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% 2= #5E GPR30/ERK & B2 3t = A ZL RS MDA-MB-468 AT R {EZE

AR, AT REME  Fued ik @ kR (400016 FHR, TP EERF KA B R A — BB N A ELIR AR
400010 P, PR EERER A B R 55 — B 1R )

[FE] HMY  BHITHMEME/GPR30/ERK {553 J 14 #4005 %+ = A 2L (triple-negative breast cancer, TNBC) MDA-
MB-468 4T R R AZZR I . Jiih S s It B Western blot Kl MDA-MB-468 21 ifg vk 8% 2% 27 14 GPR30 [ & 113
R S 8, Western: blot A6 24549 b ¥ 4H 0 HH 85 % Ak 248 i M5 -5 835 18 ( phospho-extracellular regulate kinase,
p-ERK) (25 11 33575 Ak , 4t IR S5 S Transwell /N3 526 43 774G T 40 M i 32 8 SR 28 8 T R, 850 MR R 2
& GPR30 7 TNBC 41 fift 2 MDA-MB-468 W= 3%k , H B TANM MK AR 17-8 M (E2) F1 GPR30 45 5 sl
(G1) AT LA & AL 4L GPR30/ERK {55 (P <0.05) , [ p-ERK 25 [ /K-, HoAE X 32 3k 8 430 2 25 B % R 2 1Y
(2.07 £0. 11)f5FN(1.98 £0.06) 15, E2 J Gl 25 ib 3 f5 iy 4l B g 1115 8 W Z 4 & (P <0.05) ,24 h JFiEB AR
DX 3 )R X 240 B3 300 Ry 25 X B A (2. 10 +£0.20) £5F1 (2. 14 +0. 34) £, AR 22 I8 225145 R . GPR30
S HEREBU(G15) DL & ERK RESE AN HIF] (U0126) Y] & #6] E2 A1 G1 51 2L L2 (P <0.05) . g5 M
Fil it 1%k TNBC 4fiffi MDA-MB-468 1 GPR30/ERK {5553 [, {2 iff 4l i i B B A= 22 i B M vk e . W 1) k¥ 35/ GPR30/
ERK i# #& v fE i TNBC A 550697 T-B .

[SE$81A ] MERCER ; GPR30/ERK 38 [ ; — FIM:FL AR ; 40 B8 S 1R 2%
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Estrogen enhances migration and invasion in triple-negative breast cancer MDA -

MB-468 cells via activating GPR30/ERK signaling pathway

Yu Tenghua', Wang Zhiliang”, Zhao Chenhui', Wu Xiao’ an', Zhang Shu', Tu Gang' (' Department of Endocriolgy and
Breast Surgery, the First Affiliated Hospital of Chongqing Medical University, Chongqing, 400016; >Department of Obstetrics and
Gynecology, the Second Affiliated Hospital of Chongqing Medical University, Chongqing, 400010, China)

[ Abstract ] Objective To explore the effects of activated estrogen/GPR30/ERK signaling on the
migration and invasion of triple-negative breast cancer ( TNBC) cell line MDA-MB-468. Methods
Immunofluorescent assay and Western blotting were used to test the expression and localization of estrogen
receptor GPR30 in MDA-MB-468 cells. The expression level of phospho-extracellular regulate kinase (p-ERK)
was detected by Western blotting. The changes of cell migration and invasion ability were examined by wound-
healing assay and Transwell assay, respectively. Results Estrogen receptor GPR30 was detected with high
expression level in MDA-MB-468 cells and was mostly expressed in the cytoplasm. After treating with 17-8
estradiol (E2) and GPR30 specific agonist ( G1), the GPR30/ERK signaling was remarkably activated. The
relative protein expressions of p-ERK in the E2 and Gl treatment groups were (2.07 +0.11) and (1.98 +
0.06) times higher than those of the control group (P < 0.05), respectively. Moreover, E2 and Gl
significantly increased the ability of cell migration. The relative migrated cell numbers in the E2 and Gl
treatment groups were 2. 10 £0.20 and 2. 14 +0. 34 times higher than those of the control group (P <0.05),
respectively. Transwell assays indicated the similar results as wound-healing assays. Interestingly, these
changes induced by E2 and G1 could be significantly blocked by GPR30 specific antagonist (G15) and ERK
specific inhibitor (U0126) (P <0.05). Conclusion Estrogen increases the ability of cell migration and
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invasion through activating GPR30/ERK signaling in TNBC cells. Inhibition of estrogen/GPR30/ERK signaling

