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yE 1 MAGE-A11 {2 i# ER /+ S 802 R 40 i MCF-7 RY185E

RAEET, EHA, AT, pmA, BREV(L TREHKRE FWER WEALT LAY ERE T 5
FE 0500115 2. MAEHRXF FwER A4S,/ b & FE 050011 )

(# ZE] a8 HKi B2 HF( melanoma antigen gene, MAGE )-A11 XJIfEi R Z{K( estrogen receptor, ER )45 1 FLHRIE
MCF-7 435 B0 . 7 ik« I RT-PCR & Western blotting 7 & i ER 2635 B89 AFLIRE MCF-7 20 /F ks s 20 i,
SRR 4 4 RT-PCR Hl Western blotting 11 MAGE-A11 %t 178-M —F( 178-E )i S0 ER FIFFEILR Efp Tk, R
FAGEILTTTERAE I MCF-7 40t MAGE-A11 F1 ER 2 (0 BAE R, SR FH MTT 325 R0 50 B B 52 50 43 il 460 T MAGE-AT1 B
178-E AbBEXT MCF-7 240 A= 77 28R40 s K A i s i . 46 R« ER BHAE MCF-7 4048 178-E AT 24 h )5, B UFH0 L 4
Efp 1) mRNA(2.97 0. 16 vs 1.71 £0.09,P <0. 05 ) A& [ 3 A KB & T (2. 65 £0. 12 05 0.92 £0.06, P <0.05 ); 544
MAGE-A11 ) MCF-7 40MI28 17B-E 24 h ALFH5 , H Efp i mRNA(4.01 £0.19 vs 2.97 £0.16, P <0.05) L HE HFIK(3.52 +
0.15v5s2.65+0.12, P <0.05 )W W EH I, Ll ss L s SMEM: MAGE-A11 5 ER Z /e BAEM . MCF-7 4
2217 B-EAL PS40 MR R B AN (152 £6.7 )% vs (108 +4.8% ), P <0.05 1,5t MAGE-A11 i MCF-7 4082 17B-F 4b
PG AN M3 A R T RN (181 £8.6 )% ws (152 6.7 )%, P <0.05 |;17B-E AL HJ5 MCF-7 408 v B8 A 4 i &3 &2
[ (77 £5) vs (18 £2)4,P <0.05 |, %%t MAGE-A11 ) MCF-7 4825 17B-E AbEHS 4 A Y v B AE S & 238 [ ( 125 +6)
vs (77 £5)4, P<0.05), % #: 76 ER FIPEMFLIRGE MCF-7 400, MAGE-A11 Tl il 55 ER MM AR AR ER 4+ S0
Efp W92k, NI 2E AN 385 , MAGE-ALT RTREICA ER BHEFLARSE PO 6367 i 25 O FE 3 I
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Tumor antigen MAGE-A11 increases ER-mediated cell proliferation of breast
cancer MCF-7 cells

Sang Meixiang]' * Lian Yishui’, Liu Fei',Gu Lina®, Shan Baoen' *( 1. Immunology Laboratory, Tumor Research Institute,
Fourth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China; 2. Research Center, Fourth Hospital
of Hebei Medical University, Shijiazhuang 050011, Hebei, China )

[ Abstract ] Objective: To investigate the effect of melanoma antigen gene-Al11 ( MAGE-A11l ) on estrogen receptor
( ER )-mediated cell proliferation of breast cancer MCF-7 cells. Methods: RT-PCR and Western blotting confirmed ER-
positive MCF-7 cells were transfected with pCMV-AC-MAGE-A11-GFP and pCMV-AC-GFP respectively. Wild-type and
transfected MCF-7 cells were treated with 17B-estradiol ( 173-E ). After treatment, estrogen-responsive finger protein
( Efp ) was assessed by RT-PCR and Western blotting, protein interaction between MAGE-A11 and ER by immunoprecipi-
tation, cell viability by MTT assay and colony-forming capacity by colony formation assay. Results: Treatment with 173-
E significantly increased Efp mRNA and protein proteins in both wild-type and transfected MCF-7 cells ( P <0.05 ). Evi-
dent interactions between MAGE-A11 and ER were detected in both wild-type and transfected MCF-7 cells. Estrogen

treatment also significantly increased cell viability and colony formation in wild-type and MAGE-A11-transfected MCF-7
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cells ( P <0.05). Conclusion: In ER-positive MCF-7 cells, MAGE-AI1 is capable of enhancing the expression of the
ER target gene Efp and cell proliferation through direct interaction with ER. This finding suggests that MAGE-A11l may

offer a potential therapeutic target for resistant ER-positive breast cancer.

