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MAGE-A3 AR ERA T A RPIERMRETR
Research progress on the role of MAGE-A3 in the occurrence and development of
esophageal cancer
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B % & (esophageal carcinoma, EC) #& — Ff {2 J&
T8 bR 40 BV A TE M R, B AT At A
RIR 22455 8 A, AL T 26 6 A7, )™ gl i N2
Y. EC 2 F 5 WL Mg 2 — , A
AR AE o B R RO R AR R AR R R R
T3 AR BE 21 50% BL E® . BC 1 32 24 41 2
M & B 65 IR 41 i %% (esophageal squamous cell
carcinoma, ESCC) & & i J& , *F [ LA ESCC 5 N
WS BT ECHI S R22 1M, ZHEE WM N
Wi TR AT REUT S AL G972k — B2 M
T EBCIRT AH ™ H A RN AR 5 4 4 A7
(L) 20%) ¥ 3R 7R 1K BT VA B P fE A Y. B
Z M R A R B NG IRTE R, I8 IT &
BN ECIBIT HOoB B 7L MRl i, AR A R
B BT 88 97 R0 AR S ARG R AR, AN BB A2 I R
TBIT oK. PR, S HOET A Rl e g% va T B R
300 0 BB, o DLR A F M O B R A3
(melanoma-associated antigen-A3, MAGE-A3) #t [A 1
DR IT R S B VR T AR T RO R, U R AE
Iy o2 e N Ik 2 4 20 R S YR T PR ORI IX
BT MAGE-A3 K& [ (14 20 23 R 1 32 18 F R 47 1)
PEJENER R, A B 7R Y, 47%~87% ¥ EC &
FRIE MAGE-A3 [, H 5 % A B 1 AH 2% .
LKA R MAGE-A3 2 K 7E EC 5F 78 b (R AH O ik Jig
TR
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MAGE-A3 2 [A {7 T X L K 1) q28 [X , HH 314
MNEIEFRH K . MAGE-A3 J& T 28 (6 2 98 A S i i

(melanoma-associated antigen, MAGE) % Ji% , 5 H il
KRR — & B R SF ) MAGE [R] 5 45 14 45
MAGE Z 5 R R B A 35 1 B 15 41 190 (] — 12, 31X
FWEAHEETIRERLIE. 1991 4E , MAGE S (1 hL
% 2 MAGE-1 (J5 8 A MAGE-A1) % [A] fH VAN DER
BRUGGEN £ g i 455 7 M T 40 B Ao 5 B (1) 5 v
AN R0 208 40 L b B 43 B P 45 E . MAGE-A3
FEDR T 1994 4 R I, Ho o MAGE-A1 2 A 1 [R] s
W, B 13% 0 E— 1. b4, MAGE-A3 5 MAGE-
A6 A2 5 B [RIYR R JE [, 28 g (R A T 4
R MAGE 5 R R 4 7 41 2 18] 2L A e
VR, (R EATH S 317 7 2[RRI, It 22 7
H AL ) CpG A7 A2 . MAGE-A3 % [H ) 34 38
ik DNA A0 AT 2Tt AY 52 30 2 Mgt A% Y 42, 17 e rh
DNA F LAk A 15 MAGE-A3 3 [F % 2 fie BLAFAE Y
— MR MBAL B MAGE-A3 3K J5 5 1 rh 71
CpG ', & W DNA H JE 4k 1 35 £ MAGE-A3 FE[X] 1)
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FHIG, BAR I MAGE-A3 J£ R AL /KF 5 B 5 BRI
(A A7 2R A o TR, SRR 1A BUAS R T8 MAGE-A3
FE DR (1 5 o A B 2 R AL R A B S, BT
MAGE-A3 2 [A ({15 . SHIZ7E ESCC 40 il rh th
A AR R B0, A 480 F 25 HR R A0 57 b 75 At v Ak 2
ESCC 41 it AT 41 21 )5 , MAGE-A3 #£ [K] ) 2 15 1. 25 1
I X AT RE S 4R T T 40 AT IR IR R T 2. B
AT A KB 0 TR IR PRI GG R B, R B A% 22 24
YIRS S Z5DIR T B R A RIS A 5.

