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PEM AT 90 F o o IR B TR R 9% I vk B BURS AR X B AT 19 DNA 2R 45 i € 8 42 7 (DNA polymerase epsilon

mutation, POLEmut) W % )\ non-MMRd BE4E F 5 Bk, fEF s xR B L F LU LR

P 4 F 1% A (no specific

molecular profile, NSMP) 5 p53 52 % #1 (p53 abnormal, p53abn) A 3=, 6 58 2 A HL I IR 25 Js) 2% 55 488 K B A S e A
B ARSCR A MAT N A K IR T (vascular endothelial growth factor, VEGE ) 3K 3l it 5 I 45 Ak il K B 28 90 9% 10 )
W 2%, 25 38 i 988 AH 5 B0 411 A (tumor-associated macrophage , TAM) | & I P 410 il 41 B2 C(myeloid-derived suppressor
cell, MDSC) . it %0 Fl T 41l Jiid #E 35 75 J & 5 4% & S e Tt 25 b 0/, OF B0 45 & o8 Je 6 4 1 )P P 2E 12 2 1K
1(programmed cell death 1, PD-1) BH 7 Y 4= ¥ 27 B il sy BR S ZE DAk 5 1), o 52 % Mk 8 V9 IR0 A T TR 7 32 43t

2%,

[REIA] T Er N ;R IO 52 Bl 28 5 SR e T 24

[(FES%ES] R737.33 [XEkFRERL] A

Bl & S 6 97 AR B N B — 2R )T T R AL
B (i1 NRG-GY018 1l RUBY 5% " ), Il IR 56
TE 2 iR 75 I ] A 236 97 % 1) 4 o] U1 5 o i
o JETH 24 . 2025 4 WM 13 B i 9 24 2 45 m LA R 56
fid & & 6t 3 & (non-mismatch repair deficient,
non-MMRd) AR A& 5t ) 5 e 8 52 5 2 /i TR
& AY (proficient mismatch repair/microsatellite sta-
ble, pMMR/MSS) FKik ., HFEU AR, A3l
1) POLE-wt non-MMRd -3 1k 57 T 3 A 4 F 4
YRR Y, SR DR £ 3 G VR I AR S N TR A
W M ERAEPE S BT F . BDAE non-MMRd %5 9]
HEBR S M58 | BUS AH XL 59 POLEmut F
R, EEW IR A o BUHE SR O e T
A (no specific molecular profile, NSMP) Hi
p53abn H A A SC 41 . R IX — KB H Y,
JE K POLEmut 35X 28 7 58 28 D fof . g SR 1R 4K
5 HL 3 TS B i, 5 NSMP il p53abn 4
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L, MAMHTRGFNT 75K, HEMZ2EE
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T by 73 At Rl A 92 A Ay BEL BT AR 25 A PR L T Ak R
S 8K non-MMRd s 1] 1 H 92 iivt 245 BIL 1) K Gl B
B Mg AR SCUL R E N A KR
¥ (vascular endothelial growth factor, VEGF) -
R E o EL, AR KM 25 KA
B Rk R R W B9 AR T, O D R 2 RIS SR I
1 7 L R € O i - ( S 3 o T S
VEGF 3K 3l i) 5 5 1L 8 Az 1l b B 2R e 2 100 1 19 4%
A RES 5 I R G T 24 AT RO BOPE R . W
By, HBTTE N B R R 3
e A FEACHESE i R AH A 23 B B2 8 S T il PR A
B, M VEGF 845 86 &2 40 g 554 . T RE A Ak JF R
il 2N T A 32 Y o B PR R DA A 2 — R
SR UEHE Sk B A 52 AOR s s W R Y R
2R I DR T A B — bR AR, MRS E U R
WITHYE R, RRBE S EAAA SR — T
Gy RV — DR OR SR A RRAE T SR T, A
SCR R LR non-MMRd % ], A VEGF -4
FANH Ry T2, o3 ) e R LR R
U I TE B AL A W, I AR IR R T 2 L BK
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B Gk R R WP AR T, JF R A 2 R
B SR M BT B AR B . Ryl e R, AL
J& 82 fit Bk POLE-wt non-MMRd %148 | 7 48 45 ¥4 23
Br 5 B, B #F non-MMRd % #il i — 25 HE B3
POLEmut .7 J5 iy 1) 5 IF-HE BLA I PR a0 50 1Y
B o 2 AR, A A B AR 0 E 56 R 4 1T 3 i
TR g 2 2 S WA 0 T 8RR . 0 K BRI
PRARGG B, A SCA VR H R 58 1) pMMR/MSS 43 )2
ZHR .