represents a novel targeted therapy in TNBC.
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= B F AR J&@ ( triple-negative breast cancer,
TNBC) i FLIRR BRI 15% ~20% 1 X Rk 26
) FLIRIEE Bl = P9 43 IR T S Her-2 ) y6 97 IS AIE,
AJG DMET? o F 20 Bhia sy T B, REA R
1, TNBC 38 # %I LR MR, TE 25 5 1k 1) s B 5T 4
2% fi# ( pathological complete response, PCR) 2lRs
e =PI B LRI AR LG, BR A TG 2 Bk
T3 AR AR A 5 R, Fk—
AHEEITEE AGE TR BE . GPR30 J2 5 JLAE B 4
B — R S7 AR T R B ME R R 2K, B SRS
W18 & 52 & (nuclear estrogen receptors, nERs) 1 1E F
BUHRIASTR], e ER DL R MV 3R A2 AR Rt B 05 1
AL GPR30 >k & 48 T UF(E AU . 8k ik 2
MIRFFE I, GPR30 A7 B2 1 Ry i 7 2 i i 3 4R DG M
e B TR N BRI T iR R B fE B R 2 1A
Fir A8 NS5 78 TNBC g/ B BT A WA
AW A 17-B #E — % (E2) (GPR30 47 5% 1
B31(G1) " & GPR30 SRS HLI (G15) 1 45 /N5y
FALA YT GPR30 {55453 [ 197 fk X7 TNBC MDA-
MB-468 20l iT 7% S (= 2847 A iR 52 e S MLt

1 HRS®

1.1 ##

MCF-7 . MDA-MB-468 . SKBR-3 . MDA-MB-231 i J{s & H
Hh Rk e L T A0 %, w6 DMEM B 3% 3 ( Gibeo 23 W] ) , 5
Ml 1640 B5 T2 (Gibeo A1) ) , B MG 4 1L ( Gibeo 247 ) ,E2,
Gl J¢ G15(Sigma A7) , FITC FRic I 404 1sG Hiik ( LifgEay
R R H ), BCA A B E iR & (R e KAH),
Transwell /N2 ( Corning 23 ) ) , 2 51 it (R&D 24 A) ) , GPR30 i
K (Abcam 24\ , p-ERK $i Kk K2 ERK Hifk, il £ Hi 5 1eG Hi
PR 2471 B 1eG Bi4A ( Bioworld Technology, Inc. ) , B-actin #7i {4
(ALt ad) . ARG FR4H (Thermo scientific) , £
T RERGARAYL (Sunrise ) , {518 2t W i ( Nikon)
1.2 Fi&*
1.2.1 4ujfuksisz MDA-MB-468 .MDA-MB-231 MCF-7 4 Ji{
KRR T 10% 628 10075 B9 ol 1640 £ 575k, SKBR-3 4 ffd 1%
I 10% Jia 28 13 1 @8 DMEM K52 k1,37 °C 5% CO, %
FRAEA A B F R, R M A 1K 22 80% ~90% IRFH] 0. 25%
A e R A== ko A
12,2 gffiteresdt HOWEO AR K i) MDA-MB-468 4 fitd
JEE R T B0 TS A 2 x 10°/mL 35 T I 3R 80 /N B H 1Y

