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P65 B EXT A = BB 14 3 iR 9= 48 s MDA-MB-231 {4 5ME ZE B 22
h BIRE EMAE EDK, TAE AKRE(TILERKRF FWER WHBALH £E T,k B R A 050011)

(4 Z 1 HIM: W miRNA SRPTER P65 B 6 A = B FL I triple-negative breast cancer, TNBC )MDA-MB-231 #iififg {4
ANBEBER S 22 1 5% i Ko LT RE ML, 7 Vs 3 3 X 4R X P65 B P i 4 5 ¥ miRNA( P6SmiRNA-1., P65SmiRNA-2 il
P6SmiRNA-3 ), 2 MDA-MB-231 4}l Western blotting K P65 & 1193325 , 0 s UL IRRCRARAF (1) miRNA #EAT IR L5300, A
HIBERMSZIGF Transwell /N2 SEEGKE I P65SmiRNA 5 YL B J5 MDA-MB-231 40 9 B M FI{= 28, RT-PCR #:11 MDA-MB-231 4
TR TR 4 )8 3 A -2 matrix metalloproteinase-2 , MMP-2 ) \MMP-9 mRNA BY 22 3K 7K, BH B B IS 922 46 I MDA-MB-231 41 Jifg rf
MMP-2 MMP-9 FyfEE M. 45 A« ol i 4 21 ok P6SmiRNA-1 . P65miRNA-2 Fl P65miRNA-3 , Fi % # 4% 4+ MDA-MB-231 4
M50 P65 ik 80% L) I, P65miRNA-1 F1 P65SmiRNA-2 %% 4t X} MDA-MB-231 4 i Y 6 Bt JC BH .52 mi( P >0.05 ), {8
B MDA-MB-231 40 41228 0. 371 £0.039.0. 309 +0.046 vs 0.698 £0.065, P <0.05 ), P65miRNA-1 I P65miRNA-2
LT ER P65 2355 , MDA-MB-231 4fi i MMP-2 mRNA( 0. 281 +0.018.0.478 +0.023 vs 1.056 +0.072.1.128 +0.059,P <
0. 05 )Fl MMP-9 mRNA 23ik(0.193 £0.013.0.371 +0.035 vs 1.206 £0.069.1.089 +0.057,P <0.05 )}z HiF V¥ 8 35 F .
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Effect of P65 gene on invasion of human triple-negative breast cancer cell line
MDA-MB-231

WANG Ling, SHAN Bao-en, SANG Mei-xiang, LIAN Yi-shui, DING Chun-yan, ZHOU Xin-liang ( Department of Immu-
nology,, Tumor Research Institute, Fourth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China )

[ Abstract ] Objective: To investigate the effect of targeting silence of P65 gene by miRNA on adhesion and invasion of
human triple-negative breast cancer ( TNBC ) cell line MDA-MB-231 in witro and its possible mechanism. Methods:
Three pairs of miRNAs specifically targeting P65 gene ( P65miRNA-1, P65miRNA-2 and P65miRNA-3 ) were designed
and transfected into MDA-MB-231 cells, the level of P65 protein was detected by Western blotting, and P65miRNA with
best silencing result was selected and used in the following experiments. The adhesive and invasive abilities of MDA-MB-
231 cells before and after transfection were measured by adhesion assay and Transwell assay, respectively. mRNA expres-
sion of matrix metalloproteinase-2 ( MMP-2 ) and MMP-9 were detected by RT-PCR and the activities of MMP-2 and MMP-
9 were examined by gelatin zymography assay. Results: P65miRNA-1, P65miRNA-2 and P65miRNA-3 plasmids were
successfully constructed, P65miRNA-1 and P65miRNA-2, but not P65miRNA-3, tranfection strongly inhibited the expres-
sion of P65 protein in MDA-MB-231 cells ( >80% ). The adhesion of MDA-MB-231 cells was not significantly influenced
by P65miRNA-1 and P65miRNA-2 transfection ( P >0.05 ), while the invasive ability of MDA-MB-231 cells was signifi-
cantly reduced after P65SmiRNA-1 or P65miRNA-2 transfection ( 0.371 £0.039, 0.309 +0.046 vs 0.698 £0. 065, P <
0.05 ). Besides, mRNA expression of MMP-2 ( 0.281 +0.018, 0.478 +0.023 vs 1.056 +0.072, 1.128 +0.059, P <
0.05 ) and MMP-9 ( 0. 193 +0. 013, 0.371 0. 035 vs 1.206 0. 069, 1.089 +0.057, P <0.05 ) and activities of
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MMP-2 and MMP-9 in MDA-MB-231 cells after P65SmiRNA-1 or P65miRNA-2 transfection were significantly decreased.