1 BRESSTEESREMARRITK

1.4 3% 5 Hr 3 BN e 0 09 B 5 S ) S e
TE 8L non-MMRd 43 2 6l T, 5 B #2535 BR
(1) POLEmut VRS, 4295 il 47 32 Bt I 38 1 ==
(] F0 y BE S BTk, ELAR R B S RO T 248 A A i R
7R NN =3 1 R & Tl R {1 (T T i % L B
U GRS e R A R, O —
S I 9 B Ay A R IR A RE RS
UNER T i AN < N = S I B L7 |
2% (human leukocyte antigen class [ , HLA-1) J~
AR (2907 31060 0 K its A i) B 1 IR T RE R S
w5 G kR A G I e AE , B RS Y R
7N, W B 5 A R RO 25 o T R A B ) I 2K
IS L I S IR IT A R B R R . Wk,
B PN R R D 5T B R I 0 BB A A B 2 A5 R R T
P BTk B BRPE AE HAELR ;T VEGF 5 R
00 1 40 1S 8 B A 2 HE R X B WL A, H R
Z 0 854 I R AL A 9 S B A A R EAE SR
BARME, A FHRERT, 50
6l 2P & NSMP 5 p53abn, {H =3 34k AH [F]
() P8 AR A 2R 100 NSMP i g 38 Bk = B —
2% s e i ST T IR 2 I A T Sl
Yo e AR T M RAEAR T R ESE A, TR
161 AT e I Ay H 92 22 A0 B A 5 HE Sk SR A 5 pS3abn fib
T8 W) 22 %68 7 98 DUKR s B S R AN R E FiR
SRR R, W R BE T B
HLA- T k28 BU800 T 40 i ik A 52 R A5 4 55 06 3% 5
fIE S e, R 3 A H A pMMR/MSS 5
non-MMRd, 7% 5§ i AR g I vk | 25 E] ¥ T A5
SRR YT HURPE T 22 5 Y
MNGLER BE 2 T A, 12 0 A 0 N 9 0 Y S BT
MR BARBAE =07 Ho—, s 4 =SR] 4 Al
ANTE) &893 g DL i o A bt st 8 I Ccluster
of diferentiation 8 positive, CD87) T 4l Jlfiki= g A

F, FB ) BT 40 A 5 AR T bR a0 2 m xE D
AN EM R RIRES, 2, Rk ik A
[, 4% HLA- [ Kbk | fi b 2 Z R .
PD-1/K5 2 FR W 1 55 30 %k 43+ 1 98 S T 4 Jfd € o5
FREE 225w, H—=, BEESmEREANNE, 54 im
B B M A OC AT 4E A L (cancer-
associated fibroblast, CAF) 45 A9 % i 8% 1k )
K TAM/MDSC & SR AR — 17 50 10l g g 92
S AT R BN N GX — 43 BT 9 LY X B Al b 2 A
Ar i BH Uy s G I G VA T RN AN — BB R A3
e Horp, 23[Rl AP s 2 5R R TR H
M) 55 BB IR, T VEGF-#8 R0 i 8 &
P fif AT 5 BT 22 7 IS 1 e AR I S B0 1
1.2 L AU R — &Ry
Fill 7% 1F 75 51 983 W 00 70 52 % Pk 8 N B 1R R T A
Jay B AR F B AR N non-MMRd 9 B, K H:
YN G PE B AR T B N TE I R AR AR 13 i
PE TR 24 PRI O T 6T R R T L e R R
Ko bdgg S o PR R E AR, SRR YT 1Y R R PR R
Ak T P 2R AT 2 AR A 15 JR 1 e DR 35