24 fLAR b, BT AIMUEAE TP B S R I AE KOS RO A
J& , B 24 LA PBS Yk 3 ¥R, A 4% 2 R W 200 L [#5E
20 min,PBS ¥ 3 ¥K, 10% 1L 3 1L 37 °C #f [ 30 min, fiI A
GPR30 Hi{A& (1: 100 # )30 ~40 uL,4 CH:H 7%, PBS 1k
3R, EEE I ASSE i (1:200) ,37 °C 60 min, PBS ¥ 3 ¥k,
JIIA DAPI(1:10) %44% 5 min, PBS ¥ 3 YK, 4F¥K 5 min, # 5 )5,
FIEIOCRBME TR,

1.2.3  Western blot ¥l MCF-7 .SKBR-3 } MDA-MB-231
M NVEALET, IR I AN N S8 . 7F MDA-MB-468 4t Jifg
ZHrp TR SRR AN AR K T 70% ~ 80% J , BE 45 TG Il 3 45 55
FEIUHR 24 h )5 INAE 2599 B (1.,10,100 nmol/L) (1) E2 K&
Gl 7EZ AW [H] /5 (5.10,20 min) 4bFEAN AL, E2 J2 GI 4bPE
10 min, H & G15 & U0126 ZbFiZH T A G15 J 10126
AW BALFE 60 min A1 30 min, )5 E2.G1.G15 J U0126 1
2 Lk B 43 %) 4 100 nmol/L., 100 nmol/L. 1 wmol/L I
10 pmol/L, &£ % DMSO 2 — 34, Zb BRAR W B 18] Ji5 57 BP 2% 11
ZiAb R, PBS Pk 3 WK, e K 4IRS A EP 45, LA 12 100 N
A PMSF D) K AL AN 22 A M 2 b, v 1 2% 30 min, 250005
BV R VTR, FH BCA B3R 6 L R Wl s (S 2 BR LV B, &%
SDS-PAGE 4385 , k565 = PVDF I, 5% M fig 053 ) b
HEIRE A 2 h, I A—$t p-ERK(1:1 000) (t-ERK(1:1 000) .
GPR30(1:250) . B-actin(1: 1 000)4 °C 319, TBST ¥ 3 ¥k, 45
10 min, ZH0 (20 R el 2Epige) (1:1 000) & F 37 CK
TBAETIEE 1 h, TBST Y 3 IR, fk24 & B4R , Quantity One %K
PEHEFT IR I E . SCHEE 3 IR,

1.2.4 4IMIRIESEE ¥ MDA-MB-468 ZHiuikfh = 6 FLik
o 10% BG4 MUTE Y 1640 $557 55537 22 A el i ml &,
100 WL A 3k 3@ 2k L o0 d0) 1 5% 5 B A 45 B0 A8 A7 200 TR 8 B
PBS {4t 3 IR LBRC BIBRA A, 40 TC 04 1640 Y5 3G 5%,
AR50 2 ¥ BE Sl 100 nmol/L, 100 nmol/L, 1 wmol/L,
10 wmol/L{¥ E2.G1.G15 J U0126 Z5ipab 3, kb3 =XJm] 1. 2.3,
TSRS B A8 O R VB2 AbFE4]  GL AbFR4] (E2 + GI5 4b
FZH . G1 + G15 4bFZH  E2 + U0126 ZbERZH F1 G1 + U0126 AbFf
2, 37 C.5% CO, %A FakEdE5E, 0 h F124 h B[] 25 76 5
B WA PR, Image J 2x BRAFTHEE 2 P B8 AR X
A AN M IR 24 h S ROAIXTAAL . SRIRTEE 3 K.
1.2.5 Transwell /]N38 411 il {2 28 52 06 TV 19 TG I 7 1640
FEFREELL 12 ORI B A5 e T, 4 R R 5 Y BT 40 L
INAETF 24 FLAH A9 Transwell /NEF) LA T 37 ClER
6 ho MRS SRS R 1A BRI 70 wL TG 1640 KEFR3E,
37 CH¥HE 30 min, 2P AEFLIIA 200 wL FHICILYE 1640 15
FRILFRE N AN M R, A 7L P A M Ak 21 8 000 4. FEN
AEH 10% Ja 4 135 1 1640 353535 500 pL, I F=ZEHBIMA
AFNE 114 25 4 b 1, 25 9 e B L Ab 31 s R AT A TR 1. 2. 4,
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37 C 5% CO M T4 18 h J5, M &Pk b = iR 1 2 3 4

