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Research progress on immunotherapy for esophageal cancer
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5 G LA 1 43 400 771 (immune checkpoint inhibitor, ICT) <1 4% S 41 HR T 10 BE B 7 VAR IR TR AR o A SO S ek 75 41
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[RBEIR] 88 RIEIRIT s eI R A A i) s B AR T s AR B
[FESZES] R730.51 [SCEFRIRAG] A [SCEHS] 1007-385X(2021)12-1207-08

B % (esophageal cancer, EC)7E & [ 1 & 9 %
HIFE T 2RI ATV b 25 75 A 2020 4Rt 5 2
Az 40 23 [ B e i #F 72 HL A4 (International Agency for
Research on Cancer, IARC) & i 4= Bk B HT e iE £ 4
N A B R A B 200N 60.4 77 5 BB R AT
TN Hik 54.4 5%, & 8 57 8 5% 9 (esophageal
squamous carcinoma, ESCC) Fl I & (esophageal
adenocarcinoma, EAC) , 3 [E LLESCC A &, 4 i Ak
RIFHI90%" . 2 Hfr B B FUNAERIR AU,
RIS 201k 31 W 49 HL 5 2k ik, e R e K
SIS R, N T RIS REN S, k2
W AT RGP TR W] DAAE — e AR FE A R i
i+ TR T 3 B8 38 SR U, B VDB R 2 £
FARITA BRI EEUIBRAR AR EETIRA
AR, a0 FEAR A e A0 T 6 i A e 1N [] | 3
SEA ST PR S SES H AT AR G T BB TR AR
BRI G AR 22, Rl 6 T ESCC B35 {5230
I 2 W B R ARSI T Tk L — W BT
25 W) 4 i 41 (cisplatin, CDDP) . & J& ™ ng
(fluorouracil, 5-FU) | % 12 % (Paclitaxel , PTX) £/ 37.
B B 2 P A 2855, B E X LGB G T . H
FHACT R 22 B S Ak o, £ %80 o X A 9T 243 1 Uk 1t
B,

TR G2 VR T 45 £ T A e E AR TR TR
A B2 T AR S IR 9T AE R LI I UEORT I R VR T
DT AT T R R . H B e S ve T
A FE G KL T e A 7R 3 4 B 2 A BT v R e
PEH A . AR SO IR IT A BB R & SR T I
PRWFFE S S in 7 B a HoAh 7 iy £ 8 m U &
B ARG I AE bR AT 2508 B R )
BTSRRI S %

1 RERESHIEHIFCD

Gk A s AT P AL S RGOS T 3k S i
FE B e 2 e BT A R A R4 ) 57 (immune
checkpoint inhibitor, ICD x& — FjEF X T 4 i 3 1 1) 4L
HIHIME 5 IR RE VA T SR, 8 5 5 9% 2R G 1) 1) )
GNP QRS ES i UL E AN TS AN i =5 NS
Il PRAJF 722 W, ICT AT DAS iy G il 2 0P D e - 2
- HE4HPAET 25 -1 (programmed cell death protein-1,
PD-1)/F2 J¥ 4 FE T~ It 44 -1 (programmed cell death-
ligand 1, PD-L1) A1 4H 25 1 T ik L 480 Jf AH 5< 470 i 4
(cytotoxic T lymphocyte-associated antigen 4, CTLA-
AL T WA R AT RE ) ) G A
1.1 PD-1/PD-L1 #p%]5|