LA I R 5% UA e 22 387, I 28 b o 36 o
PR 58 I B4l 1 3R 97 e 80E S A B0, SR i ]
REUR TR A O = R, DA RIA BCG T
ZR BB A RO B R 2 1Y S S M 2%, R — 2k
BPEIRIT RIS, (H X — 43 B 0 [ 8 3 0
oAk K T 25 % B R AT, MR,
J5 % P oA BB A R OF MR T %
& (programmed death-1, PD-1) [FH ;5% g A W 22
TR TT M DG T IR B A Ak B A T A B A A I IR s
LG, B X 2 o 2 T U0 9 191 91 BT A A0 O
A T AR BT R iaI7 4 22 7, T N BOR 55 2
T A7 A8 FLARR S g 5 52 ) A ) 2 Al

2 VEGF-BEZMFIHE R L ®EMARINE

2.1 VEGF W35 % L85 T HMMHEF  76i%
Sr AT FE A B IR S B R, VEGE 54 A B2 2R
£ [ F 32 Kk 2 (vascular endothelial growth factor
receptor 2, VEGFR2) #4 1 i 5 & Bl v] 7E 4 1% ¢
SPEHE R MEENLE Z —. VEGF M S5 &4
B, B 22 R R S AR E
O BB TE B 32 R F 598 R SE . Voron 4§
B, MW EAERKE AR E#FEMEANCDS T
20 B A M A A A R AR, R E LR v R R
JE R, Motz 55 % Wt — b 4g A ) AR KA
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SRR Y QAN N Ui aUANG I S TR
VEGF G Y7 BRIl i (L 45, 77 g8 o el 38 1 5
Go g Z [ BT, e 25 PD-1 W48 43 T 40 i 1F
A5 R R X — HEWTAE B N B T A
L I A 2 R ) A T ARG SRR

FET M, VEGF 3K 80 (19 58 148 5 1R S MO 52 Al o
WA % RE T 40 B wE LA &L iE A 98 SRR A 3k R
P 1 O MR R VEGF -6 Z 6 e ik
fI% & R non-MMRd J5 4] J52 & #ie 328 i 24 v ) v BE A
RS8R, fE R E W IR B BRI R,

= 32 — > EI=g=R = S
AR T R R A ORI R, A AHICHL ) DL & 1,
S 5 S A R TRAE, JF AT AR i R R
FEMESHEFE RIS iR
VEGF/VEGFR23EZh HIF-1 o fr SRIBECIH 512 DNMT1-NHETH HoAthid 25 k2% .
e HEHMEER SW2RIR kA0 % F y ’\ g%gﬁgm
= W T s Rl A M B —
o R . C " ( " teoLit co'THE | THBESE/
LIRS MCT 1 - < BEFE | WOIETR
A i w2 -~ . @
8, ’ TS ST 4l e B&
; = ShiA A BRI RE - “ B W bt | )
5 iy . CD206 i v VE 4%
v e mi _ i 27 . el * &
( @ _ 0o, 1L-10 Lif M2% |T1A—\:/‘ » Sl | B::|
Ve BE A 00 = 673 )
~. [N SR g AN oy
-\ FRMEER
ERESN TS
nggéﬁgéﬁgzﬂ R FasL R PR

MDSCH 15524
E1 VEGF-BERMHMEBXREMENERTEE
Fas Tt #4 (Fas ligand, FasL) ; & i 5 I 7 1a Chypoxia-inducible factor la, HIF-1a) 5 % 1k 24 & P F B1 (transforming growth

factor-B1, TGF-BD) ; ¥ M AL T- B 4 1(programmed death ligand 1,PD-L1)