FI4NAL, PBS ¥k 3 i K /NE B T 4% 2 B EE P [E 22 10 min,
0.1% 4554 LWt 10 min J5, PBS ¥ 3 i, FIAR 2 0% Tk
43, AR FRENLIRE 5 LT, HHEUE 2R T S m A g, it
AN R 2 A g, SRR 3 IR,
1.3 %it$F o

B x £ 7R, R SPSS 17.0 Geit 4k 44, 4T HAEZ W
T 2T RIS REAS ¢ R
2

HR

2.1 TNBC % fi. % MDA-MB-468 ¥ 3 4 & % 4k
GPR30 # &0 Jit, 13 & A A 3k
YR G 650 B W], MDA-MB-468 4 fifd v i 184 2 32 1
GPR30 KA TMMMIK AL 1) . Western blot 4625
RPE7R, 5 — Al TNBC 40 il & MDA-MB-231 1 JL-F K £ ik
GPR30, i £ MDA-MB-468 . ER [l ¥4 ) SKBR-3 H1 ER A 1 %
MCF-7 FLAR 40 2 24785 %635 GPR30 & (1 (1812) .

A :GPR30;B;GPR30 + DAPI

TNBC % it # MDA-MB-468 * #ist % % 4k GPR30 84 & ix £ £43 F

BB AR E (4 & R B K GPR30, 35 &K A feiz)

E1 ZHAERE 4N TNBC MDA-MB468 i GPR30 (¥4
MEAMKFKIE ( x400)

1 2 3

4

— — — — «—B-actin(43x10°)

1:MCF-7;2 .MDA-MB-468 ;3 .SKBR-3 ;4 : MDA-MB-231
&2 Western blot & il Z| i J%& 20 it 2 MCF-7 . MDA-MB-468 . SK-
BR-3 MDA-MB-231 th GPR30 & B &RiE

2.2 E2 % Gl 2% Eif TNBC MDA-MB-468 %1 jitt ¥
B0 ERK & & &k

I 3Z 1A GPR30 7E 41 P4 1 5 (7 48 78 B 7E S sh U VE
T AT g E R A B R 2 4F S B A HE T AR . FRATI I B
() Aofs R e J3 o B 1 4 S| #EAS (] BT 1) 8 (5.10,20 min ) FHT 244
HeJE (1,10,100 nmol/L) T AL HH M il , Western blot 46 24 49 b
FUS A p-ERK B8 I 3RIK, R B2 [z Gl ¥y & 35 4
MDA-MB-468 4 fifi ' p-ERK 25 [ 3835 , H ELA Ve B S st [i] 4t
P, TR AN R HI AT ZE 100 nmol/L 259 ¥k BE F1 10 min B[] 45
ikE p-ERK FRRIE(H (3 ~6), $275 M I8 = 7T 1% 1k TNBC
MDA-MB-468 A1 ffg AL H 4154 .

— — — o—

3
— — — — «p-ERK(42/44x10°)

— — . : —-ERK(42/44x10°)
—— — @
a

2.5 4

s 2.0
X

a

1.5 4
1.0 4

SRR

0.5 4

®

B

1 2 3 4
1:3F8 2 ~4: 5% 4 1.10,100 nmol/L E2; A ; Western blot -] ;
B: ¥ 2 E5»# a:P<0.05,5xm@ ki
B3 Western blot # Ul 7~ [F] ik B E2 &2 10 min J[§ MDA-MB-
468 A+ p-ERK K ZE B Rk

1 2 3 4
-. ! . | pERK(42/44x107)
MIﬂ-ERK(@mX 1&‘) )