MAGE-A3 & — M- S AP , BT H LKL
B o) 1 , 7 28 R 2R L i T L
FEUAN ECM 48 2 BT g v T2 RIA (B AE IR
M CBR T RAMR P AKIE. A, BT
MAGE-A3 & [ F 2l s F BEA LM AR
& & (major histocompatibility complex, MHC) 73
5| e A ER I TR EE4HH (cytotoxic lymphocyte
CTL) FIIR A, AT A FEBC IR A FH 5 1 AR G 40 ik =
MHC 254 703215 , K L #E /) MAGE-A3 £ K 1)
B vE TT AT DLBE G B X I S 21 2 B 5 g I N
MAGE-A3 J K] [ B i) 1 20k F0 R 4 9 88 Ji M A e
S P JRE L2 T RN G 928 R T AU 1 3 — B E A
IRFFRIRBE T H8 5]

2 MAGE-A3 ZEFEME 4+ & EHr{ER

MAGE-A3 £: [ (1) 335 5 g 16 AR K e 1))
FHSE B 22 oL, 450 40, I8 Bk R T 40 B2 Ccancer
stem cell, CSCOHFPE I3 K 5] 78 )5t 4% 1 (epithelial
mesenchymal transition, EMT) 45 , {1 12 Jit 983 4 fitw (1) 384
VA R, N R EBEE ARG .

2.1 MAGE-A3 # B8 5 Mg 40 je 14

CSC TE g 2k & F0 i8S Ve b R ¥ T AR
FHBY, g2 A J5 & IR 7 A 29155 . A
FLPFE H, CAEAN R 8 28 1Y (1) CSCAE A2 i A s
M2 FE MAGE-A3 Bt J5 75 N 1) 2 P - 52 ALPT 5L
Fak o B0, EBERERE R CSC RE N FE 40 A Hh G I 2]
MAGE-A3 #1J5i fl CD133 17 & 15", & #] MAGE-A3
PrlE & — Pl 8 CSC L Ja , B 1E A CSC 1 S in
STV . b, YU P — R YA E
Sy e e b 5 R 1 e 2R FURE DR
() MAGE-A3 J: K F i 7000 B, 4 i San sl SR i,
I MAGE-A3 B K] 7] [ IR i & i DNA LA K HE 56
[RI6E T $E 7~ MAGE-A3 FE PR i — i g 1t 8 45 A
T, -5 R 24 P P S B R DI AH O
2.2 MAGE-A3 A& H *f EMT #9 % f

EMT s& % Ak (1) b R 248 ff 3R 45 5] 78 Jo3 4 14 (1 ik
i, 72 b9 A A% A4 28 189 I i) 3 LY. EMT 1Y

R 52 1) 78 R b 254 (i N-45 286 2 13 NI 2R ED 1
FIB TG0 b AR B CELHE B B R D 1)
KPR EREAG . AT IR, MAGE-A3 B: K@ i
I EMT 10 {2 3k i 983 % #% . CHEN 28°/4£ ESCC
HR I, MAGE-A3 5: (R 314 55 5 AR Ik 2 25 7 7% XU
2RO s MR AM S B R, R I MAGE-A3 B K ) %
ST SRR AT R ) N, Hanie A bR
FrEWZRIE I, MR bR YR RIE N, 52
7N MAGE-A3 & K 0 B 1 15 5 EMT $% A0 15 i i 4% 7
HORPEMER . 75 B 2 R B, MAGE-A3 JE R 78
300 20 L HhORT e aE i 1A T EMT A0 Wnt f5 5 il %
R T2 e 4 10 1 G T e 1
2.3 MAGE-A3 A& B 30 4] It 98 4m i 69 B T F= B 7
B E W], MAGE-A3 H PR ] 3l <t 100l ) 1
Ak D W AR R R A . 7R AN SR v, S
DRI 3T 2R 410 11 MAGE-A3 & [A 75 BT 41 i & P i 3Rk
A AR 98 40 i R 38 B B8 ) . MAGE-A3 S [R 1 3&
IEBEAN G IS, v I 0 H Survivin C— R T ) &
EDT 7 S48 T, i — 2K W 7 MAGE-A3 %: [
FE MR R AR R e — TR g (R A AR
MAGE-A3 J [ 7 AF K BB 7 FE R A7 A5 AR U B3
THEOLT i e E RS & C-C i+
it /& 2 [chemokine (C-C motif) ligand 2, CCL2] #ll
Survivin &5 FAAH 145 5 38 B 55 7 Sk R AR A7

