRLL W, DBOZA G P EAMH T
HER-2 FHPEAGC /%, T HFRCM . ] WICIHE 4 4
WAIT AT AL E A5 8 2 560, (HXT T X —IRY7 R
AT i O s PRI B K S s

(M) ALY

FETICIX GC—ZIRI7 B IR 4 T J0A 2ok
Mg atE, Mur, EMNIMREIITFRA LICTHR S Z /iR
77 F T SRR ik U /A G C (Tl B AR SCRIF 9 . o W
A RICHR 5 Hi 4 B AL 97 (Neoadjuvant Chemotherapy,
NACT) T 2R WF 5, &5 R B, 5 22 i s ph
5 Bh R B A s B YD RN (CapeOX) JF RAHEL, %2
Sintilimab B & CapeOX 77 22 14 1 3845 19 RO VIR 5 Fl s
52 4 22 f# ( pathologic Complete Response, pCR) 3874}
314 97.0% F119.4% " 2022 4F ASCO 4§ B 4F 25 A i
TIPS, Sintilimab B4 SOX 5 R HITF
ik R W GC/GEIC HT i BIRYT ™), P s Ib g A 21 A,
Fi AT R B2 NACT IFATROVIBR AR . PCR %, MPR %
G308 33.3% . 38.1%; H VLN RN AR I (38.1% ).
TR AR > (19.0% ). WRELAHHDED> (28.6% ), 3-4
YA R KR 9.5% , ABAT) o 15 B W5 4F TG 9 A A7
& ( Disease Free Survival, DFS) M HFT4& fi. iZHF 5%
K 4 Sintilimab 15 & SOX J5 %8 HI T Jmy #8 i J&& 18] GC/GEJC
R RAFRT AL, AR RIT AR SRR AN R 2 i
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it M BEHLAT B g0 — PR RIZ T RIIRITROR . 1E
A 1 ICTIR B IR T7 7 S B i) SE Ak b gk — 25 4
FF¥7 2, #— W Tislelizumab I 4 1k 7 11 T HER2 B 14
HE R 1 GC/GEIC BT il Bh a7 i) TUIF 9 4 ok 1 Wk e i e
B 5NN, BESZIRTT I 32 B PCR R 35 90.6% ,
MPR % i F 42 TH 535 25%, ROV 515 100%, KRG
SR KB AR, 14EPFSR 1590%, 14E0Sik91.4%, %
7 RAE LT AR IR A A RN, 3-4B AR
JZ R R 12.5%%, 3 FICTEE A NACT X AGC | # iR J7
BUS AT AL, fEHTT 3 LA BT S BT
&7 —3iNeo-PLANET ILIIRSG " 45 T AT, %0
RN A 36191 Joy 5 0 1 GC/GEICHT A, 45 32 37 4 bl
Camrelizumab $THK 5 B ALIT 77 %8, pCR. MPR FIROYI R
RIYHIN33.3% . 44.4% F191.7% ., PiI4EPFSF10S 1) % 4=
B3R 66.9% F176.1% . FH WL 3-4 AN N Sk
VAT RO % (75% ). MFREER R, W RAEAT]
Pz e ok, I HIRAN T ICTBRS UL PR IZ A BE P 7
PR AENE , (AT Ak Sl v A= A7 s

—. CTLA-43M#i5

(—) CTLA-4 518fes S imk % &

CTLA-4J& —Fh 5 R85 (1 BT, & I 5 CD28 4514 |-
(18R AL 0 e 1) % T W A D AR TR A,
#B AL £ MYPPPY & [F Jy 81, HL %0 A8 38 5 B7-1/2 1] F Jii7
(PP A, PI3KAF 4> 1 1% 38 £ 5 W0 4 T 40 Jfg 34005 1,
CTLA-4 ] ST, 1 CD28 W AT LAZH Lk i) 2635 T
WAL A ER B AT LY, CTLA-4 B9 mRNA 1] 4 7% 1
(4 T Al R 5 55, SRAR FHZ R A Rk KT, st iy
A AEH T 8 CTLA-4 1) £ 3k 5%, CTLA-4 5 CD28 A]
e gtk gE A MR R ECIAR BT-1/2, CD28 5 HECLIABT-1/2
gE AR A 2 (IL) -2 mRNA P2 A Ak A 40
JEV N 7 A SRR 5, S0 T 4N 32 MR (5 5 %, (H
FLAT SR AU Y CTLA 438 5 ve P45 4 B7-1/2, 4
il TL—2 43 305 DA T 443410 1) 455 5 42 386 465 T 4 i >k 52 B8 97
PR B0, R R, SO 2 A IR 16
CTLA-4 3R 254 o3+ Bl 2 — .