Conclusion : Targeting silence of P65 expression can inhibit in vitro invasion of TNBC MDA-MB-231cells, which is relat-

ed to the down-regulation of MMP-2 and MMP-9 expression and their activities.

[ Key words ]

— A M FL % 98 ( triple-negative breast cancer,
TNBC {228 - SRS, & ZLRIR T SR b =i 1 —
ASEE2T ) WFSE R TNBC Y40 bk T 25 56 7
KRR IL 50% L b, H TNBC & & i i e
WA I SR SN B I A S5 R
Dent %53/ B, TNBC il i % 58 34 19 b (57 A A7 1 1)
22 A AL WA T AE = B PEFLIRE B 0 51 4
Ao il , EE MR Lin 257 719 — T 6 T
FERSPEL IR TS I 9 e B, & A d A 5 RS 1 TN-
BC JBH T 46% FEAE AR & RGNS, IR E T
MG A AR s 4.9 N A . BES, AR S
7R ,NF-kB P65 7E TNBC 5% % @ %3k, Il g5
TNBC (RZEMPERA . Mk, AR T H
A TNBC R0 LRI 41 5 MDA-MB-231 S 41 il
FEAL LSRR ] LER P65 M 5 X MDA-MB-231 4
Mtk SMZZE1E 1 85, TR A R L]

1 #R5EFEE

1.1 ##

A\ TNBC ZHfifikk MDA-MB-231 14 [ 1 [E Bl27 B
AN B ORI PG, T 10% G4 1  H B R
(100 U/ml) 5575 & ( 100 pg/ml )Y DMEM 5¢ 4= K5
FRIH HE 3T C 5% CO, MANE RS T TR 7%
5] B AR T UL AN M A KRS, AR K 2
70% ~80% Fl AR 2SI, L 0. 25% [ 4R (A BN 1k 1%
R0 B, 5 3 ~4 d AR 1 e IERT A K
AN AT S5

32 13 0 A BTN DU 25 23 | iR DMEM
i3RI H Gibeo 28] PR PG | DU FR R0 20w
( MTT ), —H BN DMSO ) B i £k 2% wh i ( PBS )
6 Sigma 72> 7], TRIzol i 7 . J§ i {& Lipofectami-
ne™ 2000 ,Opti-MEM® T JC I 7% 15 5% 50 4 92 [ In-
vitrogen /A 7] , Matrigel fZI4) H 3€ E BD Bioscience 72y
], Transwell 1278/NZE 4 H 3£ [E] Costar A 7], ST A
P65 .GAPDH £ 5L LA F 55 [F Santa Cruz 2\ .
M-MLV [ 55 &6 H Fermentas 23 ], 25 F 4
P Mo 2R & [ 32 [ Pierce A Al ECL 2% &
A & A AL A2 AE A R A . 51 Bt
i AR TR AR IR S5 H IR A Rl A

triple-negative breast cancer; miRNA; invasion; P65 gene; MMP-2; MMP-9
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1.2 P65 miRNA JR 45 & ik H AR a9 % 3t A%

