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Research Progress of Immunotherapy for Gastric Cancer

ZHANG Kai-li,SUI Hong
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Abstract ;: Immunotherapy inhibits the development of tumors by stimulating the specific anti-tu-
mor response of autologous T lymphocytes. On the surface of the T lymphocyte membrane,there
are several immunological checkpoints,such as programmed cell death-1 (PD-1) and cytotoxic T
lymphocyte-associated antigen-4 (CTLA-4),which can inhibit T cell function under normal cir-
cumstances. However, the inhibition by immunological checkpoints can be blocked by antibodies,
leading to T cell activation and enhanced anti-tumor activity. Clinical studies of multiple im-
munological checkpoint inhibitors have had negative or positive results in the treatment of gastric
cancer. The benefits of immunosuppressant are companied with some unavoidable adverse reac-
tions; after receiving appropriate treatment,most of the adverse reactions would lapse in 2 to 4
weeks. This article reviews the current status and prospects of immunotherapy for gastric cancer.
Subject words: gastric cancer; PD-1;PD-LI ;immunotherapy ; adverse reactions

R R IR AE R 2 —, A it B
E R AR RS 4 L, R P EURAE R LT R AR
TORE WM, BRI RS B2 5 AR A AR R
10%~30% , (A 539 5 1 5 4F A4 R KT 90%, H
B, B ER IR R DL TR A7 0T SO A 4T
AT ERIZRGIRT o AT il (e A e A
AR 2 111 A A AR R YT AL
SAAAEE 1AE(13.8 ), AR AR F il
MR, TEAR 2 S K i i iR b AR IR B T
B, #4n, PD-1/PD-L1(programmed cell death-1/pro-
grammed death ligant-1) #1 CTLA-4 (cytotoxic T lym-

BEEE . B Bl #% Bl ECcr R, MLtEFH H- ;0 REEFR
KEWMBMBEEREMAR, BAILELSRETSTH
150 5 (150081 ) ; E-mail : doctorsui2003@126.com

Y #5 B #5:2018-06-26; & [E1 A #5 : 2018-07-27

BB 24 % 2019 4255 25 5% 8

phocyte-associated antigen-4) 4 TR 7876 ¥ 4% Fh 2 7l
g i Az 2 06, BET, B PD-1 AR et &
FABIT C e B AR B Sk S 55 bt
IR AT A K R A IR T TR RS 1 3 [ FDA HEvE
RS T3 N BI7 R, IRl e SL AR T | e
ST AL T AWIRAIRER S, BT, e s
A U R L B R A ROT T A T A SR
i BA P 4

1 SEiERBLE

PBEI T R I ML A 1 B S PR DL R
O A A A bR 4 A A K o R T T R SR T
GLPE RS T I LS A M 0008 G T b L 40 0 32 A 2

685



Journal of Chinese Oncology,2019,Vol.25,No.8
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FRI I ARTT 5%, 1P 98 2E A 41 18 Bl , 32 Treme-
limumab ¥/ ¥7 19 &8 & 19 % W 2% f# % (objective re-
sponse rate, ORR)N 5% , — 2k Jo it Ji A 17 1 (progres-
sion-free survival ,PFS) b 2.8 ~H , Wfi a4 FM
(overall survival,0S) N 4.8 4~ A2 ZWF5R s R
AT R — P, {H Tremelimumab 75 &84 2% i 1) (8
s AR AT R RO
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R, R EIR . BENHAL 0S R 5.6 MH L6 H
1) OS 4 46.5% ,12 ™~ H ) OS 24 23.4% ., " {ii PFS
H12.0 A ,6 4 HB PFS R4 14.1%, HF545HE 8
7~ : Pembrolizumab £ 22 5 A i 1 15 5% B & 45 38 AP
L s R N [BriE 2

