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[ Abstract] Mage-Al is a kind of tumor specific antigen. Many studies indicate that it can be a target antigen

for tumor immunotherapy. This article summarizes the expression of Mage-Al in tumors and its promising clinical

practice in the tumor immunotherapy.
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MAGE-A1( B 5, %/ $1 JK , Melanoma Antigen) £ /8- #L,
$LJE ( Carcinoma Testis Antigen, CTA) & 2 & & 7§17 ( Mela-
noma Antigen, MAGE) KIKH i — 5, REEZFHMEHA P
R EERMAAPREASNILFARREN T Bk, E
IR REYUR, B TFXRRER T, B H MAGE-
Al JURVE N a9 R B2 2 BT TR T A TR R A o
UL MAGE-A1 B R RIELL T &R,

1 MAGE-A1 EF

1991 4 van der Bruggen! i FIR HEERE R LT B
BREAAREAR LK MAGE-Al B ZEEKA S b, F3
A5 EF , FE IR EEAE (open-reading frame, ORF) i ¥4 3 &
ShET B, HF R mRNA 21K 1722 bp, HIB—BK 4 309
~319 MEEMBRENED M22-E, Bl MAGE-AL EH,EAR
SRESHWFF, A - MEENBERR, B X KRE/AD, T
RAESHEBARNEBE —EAH M. MAGE-Al BH
HHE MAGE-A BEE 57% ~T1% KRB, %Ex=Y
B — 73 HE 5 #1J7 ( Tumor Rejection Antigen, TRA) , BJ

R RAEHUR (Tumor Specific Antigen, TSA) , 2 8 40 M 4%
AN REETERMRARMAFETER ARMHTE.
HAIE % MAGE-Al R EXEWEBEF BRI H—
B A IAN  MAGE-AL EEFRIEZ R EMAKEE, 53
F CpG 5 (£ 2% B DNA &1 44 10 bp HH—4> CpG
BHR, EN2EF ZRE, X5 DNA L2 1 kb HHi#
HFRENEHFRBAE—MET, XK CoC %) 8
FRIERRE T RRATRNEENYAERE, REE#ED
B €6 SR 454 LA R BH IE 5 57 B 75 DNA R & T LB %
BB, 4RIk, A CT-X(EEMT X Rtk b #75
-EHNFF)REBHE ST CpC SEERMAMPE L P L
ey, TR FR R R ERELS. WRRRFPELRE
EHERERSH T —E TREATIRNEINEY %
BB RREFRAMFENETLBRE CT RN KL, B
HESEHE T DNA B 2B ETRBM, B> RIE -
BAHRK R X, HFHIWANN, MAGE-AL HH £ X
54AEEMIBRAERAER. AEAZBLEEAER
LB BMNERT B CEEA N —5HE B4 e HE



HEEHHEE 2000%F 88 H2% By

BREREZBURN, HEHZBRATUMNLTRTE
R AR (1) #3705 LE T 10 GONS BB AR
WMZBAMBLAE A, (% AR, Mk DNA 858,
HMTERETES: Q4B LBRATTRAESRER
W5 mH EF (0 ISWI ATP B ) Z B A EER. Wis-
chnewski 2" Xt MAGEA B ZEME P RANF AL, 4
5 E1 B Z B S B 50 77 gl oty 1 B9 3 A (trichostatin A) ATELE
1458 5-aza-CdR 749 MAGE EH A%,
2 MAGE-Al iR