RN P65 R FFI[ NM_021975 1% 5 RNA
PIVERIGLE 1T 3 XK 21 nt T RRIT 51,
2% BLAST #E47 [FIEE LU 538 , BT 38 miRNA
55N e P A I DR R o e
T 54 Mk BB pcDNATM6. 2-GW/EmGFP-miR
AR B TR, M T 3 AN EE XA S BT
Kk g A, B peDNATMS. 2-GW/ EmGFP-miR-P65-1
( fHiFRH P65miRNA-1 ). pcDNATM6. 2-GW/EmGFP-
miR-P65-2( & #% & P65SmiRNA-2 ), pcDNATM6. 2-
GW/EmGFP-miR-P65-3( & # 24 P65miRNA-3 ) 1 ]
PEXT IR 24K pcDNATM6. 2-GW/EmGFP-miR-Negtive
( FRM Neg-miRNA ),

1.3 JiAx&iA 4 P65miRNA %% % MDA-MB-231
2 e,

HYLHTK MDA-MB-231 48l 2 x 10° 4~/FLK)
WEHAT 24 FLAR, BT 37 °C 5% CO, M35 FR4
HIRESE 24 h ARG EIEW, FH Opti-MEM® T JE 1L
TR FEHRE 24 FLARCT B9 AN 2 e AT ml
HUVRAW F 2 pg FFFTORLA 1wl Lipofectami-
ne™ 2000 ), 55 5% 12 h 5, & A 10% Iq 4 17 1Y
DMEM #5552 40ME 3 6 , I 1 ml 584 DMEM }55%
W B 10% N INTE T4 R AREERTF% .

1.4 Western blotting #9744 P65miRNA /& MDA-
MB-231 %8, P65 & & # R ik

WCAE S YL i 5 MDA-MB-231 4 Jifl, PBS 2% Mk
VRSN 3 Y, F UK 1 000 x g.5 min, 7 3, A
AR 200 wl, BCE VK E 1 he 4 °C (12 000 x
g B0 15 min, 8 FIERABTE EP &, Rk 40 g
SR, -80 CIRAAR . He IR & 1y 3 20 B8
HATEAE R B30 wg HHPIT 10% SDS-PAGE,
W H MR 4 T8 19 Marker B 140 B 40 T
e HWEAMWK ., BEBZE PVDF L ,5% i
NEWSH B A, T2 U E b 2 h, 4315 B9 PVDF i
B TTBS i Y i B —$i( P65 5 GAPDH )i
4 CHNEREEh R . ZEIRVEE, K PVDF & A
L TTBS 1: 10 000 #1438 2t AR 2o AL W A 10
B i EPURCEPUR )BT, FEIRR N 2 he
ECL bk In  FER S N X & & T IR fif
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bLEG vhUk X e R SR BUR o
BT S A DT 147 5 5 B A T AN R AT,
KBS RS L% B E RS .

1.5  fm e K 26 W 52 3 4 ) 45 4 P65SmiRNA ¢
MDA-MB-231 2mfe.56 W 48 7 69 %5 »a)

SCHG B M TS WF ) Matrigel B, FH TG I T
DMEM 15 32306 HAR B 0. 04 mg/ml,96 FLE; IR
AL 2 pg,37 CHENTERK . FALIMAE R
JCILYE DMEM J5 5238, BUE 30 min, PR 2RIV
WA % 72 h 9 P65SmiRNA-1 ., P65miRNA-2 . Neg-
miRNA LK A5 %4 Mock VAL AL, A 5 x 10* /4L 40
MUEER RS LY 96 LAk D, B4R 6 NE LI AT
TR, B 37 C 5% CO, MR PR 2 h, SR 5 AL
JIA MTT 20 pl( 5 mg/ml )4REEREFE 4 h, BALNA
DMSO 150 wl, 7E4R % 4% 2% 10 min, S8 )5 7€ bR
1 490 nm P A AL EBOEE FEAE( Dy, Do LA B SEES
3K,

