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MB-231 @ fen, F 8 FBXO22 % B & & , i@ id & & Ji 97 i (Western blot) A& i 4w A0 45 e 20 %, I X R = B 4e
m T # FBXO22 2 B & ik KT 2t LR & 40 o4z % 78 /1 69 % w@ . Transwell /) £ 3£ 45 52 36400 F 8 FBXO22 A B
F ik KT 3 SUME R 4 B i A AR 1 69 % vk . Western blot sk 4 F 38 FBXO22 % B & ik K P 23 SLIR & 0 f 43 &
AHMEEORENHm, ER FBXO22-siRNA # # 5 LI & MDA-MB-231 % e F FBXO22 & & % i& 9
BT iEBZ £ N B E-cadherin B R FH . Mk BEGHEORFBRIK.LARELEE G BH(MMP)-2
A2 MMP-9 K F F e, £ T FBXO22 & B AP e 4 SLIRJ m i 69 L 4542 24k 7y . H i 9 AL ) 7T 4k
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Effect of down-regulating FBXO22 gene on invasion and migration in breast cancer cells
FANG Hongshu , ZHANG Wei®
(Department of Clinical Laboratory ,Chongqing Fourth People’s Hospital ,Chongging 400014 ,China)
Abstract : Objective
of MDA-MB-231 cells in breast cancer and investigate the related molecular mechanisms. Methods

To explore the effects of FBXO22 gene silencing on the invasion and migration ability
FBX0O22
small fragments interference RNA were used to transfect breast cancer MDA-MB-231 cells for down-regula-
ting FBXO22 gene expression,and the cell transfection efficiency was detected by Western blot, the effect of
down-regulating FBXO22 gene expression on cell invasion ability in breast cancer by cell scratch test, the
effect of down-regulating FBXO22 gene expression on cell migration ability in breast cancer by Transwell
Chambers experiment, the effect of down-regulating of FBXO22 gene expression on invasion and migration re-
After transfection of FBX0O22-siRNA,
the expression of FBXO22 in breast cancer MDA-MB-231 cells was significantly decreased, the ability of mi-

lated protein expression in breast cancer cell by Western blot. Results

gration and invasion were reduced, the level of E-cadherin was increased, and the level of Vimentin, MMP-2
and MMP-9 was decreased. Conclusion The down-regulation of FBX022 can inhibit migration and invasion of
breast cancer cells. The underlying mechanism may be that the down-regulation of FBX022 gene expression
blocks the epithelial-mesenchymal transformation process of MDA-MB-231 cells and reduces the expression of
related to cell metastasis proteins MMP-2 and MMP-9.

cell movement; FBXO022
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1.1 MR FLERE MDA-MB-231 4 i #k By 8 K B2
BER 2 JE il B 2= B 42 4, AL Rk R Eagle 3% 37 5
(DMEM) J i 48 3% W B Hylcone 24w (36 FD , J# i
J Transwell /NZE W B Millipore 24 &) (EE) , # g h
Zp il (PBS) Wy 7 2348 24 |l /T3 RNA
(siRNA)-FBXO022 (FBXO22-siRNA £ ) & %} g siR-
NA (Control-siRNA 41) 1§ H ¥ 7 ¥ /A 7, Lipo-
fectamine 2000 %5 4Rk 5 W9 H Thermo Fisher 2 &)
(£HE),FBX0O22. E-cadherin. I JE & (4 ( Vimentin) .
JE 5 42 @ A I (MMP)-2 Fl MMP-9 19 [ CST 23 A

(EED,
1.2 Jik
1.2.1 #MekExH  FLEJE MDA-MB-231 41 il £ 3¢

F& 102 R4 1% 19 DMEM o, 8§ 500 — S ki
(CO.) 37 CIEIR B FRA P HE 57

1.2.2 4 e G i O B KB i) MDA-
MB-231 4l g4 F + 6 LAk . I F 5% CO, .37 ClE
TR FRAA P B IR B AN R 6026 ~70% ., 4% Lipo-
fectamine 2000 %% Y4 ix 57 130 W] 5 #E 47 5% 44, 2 BEUL I
F5 9 B 582 B ¥ siRNA (FBX0O22-siRNA 44) Fil
Lipofectamine 2000 i 5] (Control-siRNA 41) #i B J5
EZERTIEE S min, AGK _EFREEEG AZRT
WEE 20 min, ¥ 55 Y A BB 408 3R
Fery L, 37°C.CO, HiFR4EMHE 24~96 h, RHAIE
F BT ER 38 (Western blot) ¥ 46 I % Je s %2 . JFAE IS 2
S50 R 20 I 4 oA A R 6 BE B 6 B 4 (ControlD) o
Begv v 16, siRNA 1 Control-siRNA 2 D) K 5 U
FBXO22 1§ FBXO22-siRNA 4,

1.2.3 R SEE #4519 MDA-MB-231
2 ¥ G it RS Ak LA 5 X107 A /FL3ERN R 6 FLAR .
24 h Jg Ak AT RIZ, H PBS W58 3 W, EBRRIT
4 48 i I A T I B R . TOA 37 °C L CO, Ki 5%
Frp LR SR 48 h T HUE A,

1.2.4 Transwell I B LK B 5 Yu J5 6 MDA-
MB-231 4t g FiJ g i 7 Ak . I DMEM i 5 5 40 i &
W, L 5 X 10* A4~ /FLEER T Transwell F & E N, Tran-
swell TENMAE 102 i 4 1L 19 DMEM, 37°C |
CO, BF a5 3% 20 h J5HUHE Transwell /NE , F
FEERRONMEEL EEARTIBMAN. K5
FH 95 %0 T [ 7 R 22 1 40 M IR Transwell /e
W, a8 E RO BT HI R BE R . 7E568 (100
X WS AT AL AN MK BE AL BB 5 SRR B

ST 5 0 B
1.2.5 Western blot g YL 48 h J5 19 MDA-

MB-231 4fi jfd . $2 B S & 1 1>k H BCA 0 % i H
B, LETE R SR SR T 2 S TR - 5 TR T
BERSH KLk B E ARG TEH R A TR EA
5 EN%] PVDF 5 |, 10 % B Bs W5 k3 #1041 4 h s A
—Pi 4 CWFE R TBST ¥k 3 WG A —bt 37
CHFE 2 h, H TBST Pk 3 WJa kA ECL fb2% &
TR CRERE,

1.3 Siifbs#Ab3 SR SPSS22. 0 S8 it #5114 % £k 4
VAT AT R L T4 s 32715, 4] Fb 45 3% Al
I EHE. DL P<<0.05 NERAEG S X,

2 7 S

2.1 YA AR FBXO22-siRNA 4] MDA-
MB-231 4 ig # FBXO22 & H % ik K F B B A% F
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W 1, 8 FBXO22-siRNA F i T 3L 5 & MDA-
MB-231 4fi ffi 1 FBXO22 5 132k K F.

Control-siRNA  FBX022-siRNA

FBXO2 -
L -
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WG FLIR P 40 M MDA-MB-231 {2 2268 J7 B 2 9 55 .

iRNA FBXO022-siRNA
[E e 5
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— e
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T2 M 5 2L 4 is MCF-7 JL35E 3R ag 5 i L 55 552 1
MCF-7 40 fd it R =2 2268 J1 35 . H EMT 2 s [] 4K
PEAEAL Y . IR A E 5T 3 WL R BR AL IR 98 MDA-MB-
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