i MAGE-Al £ FHRID A Y10 MAGE-AL i, R4
HIZRK, 85 309 I E KA 5% A . Mslegrsthekpeealeaggealglve-
vqaaassssplvigtleevptagstdppgspqgasafpttinftrqrqpsegsssreeegpsts-
cileslfravitkkvadlvaflllkyrarepvikaemlesviknykhefpeifgkaseslqlvfg-
idvkeadptghsyvlvtelglsydgllgdnqimpktgfliivlvmiamegghapceeiwee-
Isvmevydgrehsaygeprklliqdlvgekyleyrqvpdsdparyeflwgpralaetsyvk-
vleyvikvsarvriffpslreaalreceegv, HHLRR B F RN B AR
PRk, MELEALBRELLSHLEREENEA, B
A AB 441 B (Human Leukocyte Antigen, HLA)-1 243 F
PRI ATt T S 40 8 ( Cytotoxic T Lymphocytes, CTL)
REl&AL, HAT, BRI 8 Ml MAGE-AL E£HHISH HLA-
1 XA FREN CTL R, BN AEHRERENMEH %
LI RA MR ARTR .
3 MAGE-Al EEKFHMEEKTEMREZER

i F HET{X 4 CT HlR B A AH R 3 TE R B4k, B LA
BRRAFRIHFRAES TERKFHPR. EARR
EYFETIRNRTE EXHEE LTS, BEAEKF S5
RUBERKPHHREEFEYFEENL. R1FIHTHS
H SLAPE B MAGE-AL ZERF/KFAE B AFHRZEEL.

%1 MAGE-Al £H APk o AFETF A+

HRERA
mRNA HiR

ek

HEKE% EHk¥%
KB 33.0 -
3R] >30.0 50.0 2% 15.2
H # 41.0 -
fis ] 58.9-71.1 53.37
Kt 30.0 -
fitstE 20.9 5 35.0 FR% -
35171 21.2 -
SRl 20.0 -
EIR R 40 39.5 38.0
HE T4 i 66.0 85.7
IR 4 s - 33.33
il 62.5 -
H: - B ESCHRHE
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EEPEFIKFREREE, MAGE-Al HEFAKFS5EA
KPEERZIRFTUR. AEENIEAL R ERLH
HAFTHIF, A E 730 MAGE-A1 R T b M Sl ih
SR ptikiE

3.1 XTFERAZLMEBEALEZE HBITRAUTER
FE:()BABRERES, I RNA AERRRESR;
(2)PCR F¥mB G A AN T U, HEZEARERK
BARRUEE ; Q) EEMRARPHIBREE, 284
WAL S EEETRANTRE.

3.2 AFREREZARBMEARLIAE HETHRAUT
FEAR()ERBERE, ERFKEME; (2) K ME
AR R BRI E G R , Alan £ & P MAGE £
EAFPHRELTFREREN TR MERKPREZLT
LN

3.3 XTRA—MMERANER 2007 FFKFE TR
FEALWRA 30 51, 7 Bl A A 44 %t |, R A RT-PCR 77
¥, 1 MAGE-AImRNA 7Efi iR B A0 I 4B I 23K, B R 47
S3(3.89 +£0.12) % F1(2. 97 +0.24) % , Bf MAGE-AlmRNA
B KRB RIS > B, Haier J %) {1/ S7B BATTREH
Wil A R 98 Bl E MR AR HIRNEE, B
3t47 38 B MAGE-A1 Z& B354 PRE, 2+ 66 B 851k 40 Ha A
BEP 33 HIHHE(50.0%),32 R EEED S fIAHE
(15.2% ), AERIEREWIRELIELT MACE K£%
5@ R E NS A ES TNM S RN ER A
Ir¥al BRI RER AFEREHEL, Bit, 58
BRERFESHEREMENRFERELRE KRB
EHX. HEMXAENHRETELD. HEREEMNE,
Liu 4" 603 7 FARIE 32 00 BT I B A MO R 40 O A0 5 T A
TR ARH 40 Bk , R 0 MAGE-A1 B [ 9% 5% 4 38.0% ,
5 mRNA FikK¥(39. 5% ) AR,

3.4 ERFEHMETRENZER FETEEEN (DA
FIMR AR FIRRARR; (2) RRMAE KRR EAR; (3)
B A PCR B4 SR MM R B A TR ; (4) R F
AR FRIEH HLA 4y FRERRARE; (5) B Frs =
o