[ Key words ] breast cancer; melanoma antigen gene-All ( MAGE-A11 ); estrogen receptor ( ER ); cell proliferation

2229 P )7 ( melanoma antigen gene, MAGE )-
A1l JE TP MAGE-A K% A i Rl b3, 7 ZLIR
TR R R IRP R T EENEA L EE
g 4 R R, M 9 K A2 AR estrogen receptor,
ER ) PH: 9 2L A i 28 3 0 40 21 b Ji o 1 ). MAGE-
AL 3 H BB WA LR, H MAGE-A11 Al {2 i
FLIRIE AL A1 5, 3R MAGE-A11 A A 5838 i
£ ER 25 7 MR AR A0 2L 1 g 200 R 0 3 5
AWML ER P09 FLAR S 40 MCF-7 /R AR X
YL, BT T MAGE-A11 XF ER HEIE A Efp( estro-
gen-responsive finger protein, Efp )ik N ER /%
%) L s 200 1 5 A S

1 R

1.1 Zaferfe £ RAX A

NFLIRIEE MCF-7 412 F1 MDA-MB-231 41 i thy
HART- i B g v B, RPMI 1640 1535 A
Gibco 72 A, Lipofectamine™ 2000 #% 44 i 7] & W
Invitrogen /A ], pCMV-AC-MAGE-A11-GFP 3% ik Jit
RLFNZS 2 AR JFUR, pCMV-AC-GFP 11 H OriGene Tech-
nologies Inc, 52 5% 5% 5] & RevertAid™ First Strand
cDNA Synthesis Kit I H Fermentas /A 7], PCR 44
FH Go Taq® Green Master Mix {37l &4 1 Promega 7>
A, BPT AR ER H40l H Santa Cruz A A, BRPTA
45 Efp BT H BD Transduction Laboratories 2\ &),
RPN B-actin FHLIE F Santa Cruz 24 A, BT A
i) GFP BA3 I B Epitomics NI
1.2 ¥

LR IEE 40 i MCF-7 Il MDA-MB-231 4 Jitd 76
& 10% fa 4 103G 2R BE 43 ) 100 TU/ml 1100
pe/ml T EEEZE 8% NaHCO, [ RPMI 1640 155
Wb 8 5%, B R B0 37 °C & 5% CO,. 41
0. 05% [iREE BT IHALAE AR
1.3 MAGE-A11 ¥ NZLARIE MCF-7 4iifif

OGBS R I N LR MCF-7 40 A, #% Lipo-
fectamine 2000 %% Y43k 7 & 1d B 5 B ik 69 5 2%, ¢
pCMV-AC-MAGE-A11-GFP &3k JFUR: il 45 45 4 JFfi
pCMV-AC-GFP ¥ 4 55 MCF-7 4 g v, 18 i 78 5%
WA T WS GFP SO GH i 5 P RUR e Tt 48
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h G YRR IAF] 60% L M 4N i .
1.4 RT-PCR 4 MCF-7 #m e ¥ ER & 17p-%
=B 17B-E )if 349 ER Tl B Efp 09 Rk

K TRIzol 207 2 O 1Y A5 RNA, IR ok
{77 & RevertAid™ First Strand ¢cDNA Synthesis Kit
Fi B UL B 45 3545 A RNA 2] ¢DNA 89145, H] Go
Taq® Green Master Mix i 7] & i 1T PCR ¥ 34,
GAPDHYE R INZ IR, it 5 19y 5 e I 1 252 W,
1o PHEEWIRE 2% (0 3 IE I L K e LA I
g,
1.5 Western blotting # | MCF-7 #a & # ER &
17B-E # $8 Efp #9 &k