() CTLA-41EGC g

FUHT, Btk o 1 I PR % CTLA-4 400 il 51 42 45 £
VC AR BHE (Ipilimumab ), i 3E AR HH; ( Tremelimumab ).
Ipilimumah A FDA A T IR I R IAY7 i CTLA-4
TR 2 25 4 B W) E ST R A K e 0 2 e R AR
HOSHIZIY, Z oW IE a7 B A0 M . AR /S 40 i
S MR UD T AN M Y — R 2T R R SRR T
2, TIpilimumab 24 36 ¥ Ja 7 2 J& 1) 5 AGC/GEIC 1Y Il



IR ACR IFANFLAR, — 300 1T 94 5% Xt ipilimumab 524
BIT S5 X FEFIRYY (Best supportive care, BSC) A
Rt A 2T 7R, AR BN, 5 BCSHAMLL,
ipilimumab 21 1) 90 28 AH 5¢ JE #E 2 AR 73] (immune—related
progression—free survival, irPFS) ( 2.92H VS 4.901~H ),
mOS (127MAVS 12140 ) KW B 2R 23% 84
W, RS . ST N R LAY 3-4 GATT AR AN KL PO
Tremelimumab 42 25 — AN 7E GC H i F i CTLA-4 311 1 7],
FE—IGN A 18 AGC (B3 1) TG IR A 58, 4521 @
N, HYMCEERR, —HEERBEILE ISR
MAET:; 40V EWIERE, ARG —#BETER
¥7 8 E IS 3845 PR I FL7E 327 HATAL T RAFAR 17,
IR CTLA-4 450 525 107 ) e Ay 7 2— e, BAEAEH]
ZAYIE IR T, R IR R e

(=) CTLA-41&)7HiX

CTLA-4 41 i 55 25 25 4 & 25 5 & IR ) H b PD-1/
PD-L1# il 57 H, 25 9 Fh 25 B — JF 2 H51C1% H.
CTLA-4 1% A PD-1/PD-L1L I il F1 36 97 J7 & & G )7 I
N, HALERE S CD 47, CD 8" T 4 L it i
Je L 21 32 DA T B8 755 L 5 Treg 200 L 1) L 4910 K #5471
Jifr g | R, I H.CTLA-4 5 PD-1 41 M N 5 516 1 5
PIK3/AKT/mTOR {5 753 #% AH ¢, Bt DL ] BH W X 50 52 A6
Ao P R, SRR E, G LU 7 S AR R Y
TP AR, L, L) Nivolumab B4 Ipilimumab
(0+Y) MARFR Y CTLA-41K 55 PD-1/PD-L1 10 il 57 BE &
77 5t AGC [ FE IEFEAKI AT Checkmate 032" AfF 5%
R T 0= YTEJmy fB ik e S sl % B 1 GC/GEJC 4k L) |
BIT. PR IL A 160 A, 4303 (Nivolumab 3mg/
kg, Q2W ). O1+Y3 ( Nivolumab Img/kglt & Ipilimumab
3mg/kg Q3W ). 03+Y1 ( Nivolumab 3mg/kg B4 Ipilimumab
Img/kg Q3W) 34~ BA %I, &5 3R WoR, 7EHAK AN,
ORRZY % M 12% (03), 24% (01+Y3). 8% (03+Y1),
129 A PFSH 8%, 17% F110%, 124~ 0S % }39%
35% F124%, HO1+Y34 s 3 = A R RN, [ARF5R
HAEVEAS PD-L1 B & MSI-H AR R A 01+ Y3 7E 501 |
AR AR BT R I . B R NS R
FIBT IR I HEAR O AR A T LRI SR T2 LA, Bl — T2
Huty . R BRI R Checkmate 649 fifF53 Hi#
K T AGC/GEJC ) —Z3ay7 A Rt fe etk ARpbstdt
PN 203140328 #&, 43°M0 (Nivolumab 360 mg Q3W 1§,
240 mg Q2W ) +chemo ( XELOX Q3W o FOLFOX Q2W ).
01+Y3 ( Nivolumab 1mg/kgt & Ipilimumab 3mg/kg Q3W,
Ipilimumab fFiFH 4%, J5%E Nivolumab 240 mg Q2W 2445 ),
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chemo ( XELOX Q3W 2{ FOLFOX Q2W ) = 1. Xjchemo
HHH, TEZKAFEMPD-L1 CPS =5 AH#EH, O+chemo
BRE R AEE 2R, HO1+Y3 205 chemo A He UK 2
R ZER, RS, 01+4Y3ZH7EmDoR | s H 4%
RAEH (2970 chemo 2 2485 ) HLWGIpe I ] S 25 i3 S
FIFRAFPEMT 2, I, O+Y+chemo FIIEEATT 77 RANE
(CRGIE

