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Abstract: The vast majority of colorectal cancers are microsatellite stable, and their immune microenvironment appears as a “cold tu-

mor”, which is basically not sensitive to single immunotherapy based on immune checkpoint inhibitors. The current clinical research di—

rections and hotspots mainly focus on two aspects: First, the combination of immunotherapy and traditional chemotherapy, targeted or local

therapy, in order to adjust the immune microenvironment of microsatellite stable colorectal cancer and try to transform the “cold tumor” into

“hot tumor”, so as to improve the effectiveness of immunotherapy; Second, to screen potentially meaningful predictive markers and clinical

characteristics of immunotherapy efficacy, and to enrich the population benefiting from immunotherapy in microsatellite stable colorectal

cancer. This article comprehensively summarizes and reviews the research status and hot issues of immunotherapy for microsatellite stable

colorectal cancer.
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B ERER (microsatellite stable, MSS) %%
BH WY R A BN 85% MR VESS B
FEH) 95% «  H ARSI IR BERFAE LA 5 92 8 f B0 A 41
JEFEIY Ry 3, bR I O A4 3 ) A AR e 58 A8
f1fa1 ( tumor mutational burden, TMB ) i o , Wwk
AR SR <4 iR 7. KEYNOTE 016 BF 58 & %
B, MSS AUHEF5VE2E 5 798 (metastatic colorectal
cancer, mCRC ) X B — G 28 K A 5 30 il 77 3L 4 T
2P U gl MSS RILE T 9 B S e iR T
IR, e T ) S o B EC AR A 5 B
B P8 6 3 AT 32 B SCHERL R o 32 BR T AL AR R A
BT R e Z PR, R - AT R ER

FH PR S0 K 55 0 32 5 A &5 B e e iy oy
(1) “BRE g, A B i T ST
L 1) A AR R R R T AR S T Bo T MSS ZU4E

[ e BRI , A VIR By R
(2) “FRiESRmE”, SR MSS RIS B i b e s ih
7R 4 BT AE 7> T AR Y . DAL PR SRS A
RSO 0 R MR SN 285 B Wi v AR R AT T2 R R

1 MBS EMENRERS R
11 RERE SIS TN E R B

I PR AT, LA A B AR IR (vascular
endothelial growth factor, VEGF ) / M3 N A4 KA
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F5Z 4K (vascular endothelial growth factor receptor,
VEGFR ) 100 il 77 T A7 Jiev 53 i 287 3 A4 ok 20> B i A7 1
WAL, SR PR 25 Wk ik KON S T 4
LRI, 50 T 20 M0 2 B s RUR Sh AR AL, [
Pl /D G 922 100 ) 240 B ) 32 30 M2 R g AR OCHE B
W 40 Y ( tumor—associated macrophages with an M2
phenotype, TAMs—M2 %I ) F19&735 T 4} ( regulatory
Teell, T,,) %, M5 %8097 BAPMAER
DL ] VEGFR & 3 1Y 22 $8 50 1% 22 R vk it 40 )
51 (‘tyrosine kinase inhibitor, TKI ) B EFEF
P FE T 5 1K -1 ( programmed death—1, PD-1) .
Pise B A A IRl S K G TR Z —. HA
REGONIVO W58 I B U438 5 40 5OM) G Sy e
A5 o i AR 2 iR T ETR M MSS B 45 W i
AN AR AE Th WIRESE, fE MSS & mCRC
B W 2% % >R (objective response rate, ORR) =ik
33.3%, | FE TR ( progression—{ree survival ,
PFS) X & 41.8%, 14 24 1% (overall survival,
08) %K 68.0% . Z 5 ki SEA47 K A [ TKI 5
PD-1/ B )P LT 32 R B AR —1 ( programmed death
ligand-1, PD-L1) FHTECS J7 24N mCRC J5 4k
IRIT W Z ORI HGE . 45 dE3% REGNIVO™ |
REGOMUNE # 5t ' ( 3ifi % 4F J& Bk & b 2 2 8
it ). REGOTORI 5t 7 (i X A J& 1k £ s 3 3
FIRALT ), ks e R I A 1 e RSP g ) A S
LEAP-005 #F 5 45 H i #a Ao " (SARER e ik &
MR BR BT ) &5, XSS R R H AR
REGNIVO 7% 19785 ORR, AR3TURF5E i FH I 259 R
[F) HL TKT ) B S 4 A 22 5, 97 80 BORPEAG
kST MR, EEVA b S AP i A8 A A TK
J7 %A 8 mCRC = 2R 77 I WF 5248 ORR 2978
7%~27% , Bim¥EHIZ (disease control rate, DCR)
H 39%~80%, i 0S K 7.5~155 D, HHTE
PR =2 B2y (FmdedRJe . MR JE Bl TAS
102 ) B AL XF PR 56 ( randomized controlled trial,
RCT) AF5% 45 5 4 ORR K& 0S 7E$ifl B ¥ A —
SEHEE, AKRAR T T ZIT RERTMEE RCT 2Kk X3k
FEACHL LA TKL R & SR I7 SRl =Ry 7 1Y
JrRN R el DA 2 SRR X — I SR E A Il
ISAGEET B