WCSEZRM, A 1 x SDS _EAREZE whifk 300 pl, vk
L 30 min, B 75 ZEAI 4 °C (15000 x g &I
TEL 10 min, YA FIE M AIMIR . T BCA %
EHEHR,10% SDA-PAGE 7305, RN 30 pg/
fL B E AR PVDF B 1, 5% BUIR W5k 4 °C &
PRI, A 121 000 i By BT A B ER H4TEL
1: 1 0007 FR 1K BLPT A MY Efp BAPLER 1:4 000 FiBRiK)
GPLA B-actin PLEWME 1 h, BEE 3 KA
1:3 000 Fi e AU o A W i A 10 A 0 R BB S
P50, =WIEE 1 h, BEWE 3 W, H ECL RS
HEAT W52 6 5T AT 2 22 5 43 AT, LA Bactin fE R
NS,
1.6 #&EmiE( immunoprecipitation , IP ) iE |
MCF-7 #a e MAGE-A11 #= ER & & #4948 Z4F )

MCF-7 40 %% %t pCMV-AC-MAGE-A11-GFP 3
IRERAA, [F]IHEE ST 25 B 0T IR 2, 55 9 24 h 5 INA
10 nmol/L 119 178-E AbFEAMI 24 h, ZHfEH PBS Uk
BEPIIR,15 000 x g #5003 min & 7, 40,
N EE A R0 A A B 2 v ACpH 7.5 119 25
mmol/L Tris-HCI, 137 mmol/L. NaCl, 2. 7 mmol/L
KCl,1% Trixon X-100 )500 wl, 7K_E i & 30 min, #
AN, 4 °C 15 000 x g B0 10 min, Y 4E FIE
AN . IFH BCA Bk T e i, BU 1
mg B4 2EMR T, A BB EP &, R4S
XA 50% ) G-Sepharose beads 30 wl,4 C 218
a1 h, S0 1 min JF R RIHTAY EP
AT pg BIRPTAM ER B4, 4 °C 5 N &85
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Bt %, BE I A G-Sepharose beads 30 pl,
ACHEBEEZ 1 h, w0 1 min 575 B3E, & &
FA TR 61 350 9 4 B S 0 T A BF beads $20E 3 Uk,
A2 xSDS _FAEZE MR 30 wl, 100 CE W S min,8 %
SDS-PAGE 73 & 8 1, % & H B 2] PVDF i 1,5
% BENR WA 4 C EH R, A 1:1 000 Fi B 1 4
PR GFP BT IRMFE 1 h, TBS-T #hi%k 3 Ik, &

S min, JEPE3 UM 1:3 000 BB A B i 45
EYEERIC NPT —PUEWIEE 1 h, BV 3 WK,
F ECL RIC R G it A7 B3, W 4 db A7 e Mo #r o
FHAN LR AH [F] 77 35 e R BE DTTERT I 1 g GFP
Pl , 25 SDS-PAGE 738§ 8 11 S R 5 A 1211 000
P B0 BT ER B s FEPTARAS I ER B8 2%
G

&1 SIUFIIRRNEFES

Tab. 1 Primer pairs used for amplification reaction

Gene Primer Annealing Cycles
(1/°C)

ER F: 5'- AGCACCCTGAAGTCTCTGGA -3’

R: 5'- GATGTGGGAGAGGATGAGGA -3’ 56 32
Ep F: 5'- TCCACTACTGGGAGGTGGAG -3’

R: 5'- GAAGATGACAAAGCCGTGGT -3/ 56 30

GAPDH F: 5'-ACCTGACCTGCCGTCTAGAA-3’
R: 5'-TCCACCACCCTGTTGCTGTAS3 58 2

1.7 MTT ZAam 4 4 MAGE-ATI % 17B-E %% st
MCF-7 %8 Bt 7 F 649 % v

YA BELL S 000 >/ FLEEFRF 96 FLAR i
T REC IR0 3 B 96 FLAR , BEHR 96 fLAR A —1~Bf[H]
SRR SRR 4 L B S AN EAL B4
I =4l A s JRR 0T B4, 28 A A EE U4l
MAGE-AIT Y21 ), 4NN EE J5 | 55 = 20 AR pu 41
3B 10 nmol/L Y 178-E &b ¥ 0,24 148 h.
SPHIIA 10 wl /9 MTT % 100 mg/ml )LELEHF &
4 h, MHTE 490 nm 4bHYIEE (DA, LXK IRZA
550100 % , THA ARG EE 24 48 h J5AHXT T 0 h
A A A3, AR AEAF R % ) = SEH -1 D
BT REZH 34 D {H x 100%
1.8 %A % BAem 45 MAGE-A1L & 178-E
F) %G MCF-7 4m fieuedy 36 T sk