PD-1 /& G s BREE 4 B7-CD28 [ X M 51 2 —
VBN —Fp LR 407, 76 T 40 i B 41 D« SR A2 41 it
NK 4l i % i % i5™. PD-L1 /& PD-1 f) 3 B4k, 76
LG B E AL A 1) 2 BB R s Rk, 5 PD-1
454 AT LABOE PD-1 15 530 %, 5 350 T 40 i ) e 11 411
i R0 fe 988 e 1 3[R, PD-1/PD-L1 4411l 71 W]
DA 55 Jir 988 £ 4 88 e I
1.1l =4 K 547677 ATTRACTION-1 5% & —
THFF TR « 22 Ao 1) TLSRBIE 9T, o BEAE 452 32 49T 2540
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R WCERAS W T 52 ) W B e R 4 T g R I B
Pt (nivolumab) . 2017 4= A I 745 5 B~ 25 ML 2%
fift % (objective response rate, ORR) 4 22% , H 47 A4
17 M Coverall survival, OS) F1 /1 £i7 J¢ 3t & 4= 17
(progression free survival, PFS) 7324 10.8 > H Al 1.5
A AW, ZANEEFAIESE T nivolumab =28 & DL FiRYT
i 31 BSCC R 4F 1 % P A0 Al 4% (1 2 4 k.
ATTRACTION-2 i % #F 7T T nivolumab Jfi §- 155 PD-1
LT R H B & 8 45 & ¥ (gastroesophageal
junction, GED & A 7", S5 R RIR, 52 E5HIH
FH EE 5 nivolumab 6 97 ) B8 2 S50 G2 A 23209 11.2% HL&
RIS (RO 0S 53 vs 41N HD . —4 )5, 5%
nivolumab 757 I EEHH 26. 2% AR T2 208
FVE T ) B HAE 10.9% 705 . T UL g,
nivolumab3f4ttH T GEJ 11 = £ I8 97 I BB bn it

2018 4F , KEYNOTE-028 fff 7" & , 7F = 2k 42
52 WAL N B 23T (pembrolizumab) ¥ 97 J&5 e 44 B 35 1
ORR1%30%, A0S N7 H , HAELPFS N 1.8 H .
KEYNOTE-180 & — i £ .0 19 T ik 46, XF T
ECOG V¥ 4 0~1 1) ESCC & # 4 T M %
pembrolizumab ¥ 97 » 25 " 7R, ORR K 9.9%, H
1 ESCC Ml EAC 43 )l 4 14.3% #15.2%; 1 £ PFS g
2.0, A0S 9 5.84 H o FILAI PES AHALL, 1M
ESCC &% fl PD-L1 B B2 1 OS Bl It 7t
HE—25 7R T pembrolizumab 1 = 2875 ¥7 i 3 &
B BT N e Ak
112 = %577 % T KEYNOTE-180 #Jf 5T
pembrolizumab £ — £ V897 1) B &7 o8 2405, 2019
A 5 [ I PR i 98 %~ 2> (American Society of Clinical
Oncology , ASCO) 2~ Afi | — T KEYNOTE-181 fiff
Fio G REIR, 7E PD-L1 BA BH % P4 (Combined
positive score, CPS)>10 [1) & # H1 , pembrolizumab 41
AL OSN3 H T T H N 6.7 H , AL
PFS oW 3% 2 5. W2H 4 & B0 75 A8 35 B B A
pembrolizumab ¥5J7 3k o . JE T DL _EAF 5T, 2019 4
WK 9 i 88 P9 R} 2% 25 (Buropean Society of Medical
Oncology , ESMO) K% b it —D#fkiE 1 b [ A HEEL
#5 , CPS>10 ESCC & # iz OS Bifuy7 413t K 2.8 4>
H . ATTRACTION-3 #f 7t 45 RV o, Lie B &
PD-L1 %A 7K~F 4{d] , nivolumab 28 $3) B¢ 24 3% £ 3% OS
B 254 H SR TS KR B IR 23%. R, 2020 4
(CSCO & & ¥ 12 J7 18 ™ ) ¥ pembrolizumab FI
nivolumab 73 51| 511 — £ 3697 BT AN T L HHERE .