BABTIE UM IRE i A8 A SR 1) 25 ) 20 DL AR R B
YUK B RPEIRIT UL RCT WE5E, (HIEEZH:,
2019 4% B M B 98 N B 2% 2 ( European Society for
Medical Oncology, ESMO ) #Zifi ) BACCI 5% L4
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T AR B A AN DL Ak B BT S BT PR T B A T
VRN = ST a4 B R sk L SR
R, PURFER BT BB 2H ORR fdm, 1B
Hi42 PFS Fl OS JCBE . MODUL BF 5% 4 45 BA 31 412
W, —Z4GRIT IR E Y mCRC fE 5-FU+ I
PRBR B LR F 155 B RE BR BB N 4R IR YT
AW PFS K 080 B B 2021 4F ESMO 23 14l
Y ATEZOTRIBE FF5Y Bl e — 22080k . 3%
I AT g A 218 B AT FARYUTER Y mCRC,
95% +& MSS %1, % 2 : 1 Ffibl#Z FOLFOXIRI (
OISR + AR B + S RS + R BERE ) i DL
R AP B BRI G BTRFER BT, FEIPRA S
Johi ot AR A ) LL A, MIZH 22 R B A GEit 7 B
(1314 A vs 115 A, P=0.012), {HFE MSS
MW HBHE S, WAZRTEGI 2B (1294
Hovs 114401, P=0.071), XK PFS R4 H
AT IRE I HeS2 , BONEAMY IS, A BTk
FABULH BY 22 3 B RO DI BRI T IR, LT
TE =25 7 R A DUARCBR BT SE Al b HR I 5 SR 2R
I ) SR SR AR A AR AR 7 J7 1) Lt i = A
H TS AT — 28 RCT WF AR R bn it — AT 5
DU TR BBt IS S B 7R AT 28

AN R AL BE L5 A AR 1] 245 ) 5 B B TR 97 IR
A I BT RS S EARBLRI A B, i s mT
AE5 TKIZE 25 Wy 1 0 Z 40 ki, Bk 1 Ml VEGE/
VEGFR i fi%, i n] g o 3 1 5 SR 88 45 A1 DG Y
B i /MRART AE A K R 32 4K (platelet—derived
growth factor receptor, PDGFR ), i Ifil 45 4 i & %
& (angiopoietin-2 receptor, TIE2) H1 £ 7% #i| #4
F 1 %2 & (colony—stimulating factor 1 receptor,
CSF-1R ) S5 7 A BT 1T L 5 S e 1697 03 [6)
PEA Y Ra TKI 2825 k& S 3R 7 1t e = 1
WEPEXT IR SY . XAE5IRIEAE MR
12 SERTBEENHELHREFTLED NS
( mitogen-activated protein kinase, MAPK ) i@ 2%
L aPSEY)