3 MAGE-A3£REECHATHRIESIRKREX

O Z i 7 HIE S, MAGE-A3 3£ R 7E EC 41
Zirh BILE R, HRIEFE N 47%~87%. ALK
B, MAGE-A3 & A RIE 5 B H M E L iR
IY WA AR AE 2R B IR DG, ST AR TR br 4
INOUE 204G | 1 42 ] EC 5 3% b J8 4L 21 A
12 Fh EC 40 M £ ' MAGE £ X 7£ mRNA 7K _E %
15, R b 24 Bl B A (57%) R 1K T MAGE-A3
A 3391 (79%) 3k /b — P MAGE £ A , 1 78 1E
W H L RS I B MAGE R 0 2214 5 78 12 f
EC 40 fitg H 45 4 Ff 75 MAGE-A3 %7 (33%) . 5 —
T2 ALl BF A9 %F 193 4] ESCC 4 24 1 MAGE-A3.
MAGE-A4 .MAGE-C2 A1 NY-ESO-1 mRNA [¥] ik it
17531, Hoh MAGE-A3 mRNA %35 % 5 5 (87%) ,
MAGE-A4 . MAGE-C2 F1NY-ESO-1 mRNA ¢ ik %
73 5N 60%- 65% F1 20%. %% b ik , MAGE-A3 3
A 7E EC 20 23 b (3l & 7E ESCC 14D B i %
1k, R BA BN R BT S T .
MAGE-A3 & [ 7F EC " 1) 3k w] il i 4 72 2H 41
e AT R . A #7554 ESCC 4
ZURE A Jo Hoobk T2 45 3% # FF AR | MAGE-A3/4 Fil
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NY-ESO-1 &5 [ (1R IA , AR T BH 14 G 2 20 i 1) ¥
EU T G €0y 5 55 30 AT 20 SR ANTE ), W5 3 120 SR AR ot
NN G g £ . o 50 ) MAGE-A3/4
TR FAPERE(90.9%) s MAGE-A3/4 & (A1 T A itk
BB AR RIE, FFHERZHELT 2
P Rk, (HAZAR 6 AR R Bk B 45 55 78 5 MAGE-
A3/A B ARIEAEEA N JRTT, 5 —Tixf 118 41
ESCC &3 M RAEAIE R B 78 % I, MAGE-A3 H
I BH T 2 TE RN 71%(84/118) , il i 3 — 25 0 S Il
PRI BRAFAIE 2 [0 1 2R R 7, 5 MAGE-A3 25 ik R
K B M EL , MAGE-A3 5 (A s Rk 11 B 1 Ak
HEAF R TR, MAGE-A3 85 [ 1 51 3R 1A 5 5 1=y 14 i g
O IR EL G R R SR R BRAR AR S A O, Z IR R
43 BT '8 MAGE-A3 £ 1 /& ESCC il A R 11— A
MSTFREY) -

4 MAGE-A3EREREC R & AT FRVFEE S

GBI I XSRFT T ECIRIT T IER , Bl 2
KRS FR BT WIT SR TR Rk
TEIT I H b 2 8 I R SO B R e 9% A L e R
U988 240 0 6 2 1 Y, sk R AT DAJE ik Y i ko e Rg
PR B 9% s N SEB, T MAGE-A3 2 K 1 2H 21
B 1) 11 2 2k P (R B ) 28 DR AP A8 2 ol g 22 o i e 922
AT kPR T SR 7 R AE s 0
4.1 Migiza

iy 2 e 2 R R FH R 4 B AR G BT R UK H
B (R S M % S NP, FLAE 1999 4F , KANAOKA
ZEPIYE EC 5 AL A i ) MAGE-A3 JIk X6 44 54K 41 i
(dendritic cell, DC) HEAT ik i b 3 J5 , VT 155 3 45 2 1
CTL F i, FH4F e 3 4 21X MAGE-A3 it J5 1) /i
JELHM . 45/ 2 [ (calreticulin, CALR) 7] 55 DC [
B, LIU 280 H it % 18 MAGE-A3 $it )5 Al CALR
IR B KL DC, £ B 44 1) DC w3 CD8” CTL
HE T 43 94 58 = 7K 7 1 TFN-y, AT X 2 15 MAGE-A3
P 5 1 ESCC 41 A 7= A& 40 ff #5 14 /E . TANAKA
SECTHIE ST HAIE 92 T MAGE-A3 $1 5 A& i 2 1 T i)
FRAERE . ph b nT DUHE T, 0% MAGE-A3 Bk BLIY
DC #] b ] F9597 MAGE-A3 5t J5E FHPE (1 EC 23, IF
e T AR R 7C . A SCHRPYIRE 776 2 B &
O R 3 P ) MAGE-A1 1 MAGE-A3
JR B 1) 2 Bl e 1k S VR 7 BRI, - 2 46 B T A
52 T FARB T ARG BT , FEAEARIBY B4z
% MAGE-A1 fll MAGE-A3 Jik B & s 5 5 1 % 0% 7
%, Hod L B EAR G B O Uk g5 7%
A S i yT it E 7 SN H  EEAE T 12
MHe 1 EEE SRR R 16 ™ H AR