+ Fii A1) Bk . BT (camrelizumab) A1 {5 it F 5 by
(sintilimab) #£5)) T [E 77 PD-1 75 & & 288 7 1t
F#o. —IUKT camrelizamab [0 FAE v 1 A B 7= 96

JTUEHEIE L T HXF ESCC 1A %tk . W 704NN 50
R e R I ESCC 3, 45 "I, PFS A 3.6 1
H , ORR A4 33.3%, $%993 4% #il] % (Disease control rates,
DCR) N 56.7%. 2019 £ ASCO 44> /A i [t ESCORT
WF 5045 LR BE , 54k 9T ZHAH B, camrelizumab 7] i
FZHEK B E A7 0S(8.3 vs 6.2 H) , HE i ORR
(20.2% vs 6.4%) , FEARIE T RS FEIT 30%.. 415047
7R, To il PD-L1 RGBSR el , AH LG TA07, B35
A PL A camrelizumab 76 97 3k 2 . BEAF IR VT T
camrelizumab 7F B 1 5 7% 7% 14 1 B ESCC —2R7R 97
W R, SRR R [ ESCC S ¥R 7 1) BLRE AT 7T .
AL 73R 25, camrelizumab 3875 7 CSCO
ESCC £ J7T I 1 Ze#fEd# . 2020 4 ASCO F4x |-
AT 11 ORIENT-2 [ 8 72245 S i 7 , sintilimab
AT B A7 OS 43 I 7.2 F16.2 1~ H ,ORR N
12.6% F16.3%. HIRIETE L — L7, (H 2R K
sintilimab A3 B3R5 55 22 5 NGE (4 AE

Bt X PD-L1 SR HUTE £ 5500 1 = 2 S VR I7 U AE
THINARZE . Avelumab & —F 1 PD-L1 IgG1 ) 5.
SLFESLAAR . JAVELIN SEAA iR Tb HTHF 70 25 SR i
75, ORR N 6.7%, 1 L-mn F12 L Y41 () F1 457 PFS 43 51
N28F 144 H , A0S 433 N 11.1 fil6.6 A «
Avelumab 7£ GEJC f 35 71 . 7 t I PR ¥ PR Al o] 2 52
(12 A
113 — g7 Hil, RERTEREE %A
I7 1) 22 A PR RTT R0 Bk = 08 U 5 22 E 4 - ONO-
4538 & — i I Im R B 9%, 5 ZE A 7T nivolumab X 56
A T 5 A 2RV AZ AT S A TR BT A2 (1) B 31
ESCC &3 17 20", 45 E7x,0S 108 1M H ,
PFS 4 2.8 F , % W] nivolumab A] §E & br v T i ME 1
BT 57 () B 30 ESCC & 35 1 — FhiB (VR T ik 3% .
L B, &1 PD-1/PD-L1 1l 71 8. 25 — 2R VA )7 1 5
T ST /D IR T B — B AT
1.2 CTLA-4 39471

CTLA-4 /& T 40 g b 1 85 JBE %2 4 , 5 CD8O BY
CD86 4 £ M 17 1 il T 41 B Fr v A3 5™ H i
A1) CTLAA PIPUAAR S 32 N T 2 Fh R 16 97
1.2.1 Ipilimumab Ipilimumab +& —Fh$i CTLA-4 [
A NVEAL 1gG2 Hitds , FAE FI ML B B AR 5 9% &R
GuisU W HE I B 4E i, FDA T 2011 A4tk itk 3
T B RBNGEIT. IR ER,
ipilimumab 41 () PFS N 2.724H,08S N 127 H i
1 32 FF iR J7 (best supportive care , BSC) 414371 4 4.90
AHF 1214 AP, R4 10 mg/kg [ ipilimumab &
A5, B 5 BSC A EL , & 3F 3% A Bk 3 a2 M 52 1
PFSGrPFS).
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CheckMate-032 X % UE 5S¢ T ipilimumab Al
nivolumab X & V6 77 M 1] B & 8 i 1) 22 2 PR R 2
PP, fE CheckMate-648 H , 5 BLUAL T (R0 IR W% g +
JIEA) A0 EE , nivolumab 5 ipilimumab B¢ FH 8 & 2 7€ K
B OS. ANTEAEMIE R IL PD-L1 H 3 , 1X —
HEITIEIF RIS B PFS () T B4 5, RARSS FOAEL
Ja A
1.2.2 Tremelimumab Tremelimumab U7 2 F iR
AT SIEEG , Hr R U £ e L —E I B R AR
Mo — B R IR5E 734 T tremelimumab 78— 45
TBIT MO B B 1t T A T e B8 3 TP KT R 7 A
PERI G e vd 1ERY . 25 BRI, P OS N 4.83 41, H
M52 VR A 352 . AN, — TR 7523 B, CTLA-4 414
FIERA Do SR 1) VA 97 T B2 1 B IR 9T SR g L (1
KL TR — PR .