PR AE K EF 321k (epidermal growth factor
receptor, EGFR) HAPIA A A EM,
WG 28 BRATAE Ry 1gG 1 B TE BB AR HAT B i AiK
10 4 A S 0 4R B AE ) Cantibody—dependent
cell-mediated cytotoxicity, ADCC KN ), AR E
anti-EGFR T 4 g &% CD8*/CD3" T 4 g, [A] B v
B BT TR bR A ) PD-L1 K3k, SR
gEAM Y, BT EGFR 8415 PD-1 BB al fig
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FETE DRI, — e/ NE A 5T 0] 20 4R 3R X Fh R
G, —ZIRYT i, EE TR Y
AVETUX W5 R AT [FOLFOX ( BV FI4T + W
RS + BURMERE ) 1 579 % H KA PD-LI
Bt (avelumab ) ZEWIIG RAS/ V-raf B R BRI
% Iﬁl{ﬁﬁg B ( V—raf murine sarcoma viral oncogene
homolog, BRAF ) ¥F 471 mCRC T y7 35 %4k,
GEHLEIR, 1 AF PFS 4 40.0%, HA7 PFS A 11.1
A, F 4598 % (early tumor shrinkage, ETS)
H 79.5%, 3~4 BRI KRN 60.5% " 5
AARIT I, AT RE AR A P 2 R B
CAVE Hl AVETUXIRI P35 SR BIF 5 23 SRR 1 74
- BT O P 2 BB A ST R A B 4 P
Pory R T R RR 7 2 BB P R
BARPEIRIT” TR, RAS B AR R A SR 0 N
8.5% M1 30.0%, A1 0S N 124 H, MEIHE -
55 BEAE B4l Y 22 E TR PR R CRICKET #F52 1
ByrR ez S " et T RE AR R A A Y 2
PRSI RAS B A4 7 mCRC, — I 1T 3 AF 5% W22 XL
ST (PHCEBTR AT ) G 1hJE St
Y75k, 49 Bl ORR Hik 40.8% , "I i PFS 24 5.7
AN, AL 0S HUAFEME A 27 A P, (gt
— YRR UL, A B Fh RAS B A 7Y
mCRC TERTZIA T AL Z o P2 b, X
FRER A AR 18 R D

MEK il 50) 5 S e B & it 5B 12 “m It
iE” . MEK i 5) cobimetinib 7E i PR
FEH R ] R AR ) E AL AN E &Y
I ( major histocompatibility complex I ,MHC-1) 2&
U, iE M T 40RIRE, B9 PD-L1 FRgL
atezolizumab 19 T 98 3% P Y. Ib B AF5¢ h, 23
1) MSS U5 F g des f8 & [ o 22 458 V-Ki-ras2
Kirsten K 5 1R 988 9 57 9 2 X [ R4 ( V-Ki-ras 2
Kirsten rat sarcoma viral oncogene homolog, KRAS')
RAF | $%5% cobimetinib B atezolizumab V557 35745
SiEE LIRS ORR (17.4% ) 0 8K S 22 PR 1Y
I 391 8F 5% IMblaze370 1 L) 45 I 45 £
X4 atezolizumab 7£ OS J7 H X BELL T atezolizumab
G E AR SR P, R SR AT AN AN R
AR A YR S I P EHIE, X —BRAR
S Y

EE X R BRI R A BRAFY ™ 5875 IMSS B2 1
g, HEAR fE 2 KR ZARYT S BARF i 71
B4 T EGFR B4t o MEK #1003 5%, HE 75t M\ BX

cobimetinib
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B RPEIRIT AR M RTEE, T BRAF™ A
TE S T ) 3 TR 20~ A 5 45 SR (DI 78 A7 7 B 2
RITEUR A E . 2020 4F ESMO 38 — 0 SHIR A
ol JE R BF 5T, EFXF BRAFY™™ 98748 mCRC
F oK BRAF #i i 5a8 Fr4E JE . MEK 100 571 iify 52
¥ Je & PD-1 B4t (PDROO1) = BEYAIF, 21 4
B ) ORR & 35.0%, DCR A 75.0% ; 12 ] &
1% % 37 BRAF i 5736 97 79 MSS & & & ORR ik
41.6%"", SR NIRRT —58, @R T 76X —455k
BE IR ORI I A5 S B R T R RE R W R A AL
UE S
1.3 GERERNEFBEESR4LST