MCF-7 4L 3 x 10° >/ LAY %% B e fp F ELAR
10 em YRGS A Fe45 0 4 A2, r 4R 1.7 ), 4
JROIU BE A a1, 5 R AR AL RS DU 4 TR A 10
nmol/L 1 17B-E AbFR, H BRI I LM BE Ry 400
pe/ml 1Y G418 HEATHE , B Rl e M — K, i ik 2 A
J R A MR A T AR R g € B T VR A < B R L
H YR IR A, 1 x PBS BRI U, INA 5 ml 95%
B, R E 15 min, 1 5 ml REEAKFESE 3 ¥,
A 10 ml B AU AR B G4 50 ml XLZEK A 50
TR WA A ), IR E 4 ~6 h, 5 ml REEAKHK:
gAY DR YR N e 1 I £ 17410 ol

TR A0 BRI RO 77 LR (%) 4 v B 4 DL R
ALULAY ELAR > 1 mm A el R BHPE 7E b ).
1.9 %itzan

DL ESEE IR 3 . WA SPSS 13.0 4tit2#
BAE AR OR x £ 5 TR, BB ECR P REAR
)t K, P <0.05 AEFHAGRIFE X,

2 & R

2.1  3URE S 4w e MCF-7 #= MDA-MB-231 ¥ ER
mRNA Fe ik § 89 £ ik

RT-PCR( &l 1A ) F1 Western blotting 7h (K
1B )87~ , 7 mRNA FZE K b, FLR S MCF-7
b ER 323k BHYE, MDA-MB-231 # ER ik
Pk, 4275, MCF-7 4 jfl y ER FH 1 40 fg, MDA-MB-
231 4l ER FAYEANNG .

A B
| bl 1 2

E 1 ZLBR%E MCF-7 4Hfaf1 MDA-MB-231 /f ER HIFRIZRE
Fig.1 Expression of ER in human breast cancer
MCF-7 and MDA-MB-231 cells
A: RT-PCR assessment of ER mRNA ;

B: Western blotting analysis of ER protein
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2.2 MAGE-All #F 17B-E # %% ER T # 32 i B
Efp mRNA & ik #9% )

RT-PCR #2554 & 2 ) §oR, ER FHE ) FLIR
Ji& MCF-7 418 10 nmol/L i 17B-E Zb#H 24 h )5,
ER B TR Efp B9 mRNA FRikKF BT+
E1(2.97£0.16 vs 1.71 0. 09; 55 =4 vs 55 —4 ),
VLB 178-E Al 55 ER 09 FURIEIE A Efp Rk,
ALY MAGE-ATL FFANREAEHE Efp 19 mRNA ik
(1.65+0.07 vs 1.71 £0.09,P <0.05; 55 2 vs 4
—41 ) (HEL Y MAGE-A11 #11¥) MCF-7 4l 17B-E
AEFEIE L, Efp B9 mRNA FiAE0 48 178-E Ab B Ay 258 2%
AN IRZH BN 4.01 £0.19 vs 2.97 £0.16,P <
0.05; 55 UL vs 55 =41 ), #2/n AMEMER) MAGE-ATL
HEIN T MEBCE KL Efp mRNA £k,

A MCE-7

MAGE-AIl - + - +

17.p-E - - + +

B
5 Jueh
P<(1.05
Z 1
[ 2
g 3
) I .
]
MAGE- MAGE- MAGE- MAGE-
AHIITRE  ANGEVLITR ALICGATE  ALFTP-
-) E(-) E(+) E(+)

