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Abstract: At present, multiple clinical studies of immunotherapy for esophageal squa-
mous cell carcinoma (ESCC) are ongoing. This article reviews the progress of im-
munotherapy in the ESCC,including immunocheckpoint inhibitors,adoptive cellular im-
munotherapy and tumor vaccines. Currently ,immunocheckpoint inhibitors have achieved
initial success in ESCC. Peptide vaccines and adoptive cellular immunotherapy also show
potential for the treatment of ESCC,which will bring new hope to improve the survival of
patients with advanced ESCC.
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1.1 PD-1/PD-L1 #P 5

T 2 e 3% 18 B R P M FE TS 8 -1 (programmed
cell death protein-1,PD-1)-5 55 % 35 7€ il J&8 4 fitd % 1
i) PD-1 B4 (programmed cell death ligand-1,PD-L1
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% programmed cell death ligand-2,PD-1.2) %5 & J5 7]
fiff PD-1 38 PR A L2 080E , B im 40 ) T 48 A X i g
MR XA E R, BT LA PD-1 38 B B0 400 1 £ B 0B 3 —
R AT A R TRk s xR Y 3 B
By ™ —TRZE AL AT O R EE AT T 13 WS, Al
A 2877 9, Hod AN TR T 55 Hh £ 45 6 oo 440 i = 1
PD-L1 9 FH: % 5 78 18.4%~82.8% 2 1], A FH
PEF N 43.7%(1258/2877) . PD-L1 ik Al LIk G5
FEB) T 48, K L PD-L1 33k 7K 5 60 588 i 7 S
PR —EMISEER , ik PD-L1 s 4 f nT BE 141
A7 L A AR e R e g PRt i 2R3 PD-L1 B9 &
W95 AT BEXT PD-1/PD-L1 41 il 370 AH X 5 fg ek, (5
JE PR R IR I FHE il v R A S —Eie . HErgr
Xof £ 4 59 P PD-1/PD-L1 38 B& T J& 4 1l R AT 53 LA
PD-1 14 5] Pembrolizumab #1 Nivolumab M3,

Keynote-028 #F 58 & — 51 [ b H1 Z AFI 5T, B
16 VE i PD-1 4 5 Pembrolizumab 7E PD-L1 BH %
() i A S AR TR B A e B A e, 2017 4F
Toshihiko Doi &5 7' 8 1 £ 48 Jiw BA 91 (14 F 5% 25
Lk T 83 e B B B A A,
37 55 PD-L1 BHM:RGE  BHTESR 44.6% , =&
N 23 11, 78% Hy i di | 87 %5 19 B 3 %5 $32 5%
TRV, RIETT TP R T 90% B
AT, B S RN 30% . AR 43 2% il K
h 30% ,18 il 9 F E b, 28% 4R 15 43 B ik . 39%
BERET 5IRITMEMANRRN, HEAEES
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Ty —Ik HOH AR Z e B TG ARG B
TEHR ST Nivolumab 78 B 3] 6045 g v A9 1 R TG PE®),
A 65 Bl EEEHE R E 2 D% T 4Gy, A
JEBIARKIN PD-L1 K IKF-, 64 11 8 5 1552 76 ik i
¥ Nivolumab (3mg/kg, %2 & 1K), Hi OS A
121 ™ H B R A 17.2% (11/64) , 35 9% 1 il
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TR | [R) 5T il A B B K A TSR YT A DG HESE T

T B AR O HGE T [ B AL PD-1 S HT SHR-
1210 J TR 97 Mo 00 12 45 i 1 2 vhols 1 B 52 45
JZBE ST R E X ORI T 30 B E L s R
(). BEAEARYT T 245 00 W 3 248 el A8 %, 45 SR
10 B £ % (33.3% ) 3 A% T % WL 2% fift,10% 58 3 ) 2R
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SEPE T 41 B 5t B 32 K (T cell receptor, TCR) 3 [ %
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HEAT  1ZHESE B AEIR R EpCAM-CAR-T 40 Mo % £ %598
T 988 A ek PR AN AL o (ELE 102 T 448 B B 8 97 vk A Tml 1), 5
TR ) 0 M R P RS LS A AIE (cytokine release
syndrome , CRS) [ & A=, — Bk A=, W F5 1 1 PF Al
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induced killer, CIK) 21 g 7 5 22 5% 473 I 08 2 i, m]
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i (natural killer cell, NK) 40 & ¥ Hipyg/E &
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g v RIS 1 9B, AR e ARG A AU A R A A R
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