2.2 WHAMMIEESWARM L E4 £ VEGF/
Bl ST I8 T Y S HE TR I RCT B AR AN AT fE
— 2 5925 I 1 N B 1 SR e T 25 . TAM &
% I 45 (1 B AKON A M, RS [ R 0 B T T
AR o 57 P9 RS9 A DC W55 5 T, Xiao 45 ' 42
SR 7= Sl N = e B R O = 9 P R N
/NRNA-21 (microRNA-21, miR-21) 5 EVEA
Mo 4O Ak Bt B 206 Cclus-ter of
diferentiation 206, CD206) 5 FH 41 Mg i+ &
10 Cinterleukin-10, I1L-10), & #F B W40 s M2 #f
Wefl; Liu% ™ it —$8oR, BHEESHE T ladK
PR TEER, SEMAE P REIARFHR., X
SEFL R ] R MR 1Z 1 1 (monocarboxylate
trans- porter 1, MCTLD) @il ik A E WG4, fih &
DNA W %t %% #% i 1 (DNA methyltransferase 1,
DNMT1) -$% 28 # & 7 (Na"/H" exchanger 7,
NHE7) g s, fnid TAM /g M2 81 &9 5
WERBE N &SREM2H TAM W5 K2R
e 45 28 e LR AE 25 DD AE OG YL 5 0L AR
i, miR-21, MCT1, DNMT1 M NHE7 % H T
S IR AR — AR ) 3K 20 v 20 A B 4 R 1 2 4 30
T S IR AR A0 T S A I A miR-21 1]
240 M 1% AR 5, JF S CD206/1L-10 | i ;

TR A MCTL # A B BE4 L J5 , #l A o
DNMT1-NHE7 # 53 % 12 R Wi {2 9% . &1
AW M2 RAIE ¥, X3 FAEA T
EAE o SE S FRAE W Ie, e T U Bk AR
FIFLER A R anfer 5 TAM & MR . Dag)z
T FF) 6 5 410 1 E 4l D0 B 22 ok 1 — R R B 5 <
Ml S AR B SY, B M2 B TAM ] i i g i
IL-10 K b 4K & MR i 1 Carginase-1, Arg-1) %5
G PE AN 43T I 55800 T 40 e T gg ', TAM SRR
FIA41 4 % 6 Cinterleukin-6, IL-6) i nJ {23k I
] 5 e Ak RGBS AR ek A Y. Wk, o TAM &
T SR BRAARNEE BT S 2 R, BB B A
S VE RPN SR, MR C e T B D5
AR S A PR R