E 2 RT-PCR #ill MAGE-A11 X} 17B-l — B2 15 S/
ER Ti$BEE Efp RiZHIFM
Fig. 2 Effect of MAGE-A11 on 17-estradiol-induced
Efp mRNA abundance
A: Representative RT-PCR analysis showing Efp
and GAPDH bands on agarose gel; B: Abar graph

showing semi-quantitative changes in Efp mRNA

Western blotting #5255 & 3 ) iR, ER FHE
B L AR 5 41 MCF-7 FH 10 nmol/L Y 17B-E 4b 3
24 h J&5,ER B FIFREEN Efp AR H R IAKF B 3%
TR (2.65 0. 12 vs 0.92 +0. 06; 56 =4 vs F—
4 ), 8 178-E AIES ER A9 FUFHEILN Ep B9
ik FMEGY MAGE-ATL FFANBEIEHE Efp U1 3R
F5(1.01 £0.07 vs 0.92 +0.06,P <0.05; 55 —4H vs

S— ) B S5 e as F AN B A LE , #% Y MAGE-
ALl 41/ MCF-7 48 17B-E A5, Efp 19 A
FIR B2 17B-E Ab B (1) 25 35 1R %) BR 2 W 3% 3
(3.52+£0.15 vs2.65 +0.12,P <0.05; 55 VUL vs %
=) SRR AMEE R MAGE-ATL S0 T Wi 2K
P Efp AR

MCF-7

MAGE-All . + - +

17 - - + +

|
P-actin I-——-—i

2A).05
4 f

| P05

MAGE- ‘H\(]_ MAGE- MAGE-

AHATRE  ALIEVLTR- ALGYLTR ALNHYLTR-
=) E(-) E(+) E(+)

Efp mRNA
b2 (7%

=

3 Western-blotting #ill MAGE-A11 X 17 8-
ZEFESH ER TFHEER Efp mRNA RIZH T
Fig. 3 Effect of MAGE-A11 on 17 3-estradiol-
induced Efp mRNA protein content
A': representative Western blotting analysis showing
Efp mRNA and B-actin bands; B: a bar graph showing semi-

quantitative changes in Efp protein content

2.3 MAGE-All 5 ER & @z a #4824 A
g FLUTIERE I 45 (/4 ) 7R, MCF-7 4 fif
YL GFP-MAGE-A11 RXHAK )5, FIH ER ikl
S AR ER AL MR RIMEAEEY
LS T MAGE-AL1 &1, M 76 AR FE Y MAGE-A11
(RIXTRRAL T, ER M UTTE Y R L& MAGE-A11 2K
F1s [RRE, I 4B Y 25 S s, MCF-7 41 il 5% e
pCMV-AC-MAGE-A11-GFPFRLZ ST , I GFP 41
RO 2R P i SR E MAGE-ALL 2, T
BEMEAZSYHBEE T ER &, MR
P MAGE-A11 WXTREZ , GFP I TTIE D h AR 05
ER & F. P LZ5RER, JMEH: MAGE-ATL 5 ER
Z AN TEA M A AE R A BAE T MAGE-ALL A
Al fEE S S ER Z R0 8 H A BRI ER /&
H Efp FRiE
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< 570 -
A MCF-7
17B-E + g
pCMV-AC-MAGE-A11-GFP - +
IP: ER
IB: GFP
GFPp [s——
Lysate [
L B-actin | s e
B )
MCF-7
17p-E +  +
pCMV-AC-MAGE-A11-GFP - 2 o

IP: ER
- —

IB: GFP
GFP |-——

Lysate | —
N Practin | —

4 SEHTIEFERN MAGE-A1L 5§
ER EHZ ERIEEER
Fig. 4 Immunoprecipitation analysis showing
interactions between MAGE-A11 and ER
under an overexpression condition
A: Immunoprecipitates of ER includes exogenous
MAGE-A11 protein; B: Immunoprecipitates of exogenous