2 YRR IA

ik 4k % A T VR AR S RE VR T g R,
RAEA BT o RS8R 7 » e
SO AN T AR NS . JEAERk, T A 2 R iR &
T 41 i (T-cell receptor-engineered T cell, TCR-T) ff] i
HRCNT 1z, DC B 97 15 AR & P 5248 T 40 g
(Chimeric antigen receptor T cell , CAR-T) [J#JF 57 i3t fi&
Bk,

2.1 TCR-T %4&77 %

— T PR IR B8 4T X MAGE-A4 RIA B EEE
KREFBAT 7 TCREFFE 3 TARBES. FRE
TN FEEEAFAE ) TCR 5% 5 T 40 MU AR ¢ 7 4R P9 PSR e
S RS I B PE {2 TCR-T B RF SR 1E 597 R0
Ko T340, BEFLH AL T MHC- 11 2873 1 F1 HLA-
DPB1*0401 PR il 14 /) CD4 TCR-T X %% £ Mg e 6 4
T 2%, A RO, — B B R B 1R Y CD4'TCR-T
FRELAFAE 4 A4S H™, 2 B8 FH B DR T2 608 MHC- 1
PR M TCR $E 1) MAGE-A3 1) H & CD4'T 41 ffid &
LA R
22 DC¥#%w

NARITA Z£03E 47 7 SART Ik ol 3 50 4% 400 it ok
PP B 51K 4 HY (monocyte-derived dendritic cells,
moDe) [ 4 4 i 5T, 45 R & 7R , moDe B A 15 F
SART1 JIK 5 5 P4 40 A B 14 T bk 2 48 i (cytotoxic T
lymphocyte, CTL) (1] 5% K ¢ 71 , &1 %F ESCC e 31 11
moDc A A RIFHI L INAE. J15h, MATSUDA 451!
70 10 191 O 2 5 52 — S Al o7 1A e 00 4 7 s R o0
wilms 1983 2% [K] 1 (Wilms tumor gene 1, WT1) ik 51l i
DC 20 il 3 Bk & 22 V8 S5 A2 B 1) A e S 2, He v 6 4] A
FHIL T WTLR e SN . XS 2s A — e R b

ST DC P H0 BB 1A S AR TR B —
FRIIf R 22 vh OB 78 RAE 5K
2.3 CAR-T %977 ik

ik & $t J& %2 /& (Chimeric Antigen Receptor,
CARDT 22 K595 A PR T 40 B 20 5t L PR T2 10 5 B
SZ AR G, DT B ) 0 e R 2 B R T P iR . 3 A
oK, 7E I3 AR B8 i 2 v, SR AT B 1A CD19 () T
i AR IEAT IR T BT TR IR R R R 2 1
Il AR 56 T 46 K P CAR-T 40 B34 77 S g o,

— U B 7Y g 7 T A HER2 ) CAR X
HER2 i 315 1) ESCC 1697 80 R o fER A1, 41 1)
HER?2 [¥] CAR-T 4H Jfd i 4% A 241 7 3 4% 58 HER2 fH
P P e 8 4 M 5 £ A P, S JRE PN 9 S BE 1R HER2 1Y
CAR-T 41 g 7] LA &2 2 470 # BALB/c #R B B 7 11
ESCC, 1fij 3 &1 # i) CD19 f') CAR-T 41 fifd AN 5 1 Ji
JA A RKE A 2L, #15 HER2 [ CAR-T
4 M 7E 6 T HER2 FH % 6 B8 7 T A7 6 AR I 1 S 92
BT

fH32, 2 H AT M ik, JL-F#&A CAR-T YT ESCC
(RIS AR YA R, R O G I PR A R A 22 A PR AR
DA,

3 GEATHRARMANIGTRER

HH T BB B 2R I e kg ML, ICT R 2456
I7 I AR IT 0 24 R, T e % 98 T 5 AT AU
FEEEAUT RGP, ik, RS RIERTT
UG W] Refi B 2 AR IR A .
3.1 RRETTHAENTT