MDSC 82 5§ 4 8 73 o Yokoi 4 4 75—
Tk Gl R BA S L 4 S 6 R0 Sl 4 A5 A ) A 5 b
5 i, BRI ETA IF AN A B A R S il N B T R
BN IR AR A AR HA T 2% A A RN T IR AR T U
LEPR | I 7 N L B /R 8 el 0 S
¥ (granulocyte colony-stimulating factor, G-
CSF) J Mo & iy PR BT 1L-6 1 9 AT i 3k MDSC
P 5RIE, i e MDSC AU i T 41 e D RE
SIS L O e R O = i e e S i K
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il Jgg 1k e AL ST it 25 . D’ Alte-rio 45 ™ ik — 2B 7
MITO-END3 #4673 b s, 8 N 50 8
6T H AN JE SR RE R UR PR B 48 M2 (monocytic
M-MDSC) #ii %
o TR IR, HLUR & &k M-MDSC 28 78 MSS fif
Hhm T IR EAREMNE; ERIFE, M-
MDSC /KF-7E MSS & h 2 BT HE, mAe il T
B TR E B R B X SE Yy i AR A
g 5 40 115 5 MR YT IR 25 22 7 22 1] Y OC B 42 it
TR H AW AR A R DL E B R
Ji i B P it 24 %) 78 43 DR AR ML o
ML 55 18 $27R , VEGF-VEGFR2 {5 5 1] fig
HBE R P35 PD-1 BH W I N 25 A 3% #% . Zhang
G VRGN B e FE s, VEGFR2+
RAIM 2 R IR TS B AR 1 (programmed
death ligand 1, PD-L1) 5 Arg-1, JE mi¥0 i &2
Z R LT 20 M AR e Y S A 90 ) B BHT VEGE -
VEGFR2%#H5, B4 PD-L1 7] Fid, CDS T 4
WEVEFT IR A . B Tz iRl IR dE s ok B 1
BN R R S T I R BB, PR I AR SO AR S i
BE 2.4l PD-1 FH Wy AR 0 2 i AL 26 2, i AR B4
FEL .
2.3 VEGF-# & 4l il fh 15 H: i 245 09 45 64 5 1
VEGF- fif & 0 % i 5 CAF/% fb & K H ¥
B (transforming growth factor-g, TGF-B) 4 FHY
SR EPZ R A REAAERIKCR . Wang M 7
T B N B K R CAF B BF 58 b iR, CAF &1 55
F¢ B TGF-B. AT 40 M A= K& B F Chepatocyte
HGF) Hl g £F 4 40 i 4 K |
F (fibroblast growth factor, FGF) 7K3¥-TFhw&, Al
o5 S MR AN B A A= b Bz TA) BT A% 4k Cepithelial-
mesenchymal transi-tion, EMT), 355 HiT 5 fl
2788671, Sulaiman % " HE— 235, R A G
CAF 1 PD-L1 %A Jhm , H PD-L17E Mg /3 5t
TR 55 v 1 2 3K 5 R 4 G WL R A AR R T
PRRFAEAE G . R4S R4 IR CAF 2 5 5L it 51 1 Jf
Aaesem R, EMAGREZRIENHREY
VEGF - 22 41 i b M [7] 44 100 150 2 f 253 % . 5t
A SORE I A8 5w — 8 AR A — CAF /3 1 B B 1) %
LR RAE RN —Fh AT Rz IR A WL B . 7 CAF Rp4k
SO R TR R R RE B AN T 48 A E A
A S BTR BERE ), JF SRR m B S A YT S
2k T P T 245 4t P4t 0 7 it R

3 CHERKAEPD-IENMNENEREMEE

myeloid-derived suppressor cells,

growth factor,

BR

3.1 A AC KRBT L e e R Ak
B AP A 259, E R 80 ) il 48
A K W F 32 AR 1~ 3 FSCEF S 4 i A= K R 32 4k 1~
4 (0 Z2 B0 s AR, A R i H A R e
A M T ) . W MR, AH KL
UEHE 3= 2% [ A IG R 98 . Kato 5§ ™ i 58 & 9,
L by 16 PR AR AR KRR B P AR E R R R S
5, ary A TAM 2 F B 48 % ¢ (interferon-
v, IEN-y) FECKEE B, IR & 061k CDS' T 41 i
ol [EE, €M e 3k -G PD-1 BH W) 97 80t
FAE—zhy, $EORHW ReE k> TAM ., #0E T
P 23 [ IF 3G 9% CD8™ T 4H M &4 1M & #5 U [WIVE H o
X5 VEGF /i S 198 R s Ml A 32 5 1, wl Ak
Shy fift R B G IR A S B AL AR I 2 — (B AN BB
B T 15 B R A B R R
AN, B 2 I8 T RE 4% 5 e IR A A X
aBE Lk W 2% o Adachi %5 770 5 9 b T I R BF 5%
PEoR UL 4k A A A PR 32 R R O T I 55
i 98 4 B 6T TEN -y {5 5 i g, il % Je ml s 43
PR X — 8 s e, JF BE g2-ERE A . C-X-C
By b R 10 S5 e 4y TR Ik, XABT
B P B R 0 IR AR E AN T AN M SEAE . i T ixOE
P 1Ak B R R R I KR, R S S
T UL IR A T B AR AL G BN Y T REME AR IE
B i A R0 A 14 T e AR 2
3.2 MAENEMIMKER SHRBEEIKEPD-1FH
Wi e 52 Ve R T i R 4R, 5 L A
B S TR BE A HL A — B0, SR AE — IR T
A S BB O RO R AR ALY Y, A
RF7 B 2B A W BoR H ks Y. MR
[ VA 97 2k SO R BE G B 2R 97 30 25 5, AR SORE ¢
m RIS AT TEMN (KD, BERE, —%
B YT AT TR A Ak 9 B 4R DA S B P T s R O B T
JoT M AL, T AR B S T O A T 2 A B AE B
WWRITEME &Y 5., Wik, R/ E2EITEA
HIAT) & — IR 7 il G B0 SR 2 TE AL T
fili LRTR ety . midELLbt VEGF B-G PD-1
FHEERIT
33 EARMaEkAMEMANEN KRECHK
B eW G PD-1BH W £ BEAE VR 9T I 785 e b B
AW K25, H KEYNOTE-775 & B 52 it 3
WS ¥ HE 7R, &84 8 16 W) IR 22 M sk R S
sk 70 I, 4k T 24 0 N Bl AR N YA
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HATE W

