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Abstract: Breast cancer is the most common malignant tumor among women. In recent years,
many studies have revealed that miRNAs participate in the regulation of cell migration,inva-
sion , metastasis and apoptosis of breast cancer through sequence-specific binding to the target
genes. Because of involvement in multiple steps of the invasion-metastasis cascade,miR-31 be-

comes a hot area of research in breast cancer. This article reviews the recent progress on the

roles of miR-31 in breast cancer.
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1 ZLARET miR-31 WRIERIER

ZIWESE B miR-31 7 FL AR A Y R i
TAEH FLIR AN, AR A 4 S FUR R R RS
SRR OGO AR TE O SR AN miR-31 K3k
EH s TEARFE MR ZL IR 40 i R P, miR-31 KAl
IG5 T 72 5 7% P A0 2R K /0N BURSE L A D L A6 T AN
2, 428 miR-31 1 FL R b A M AR
Valastyan 5555 YCUE 52, AT 78 /&5 1% 28 1 2L I 9 20
ffg % MDA-MB-231 I SUM-159, # ¥ %% 5 PCR
$i K (reverse transcription PCR RT-PCR) % % miR-
31 bRk, AT LA A0 A 0 4 28 S R e
AR Szt A i) R s L A0 D ) 1R 2% KB S g
WU e 0 2 X A /0N BRUSE R TP AT B g — 2Bk B 5T
FHRH—MERE R microRNA “WE 45 5K B ( sponge
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AP g Y R ek R, R R IR AE Y
miRNA FRIKZHALEE B H Lk, Hd miR-31 (9748
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DA 0 B 5 H O 3hF 0 Y 3 AR Y DNA S8 3
B2 2 m D), S5 H P AL T RS miR-31 A (14 #%
SR B miR-31 X A4t A W 280 A 9 55, 2F TS B
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DNA %54 %% 5%+ (DNA binding transcription fac-
tor, ETS-1) A 55 2 miR-31 FE[H (9 8 7, Wi
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J A 258 K e 7% AT TEIRAIE T FLIRE B miR-
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2.3 HDACIs.Bmi-1
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tone deacetylase inhibitors, HDACIs ) & #4:1F F i 3 #
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Yy, AT 5 S5 K- S0 A e U RE A ) 3Rk, 4R
0 iR 1T A% AR 2R K B B A T T A LR
H HDACTs AJ i Mg A0 i - S g g™, [Wlke B
240 B S 1) B S R L 0 7 A AL L 1 (B-cell-
specific molone ymurine leukemia virusinsertion site
1,Bmi-1), f4 PeG R H AR T A0 Z —
EZRMEAHMEZAY (polycomb repressive com-
plex 1,PRC1) By #%.0 2H WL EB 43, L & 4% 1 410 4] 2L
AR AR gt — 22 B, 7 MDA-MB-231
A % h miR-31 15 BMI1 BARMEA, 5 miR-31
i FRI5 BMIL #9RIE K52 S 5 i 127 BMIL
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SR AR R AR SRR, M HIE 25 TR A
ML IG5 1228 e AT AR R RR T 2 AR R
TR L g AR DG PR S B R P Y, E R IZ
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51-RhoA  (ras homolog gene family, member A;
RhoA) \WASP 5 ik & 7 il 28 W2 2 1k Al I 2% 11 3
(WASP family verprolin homologous protein3, WAVE3) |
& BUEE 134T C (protein kinase C epsilon,PKCe), i
W& I A GNA13 (guanine nucleotide-binding protein
subunit alpha-13,GNA13), %5 AT J¥545 & &H H
(special AT-rich sequence binding protein,SATB2)
LW RFLUB AT RAR R A T ARG
AR IR, TEFLIE R A & e s B R A
FEE R IR,
3.1 ITGAS.RDX.RhoA

