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Abstract ; Gastric cancer has a high degree of malignancy and poor prognosis. The effects of tra-
ditional radiotherapy and chemotherapy are limited. In recent years,targeted immunotherapy has
made important progress in gastric cancer. This review summarizes the molecular mechanism, effica-

cy prediction of immunotherapy and clinical research of targeted immunotherapy for gastric cancer.
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2.1 PD-L1 ik

PD-L1 J2& 10 5 8 PD-1/PD-L1 41 i 7 57 %5 %%
BT b . KEYNOTE-012 #F 58 ¥ PD-
L1 kK AR A i S8 i, & 5 AR (0S) £
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KEYNOTEO059 #f5EH 7, BA%I 2 ¥4l T Pem-
brolizumab B& 437 (WAAEK & 5-Fu o{ K 55 b % ) 78
Her-2 B0 01 5 9 1) — Z3R97 T 997 3%, L ORR
J 60% ; H PD-L1 BHYE 9 B34 B 01 & 10 22 i %
(PD-L1 BAPE vs PD-L1 B4 :69% vs 38%), iz
TR R 13.8 4~ H ,3/4 2% TRAEs &£ %K 76%,
J7 30 S AN R B 34 2 = T Pembrolizumab 2
2H , £ 9% Pembrolizumab B¢A& 1057 % b B 4l fb )7 6 2
10 399 it PR #F 5% 1E 7€ JF & . KEYNOTE-062 #if 5%
(NCT02494583) fil b4 PD-L1 FHYE/HER-2 B Y
2R AE % GC/GEJC B # 232 Pembrolizumab
W25 AT R AT B IR T T AR 22 S
KEYNOTE-585 #F 5% (NCT03221426 ) W48 %} & Pem-
brolizumab 5 b7 B £ 41 4 B4k 7 41 70 3 i Bl B
BaIT I ROR

Nivolumab W 7£ X G 32 + 46 I7 I mA4E THR .
Checkmate032 #F 553 F4h T A 6 & A9 Nivolumab £
Ipilimumab B%& 41 7E — & M UL IR Y7 2 W) iF 2 1Y
GC/GEJC & H i ®' . H i Nivolumab Img/kg
5 Ipilimumab 3mg/kg Bt & 241 } Nivolumab 3mg/kg
45 Ipilimumab 1mg/kg B 419 ORR 73510 26%F1
10%, A EAARE 530 6.9 HF 4.8 H =3 2
TRAEs W 5 518 47% K 27% ., HRTE % E i 1)
Nivolumab B¢ 3697, A 3 1l #1im IR WF 5% 1E 78
J&& . CheckMate 649 ff 5% (NCT02872116) } 42 Bk £
OWF5E, 3 Nivolumab+Ipilimumab 5% Nivolumab+
BRYD T+ F DR 1 E 5 B SR AR A0+ R R e E 7 BT
AR LR B GC/GEJC B IIF L, I AT-
TRACTION-04 (NCT02746796 ) J2 &1 % 7. 1 A\ #E H. &
ZIRYT B TCIE VIR 0 1k R A s i k1 B R
3 Nivolumab B¢ A 1k 47 5 5 4l fb J7 19 7 2% ; ONO-
4538-38 (NCT03006705) W] Lt # Nivolumab BX A 1£57
R aifbyr 7 B e T h T R = R

1M Durvalumab % & £ ¥7 +Tremelimumab  (CT-
LA4 $ 460500 ) iz A T #F e B GC/GEJC & 19 1/2 1]
WFE 45 A i R 23 A1 (NCT02658214 ) .

% 7 ¥t CTLA-4 Fl PD-1/PD-L1 254 , 2o CPls
4% LAG-3 (— bk I 48 B i) 3% 10 2 11 ) A0 DO (—
it o3 i (L B2 TR (A T, B ™ A SR e 0 o 19 ok 88 328 Tk
BT, XU R F 0] B 5 PD-1/PD-L1 ik
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K HE YN AE R LA SR Z P R & 2, B R
T R FR T R T R WL B S 24 ) 0 I DR T 9 L 4
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(IDO 4 1 7
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(X EE Tpilimumab .25 ) L i 8 A A% i 0 5 7%
eI (& GC/GEJC &) I I PR WF 5% 1F ¢ i
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332 Lo T¥aBhmics it
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S 15% ,3 9% TRAEs [ & £ R 2y 19% (TC 4~5 %%
TRAEs)™®', 1 W4 A 69 BIREAEH:32 1 4 UL B3R
IT R W) B IR R B 22 Pembrolizumab Bt & By 5
BPIRIT I 1 IR R ST BoR 1 ZRIRIT A M 2 46
K UL FIRIF AL ORR 43002 14% M 7%, =3 2
TRAEs %15 5K 39%H1 279%™, 1% W5 I 6F 5% $2 7%
5B TR A 25 0T R A I CPLs 1yt
M Je 35 7 . Daisuke %5 4R & Nivolumab+ 5 5 27 HLT
I T 46 Il (NCT02999295) B 1 #2252 5 2 #1265 K9
PR WE AL T ) A R 0T e AR A Y 1/ 11 I DR B o
454 JORR 4 24.4%, (H15 13 &2 9 #] HER-2 [H
PR CE I 8 ) 3 R A [R) R R A bR B K,
dMMR 8 (1 1) IR & Az o 4i /0N 5314 2%
TRAEs % %] 26%(2018 ascoabstract#4047), 53 4l
Atezolizumab + U1 1% B35 + fL J7 (NCT01633970) 1E #£
HEAT

CPIs 5 TKIs B &6 7 WAER R H, il Wbt
HER-2 $LAA 5 H 58 25 B A W] R 3 58 BT AR 1) NK
21 T 18 e 354516 F 22 Pembrolizumab B il 222k
HLHL (NCT02901301 ) 5% Margetuximah(NCT02689284)
iz 1T HER-2 BAVE Y i J& 9] GC/GEJC & & M bH o
IEFETFRE . Ak CPLs BX A 4 & 25 1 i 400 1 5510 4n
Nivolumab #1 Andecaliximab (MMP-9 Ht 44 411 i 71 )
(NCT02864381) Y AfF st th 7E A7 H

H W 245 W B A 0T R R AR AT X

F1 Pembrolizumab +epacadostat
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