15 AR BT FE I REE L& uE B 180T fil e ia
7 Z [BEAE PR RN . FE/N R A R, T80T 5 PD-1/
PD-L1 #0156 G ¥ o7 {5 g A K A5 B . —
THGHT ) Tb JHIE RAE 72 2.7 H 80T BX & camrelizumab X
JREEIH ESCC I FE R 22 A AT IEE T2, S5 SR o
Hi2 OS F1 PFS 4393 9 16.7 A H R 117 AN HB, - kb4,
KEYNOTE-975 #iff 7T & ¥ % pembrolizumab X4 [F] 25 i
70 B R8T 7 ¥ T P TITEAA 52, H A e A2
FRET R BRI E i 9T S5 7R 97 2H 21 (Buropean Organi
ation for Cancer, EORTC) ] — T [ii A1l 1T # i 46
(NCT03437200) FHARRITUGHH 55 , AVl e 28 AL ST
5 nivolumabtipilimumab B4 5 . H T AGEF AR K EC i
HITAIAT R H AT e TR Z B A B s T B A
G 5T % 1 L IR At PR BE 5T (NCT03064490.
NCTO02730546. NCT02735239. NCT02962063.
NCT03044613 FHINCT03278626) .
32 RRETBHEELT

AR TT O] DATE 595 1 U S IR MR 4 9,
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{8 F T 1 24 1 SAF LR A T T 24 ) e R 4 R, PR R
A7 BT 8 TG 56 A s D A (1 2E JE D AR H AT 1)
W 9T, 76 S 1897 TR ALY 259, nf LR reE & 7
A KA 0 IR P SR e T bk R 4 A, P R AL
BRI R, £ KEYNOTE-059(NCT02335411) 5K
5, pembrolizumab 5467 OIREA TN 5-FU) Bk A ¥6 77
5 pembrolizumab 24 6 J7 A b, ORR ¥ (60 vs
25.8)% , FF fiL PFS N (6.6 vs 3.3) M H , {7 0S Ny
(13.8 vs 0.7)/ N H™, fEKEYNOTE-590 HIFEHL X EH
) TIT 3931l PR AF 55 5 pembrolizumab 1B & 4477 7E PD-
L1 CPS>10 [ ESCC 3 OS 3K 7 S N it % , OS 14
B 71390 H M IRAA Y 8.8 N H s EEEAR N B
)AL OS N 124 4 H, [RIFEAR T 4697 411 9.8 4~
Hesl, BT Pl B g5 B, pembrolizumab X & 1097 #
FDA itk I T3 R v 51530 B e 5 B & 8 Il (GC/
GED —£3R7T , FEH R 9 NCON I R SE B 7, 1X
PG R IR T DL T G LR B — 2R
TR

CheckMate 577 (NCT02743494) & — T 22 e 771 %:F
FE LI I A%, PRAY T nivolumab 1 A £ 79w 5L
GEJ B3 14 BhiG I7 97 . W 98 2 B » nivolumab
20 R A T A A7 ] (disease-free survival, DES) N 22.4
ASH LT R AN 11.0 4 A, H ESCC 8 3% %
EAC 23 35 25 8 B 5™, CheckMate-648 {F 4 — I
KESBENL L0 B 5, H 102 PRAG 5 BT
FR 5 g+ 40D A1 ., nivolumab+4E 7 (O+Chemo) FH
TR AT IR B P ESCC H 17 3%