1.6  Transwell v F 5 3 # 0 4 4 P65SmiRNA %+
MDA-MB-231 %mf64Z % 48 /1 69 % )

SEYR AR A 8 um L SR ik 2 6 A5 1Y Tran-
swell /NZE K Matrigel( 50 mg/L)BEFITC IS DMEM
FEFR DL 1 3L BT A B . FE/NE L Z 4 100wl
P B9 Matrigel 2,37 °C ol PR FFIE B, # 0% Ma-
trigel IRFEM KA. WEEFLE Y 72 h ) P65SmiRNA-1
P65miRNA-2 . Neg-miRNA L) & Mock #H 40 Ji, F
DMEM 3% 37 3L 8 38 41 il 2% % 0 2 x 10°/ml, BE LN
A 200 pl AifER T L%, DMEM 853k m 2
1 ml, FEMAILREIE MDA-MB-231 40l 24 h
Ja ) B 6L 600 wlo SEEe Al A T, HEE 2
24 hJ5, BUE FZE L SR MTT 32 K610 25 40 i 596
B D,y VRFER R AR ZZRE 1. LA B 5T
WA 3K,

1.7 RT-PCR # MMP-2 % MMP-9 mRNA # %%

U4 41 MDA-MB-231 40 A, #2 B 40 M A9 5
RNA , #4T RNA SE8 R Al i %o . i s B %
W&, & cDNA, Ll B-actin i N2 M, B-actin
=YK B R 838 bp, ¥4 B-actin W FF1: L 1iF
5] % N 5'-ATCTGGCACCACACCTTCTACAATGAG
CTGCG-3', N 514 M 5'-CGTCATCCCTGCTTGCT-
GATCCACATCTGC-3', ¥4 MMP-2 51¥)/7 41 : L1iF
14 5'-GGATGATGCCTTTGCTCG-3', R34 K
5'-CAGTGGACATGGCGGTCT-3", Fit #f PCR 7= #) K
/NF 590 bpo 7HE MMP9 SI¥F5) . FiEsIY N
5'-AACTCACGCGCCAGTAGAAG-3', FiiF51 ¥k 5'-
GAGGTGGACCGGATGTTCC-3', Tl PCR 7= ¥y K/

49105 bp.

B-actin LI £5F:94 C HZEME 5 min, 94 C 7
£ 50 5,60 CiB & 50 5,72 °C ZEAH 40 5,32 MG,
72 °C 5 min,4 C& 1k, MMP-2 2 4514 :94 °C Fiiz
P£5 min,94 C7Z5ME 60 5,52 CiE Kk 50 5372 °C IEfif
90 5,30 MEH;72 °C 5 min,4 CZ |k, MMP9 JZ
W45 94 C AR 5 min,95 °C 728k 30 5,60 °CiH
K 30 5,72 °C A 50 5,35 MEH. 72 C 5 min,
4 °C& Ik, BUS pl PCR ¥ 3729, HEEMEET
1. 5% B w58 e i AE L, 80V HEL R, HEL K 30
min, HIEER IR R G2 B T HA 4R B4, SR H Gel-Pro
Analyzer 3. 1 3 Hr 850 BT 4507 K BE(H . mRNA &
IRAFXHE = B BOKBEAE/ B-actin JKEEAE ., 525
wE 3K,

1.8  BAMk B3k kAR MMP-2 \MMP-9 #) 7%

WYY 72 h J5 P65SmiRNA-1 . P65miRNA-2
Neg-miRNA K% L 2 MDA-MB-231 4 g i) 15 %
IEW, 15 pl BT 0. 1% W) 10% SDS-
PAGE #EATHLIK . HLUKGE T, R E I & T e i i
FRIRAVERL 2 YK, B YK 45 min, SR SR R A 2
W, BFR 30 min, Bl JE KRS & T B W 37 CHF
40 hEEE R, &% S ig g et it W
/N MMP-2 \MMP-9 4 i T 3 59 5t 1A 3E W] 5%
M, BUR AT RGEAE KA 38 1 43 16 1k 2%
WREEE ., SCIREE 3 K,

1.9 %itsam

SCEEEH « + 5 o, SR A SPSS13. 0 4iif4r
MR A AT e vt 2 A B, S B0 4 5 X BR A e e
K, WZH DL BCE L BT 2293 8. DA P < 0. 05
5 P <0.01 FREFAGIFE L.