ZR R, ST ke bR FA2
FU 28 F1 48 42 2 55 0T Rl 38 o 5 & G0 8 Pk 4 i 3t
T2, M MHC-T 28 437 3¢ 35 71 i Je8 40 Jfd 37 A= e
TR, Vit o3 A b B 22 0 o) 200 R, 4 o ke 2
JifL PD-L1 2 1K 55 3% 12 o 35 M s S s o B, (|
fRIF R . Ml VR A 507 45 T g = A
IR R B 5 4 45 B . KEYNOTE-651 fif
FEANPPAG A TR B BT () 20 35 B o TR B — 4R
mFOLFOX7 ( By R4 + MR 55 + 80 IR w5 g )
o 4k FOLFIRICHH R R BRE + 7RG + SR W RE )
1T mCRC TR 58k, a5 En, ek,
F ) B PR BT I S mFOLFOX7 40 ORR - 58.1%,
ME 2 ) B BB B & FOLFIRI 4H ORR 4 15.6% 2%,
MEDETREME 58 W 2R F FOLFOX Bk A& B2 & At
HL T tremelimumab X %2 — 28 78 )7, ORR &
(62.5% ), 5E4Zf# (complete remission, CR) X
ik 31.3%77 . METIMMOX BF5% I #4224 #2 5 & 7
LY R LA B 4R )T [FLOX (B VDA
B+ FRmERE ) ] BEA s A BT e FLOX 7
T — 223897 MSS B! mCRC 1997 %, ORR 435 Ky
50.0% A1 23.1%, BtA& 4 CR % N 17.9% , T i
PFS 43514 6.6 F15.6 1 H % LI 05T 45 8 5 10%
R AT G Ry T TR b i, 7E
ORR M AEA7 7 AU AR A $0 BA#, {H CR REH)
TN, B AWFIE A LR A TR R E 22
SR YT RCEAR B A 1 25 5 I SO AR T AL, AE
I RYT TR IR T IR =, AR
ZIFER T S RET =B £G4 107
JER RS, Ly 4 Xk i) ATEZOTRIBE #iff
G DL ] PR T TR 2 [ 2 B B e 275 1 e 14T BA O
TETF I XELOX (YDA + RS ) + D4R
BREGTA PD-1 Buhi i T RCT BF5E 4.
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5 DNA &5 B AH G A L) 259 n] RE < E kYT
S GREERIT RS W SE Frrh A Y, R AE T
FEOR I UM R AL] . 4 O°~ HY 3L S IE R4 —DNA H &
% %% W (0° methylguanine DNA methyltransferase,
MGMT ) ) 5y i J2: & 5 Je 16 77 5 £/ DNA $5i 475,
MGMT 5 A J5 3l ¥ i B 56 Ak S By 5E P2k 7% 4
5e8 Jirk 96 200 JH X e A ) B s BE ik JEE (temozolomide,
TMZ ) HEUE I, 47 MGMT LR TER (5 3h 1 H
FeAl R L RIR B R ) 0 IR 2 TMZ AR LS b
] IR 2 Ak MR R 28, 3k & R TMB.,
MAYA #F5% IE 2 56 T I BR 78 MSS RIS, B e h
KRR TMZ % AT R B A iy sk 2 % 1
BT IE A Z IR T HA MGMT LR IE 1)
MSS B! mCRC, #5252 2 4~ ] T™MZ 367 Jm Jo it g
B TMZ BR G XU iR YT, W7 30 ORR & ik
39.0%, it T RETEGE i) MGMT ULER 45 H 1 i
L TMZ AL 10% ZEA7HIYTRK, FEATRHE 1 AN G
{E5 R A i 319 7 A% 2 W 5 | I 3 R TS 4, 7R
FEA BT (A5 7
1.4 NEBRRESMEIFERSSEREGEME %
Ea=big

o5 e e e AR R 2 I . 2B TR Z AL
TS50 ARFEERPLUER G b T A h R
15 MSS B4 B i b e AR S iz — . CCTG
CO.26 W5 & B Hif e — — 00 B LA 40 L B2 v T
Wk EL 4B A ¢ 2 H 4 (eytotoxic T-lymphocyte—
associated protein 4, CTLA4 ) P 3T tremelimumab
HkG PD-L1 BT BEARIC BT (Wi ) S
X FIRIT (best supportive care, BSC ; BSC 2H )
8 mCRC JG&IAIT I RCT BFE 7, 455 R,
A A % 20 45 BSC 24 P 2 OS SEK 2 4 H (6.6 4
H ovs 414 H, P=0.03), {4 PFS #l ORR K,
ORR Y 1% J& o3 Hr s, W58 A4l 3
A9 {2 TMB 5 ik 20.4 mut/Mb ; TMB>28 mut/Mb
1) 5B T MBS IA T Ak as B R R SR K
(¥ B £ 1T AE J2: I R b MSS Y 45 H Jig i = TMB
M EE L E R T A, RiZid A — s K
W5 e 38 H A S S R 5 25, A0 BE ik L 40 A Y
{1 F A 3 (lymphocyte—activation gene 3, LAG-3)
PO MK4280 IS IH A BRBLHT, Fe R I T -
(transforming growth factor-p, TGF-B) 1 %l 5% {&
P15 vactosertib BK 5 WA A BR o405, HEAR
e T IADFSE R B, (HDA H F A 9 25 R HE LA i B
T E 2,
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1.5 RERESIEFIBEBEETT ( ByTiEeE )