F1 BB/EREFENBREAREIT&XEIERXIETE
I PR 32K 46 WITER R A AEE HITE A HEFFAIT VO AR BB A SE B /B T R R E A G R A A ) A R
NRG-GY018" —£  M~Ns  fhyrHmamml oo R 2k BT B G B o8 R O VT A JC I R A AE 0 KU H =
5.3 /R i 0.54(95% CI:0.41~0.71)
RUBY™ —2 MEE L TR BRI R B4 R K AT 50 B/ Bl TR RS E R O DT A O 0 R A A
g E&3 W KUK 12 =0.76(95 % CI:0.59~0.98)
LEAP-001"% —£  ME Kk BRI SRR BB L AR E Ak
T 2 T ) B FpC A TR R AR A AT AU e =1.01(95 % CI:
HPLCRAIT)  HBIRREHAYT 0.83~1.24)
KEYNOTE-775"" JG%  SHIRIYE BRER I CAGAERE T AEEE SE R A HEE A S A0 o A G A ) KU
it TR B 2R H=0.60095%CI:0.50~0.72)
JERIMI/E AP E A T ZE R R
% jize21a AT iiif %
PR i
AtTEnd™ 2k WRIMERE K ST R BER] B R R Bk B BT S C IS B 56 K /T R E 4G R R A AW KU L=
Bk LT e fF 0.92,95%CI:0.73~1.16; & & N\ Bf JC ik & A 17 0] KU
H=0.74(95% CI:0.61~0.91)
DUO-E® —2k  MRIERE K fRIT AR R ARORI U B B BB A on A AN T R A A« AROR) I B 2 e ) R
/R K A S ABA AR E=0.77(95% CI:0.60~0.97) ; B A& F It 8 41 + 18

BRI ) 2

L ) 2 5 2 A ) R AL XU [ =0.57(95 % CI:0.44~0.73)

W4 BRGS0 — B SCHRT 5 o 85 RO R T LR AT 50 A 3 B 2 R a2 20 A, R 20— 52 BN S 048 52 5 4 / ok T R G I 20 T i Jé
AEIU EBEEE I O T R FEE A 950 CTEIUR B 41015 W 2H 45 5% D00 O B XU bE B0 A AR E B8 B o AN [T 50 1) O 30 Jré A A S0 P A O X
GEAT A0SR P R r 2 E SOIF AN 58 4 — 30, R BR AUIE A AN AR B B L AR

I7 R )T W OB RS N, AN PD-1 3 [ 5
BTG o S5 A PR TR, AR LA R i A OE E
fRB ETHAR Y 55 B A / BE JTAMEE R A R f
2SR B 3 A R AH R A R IR YT R
JEEC X H LN IR A BR . L WA E T
AR B4 . e AL ATF 9% R0 5 R b Bt I A AR T 24
9 2 7] S F5 ML HE L