2 & R

2.1 P65miRNA Ji 4 4% %] MDA-MB-231 1 itz P65
GO &

F2H TR P6SmiRNA-1 ,P65SmiRNA-2 . P65SmiRNA-3
& Neg-miRNA % 4t MDA-MB-231 4 fifl 24 .48 .72 h
J&, %t P65miRNA-1 Hl P65miRNA-2 41 A LA i
MDA-MB-231 40 ffd P65 #E H &k T i, 1 % 4L
P65SmiRNA-3 X} P65 £ H TR 825, Neg-miR-
NA FlIARSE Y20 40 % P65 5 [ Y 3k TC4 M . ik
P65miRNA-1 Fll P65SmiRNA-2 4> o i 47 J 4 5
5. $6YL72 h B, 7Y% P6SmiRNA-1 £ P65miRNA-2
JEORLXT L POS A 1K - (4 il 2 1T 3k 80% LA I
(E1).
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1 Western blotting #& il 3 P65SmiRNA f5
MDA-MB-231 4 P65 & H IR L
Fig.1 P65 protein expression in MDA-MB-231 cells after
P65miRNA transfection as analyzed by Western blotting
1,2,3: p65miRNA; 4: Neg-miRNA; 5: Mock

2.2 P65SmiRNA Ji#:%F MDA-MB-231 %@ fL 25 1%
AR

£ it 5 5 288 AT S5 9 45 R 2 B, FE Matrigel £ 4
1) 96 FL AN ML &5 FE A P, A AP A S 2 h, B G
P65miRNA-1 .P65SmiRNA-2 £H 5 A 4 XF B8 Neg-miR-
NA J& Mock 4 lL5, 2 7 LGt X(P >
0.05,% 1)

Transwell 7 7% /N = 52 065 45 2R B s,
P65miRNA-1 .P65miRNA-2 £H 41l Jfl 5 B 4 %} B Neg-
miRNA S Mock 4 Al b4, 25 4o 256 i 15 14 &4t e 25
WERECP <0.05,% 1), Mock 4141/ 55 Neg-
miRNA 40 M b3 22 R B4 122 = (P >0.05 ).
P6SmiRNA [ A7 % YL il il P65 1 3 35 fff MDA-MB-
231 4L ZF i Matrigel B9%8 H 2>, #2275 P65 JE A AT
{23 MDA-MB-231 401222,

%1 P65miRNA FTHI3T MDA-MB-231 49
HMFEEMHM( x £5,D,, )
Tab. 1 Effects of P6SmiRNA plasmids on adhesion and
invasion of MDA-MB-231 cells( x +s5,D,, )

Group Adhesion Invasion
Mock 0.316 +£0.029 0.698 +£0. 065
Neg-miRNA 0.401 +0.032 0.603 +0.075
P65miRNA-1 0.473 £0.019 0.371 £0.039"
P65miRNA-2 0.381 +£0.043 0.309 +0.046"

“P <0.05 vs Neg-miRNA group or Mock group

2.3 P65miRNA Ji 4% 47 %] MDA-MB-231 4m fie ¥
MMP-2 ,MMP-9 mRNA # ik

RT-PCR Z55R( | 2 ) IR, #% 44 P65SmiRNA-1 |
P65miRNA-2 20 MDA-MB-231 40 fif1 () MMP-2 mRNA
JREEAE 2394 0. 281 +0. 018.0. 478 +0. 023, i
R FAEE Y Mock ZH11) 1. 056 £0. 072 Fl Neg-miRNA

ZHY 1. 128 £0.059( P <0.05 ), 1 Mock ZHFl Neg-
miRNA 41 MDA-MB-231 #fiffl MMP-2 mRNA ${{E 2%
S E X(P>0.05 ).