R — RGN G 00 E ST FEFL IR T A 3
A A ) Z miR-31 B3 4% . RDX IT-
GAS RhoA, it RDX & —Fh A1 e # 2R & 11, 3 4%
WUBh & 22 5 4 ITCGA A ERIRZ —,
Z: 55 LR A8 A0 B 1R R B 5 17 RhoA 2 5 L3 & 11 40
B R R AE X 3 iR DR g A 1 2 1 48 5 LR
T AR M 1932 Bl ST A A G A8 X FL IR A AR 9 F 5
UESE , miR-31 AKX 3 Pl SEIH 52 GAR OG5
3 miR-31 23k, wTBH R A0 3 Fof i A DA ) 2 0k
AR, F9 3 R AR E DI A 2 3k, U 22 iy g 41 il 119 5,
IR AT #e =R M e Mo e ) B 5, il i
POLR LIS ,miR-31 B AR JTIX 3 AL E PR Ay
3'-UTR, 1E 7 st Jm K i SR L R 3 ik, ik —
A B IR] B 3 AR PR A R G BT R
T8 1 9 L B A b 1) 583 L B A ML 90 #% AR
RLEERERE S DA/ LR g e B R A R A BF Y
WA B E— AP EDIEY WP SE R 3 3 ol A LA ) B
T, 2R B ARG 1 e A DA R e g
AT IR IR BE T, IR 55 1 e 4 0 e Joc ik e
Fo kb b B A7 3% KA A RE T 5 X3k 3 L L DA A ] ik
T TCVE i B miR-31 X % 7% 20 i S BRI 4% 7 AP
A AR FRANE , $ s ik AT REAF A8 H A A8 ik A B AH O
3.2 WAVES3

WAVE3 Z—Fifllsh A B4 H, 7571 IR
TR IR K- SR RIR S R IEAR OG22, WF9E R,
T S LBl 2 A AH 5 2/3 B A 1K (actin relat-
ed 2/3 complexs, Arp2/3 55 1K), (40L& 4
B, NI 2 5 LR A0 B Y R 28 SR R o AR
Sossey 52k B, 7E 7L MR e 40 il 2 MDA-MB-231
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%% miR-31 i 35 Al fiff WAVE3 3 ik 7K °F 5 2>
50% Lk I, H miR-31 X FL B¢ s 09 50 10 &% 5 nT wE
WAVE3 [ H#7 R ik 8 i $28 WAVE3 J& 7L R
T2 78 SRR R T SR, H i miR-31 fii#%
E— 2R R B, FEFLIRE T, miR-31 J& il i
YEF T WAVE3 mRNA A9 3'-UTR, 7 il 2 2 (5 #H
PR, HE R MR
33 BIEBEAR

IR W, B1 BB 2 miR-31 55 — i 3%
R, 7 22 Fh g B 2B I 45 N R A B v vy ek 20
BRERE-FMEUEEN, Bl BEEEAMENEEER
WAL Z— A5 o WHRALZE G A 405
2 L AR B 2 T ARG B, 2 5 g A ol A A AR 2%
LR S b 22 FEFLIE T, miR-31 BAEIEH T
5 B1 BIKEHAHAM o2 .a5.aV WA 3'-UTR,
T IR T 81 B (1) kK, ki BEaE T
FLR I A0 M 1 1R 28 S R i 1R
34 PRKCE

e BUEE (i C i PRKCE 3 PR 25 65 1M A, 2 2
IS C KIGm — A EE TR, S 508449014
K TR, Korner 555V A ML, 7E FLAR I
miR-31 F#AE M T H A EE K PRKCE /9 3'-UTR, #7
il 7 PRKCE Ay 72, 2l e BIE (I C 1Y
FEIRWAR , T & FE 75 Al 08 T Ve A it — 25 iF
S, miR-31 75 40 i 04 T f9 o B2 NF-kB #5538
ALz A, 55 A miR-31 i3 i 41 i PRKCE, ]
PR E T HME TR BCI2 AU A 175 S 7L 20
U T 1 [ B 18 2L R s 240 PR T B AR 1
3.5 GNAI13