Bt b, BT R EERY B M B
FIVE R, T W RE BRI P . A2 i b e R T
YRR R AE . M A1 PD-L1 ik L H R
5T 200 JL V1 b 96 40 e PR T 0 A, I, e
FEVRIT A T AR BR T 240 B A0, 1458 07 X R
PSR KAE T, HOTERG S in T ie vl e
B Y, I RAATT A ZERILE Y. 7 mCRC
TR A R P R IE A £, EERE
SLBE R T IA AT 5% SR FH 4 2 ARG b 5 47 DE K Bt
B BRI KT IG T 40 ) MSS ! mCRC, F&
R AR R B ORREY . 455177, ORR H
12.5%, DCR } 29.2%, Hif% DCR %, i 0S ik
B 15.8 A H o 5 B K ) #E 1e) BCA f E TT AK L
B, RHMAIE, 265 RmERIT R L
T A3 E 7 20 CREUE ). i CEekft ), X
ST X e RR (AT AR B ) T BT (15 S a7 )
DLRE Ao (Vs ) S5 G, BITFARkT R
FEA TR FE FIAR 5 A TR () 077 2 o

2 MSS 2SS EmERRIRTT
2.1 FERREAL R o R # i B IR T

it g o R0 R DA R A R R R v R el
B S B2 1R 9T B 5 25 SRAGES 17 7 At S A58 v R
KEWT TR, A2 BT ar U0 Ja) &0 0 391 45 1 o
BT i B ALY 4 18 AN AR HETR T, MSS B mCRC
B PEIRIT T A2, X AR 5T R R MSS B 45
i Ji; B4 5 2 S il B S A0 O AN B FF o NICHE #F
I 2 T TUHE 1 T~ 45 i 98 W36 97 B R
HHT T BG I R/NEARBESE, 9 AR IC 12 52 i
( deficient mismatch repair, dMMR ) MIHEBER
i B ( proficient mismatch repair, pMMR ) A~ BA
I, BHEEZ 6 FXIRITIE 6 Mgz FA T,
iR WR, HAeVER 2, 20 ] IMMR &
100% 3K 153 5 38 2% fift, 60.0% ik 5¢ 4> #5 H1 2% fi
( pathologic complete response, pCR ) ; il NS
S, AE 15 BRI PEAL R B pMMR (5P, WA 4
B (26.7% ) LILRELGEME, Horb 3 Hilik 320K
FZZf# ( major pathologic response, MPR ; H K5
PHZE i, 5% B <10% ), 2 35 3 pCR, 1 )
1% 5% B8 MR, J5 28 S B2 OAR B2 40 i o T 4il i
CD8™ PD-1" MKl fEJE pMMR Jiz i G 2 1 25 1Y
TP 2R . NICOLE W5 2 5 5 94 il A JE B bt iR o7
KL 1B MMR ARSI <T3/T4 AT UIBR 25 1) 98 1)
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HERATFITSE B IR BN A2 2 Rk A B
PR ZRIT IR TR, MRS EIETAR 5 458
L0, K BA 22 1 58 #2451 pMMR/MSS &
WELH] MPR (4335 149 CR ), 4 51002 3] Jit s 18 4
= 30%, 5% HEBAS L4, NICOLE BAS1 (56 BAS1 )
JiJEE Y CD3" 11 CD8* T AHMIZK-F- 51 5 . PRIAA 541
TR AE S s MSS LA 45 B 9 5 R 45 B
MRPERIT M BUSR e 2 5, WRE S Rk
JEAS[R) B B P S e A e . s AR G B RS &
o RE WG IRAIL N FEAE 22 57 M AR FOG, R IRH
A BB 1
2.2 MSS B SE G HA B B % # i B AL T
T BT 2 R T e LR e R AR HE TR T
B, A3 KRR R AR AT A AT B
P HEA LAl L 1 s A T R I B R A T AT
49 A T e AR A S B i, E AU ST 2 R AR
AT R A A 5 AS TR I 9 R FH I O O
KA, 2R T SO% A7 5 7 51
RIFHIGIT N . H A VOLTAGE #F 5% K 35 K F)
ANAVA W52 349 R BUbR HE 7] 25 AR 7 25 05 )7 5F
B PEIRIT (A I BT avelumab ), pCR 43
R 29.7% 1 21.8% , HUAE FAE & T P R Rl B
AL pCR % (2 15%~18% ) 0 4R 1fif it Hl
X BEATE 58 NRG-G1002 AifF 5% W) >R ] 4= #2387 4l Bh iR
J7 (total neoadjuvant therapy, TNT ) #51Ep 8 A
JAIH FOLFOX AbJ7 Iy Bt [l ik sy, il 20 2 R
A V355 00 R BR SR S 0T R, X B 2
gl R ST R S8R o, X IR
A TR 2R BT 4 pCR 2300l 0 29.4% M 31.9%, 2
SIS X (P=0.75) " RN S E
() DI [R50 5 T, B 22 B 5 SRR R A LT Y A
E R SAE 5 sh W BIF 98 E 52, K43 0T 3 4
/N B A2 A AR AR T8 B 4 T, R4y
TS IR IT T T 2 Bm R A Y
U IS B 2 38— 00 11 399 2R fF 9 1 % FH
FES5 Gy x 5 107 57 XELOX B4 F B FIBR BTG
7 2 TN Gy i, A by 26 £ MSS
1 [ 9 pCR 355 46.2%, & FREARE
FFas R, BEoEE B JF R Y £ o B AL RE
W, B KW b = e 55 B B0 R 4 O
FE T JR — T S0 R AT ) A B SR ICTNT 5 1k
JPERAIRYT I, IE 0 i AT s AL b
S RPEWATRIT AL, XRRNRYT H A B AT
B, Mg AR e e il
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3 MSS B g & IR ITIT U A&
IR EYIRE