RT-PCR %5 £ W /5, ¥ ¢ P65miRNA-1,
P65miRNA-2 20 MDA-MB-231 40 il () MMP-9 mRNA
JREEAE 4351 0. 193 +0. 013.0. 371 £0. 035, /K T
KREEYL Mock 2H( 1.206 +0.069 ) Fl Neg-miRNA £
(1.089 +0.057 )( P <0.05 ). ifi Mock 211l Neg-
miRNA 21 MDA-MB-231 4l fifd MMP-2 mRNA Ho %52
SHGIFE (P >0.05), KL, P65SmiRNA JFk:
BEYe Hl 4 MDA-MB-231 40 g o MMP-2 . MMP-9
mRNA 3Rk,

poSmiRNA-1 p63miRNA-2 Neg-miRNA Mock
MMP-2

poImIRNA-1 p63miRNA-2 Nep-miRNA Mock

MMP-9

B2 % P65SmiRNA X MDA-MB-231 40 A6
MMP-2 MMP-9 mRNA Fi& R #M
Fig. 2 Effects of P65SmiRNA transfection on
expression of MMP-2 and MMP-9 mRNA

2.4  P65miRNA Jf 4 47 %] MDA-MB-231 %1 e, ¥
MMP-2 MMP-9 & & ¢4 & 1%

WIRE W 3% 0 A 45 R (| 3) WoR, B g
P65miRNA-1, P65miRNA-2, Neg-miRNA Z MDA-
MB-231 4Hfiffg MMP-2 & 116 P 53 51 02 Mock 411
(12.6 £2.3)% (8.7 +1.5)% .(89.7 £11.6 )% .
i Yt P6SmiRNA-1, P65SmiRNA-2, Neg-miRNA £
MDA-MB-231 Zfi if MMP-9 i 1 43 %1l J& Mock #1 iy
(5.3£1.8)%.(4.6+0.9)% .(115.3 +21.1 )%,
PR g% p65SmiRNA #1] T MDA-MB-231 4ff jfd
MMP-2 F1 MMP-9 F) it 1% 1

| 2 3 E}

~-MMP-2

~MMP-9

B3 % P6SmiRNA X MDA-MB-231 405
MMP-2 . MMP-9 & K80
Fig.3 Effects of P65miRNA transfection on
activities of MMP-2 and MMP-9
1: Mock; 2: Neg-miRNA; 3: p65miRNA-1; 4: p65miRNA-2
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1R ZEELE R TNBC IR R IGCFAET 1Y B
RN, I R B B 5 TNBC J8)7 3508 1 G Ak
NF-kB S FLIR S B A5G SE P v T 2 i — A 2 S
HF, W5 15O F NF-xB 5HAMH E A kB 454,
RAREMRRSE THITT . 2452 24 S
fER] RO I P65, P65 F5 v iF A AN MAZ , 5 AH N 1)
FOIL P 9 45 A, JR T U 2 Fh R0 3k R E AT R
KPS & NF-kB 2 AR v 67 F A 1) %
P 3 5 B R PR S R+, S NF-kB {553 % P i
XA K F , W2 2R 5 5 7 SR = IR A AT LS
SR s AR P AR Y R, 1R B
PR I 7L 5 MDA-MB-231 2l i b NF-B (%) DNA
A BE ) IR B M LR MCF-7 4 s A3 £,
£ MDA-MB-231 Z il v fin A NF-kB 11445 5 1 00 il
FIRESEAN G AN A AL . X Se 25 R, NF-«B
%5 MDA-MB-231 4il Jifl (112 sl Rk . A R8T Ai A
W5 45K K& 32 )F W, P65 7£ TNBC 44 v ik
T IEH FLARAL VR LR B R 41 240, B 5 g
(AR R TG B8 TS A . BRI, AR S 56 A
RNA TR ARG TNBC 40l b P65 FRHy ik,
BT Pes R BHIKT AT TNBC SWM: i g (=2 28 FE A% 1)
S