MAGE-A11 includes ER protein

2.4 MAGE-A11 3t 178-E 4% # 1 64 SURR & 40 e 38
LR DA

MTT #2552 ( & 5) @on, 178-E 4B 24 h
J&  MCF-7 41 ffg 14 5 2 5 %F B A T 2 3 19
[(152+6.7)% vs (108 +4.8 )% , P <0.05;% =
Hos 95— | 55 g =3 #0155 G
MAGE-A11 #Hf) MCF-7 4l 4: 178-E 4324 h )5,
B P 3 7 R s R AR BR A B 2l ( 181.0 =
8.6)% vs (152.0 6.7 )% ,P <0.05; 5 U4 vs 55
=4 ], Ui MAGE-ALL R[4 17B8-E 5 3 1Y) MCF-
7 A IEEE . 178-E AL 48 h J5, MCF-7 4il i 3%
FE R 55 REZH A HE J 35 1 [ (260.0 £9.7 )% ws
(176.0 +6.8 )% ,P <0.05; 55 =4 vs 55—4H ). ¥
Y MAGE-A11 41/ MCF-7 4ifiZ 178-E 4bFH 24 h
J , M AR B AR 25 17 B-F A B £ 23 4R A4 0 B 4
RN (303.0 £10.1)% vs (260.0 +9.7 )% ,
P <0.05;55 U4 vs 55 =41 ), 5] MAGE-A11 A 3%
Hn178-E 75 509 MCF-7 40 B34 78

WE 6 7B B 32 5 45 3 s, 50l 5 e
MAGE-A11 A 34 i MCF-7 40 i #4 5¢ F& 12 a4k
[(18.0£2.0) vs (51.0 £4.0) ;45 —2H vs 55—
4 1,17B-E kb B 5 (4 MCF-7 41 i 52 [ T2 AR RE 11
FwEn (18.0+2.0) vs (77.0 £5.0 )4, P <0.05,
Si— vs 55 =40 ], MAGE-A11 AT 300 178-E 5%
(1) MCF-7 4 jfo i) 58 BB i fig J1[ (77.0 £5.0 )us
(125.0 £6.0)4,P <0.05,55 =4 vs 550U ). LA
EERIR MAGE-ALT W2 3 17B-E it A L
Ji g 240 B 1Y) S BT J B T o

P P<0.05
350 r g MAGE-AL VI TP-E(-)
300 b B MAGE-ATL(+V1Tp-E(-) P<0.05 H—
MAGE-AT1(-V 1 7p-E(+
251!*0 i (=¥17p-E(+) oos
O MAGE-ALL{+)17p-E(+) =40

200 P<0),05

150
100} e
0

B 5 MTT &R E K402 E MCF-7 4R R IE5E
Fig. 5 Proliferation of cell viability of MCF-7

cells treated as indicated

Cell proliferation (%)

Time (t'h)

A MCF-7 cells
MAGE-A11 R +
1 7p-E - -

140 ¢ P05

1207 P0.05 ’
100 [ ‘
80: P<0.05 |
60 | ’ I
20+
o |

MAGE-A1{-MAGE-A11{+)MAGE-A11{-/MAGE-ALL(+)
17-E(+) 17p-E{+)

Colony numbers

1 7p-Ei-) 17[-EQ-)