2018 4F ASCO Kt 2 1) Keynote-061 fiff 5% i

687



Journal of Chinese Oncology,2019,Vol.25,No.8

I~ Keytruda 1E 4 — 2k HI 25 2K 68 Lo b #E AL J7 B0 iE
PD-L1 FH % B 8 583 f0 A A A7 300 0 G B R AR A7 40
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wfar, BT BE VA vk, TERA 1 B E
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BEVGTT o 75 CPS O 1 800 iy AHE A7 326 1] (%
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Pembrolizumab 41 H A7 S AEFF I 9.1 M H | B2 EE
21k 8.3 1~ H . Pembrolizumab 21 H i PFS & 1.5 >
B VR4 R 4.1 4 H ., BIR, Pembrolizumab £.24
BT 5B LA WA SRR SR,
Pembrolizumab 1) 4 b B & K W BE U7 0 0 B0, e R
AR SR 12 A A 18 A I A AE AN 43
4 40%H1 26% . Pembrolizumab % 4>V Bk 14 F 4
2B, 3 PR ™ E IR T AH DGR R ) A R
B,

T AE R PR A K 1) S IR YT, BROR B 22 9 i IR
WFFE R AR T R, IR AR HEAT Al PR AT 5% LA 31) ik
FTUAZE UL Table 2.,

2 ARRM

Ao P8 ] 1 50 BAT e S T, a LG A
S s SR RIER, O B AR R F
(immune related adverse events,irAE) . HIF5RFEH .
i 98 470 D AN L B 2H 40 AT RE R 58 SO Y
8 SR T I R BUT RN RO Y YRR IE K KRR
VeI 2505 2~3 JA T 4R B, 18 i 2 1k a W
25)5 5 AT L, IR A 43 b B e v 24 S
6~7 JAIHH BL . irAE RIRLEHI 25 1~6 S H KA, R
F 43 irAE S AT 30 0 o (ARG A G 5 00 5 2 A
RS2 RAIL A 18 R B, AR AH DGR B 2 f 5 0 ] )
T AH AN RSN SR X5 B B Ny AT 4k L A
FH G 30 500 e AT LSS, AT R AT 1 IR B AR 259 4t
2 e 245 LA b B o R T il R 2 Wy AT 22 i T I
JO7 L N7 R4S LB el S e a5, ] i 4 A2 4 By i B
B ERIRYT AR 0T R R 2B R Y
7 R H R 2~4 JiER A
21 REEREMH

IR LAY B JRAS BB A B2 R . AR
P FLH LU B2 R I, B IR R REvT 43 LA E 4 2627,
(1) RAE T B2 Bk , B 45 2 I AN [R] e U g vk 2
PR PR RAE 1 — RV RAE RS, ALFE AR o A B

Table 2 Current clinical studies targeting PD-1/PD-L1

Phase Drug name Type of cancer Code Lty sltudy Secondary.
endpoint study endpoint
I Atezolizumab monotherapy Locally advanced/metastatic =~ Y029233 0S PFS
solid tumor
I/ Anti-PD-1 antibody Advanced solid tumor BGB-A317-102 Safety, ORR
tolerability , OS
I Combination treatment of Nivolumab ~ Advanced gastric cancer NCT02935634 ORR AE
and Ipilimumab
Anti-PD-1 antibody Inoperable, locally advanced/ BGB-A317-205 Safety, ORR
metastatic GC/GEJC tolerability
I Pembrolizumab/Paclitaxel Advanced GC/GEJC KEYNOTE-063 0S PFS
progressionafter first-line
treatment with platinum and
5-fluorouracil
Pembrolizumab plus chemotherapy/  Neoassisted/adjuvant KEYNOTE-062 PFS,0S ORR

placebo plus chemotherapy

Comparing Nivolumab with
Ipilimumab/Nivolumab with
Oxaliplatin+Fluorimidine and
Oxaliplatin+Fluoropyrimidine

treatment of gastrointestinal

tract and GEJC

Untreated late/metastatic GC/ CheckMate 649
GEJC

Random OS

Expression of

PD-L1,0S
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I #H 5 Tremelimumab ., I b #i Y Pemborlizumab | 1/
I B3 1% Nivolumab , 3 £6 [H 4 25 52 8 B i e BERIT 2
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