A=
u: a e
B3
®
Z 2
=
o |
R

i

1 2 3 4

1:35 ;2 ~4: 5% 4 5.10.20 min; A ; Western blot #40) ;B: ¥ & &

SH a:P<0.05, 5 5 BB ik

B4 Western blot # il 100 nmol/L E2 7[5 At & 4b IE J§ MDA-
MB-468 A p-ERK K)E R &Rk

1 2 3 4

A (22/44x10°)
K (42/4410°) @®

AEViEROE S

04 ®

1 2 3 4
1:358 2 ~4: 5% 4 1.10,100 nmol/L G1;A; Western blot #i] ;
B: kR F5H a:P<0.05,5# Mk
B 5 Western blot & fll 7R [ % B G1 43 10 min [§ MDA-MB-
468 #Hkarh p-ERK HE 5 R ik
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«p-ERK(42/44x10°)

«—-ERK(42/44x10%) ®

i
H

AR

1 2 3 4
150852 ~4: %) 5.10.20 min; A ; Western blot #%0] ;B: ¥ & %
S a:P<0.05,15 x4 P ik
B 6 Western blot #: ] 100 nmol/L G1 7[5 Bt |8] 4t I2 /5§ MDA-
MB-468 #HffH p-ERK B & H &K%

2.3 E2 % Gl &4 TNBC MDA-MB-468 m jig, +
GPR30/ERK 4z 5 i &
100 nmol/L ] E2 F1 G1 ZbFRAHL 10 min J5 , 4l p-ERK
M Rk T BE ER(P <0.05,8 7) , HAHX Rk 7502
25 X B2 (2. 07 £0. 11) L (1. 98 +0. 06 ) 4% 5 10 A )i T b 38
i GPR30 F:FH:H5HUH G15 Al ERK R 5 M:1 5] U0126 )
LbPREZE 5 B A A B Eh AL BRAAAT HE , FE p-ERK (U8 [ £k
PIWETRE(P <0.05, & 7), X487 HE 52 T8 i GPR30/
ERK 38 0% MDA-MB-468 4 fifg f 1) s A E L R 2H A5 5
2.4 3% Z£/GPR30/ERK 4% 5 &) & 4L 1% 3 TNBC
MDA-MB-468 % ftL it #5
YA SEEE B 7R B2 K G1 AbFEANAL 24 h f5, (B W {2
HEA AR AERS RE ), T H AR HE A AL #% G15 B U0126 Jit
(& 8) o MRHE 24 h J5 A B A KR DX 3 B 4 %o 44T it 45075 1
E2 f Gl AhFRA 4351028 (0 REALAY (2. 10 £0.20) FI(2. 14 +
0.34)f5 (P <0.05) , ZAHR A G15 F1 U0126 ZH 114 (2. 08 =
0.16) .(2.49 +0.59) F1(2.51 £0.37) . (2.48 £0.28) fi7, 22 5%
WHGI#E X (P<0.05,K9) .,

1 2 3 4 5 6 7
P —
. ®

2.5-
abe b
I 50 ¢
32
® 1.5
=
= 1.0
ﬁo.s.
0
1 2 3 4 5 6 7

2H7)

1R GFBL;2:F2 438 40; 3: Gl 43 4; 4. F2 +GI5 &304,
5.E2 + UOI26 43415 6: Gl + G15 43415 7:G1 + U0126 4 32
28;A: Western blot #4;B: ¥ 5 #;a: P <0.05,5 % G s FE 4
We#i;b: P <0.05,5 F2 + GI5 43 A k4;¢: P <0.05,5 E2 +
U0126 43241645 ;d: P <0.05,5 Gl + GI5S &M b4 e: P <
0.05,%5 G1 +U0126 4 2 21 ki

7 E2 5 Gl &4t MDA-MB-468 47 GPR30/ERK {5 S i# &%

3_
abe abe

& 2r
=2
5
E
E1r

0

1 2 3 4 5 6 7

251

1o MR2R ;2. E2 4038205 3, Gl 4382405 4: F2 +GIS 43%20; 5:E2 +
U0126 432485 6. Gl +G15 438 20; 7.G1 + U0126 43 40 ;a.P <
0.05,5 %GB E ;b. P <0.05,5 E2 + GI5 &AM tii;c. P <
0.05,1%5 E2 + U0126 Z1+b4z;d: P <0.05,%5 Gl +G15 42 40k
e:P<0.05,5 GI +U0126 432 28 rb 4