B, M ER S RGO e
. SR ME VEGFR] - 3)5, 178 FT I A
RUhd > TAM R L 39 3% IFN-y A5 5¢ & B Al
CDS8" T 4R i > 25 4% ik i 3B 4 ok 24 ) 5 5%
AR, B Y LR AR AT R R, JF R
HERE R AR . T E N R T, Ah IR L
/NRNA-21, FLE2 2 DNMT1-NHE7 #li ] {12 gk 5
20 1) M2 B R AL A L O R R % O S T
UORE R AL — HEWTER AL T A R A OCZR &

B, SR HSAMEE R B AT RB A RIT R 1. L
VEGF/VEGFRIAYT J5, M F 5 o7 20 Jd ] 3 o
FGF. HGF. TGF-B % & U1 £ i 4 4= hil sl fie 5=
G AGE B AR RR A SR B YL mice ik, FE
W R IR CAF MG 55 5 EMT . PD-L1 &k &
fR2E VR BRI A OC Y kR 2 IERE T,
AR R IR IT R e 0 sR AN R S B
VEGF Sl 5843 0, AH 5 FE BRI 158 28 A% 5
AT5A] B 3 2ok R AR A A . CAF /36 51 ot i 1 4 922

HEJx G A VAT R D .

S5 = RE AR I 2% AT RE PR A ST o R b T
TR, IRITE ARl TAM . MDSC %46 2 4f
Jifl R 4, Jf @it Arg-1. PD-L1, IL-10. IL-
6 554> FHISS T AN > . T 5 I P
FHIV 2k % ;. Yokoi 55 1 42 7 Jib Jg U5 1 7 4 e 4 V&
N 7 S TL-6 9 Al i MDSC ¥ 14 511 ,
D’ Alterio % " W £¢ 8] MSS & 16 J7 )5 4 & M-
MDSC K5 b T #e . bR 25 2 5 A e iE B O
WK S B O R B SR B PD-1 BH KT IS 9 4k & it 2
H 5875 i J& J5 0 OC T & i far . PD-L1/Arg-13%
K CD8 T gk . Ih IR b, S e i
et B BT AT R BRI RGBT A AR U ), 4R
48 T F AR B 0, I R 55 Bl A8 A BRI R 0
I N e T

4 LI E £ MBS EIBE R E [78 77 1 R R

41 BEREIRIT  RECMHEEES PD-1H W
O FE B VR YT IS M 01 /2 k1 18 N B v o o
e R A (B, AR — SR B I R 3% 1k Sy % kg7 B e
fFaE B8, LEAP-001 475, A4l ¢ s e Bk
A MR Bk B R AT AL, ML — 2
NBEP UL # 1 KEYNOTE-146 48 £ 43 b7
AR, S B 2 s R 4 X T 1 B W R
SERMEA R, 2 0E L # P non-MMRd A BE /9 it 24
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[F] . BT b A I PR B i A I B ML IR 4, 2k
WF 7% WK TAM/MDSC 3£ 5 /9 88 2 40 61 /9 25 175k
Iy 22—

B 2R 8 ) IR YT B AL A 0 B R A M S
EFESE R TAM, PLJE]55 MDSC/TAM [#4
PEAM W RORE o T e N B TG R IF 5T R, R
fitf B1 2 m 3@ 5 C-C 3 5k N 7 Rk 2 fE F 5
Wk 240 JiL 55 5 I 4 2 ek g 0 R 05 e R At S AR R
B PRAFFE b, SR V% R DR 1 32 R 40 o) B 5 o e
PR E A MES R TE B B Y. HRTRE R E MR
7 FE T8 g v i BRI ORISR A A B,
W3S A AR A AR 3 — L R R B ), X T
Pt VEGF 8k & PD-1 BH Wr 5 475 47 75 fe 92 41 ) 1 8
o, SR EE A 2% R AT T B A ML
A g N — A IR T B A
42 FENZEHEITSREH  BEE SRR
¥, % /0E R W B BE A SRR YT R B F BT
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