GNA13 FEHN it i) Gal3d HEH , & G HEH o T
BRGEZ —, Al G 85 IR S B O O T W R0N;
Yy, R HEAR B IR 1= 28 SO R AR R 52 M LG E
21, GNA13 76 ZL I 7 1 41 i g B i i R 38 1 1)
R 55 W AR R M R RS BB AE G AP
Jib g 2 28 Mk =y . o BRI GN A3 Rk Sl s .
Rasheed 25 /% Bl GNA13 i 5 3k vl 75 5 L Mg 0 40
Ji e A 2 RE R b, A1 i) L3R A R 28 e D) Bl 2
WS, BRAEAFSTIESE , GNAL3 7 S 1i 51) /I s 40 g 12
0 VE 52 miRNA EH 04 3, L IE
Rasheed 45 %33 8 {# F| Targetscan % K 266 R L,
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i PefE T GNA13 3'-UTR (I #7E miRNA , it J5 %
M miR-31 5 GNA13 FiLEFAHX %S miR-31 i
Feakn] L FEVEIH GNAL3 A9%3A5, H miR-31 XF#,
i 95 240 M A2 28 P A 00 7 2500 P GNAL3 A i R ik
Jrii e o FiAh , — S 5E SO IR GNAL3 W]
1% RhoA, {2l B 28 s, DIA) T 2L 240 i e
¥, B2, EFE T miR-31 AT AEE i BHiE GNA13
(2235, M RhoA 16 1 | 11 % #4200 i LA 9 4
258 MR VR L EARDLHE T IR AT,
3.6 SATB2

SATB2 2 —F & & AT AR A HE N, Y
0, 5 H 4 B SRR AR R R AR . Patani 55 P75
X 115 B FLRR g A 40 K 31 1) 1 AL 48U L 4y
Mr, % B SATB2 7EFL R 4l 2P i 3638 B & e T
IEE AL, H 5 M o W | 5 25 2 EAEOC, iR
FEFLRE T SATB2 & —FRBUE & 1 Luo 5537 =
F 1 L B 2 4 R A B R R 5 PR S, AE FLR I
H SATB2 2 mkik, H&IAK PS5 miR-31 fAE,
P2/~ SATB2 J& miR-31 WIS 7EAE LY, iF— 20 R 3K,
miR-31 f&il o HH4E T SATB2 ) 3'-UTR, % 4%
G VR s SATB2 2635 KF A%, nT A FHLAS T
X ERK {5 530 fi ) 005 , 28 1 400 ) 1 2L B o 40 A 1y
T RARTE, ZHFIEE KB, 755 S 7 %35 miR-31
(9 = BF P LB g 4 L 3R TR TR SATB2 JE PR A ik,
A1 81 2L s A4 A AL S A= 28 1) [ E SR 4 ] 1 240 e
B, $E % SATB2 BR miR-31 2 #h, 36 1] fig 52 Hofh [H 2%
IR
3.7 SYNJ2

SYNJ2 J&—F BA WA E B E A —7
Sy PR B b B Ik AR 8025 7F MDA-MB-
231 20 3R SN BRELIR s S Fh RS AR A T 55 R ) &
L SYNJ2 fig i it 4t i i B J1 5 5 FL R 968 40 i & A=
B W R A o RO B AR SR iR R
SYNJ2 J& miR-31 BELHEAE RS, it — 25 LB,
miR-31 7] P # /E F§ T SYNJ2 /9 3'-UTR, %
SYNJ2 B33k , i SYNJ2 A9 mRNA K 25 F1 /K 3
RO I SYNJ2 (R0 FL AR & A A Ak % 78 1 AL
il 1 A B, 7 fiE 5 Rho GTP AT &7,

FEFLIR IR 0 R AR R B miRNA 4y T A
SRR Hrh BEA A AR AE T B miRNA ()35
DURR, WA BUm L SR R GR 05 . BIF9E A
miR-31 E g 9 56 K, w3 o 6 08 45 2 A4 #0 R R
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ik EFLIR AR RS 228 B T w
S LR AR v R A B AR AR L R
miR-31“JE R TR YL, I 20 T miR-31 XF T {iF
AL DR A EL R VR Pl %, DA FLBR R 36 T B AL
TR R SR AT, AN S S AT B KRR A B
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