H = ICHE B B R A BIT R I A 78R
Fo (E—TASLEH , Camrelizumab (SHR-1210) 7E
W 3/ % 1% GEJ R I B 297 2. B J5 , 2019
CSCO #E 47 I#) camrelizumab Fk & Bl i & J& A4k 7 —
2 3h JT M B ESCC M JF s v 1T OB OBE A
(NCT03603756) 1) 45 H 87 , £ 29 ] .55 H ORR ik
80.0%, H1 £ PFS #1 OS 73 71l /9 6.85 A~ F #1119.43 4
U J— TR 0 B 3 £ B8 58 (1) RATIONALE-
205 Il A HF 5% 55 7 tislelizumab B¢ & 467 £ ESCC
[ ORR N 46.7%, "F iL PFS N 10.4 N A , 124 H 0S
Fn[ik 50%", JUPITER-06 Hff 78 & — B ML 227
6T RE () TILHA I PR 95, B 75 bl A8 Bifi 35 1 52 T
(Toripalimab) Bk-& S8 AZ W/ 5 22 B 7R kA SR AZ B/
JIFA 7 e B ESCC 1) —ZR3RIT T R 2 etk 5
a4k J7 HH LE , toripalimab Bk A 58 42 B/ e — 2896
J7 , i) 53 SE KR 3 ESCC 35 1 PFS 108,

FE— T 2 o (8 58 H, $1 PD-L1 #1071 SHR-
1316 BA AR T A4 B 7. 5 3 A 5380 PR 1 g oz FH 1 e 44
ESCC & —4ifbyT . 45 R™EIR, ORR A4 52.2%,

K PFS A 85/ H , 1 470S Jy11.6 4 H . Hit,SHR-
1316 162 g 7 A A7 N7 3% B 5-350 DR M g 1] i J A AN
AL 1) JR3 0 B U1 iz b e B P ESCC /8 3 13T I
—LRIBIT T

4 PEEETTA

JeeE S5 197 V25 e W AR I e R 4 B 1 A e M T 4
J A FH BIL ) 39 5 i T S R RE T R 1Y) e B
ZEPO, fifJR A ¢ M Pt iR (tumor-associated antigen,
TAA) FIFRE 5 VB J5 ml 4 R ¥k T BC S 697
M2 IR« 76 TAA 1, 2:F TTK FI NY-ESO-1 [
J % 1 OB FH T ESCC I ARG, BLFh B, K
Jee R P2 T R PR 25 SRR B, ESCC B 5 42:Fh 2 Ik
RETS 1 T HLA-A*2402 M I PR s w553,

5T CHP HuJ5 S 9K B e iE 2 o T &
B IO — BT ™. — T XS e el 2
RYEEE R EE R T I K5 8 A CHP A1 NY-
ESO-1 % 4 (CHP-NY-ESO-D #E i 9N Kk E & W), 44
REIE IR, 200 pg 71 E A NY-ESO-1 & H EE 100 pg 77
HNY-ESO-1 4 H it B A A 15 T %% N, A
M2 &I E R . KAGEYAMA 2529 %} % ik MAGE-
A4 15 K ESCC ¥ 1% MAGE-A4 ik % B 1097 %%
BEAT O FT, 45 ROVR B, 77 A b 8 I B BB 3 I AR AT
W KT R RN B . EFPIR T, CPV
S-588410 Jl D ifs 5 1 £ & A R 4L 23 ) S
IDES

Ty AN, I A — U TR B, SR 2 AR 9 1 T A
2 52 B Ji T8 A H B8 r PR A AL A1) %) BELAS S 17T 3 >4 1
P28 77 5 58 5 58 1T B 85 Y R AT 8 2 e ARk o 10
Hil. ZWF R RN, £ B ICLC #1577 5 CHP-NY-
ESO-1 % W & N FH AT DL S 558 i 1) P A7 928 I 25
Az A o I e g5 B SRSk I I IR 8 $E it T
A -

5 YR SYIEME R TT PRI FUMNNME

I 5 R A = T S AN B R, BHAAT 2 A AR
(AR EX R AR K TT 8] BB B H T 0Pl X
T BEIRIT e 5 A R I I N A Y bs B ) £ B
PD-L1 3K i | i 98 98 4F 4 {af (tumor mutant burden,
TMB) Flf3 T2 A F& 2 % (microsatellite instability ,
MSD% .