RIAMIEE K, R JG 48 4 H ) B F K RAFTE . 1
X2 24 B, AN 8 Ik L GE B AE AR AR 77 AR TFN-y 11 R
VARTE > LS

42 STUWHT@AETT

T AR E T A0 M7 v 3 B I B R SO R e
T 40 2 AG B S Re e 1, 42 Lo 0 e g R e 70 1
— MR ARV . A PRS2 AR PR Z 1 Ttk
B 40 ffd (chimeric antigen receptor gene-modified T
lymphocyte , CAR-T)J7 A T 4 i 5248 THRE4L T 41 i
(T-cell receptor engineering T cell, TCR-T) J7 ¥ /& it
SRR B ORI gk VE T iR v6 T F ™. CAR-T
VBT EEH T MR R GRS TR IR
I7 R AE SEAR R IR T AR 2 N E . TCR-T R
%R 71 FH MHC 73— 52 38 1 248 i P R0 /B3 248 i 322 1 it
J5U, M T CAR-T BAT 9 Z 4L , I TCR-T 7
VELE SEARIRE IR T 7 1 SE HLE 5 AR — T e S
SRR R 0 FH A ) MAGE-A3 2 [H [¥) TCR-T 97 7%
FAfE T SN T 17 R, Horh B 7 5 R
BR300 e R 2 40 LR e R, DA
EC L& R % b R g T M R DL A RJR R
B 16l EIX 17 B B F PSR T 1678 5
358 43 SR, 14511 2900 6 S E 4 B ) B 1 B B
W& B THRBINTE>29 N H e 22 ff . 948
B2 T B R KSR (0.78~1.23x 10" N 41 D ) ¥R
7, Horb 3 B TR A SR L 1 PR B b e R
97 25 4E R E)>19 A4S H, 145 EC B A1 4 A
Jo R TT AR T N 4 H o BB R e 25 R
JNEETE MAGE-A3 % K (¥ 3 4 1% T 40 L7 vk 1 R i
Il PRI 2R AL 7k . s, AR AR A E B
FONES TR I T A MAGE-A3 BE R 7E
fi) 7 F MAGE-A % [A ) TCR, 3 A\ CD8'T 41 fity
J& i8IE 6 h *'Cr B L IGA I MAGE-A %[5 %) 22
JIe T2 40 Ff 5% PO 400 P S, 45 SRR A, B TCR-T 4
it #00 2 TAL H  Xo R TE A 5 MAGE-A & [K] (14 i 8 4 it
FA (10 24 6 5 205N 7T s R] [ A 4 B 3 A 40 R B, B
FEERY R T S9N T AT VER 2 e NBE, N H 5
TEREM K AR RS it 14k E .

H 2, H AT AN 18 7 Ji 8 28 1 3 2 i 4k M T 41 i
JTIEAE EC W T4k 8 3 800, b TR RZ B B o
J& WA T B — 2D T A DG 7T, SR R BE 2 I PR AR
FEAS W 4 13 DL MAGE-A3 JE A A 81 25 1 4 9% 16 97 1)
Il R A o

5 4 18

MAGE-A3 $it Ji& 7] L5 5 CTL BRI 7= A 45
S 1 2405 e 6 20 PR B ) MAGEE-A3 358 [R] Fry B 1) 1
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FIRTH R LT 1 G2 Do 1t A5 FE B I8 S 2 IR 9T )
FRARSE S . £ ECH ,MAGE-A3 Z: K [ £ i85 m, H
HEEANRBUSH I, 7T /EN EC B TG M K br &
Yho 162 WUIGRIE T, £ X MAGE-A3 2 K #8151
iR 925 P RHO 46 M T 40 BTV EC Hh L o B
BRI TR A ; “’*fﬁ%‘fﬁT%ﬁE"]%ﬁﬂiﬁo
B2, 3 — LS s o gk SR AR T . B 5
W FCAUESE T MAGE-A3J@25H¢WW§?%E@9€N
EC #' MAGE-A3 & [K [ R IE P T %Wﬂzﬁmﬁﬁzu
P, AR R = AH DG 2P 9T . FLIR, el — LBt L 5K
FEE MAGE-A3 5 [K X)) 8 A 358 FIAH OG5 58 i
MV b R AEE B i 45 R 2R, MAGE-
A3 FERTE BC Hh E B & T T 432 M4 /5 5 m i, $2
SHAE S T R EAE LR B R R TE EC T
JEHE Z (A ST . Uk Ah, 2 T FEAE W] T MAGE-
A R A 7 AE BC HR 3 R R FR BE R 3R 0A , 1 5%
T MAGE-A & 1 2 i) & 75 23 72 A2 M HAE F v o4k
18, J5 SR TR0 R IX B B 1 2 A A EAE A T
?**Em%ﬁl o BEEFEECH £ % MAGE-A3 £ K 7¢
EIRIT IR 2
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