miRNA J&—2 K4 20 ~ 25 PDREH R A IE 9w 5
[ EEE RNA 40T Bl 58 mRNA 5820 5%
S AN , e 0E H B mRNA FF ik s 61 2 (3 B0
PR ARBFFE R B peDNATMG6. 2-GW/EmGFP-miR
TR BRSNS O A miR-155 38 591 BT A4 285 A 47
A siRNA FIR#AA, T A miRNA FLA% R A4
. ZRIRBIEGA pol I JF3hF, AT K44
ik miRNA, I H AT 76K 2 500 51 30 4 40 i vk b 26
KT A R POSmiRNA 54 A MDA-MB-231
4Bl )5, 42 Western blotting £ Il , P65SmiRNA-1 #l
P65SmiRNA-2 % YL 1] I 24101 ] MDA-MB-231 4f Jifg
P65 H ML,

2 i 5 44 475 T ) 285 A2 4 LS A% 1Y 2 IR
R ARG T 4% % P6SmiRNA-1 Fll P65miRNA-2
HIJG MDA-MB-231 2 fitd f4< 71 25 Bt 8 7 19 A8 Ak, 45
BRI, T P65 FH 5 ,MDA-MB-231 4 g Y 26 K}
PETCH] W e, PR, AR AIF 5 — 25 R H] Matrigel
Jie S Transwell /NZESEHS, BF5Y P65 JE A
XF MDA-MB-231 40 Jid {2 28 17 & 09 %2 Wi, & 8
P65miRNA-1 Fl P65miRNA-2 %% %t 1 MDA-MB-231
20 5 % R A L L, 2 e P B %) 4t L 51 S

F/D R POSmiRNA F4 YLl P65 R KA,
MDA-MB-231 4fi it 53 fi# Matrigel B Y € 1108055 , 40
M5 3 Transwell /NZE T 36 18 A9 %50 B />, 1] T
MDA-MB-231 4fiffd R IMZZERE T .

MMPs J2—Fl B 85 M 28 11 9 Yl , i ogg
HI1R 28 £ J& 1 o MMPs 55 H: K SR 45 5 1k 40 1l 571)
TIMP 15 RS R fE HETR MMPs K%,
MMP-2 il MMP-9 # 1k  5 FL IR s (12 28 % % LA
TR A 20 AR RIS R B, S
A AT IAS [F) P2 B H Al MDA-MB-231 4 il MMP-
2 \MMP-9 mRNA HYZRIR , I s 7K P-4 il i Jed 240 1t
MMP B35, b7 1F 33 &8 /) MMPs 238 4 78 40 Jid & [
BEL T i 40 i 54 8% . {H MDA-MB-231 40 i i MMP-
2 MMP-9 [R5 P 1 J& 5 32 P65 HE DK ) I 45 g 2
R TV — 8, AR LS T Y P6SmiRNA-1
F1 P65SmiRNA-2 [ijJ5 MDA-MB-231 48 i+ MMP-2 .
MMP-9 mRNA K gAML, 255 & B, UTER P65
HH 5 MDA-MB-231 4iffi+ MMP-2 . MMP-9 mRNA
AOEFNBEEEPE TR X Segh SRAR/R T3 P65 ik
JE AL MMP-2 . MMP-9 mRNA %% K SF-FRAK , i
MM fdi MMP-2 \MMP-9 JEPERER . {H T4 9 AR 38R
BRI et RSN 5L 56 25 R AN REA AR N 19
PR, A BT R AH SR N I SE BRI 5T , Ryl
PRIGTT YA 00 B 1) S AR i | #E— 20 B BF 9 I AR
i

25 bR R T P6s LR By kg i m
il MDA-MB-231 A4 =228, Jyidi %% TNBC g (1)
1RZE AR T AT SE A SR AR , A B B IRYT TN-
BC A9—Fi s m

(£ % X Wk ]
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