% F Tremelimumab 5 & PD-L1 411 il 1 36 J7 GC (1) A
KW AE AW IT S, INFINITY SR 56 2 — I £ vl
R XUBA A BT L 5, B 7E BF 5E Tremelimumab il
Durvalumab /F 4 T & & B N Fa rE P A4l B As &2 Bk, T
VIR GC 8 GEJC [ Frli iRy T A St F e 2k, %
TR SR 0 B 00 IS BAA Bl BhiGy7 FE ek
ENEIRYY . BRGNS E T, 14 HELPD, 14
HHEZ FARIGIT, PCREN60%, 16 40f/DF 10% 1) &=
BLSE IR RN 80% . 15 B Y FEA J{ ctDNA PCR ¥
S BAPE, SR, AHXS T PCRZEAL N 14% 1 T4 5 %,
T2-T3 ] 5 & B9 PCR AL T 90%,  H. 5 iy 6 fof AH M
WA, XIWFFIEEE T Tremelimumab 4 Durvalumab
VE B B ey T IRAE SR AR P A A . A i
R RS PR TR 5 22 W PRI SE A TIPAR (R AL AT
GERLTCRESE A R s A FAIL T A A T R

I AFEPD- (L) 1/CTLA-4 XL 3t 2% 25 ¥ (AK104,
KN046, MED15752, MGDO19 ) [ 22 ¢ #f i, Hod LU
AK104 (PD-1/CTLA-4) BXA XELOX/mXELOX —£& i/ 77
AGC/GEJC () Ib/ILAF5E RS T Al B U . 4559R, BIKA
BEmOSik 17.414 H, mPFSH9.24 A, ORR 468.2%.
(EARTER M, R ARE R PD-L1 CPS =5 AH¥
m A 15%, FF H B PD-L1J& 5 ik, % E£in]
ek A= A7 451, T AE 2023 4E ASCO4E 2 FARIE T
JE TR Bt (PD-1/CTLA-4) Bk A AbI7 — 23R 97 AGC/
GEJCIW/ILIY i R 5% 19 5007 B4l .7, PD-L1 &3k
IR IRl Bk Rk 1 AR Py AL L e kT
K PD-1/CTLA-4 XAt fig 4 T 1] g 1) ' 4 4 H 7 ok L
XU 7 FH O (22 4, WOZ 2 & ATl IR YT
AGC/GEJC I EERZE . AT PD- (L) 1/CTLA-4RUHTXF
T AGC I HUWERFEIETEH A TH, A4 AGC B E LYY
HRHTI A,

=. ICIHFHRENEER

B T 25 b A 43 9 PD-1/PD-L1 10 i 57 11 CTLA-441)
AR W AN, HA i ICT U AR A K g BF 4, 40 ) 7
—{R IRs Wbk B A0 B TG AL 3L R 3 (LAG-3) 1l S E e Al
HT (Relalimab ), % 22 FR 300 il 38 3% 445 44 $u 1) #5852 1A
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(TIGIT ) il 508 5 M BT ( Tiragolumab ) #1J&E F B7
KM WB7-H3 (7MW3711 ), B7-H4 ( HS20089 ) &
SRR T ) AR S . Hop Relalimab . Tiragolumab 7E GC
TN A AT G AR B B, BUS R AR 7R

m, B2

LS 204E 5L, ICTHRAS T E R IERE, RWiJT
IS REN TE A e SURTIVN =5 N 3 @A 233 a4 & S i
WIAGC B TG . FEHf 2 ICT B 23R T AGC B RChE A
GeE, BAIRIT T RIEBLH SR K
A A A, H T TME B 52 2% 1 R0 G A oA 230 ) 4
fiE, FEOZIAIT T BRI E i 25 RALT B, H
A, ZBCHIR RIS TE 2 AR IF IR, FEASR AT
Hr, GGE RS IR TRYT TR 5 0 R R . TR R
FEMZLGIRIT TS, M FRFFE BT R PR S5 e i) B i
Feud, #E—IE AP IR SE G R 5
FEL R BEESIE W] ICTTE Jmy R S /A GC |8 35 1 L IE TR YT
BOR, [ ICTIARYT 7 Rk I /AGC A v U BT 1) 58
e, Ay R B A 3R BED) SRR 14 5 7 %8
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