4 MAGE-Al £% R& AT HIRE

41 FEHARGMEP, MAGE-Al EFEL LFA B
HEHEBERPREL, X MAGE-AL HLEATF AN
R G BRI BN BT BB, AIN7E P4 B+ , MAGE-
Al BB HAIRIE, 8 >50.0% , & RIS B AESEHK
A A LB AR W 178 Bl HCC A R MM BEHFAR P K
MAGE-Al HiJ, 2SR R, & %4 R MAGE-Al IFHRE
¥, YuQing Zhang %1Vl 4E T 86 451l JFF 40 B FFF /88 5. K 5
A mtra, Fe! - F 8 - 84 K% KL (real-time quantita-
tive-PCR) ;11 B] MAGE-A1 35 %35 % 4 34.9% (30/86) ,
78 MAGE-Al SLR MR B E R R8T LN 7T BE.
ERRER, EAEM, MAGE-Al BEMFARY >
30.0% , B PEHEE, 2006 4 B RFIFKFEEDIR AT Ak-
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cakanat A &' A B ALK T ERABRTEERA
MAGE-Al BHMEXRSERNEB S PREFEHP X,
Tnoue X7 68 {5 B 5 41 LU FIB 5 41 41 MAGE R KX #4T
THIS, % 5529 MAGE-Al Bt 68 Bl BMARPHMK
W 41, 0% , T 76 35 41 S P R K i B) MAGE-AL £E R
£ik, KESH R MAGE-Al HE LS MR 5 MR
BHEE REHDEEBRERX, SARENE MEX
MEF. BT R, MAGE-Al TEHAREMA T HERE
L MR B0 35K, TT LAYE 3 Bl 4o A 34T RO B4R IR
HELESMEM MESREE. REKEEHBEEN
%, 7R MAGE-A1 A LMEAMERITHR REERNE T
845,

4.2 FEFPRRELRET,FE MAGE-A1 BFRKFHHRE
B HERERER—, L1 20.9% ~350% 2 [6, &M
R, Sudo T2 50 T 21 515 PR SHERH 8 B
A MAGE-Al EE K KIHR, RAAREMHERN
52.4% (1121) , BA R AR R 62.5% (5/8) » TEWIR
FYH, 2005 4F, B E RS0 RE 33 BB LR AR A
MAGE-Al 2 EBFEBE N 21. 2% ;Kufer P Z P AR R
AR B AL TR BNAERER(INHRE R D 2T3,
4L I AT S B 45 T 4 5L > 20 ng/ml) 5 MAGE-A %
P E AR X8, BITTE T MAGE-A 2 Fk Sk Fill Ay
FIRBRENTG, EEHREMNE T, MAGE-Al ZFE
SRR B BRI RK, H 20.0% , XEHNRTE
BA¥, EXERET, HARENHRRESRD;HFE,
EXLRLET, MACE-Al HREMMEARLALREMRE
Fik,

4.3 EMZRZEMAP, Bodey B ZEBT 5T K 3L, MAGE-
Al 4H SR P IR F K BT L TR R R B B R AR R
BFENRERMMUER, FATRURERRTHTHEER
METREVARE(IR)IEEERESHARE(VE)
T ba s, HI, MAGE-Al TR SMBAK %
PER LW ST, B R T 5 MAGE-A1 BAK PRI~
B9, AT BT MAGE-AL K R EALAMA B AMZ Bk
P kg 235 MAGE-Al By ZRA %12 F MAGE-AL X} &
AW LRI .