B9 &4 MDA-MB-468 41T 88 14>

O\G )

WG
ENRNIR Dt

A GxFRA; B 2 34, C: Gl B4 D: E2 +GIS A4, E: B2+ U0126 A 2248 F: Gl +G15 22841 G: Gl +U0126 4224
B8 XREIHMZYALIE 24 h /5 TNBC MDA-MB468 ZRREK)EHEES (4 E 24t x40)



5536 45 20 1) = K BEOK ¥ ¥ M Vol. 36, No. 20
2014 4510 A 30 H J Third Mil Med Univ Oct. 30 2014 2081
& 5 Tep T 7 it PROVGE Y SRR, SO G Sah o:
ENIN BT T W e L R
: ? : i 3 9 oo % g fore =) i
Q.» \‘t? P, .© ‘f,‘ @ '
060 940 BN o
‘ 2 ... ((‘ e 0 3 a0
. oo 8%, Po
@ gl 0 G o
-%:‘Q%; %00 Irf 2o
ofjes /o - el
P W T B o

2.5 ¥ %/GPR30/ERK 42 % ¢ & 1 4% 3t TNBC
MDA-MB-468 48 13 %

R T HE— LR P B R FHAIAT SRS Transwell /)
FORITAN 2 AL B )5 AN i 1R 2288 1, S5 R Bow B2 & Gl 4
FRZA 18 h J5, 5535 Transwell |- % 5 5 e K 5% Bk 1 ik e {5 22
BT E WA RS Tas AN B (P <0.05,K 10) , TMife
WAL G15 J U0126 Ji7,E2 J G1 {2 4H {22 (14 fiE 1 bk fuk 2 40
il (P <0.05, & 1), 55 40 g S JR S5 96 46 0 45 S — B8, 3k 36
W82 T3 o 0 GPR30/ERK {35558 f4 1438 TNBC MDA-MB-
468 A iE R AR 2R .

80 - abe
abc

= 60
=

§~§

@ 40
=

20 -

1 2 3 4 5 6 7
415

1. Z G RBa; 2. FE2 A4384; 3. Gl &34 4. F2 +GI5 432
203 5: E2 +U0126 #:3241; 6: Gl +G15 43241 7. Gl + U0126 4
F; a:P<0.05, 52 Gt B ;b:P<0.05,5 E2 + G15 &
LA ;¢ P <0.05,5 F2 + U0126 4 miksk;d. P <0.05,5
Gl +G15 &3 21 1k45 ;e: P <0.05,%5 Gl + U0126 4b 372 20 pb 45

E 11 #£&4 MDA-MB-468 Hf{SZa WO ER

3 iFig

I D8R e L R R 4 0 R v oy 9 R A

A Z O3B B: E2 44, C: Gl 424, D: E2 +GI15 4240; E; E2 +U0126 45 40; F: Gl +G15 £424; G: Gl +U0126 4341
E 10 Transwell 2225164 MZ5 440 I 18 h j5 TNBC MDA-MB-468 21 ff1 4415 22 Ak

(2 2445 x100)

ER (PR 2/ S 500 1 I R A . R4 TNBC
B R R — ol U R A I R 1 2
FER I, TNBC 5 % A T4 2Rk A" AR AR IS o
ANTE T g AR AR R P KT Y L T BE S TIN-
BC 5 & 14 i e i i % D) AH G B T ME B R a2 Ak
GPR30 5 ME— B = 2 F1 7 9 HLA] Ak 7 A 5 M
TR, TR R — Ak s i T R
Steiman 251 % P 4a k28 TNBC 041 h#45 GPR30
ik, T B B Fk AL p B . W, A it
FEIRIE B GPR30 §i5ME S5 , ML Fr /5% TN-
BC 4Nt e 1 MR o LIRS 3R e
# 5 GPR30 (WAH B AEF W] f8 & TNBC %/ & i &