B T2 ULAY DNA SRE T ¢ (polymerase epsilon,
POLE ) /DNA B4 delta ( polymerase delta, POLD )
SRR SEAE, H TR BOA #A IA R MSS B 45 1 i
oLV ST SCHUIN A A 75 0 B PR s BRARRAIE
TR 5% AT AT U 4 R T ERAR 43 F AR W 4 R K o b
T, AT BRI KRB AR R
3.1 POLE/POLD EHE T

POLE/POLD HE[H 58 75 75 4= ¥ 45 W W i b &
Y 1%, ZHUKRET MSS A4S H . POLE/
POLDI DN 572 i 98 8 AT 5 TMB ARAS . BETE
W9E K W], POLE 5 POLDI 572 & SAKI8 ayify
SEA R RI AR & o S A [l BRI 5T
gt — KW, HA POLE BURPERAE T g
FERPEIETT BRI s 2 Y
3.2 TMB

AR BB 25 A5 B e CO.26 iFSE /B, &
TMB RZS 5 MSS BUZS B g it S 200 97 4K 4 AH G,
H & W58 B AEAS B i A BR S TMB 20 Al i =
TMB 5l A 6] (9~28 mut/Mb ) >4 B gt TMB
AR AR AT ARG, i TCIEFR T Im AR
33 HBRE

REGNIVO. REGOMUNE & REGOTORI %
Z I S M o, GRS 2 g in )T
PSRN R, B b7 LT Joak,
B AT B8 55 U S 92 o 3 B v I 4 B S A
S CD8" T 4l i T 5 SR ( dendritic cell,
DC ) ﬁi‘é [4&49]0
3.4 PPEIRIEME LA ( tumor infiltrating lym-
phocyte, TIL ), %#&ZiE45 2 PD-L1 FKik

JifedRE ik L A R 1 JE 2 CD8” T A%
5 B TR AR G B T PR G 40 M L Y
B S DY A L v U 48 B i v R TS SR A
T TNM 03 K i T EATEME (microsatellite
instability, MSI ) RS st , B 7 0 10 B e vho X
B IR IT ST R TI p oK . bR 2H
PD-L1 & £ IBTEVE 22 S8 h AR 5 S8 00 97 7 4L
FHOG, TR NG I 25 B g vh R S PRI 9E 3 A 6 B
HFGA A BA e i v i o

4 & &
MSS T80 55 LI 08 02 A %0 S5 3 46 25 450400 1 760
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BRI Ve IR, AR BRI RS AR A
PEIRZNG , (AT AR/ MR FNIR R T 25
TBEIR BRI , FERLIIZE B 240077 KR
RS 45 B 9 R T AR R T AR EA TR AR
“EEAT TR, AR MSS BULE B SR IR YT I %
e, s ZLARBSE A 5 i PROT S H LR 55 01,
MSS 7 45 B Jiy Jirs 4 15 106 308 0 G J32 T 52 1) S B AL )
IR AT, 51T & A S S e iR )7 7 ik a2y
Yy s 76 B TR B , 75 ZE Ak S KA T ) RCT 5T,
F5 LB BT RGN, R — 20 T4
bR SR SRR e R AR AR, FALRRIR A L
AR, LIRS T — B BCEhoR R B s AnG
AR T o MSS RS, B e e 2 S AR AT T 0

SR -
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