6 SEPEFRSEIG A EFGLEE
MCF-7 4 Ra iy 52 BE TS B BE
Fig. 6 Colony-forming capacities of
MCEF-7 cells treated as indicated

IR & I 8

ER JE—FZ 2K, MEBE Gl 0L ER SRR T Uiy
FEEE R 5 . WEBCR A ER 455 )5, ER dl g HA



FMEAT, 5. IRHUR MAGE-A1T fEHE ER /v S FLIRAE AT MCF-7 f 38 58 . 571 -

B DNA 45 G 25 M 505 HF i 5L IR | i v =%
S TG estrogen-responsive element, ERE )A145 &
RV X LRI R 55 5% . Hop Efp J2 ER RN
— AR EEAEEE SRR TS R A )
PEIY 20 2040 M b, WL AR bR K P e A
B 7 Efp SRR /NR BN TEEEAS
T MR N PERRAR . Efp 16 FLIRIR A7 e
FIRIMG, FUNRIE A0 AR Efp R 00 20 i 1 1
B DRI, Efp BN Sy 2 0 SRR 0 4 i 3 g
fl—ANZ S H B AR AR 1 Efp B8 R T R
B ER A5G ME. ER WA T IS0 L R A i o 2
—ANERRWNERE, A RREZMERNEAS S,
AR ZH BT AT ST B, ER B A4 L s s 2 i v
LU R B )5 MAGE-A11 25 14 114 22 35t A X 8%
B I HAMNEYE MAGE-AT1 {2 3F T AL 9 40
Jfd MCF-7 (38780 DRI, MAGE-ATL 47 7] fig
S 5T MESCR AR i 41 B3 i, H ek LR R 4 A
HUFH 152 A AT BEFR Ay el 8 Al i ER IR KR
YEM .

AR T MAGE-A11 5 ER 2 [a] iYAR H.AE
FHIL I B X8 0 3540 2 A4 5 1 2L D 40 18 30 %) 5% T
SEYGTRGE TR LR 40 MCF-7 A1 MDA-MB-231
i ER MIERIRIRGL, G55 IR, MCF-7 40 ER &
ik FATE, MDA-MB-231 Ziiffi  ER FRiKBAME, K It %
F T MCF-7 40 A I #F 58 MAGE-AT1 5 i 4K
A M A O R AR, A T BFSE MAGE-
ALL XTHEBCR A S 00 ER 3G M52 00, FF MCF-7 21
JL43 53 5 Y AN JEE MAGE-AT1 FI( 5% ) FH 17B-E 4b
FHANAEL, 37 F RT-PCR #1 Western blotting 3£ K5l ER
BRI IE R Efp AOGA, 4550 BoR, 17B-E kb H Al
I Efp W93RIAKE, B L Y MAGE-ALL Jf
REEFES Efp Wik, (HAMNETE A MAGE-ALL 34
THER E AR Ep R DL AR EOR,
17B-E 5 HAZ 1K ER 454 5 v Nl AL Ep
15, MAGE-A11 A Al g ot 5 ER M8 HAH A
VEFIBEIN 178-E A0 Efp B9363k . Spe 3Ltiem
A5 7R, AMIEPE Y MAGE-A1L 5 ER Z[H]
FEEAMEAER, #28 MAGE-ALL A A REE L 5
ER Z [0 ) & FHAH BAE 3N ER 531 Efp 3R
ik o BORA S ARTER N 2548 AU i MAGE-AT1
HHS ER A EAER (B AMEAE 0 52 50 25 R 4R
TAES RIRTE LT P E A A AR IR 3 1Bl
KL, 76 MAGE-A11 =23k (1) ER BH 1 2L 1 9 41 i
H O MAGE-A11 A A fig5 ER MIELAEH , - 7e M &
RGBT AT ER B9IEPE. MTT 43 45 51

/R, 1TB-E Ak B A9 MCF-7 40 i 38 5 fiE 71 b & 4%
I, MAGE-A11 AT 178-E i S19 MCF-7 4 i i)
HOBHRE ). SEREIE SR S R R, 178-E kb3
J& () MCF-7 21 i 7e TR J e 7 i 2514 55 , H MAGE-
ALl ATHEAN 178-E 355 19 MCF-7 41 Jfd (1) 52 B i
it 1. LA ESE SRR, MAGE-AT1 AT {2 3 i = 1K
S ) LR A M Y 2 5

MTT 455 B, Bl gy MAGE-A11 24h i
e MCF-7 20 R i A7 15 28, {H 5o ph 5% 4 MAGE-A11
AT LIS N MCF-7 2 0 9 s R T2 i, FEmT B2 T
TR B SE B T MAGE-A11 %6 Y i ] 5564 1 2 e
M TR e MAGE-A11 o AT 34/ ER BHE 20 ffd i)
TR U, BRI MAGE-ATT f4 42 20 it 384 58 T i 5
AN 58 A (R 2 A I 1, JH e T 8 30 o L A
R ARSI 119 38 48 ok (2 32 41 M 344 4, 3 T & G
FEHEN AT fE . MAGE-A11 24 % ER B 1L e
20 60 110 14 B A A — R )5 A T L — 25 1 S I

HAT, X F MAGE-A11 B8 5T 32 22 4 v e ol
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