AWF5E % L, TNBC MDA-MB-468 41l fifl £ &5 % ik
GPR30, HZ A FBA7 32 A T 20 i Jo S 7R TR S 56 R -
(ARSI A A . GPR30 [P FP i sh 7] B2 & G1 ¥
A& AL GPR30 i kR b ERK Y8 KK, it
Sh, MR 2/ GPR30/ERK {55 119 1% 16 Wt {2 i MDA-
MB-468 4iffiiE A5 & =248, LA L34 8 ¥ v] 4 GPR30 4%
SRR G15 Fi1 ERK 4 5 P4 il 5] U0126 BH BT,
LB, M 2/ GPR30/ERK {5 5 19 1% 1L W] BE7E TNBC
R R P I R R

MAPK/ERK {5553 4 ) 3876 76 815 g o4k A7
AR BRI A A AT o R % B AR
FIYOT S BRER O0 T @R M 2 n] LLE i 3 4k GPR30
WO T WA I R PR A ROV, L B RS S
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EGFR/ERK %% 338 [ i) 3% %5 UIAH OC . AR 15
FZULE SR : A 100 nmol/L 251k FE 1 E2 J2 G1 43-33l]
AL PRA AL 10 min J5 , Western blot K0 %1 20 g H 1 B iR
AR B AME 5 419 i (p-ERK) Rk 1 25 1 m , $2
RN ) ERK 5 53 545 2 15 46, (B2 ] GPR30
SSRPEREPUA G15 K& ERK S pEM 7] U0126 4351
TALEE 1 h 130 min AL FEZH A, p-ERK )3 35 5 B
BN, $2 7% 78 TNBC MDA-MB-468 41 ity v i 84 2
I 1% Ak GPR30/ERK {557 38 H5 DA T & #E Rk R
TR HZR

Y LIS IR 28 A D L MR e g 4 e A e i 2
HEA 0, AR HRIE , BEER P DLl TS AL GPR30
T E S 45 4% 41 20 4 K K T ( connective tissue
growth factor, CTGF) ) & 15 M\ T 4 ik SKBR-3 F R i
AR AE Y o A RS, FRATT 40 IR ST
F1 Transwell /N2 SZEG KM GPR30/ERK 3 % 19 15 AL %
TNBC 512 78 56 B8 P 45 a5 0 /R st TRV RE & B B2 J%
G1 254 ab 3 J 34 ] 34 5 MDA-MB-468 41 fifd (1) 1T F% il
1RZETERE 1T AL A 634 Ry mT 4 G15 1 U0126 H ki
BELT , $1 705 il 38 25 7 30 3 907 GPR30/ERK {5 555 %
T % A A AR S P A O Y [R5 fk T TNBC & 5455
PER RS . XSS5 IR 5 — T X GPR30/ERK {5
AR E R PEFL R SUM-149 i1 SUM190 4 fifd {5 22 114
BRFERaE S L G54 HRTAZ MO RTIR 8 T & B,
W/ GPR30/ERK {5538 B H0E T 2 A R A=)
RN ZAFAET ER( +)/GPR30( +) " [ER( - )/
GPR30( + )" "™ ER( -)/PR( - )/Her2( - )/GPR30
(+ )" LB A 5 # 3F (Tamoxifen ) fif 245 31 1% 98 40
rh, DRI, 0 1) M3 3/ GPR30/ERK 8 A5 AT g (I IR
HA SO GPR30( + ) PR R B IA52 25

22 TR, M3 2 0T A 1E TNBC MDA-MB-468
i Z h GPR30/ERK 5538 % M 177 444 5% 200 B 119 e i
FERIMZZERE 7, {154 1) M 8 25/ GPR30/ERK {5538
AT R TNBC [ N - IMG YT T E R 5, 0 H
H A I RIG YT B e 40 v B, (HJR XA 77 T 2 (1 I
PRI B FHE PRI 8 R i — 25 SR IR

SEHE
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