5.1 PD-L1 k& K-F

PD-L1 FIA 7K TN A A 045 CPS  Jii g L1
PF 43 (tumor proportion score, TPS) « [E B il /5 1 7
(international prognostic score, IPS) & . 7E Check-
Mate032 fff 70 7, PD-L1 B 1 8% 1) ORR BB 1k 8 &
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B (27% vs 12%) , H CPS 5 ORR fJAH % 1t TPS
e AH PD-L1AE N bs B9 T G 28 V6 I 97 A7
1E—E W RIBR M, Wi PD-L1 76 I8 b i sh 8284k R
I5 5 TP DA B R = 3 SRR bR E EEE. KANG
ZEEE 36 T nivolumab VAT #G I GE & iE 5 1 A4
1E3k25 . [FIN, £ camrelizumab 597 41 [E ESCC Hi3#
A, PD-L1 R IA7KF-E N ESCC I #lill A= Yo s
EWA B IE A GER ", Kk PD-L1 A& %5 7T LA
VR A A5 10 000 £ 808 S %8 VR T ORI A b &
YA Reilt— B 5K
5.2 M9 R {47 (Tumor mutant burden, TMB)

TMB J2Z il i DNA 3F [F] S 4 48 i 2k K 28 48 (Mb)
(A, B TMB [ R o] BE 7= A2 58 2 T PR , i
SRS E T M S B, I3 — 0 38 s R g
15 TMB L5 2 €8 22 59 AR /)N 20 P il 2838 TCT 1l IR
FRATH O, AR RRCIESE T TMB 5 B 1R IT 45
REVBC R, R i, 467 TMB 4 5.6, PD-L1 BH 1%
B P2 TMB N 6.1, PD-L1 [ % #3% dr fif TMB 9
3.7. TMB &R 1 AN AL, 55 PFS A OS 1 5025 4
Ko AR TR TMB 76 B Hh (10 220k i AR
2,76 1 b/ 11 INCT02915432 3R 56 vF , X LA 32467
1] & % B %% (esophagogastric cancer, EGC) 3 #52
toripalimab 6 J7 , 11 # (23.4%) & TMB ( >12
Mutations/Mb) [ 5 # 7E ORR 8¢, OS J7 [ & A . & It
Ho DRI FE B 2 (I SOk I W TMB 75 £ 5 8 %
HIE
53 GhEeis £ A B/ T 2 AL % (AMMR/MSI)

B AE 2 L PR 4R 7E DNA & i A2 b B A
A 3F WA R 0 3E RIS, BR [ DNA (S B B
(AMMR) 7 I 25 X S 3[R B 2% , I 76 DNA R =4 K
B P A (B 2D R 2 1 IR 4 S 1 AR
(= TMBD™ MSI 1] BL43 24 5 (MSI-HD i (MSI-D
M E (MS-S) . NCCN 4 7 #E 4% pembrolizumab
ARG R AE N ) MSI-H B dMMR S A7 i3 (1)
TR R SEVRIT 5. B AR AMMR BY MSI-H f2&
PD-1/PD-L1 il 7] () J00 00 A= ¥ b 4, (H L B 22 3
HELE B, UK EE L) 8% M i i ™,

b LR A& RIM AR EY, BRI G2
AN TR (A T AR B I AE AR E R R . R
NCT02915432 43 #t T $5% toripalimab 4 J7 ) EGC
H AR 11q13 X H 3515 5. 48% (24/50) (1)
BEF I I3y 1, T B B [ mRNA K& 7t
1 W 11q13 9748 1 8555 1Y ORR (30.8 vs 4.2%) Fll
AL PFS (3.7 ws 20 N D B #f o fE 5 — LT
camrelizumab (1] 56 o , 7L & B 28§ (LDHD JF & (1
ESCC &% Lt LDH 1E % 1) 5838 A BUIK I i gg 22 g 2

(P=0.02) Al i A A7 2 (P<0.0001) LA bz 45 46 (1) T6 32t &
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