5 MAGE-Al % Bl & 4 FT IR PR i AR

5.1 B -2AHFEASMIME RN EEE DA REER
2. U M A R T HLA-I XA TFRERARERES
CTL A5 80 % 55 R % #0158 53 BT JF $R 22 40 /8 ( Antigen-presen-
ting cell, APC) & Hi ity HLA- 1 X FREVIRKFBESH B
T MRS SH R, MAGE-Al RATARBHFREE
ME—-MALEMETRY . RE¥EFR KN, MAGE-AL £
BREUTHA: (1) MAGE-Al FIENEBRASHENYA
AMAHE Y (MHC) &4 M4, (2) MAGE-Al H5E
A5 MHC A FHEAME SV TR REAREE THEA
MI(CTL)iR5; (3) MAGE-Al H#EAH S5 MHC A T441
HEYEERER LD —EKYE, RLABEX—K R,

5.2 #4RI1E, ATE#RBIT 5 &1 MAGE BH/fi /v it
RA I R84 Y B3, MAGE-Al B2 FR P/ %5
WITRRIFEREKRE T RFNEIYR. (DIREES
fuaR . HNAMACGE RERBT B AN EEEHM, FHER
R R D) ik MAGE B & R AR HLA-L 265y TRIfb
RN, SR CTL N, X — G S AR B 4
4+ % (Interleukin, IL) -2 338, (2) BEREAREMRE.
Bp¥s ik MAGE ZEB B AR M ARG REHEMMIE R
% ,Reynolds %323k MAGE-A3 B (351 MelanA/MART. 1 )
BERXAARNBREMESE EHEHE 1SHCTRER
Fahh HLA-A2 FRbE e vy, R 3L O BN it = e I
E2ELE RAAMERERY, W6 FIRkRERBHEE
ME3~SMARERER. 3)EEHREE: XCEDR
IRAIB I, Van pel 24 84 A KA I MACE 2 H 1%
RERRNR, EPMRAEREBT B EM CTL L% ; Tuting
&M ey FEBHET T 2R, A A EAR % MAGE-AL
F1 MAGE-A3 ¥ & (A ¥ Bu A 28 4R 40 ( Dendritic cell,DC)
RIEERT MAGE-Al 5§ MAGE-A3 £ HE# DC REE A B0t
FEREESRE CTL, IS K CTL BB R A HNIR
B T 4 B o 4 TL-12 % R 35 58 B F ( Tumor Necrosis Fac-
tor, IFN) - {935 MAGE-A1 5 MAGE-A3 2 —E % §
A DC, 58 1 MAGE-Al 3 MAGE-A3 B AR, i — B3R
TR B CTL WiEh, PP TERM CTL . (4)WE
RN #7245 : Andensen 2% F] MAGE-A3 $i{ [ ik 5 7 S0
MBI ORI, B H BRIV R E R R EE
W, EBEE LR, BEETFPER. S)RERERDZ
7. ED¥ MAGE LR R BB R g B ik, AME &
B R e/ Sk TS R B S R R
£ F#AT T MR o 1999 4F Boon 45121 75 4T R 15
T BR#E #1751k MAGE-A3 Fl MAGE-Al E THR&E
BOARBAA ERENARZAEBTHS AR, ATA
MR EER/N HPH 3 ANTZLHER, B2 AHLEY
B2EUL, BREAZRE - ELRE, BRTFELRE
FHLA 47 REEAXMBTNRERE, RBOHE - 245
FESNARRN XA S, B - BANRENERR
xR R R R G
6 MEERDE

B R MAGE-A ZEXt i I Ry HERB T —E M
L EREMAREER, FEFEMNT AR MACE-Al &
—Fh AT REARER B EHNERREARE;MACE-AL B
FABKR, ES CTL A MEEA A S, R, BEHRE
B} MAGE-Al 5 H¥ CTA ZERMIPE P HILRIE, X
R R B IR MAGE-AL BF A R B B RS 1 £ 81
HH B MAGE-Al I ARBEH—FHWER. B2,
FEE S TR RIS AR B3R &, B 0K 3 5 ¥ i 31, MAGE-AL
MBI REHE—EHWEA, HEMENRRR T FREE A
KR AR .
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