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MiR-133 5% 4 i < R AU R R

BT, x| M, kS, BOR kuA, FEMRT, FHER
(1 RVEBERL R B A P2 20T 58, KO 116044 2 KIEEERFK 221 PRI 2L A
201048, KIE 116044; 3 KIEEFRIK R Bl IRAMEE, K 116023)

M,

# . UM RNA-133 (microRNA-133, miR-133) #& —FF7E-H 8 ULALO IS 5 K& M AEgw IS /N RNA, HAE
O WUAE R 5 2 AR PR R R I B BAE o TR AR, 2R R 27 7E miR-133 (RiA &AL, H
A SR S MEIFEFE IR, 40 EGFR. IGF-1R. MMPs £ iL5 S 5WR MMt sg . W, REMER S
MR, SRR ERBETIMIE. TF miR-133 FIRIE. T S H A IR S0 o AAE H &
MU, ] Ak — 25 (e R R F 29 5 L Atk BLAE miR-133 53014 s 5¢ R It et Jg idb A7 8k

SKHIA) - f/ RNA-133 5 BEEEDR] ; SR 5 e

FESES : Q74 ; R730 TRAARERD : A

Research progress on the relationship between miR-133 and malignant tumors
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Pathophysiology, Dalian Medical University, Dalian 116044, China; 3 Division of Urology, Department of Surgery,
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Abstract: miR-133 is a group of muscle-specific non-coding small RNAs which is specifically expressed or highly
enriched in skeletal muscle and/or myocardium. It plays a crucial role in muscle-related diseases such as
cardiac hypertrophy. Recent studies showed that the disturbance of miR-133 expression could be detected in
different kinds of tumors, and was involved in proliferation, apoptosis, invasion and metastasis of various tumor
cells by directly suppressing target gene such as EGFR, IGF-1R and MMPs. It is thought that the dysregulated
expression of miR-133 is closely correlated with tumorigenesis and metastasis. Understanding the expression,

regulation, and the role and mechanism of miR-133 will lay a strong foundation for clinical application. The

relationship between miR-133 and its target genes and malignant tumors will be summarized in this article.
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/N RNA (microRNAs, miRNAs) 5& — Z5 41 i
WIRPE R PR R gAY /N 7 F RNA, H 3 2E
LA 3 EgmaL X (3'UTR) &54, MR %
Ja KT SR R B R PR K R Ak . iz RNA-133 (miR-
133) & — PP LA HF 7 E miRNAs (MyomiRs), H:a]
T I e 3% J5 40 Ras [7] Y5 5 R 5RO A (ras
homolog gene family, member A, RhoA). 4 i 7 %
JE 5 H 42h (cell division control protein 42 homolog,
CDC42h). ZEaiH 234 KK (connective tissue growth
factor, CTGF). fifi 5 ZFEAE K K 1 524K (insulin-like

growth factor 1 receptor, IGF-1R) 25 )14, ik
B & A KA F (insulin-like growth factor, IGF)/ i
BamE LR 3 $4 0 (phosphatidylinositol3-kinase, PI3K)/
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7%

T H ¥ B (protein kinase B, PKB/AKT)(IGF/PI3K/
AKT) 3 i 3 17 1 42 B UL Pt 1 38 5 FN o A 5, 7
O ILAE A 25 2 ol BUL 0 9 b 4 B S D 12
miR-133 N H A B 422 #E (7] 41 ] Kruppel # % 5% [K 1
15 (Kruppel-like factors, KLF15), i #% 3 i #
] % ME L 12 R A GLUT4 1) R IA7E O W41 i fE =
AR R AR S, i L AT EE g 0 A FE R A
PR ZEMIEF A 55 16 A~ it (PR domain containing
16, Prdm16) FEEak, 7EIR T LG AU 7 e A
W, A, miR-133 7K A #E fi 4001 5% 3% R 1 ok
5 [ 1 (specificity protein-1, SP-1) 1Rk, fE/AN
AR 2 0L 1 e WL P ) 5 28 A g A0 If A R ) B
¥ )

1 miR-133E&[H

1.1 miR-133EEHEM R FIE

miR-133 JEK e AL4E miR-133a-1. miR-133a-2,
miR-133b, HH, miR-1-2 5 miR-133a-1 L plid K §%,
BT NZE R 2H 18q11.2E3 ¥2 % £ (1 % i Mind
bombl (MIB1) % [ i) 4 7 - ; miR-1-1 5 miR-
133a-2 TR LR %, AT NZEEHZH 20q13.33 FH
B2 A [X 166 (chromosome 20 open reading framel66,
C200rf166) % Kl 4 & 5~ 5 1 miR-133b fiz T 44 th
1 6p12.2, 12 FWEEUH I (polycystic kidney and
hepatic disease 1, PKHDI1) 1 [ 4 & 17f (Interleukin-
17, IL-17f) JEH 2 6], 5 miR-206 Tk R #% .

miR-133 [FJFRIA A B A2 A RE S5, JLAE
O JULRI B 8 JUL e S P R/ Bl 69K . Liu 45 1
WF9T % I, miR-133a-1 Al miR-133a-2 [&] 4 ik 55
— 2PN BRTE S i SR 2B 3 H IR BB P Y = () B SR
B, 10 55— 2/ BROUTE B A8 T4 5k 220 L Fi
O BB RIESE, miR-133a JE 1Bk T &
SO WL R /O 1) 5567 2 15 R S 5 o JUL T D 1)
W95 . BT O ULEE T B A AR X0 JLRR BER L
i miR-133 ik R Y. (f3E miR-133 KF AT
T 2t 0 URE B 1) 12 W K TS F0 7 e Jia 25 P
W &I, miR-133a 75 1E % b5t EE % 2 4l ( LA
DIRANARL ) Fh AR R IA 2 v T I DR ] JE AR iR
JZANHE, WTAE R IEH B AR E A0 ) — Fbr A
WeAh, TRETEFCR I, 4 AR B N2 21 miR-
133b [JFRIEIKF B R (K.
1.2 miR-133EFARIERBIE
1.2.1  BAZIERZ A 1E(SNP)

Ohanian 25 " B 57 & B, miR-133A2 Ri{ALELE

79T>C 547, W 5% miR-133a-5p Fian. H
BB 80N, miR-133a-1 % K ) SNP 5 J& % 10
WLAE J& (HCM) # 5%, 1ff miR-133b %[5 f) SNP 5
Yk R E A O R KA S5, Palacin 25 M HTF 5T K I,
miR-133a-1 3 [K] +85A/C 4k 77 7£ SNP, miR-133a-2
FERITE 1s45547937/rs13040566/rs13040413 AEAELE -191G/
A -171G/A -88G/A [ SNP, fj miR-133b % K] §if 14
(pre-miR-133b)-90 4L471E SNP, A 5 5l dE A (-90
ins/del A) #5201 GATA Fk K 7R iEEH A4S, M
1M 53 miR-133b [ IA P&
1.2.2 i

Rao %5 U 3@ 3o Y 0 R G 8 PUIE VRS2, AL
SR ( XFRALLEEF, myogenic differentiation
antigen, MyoD) F1JJL4H g 2 i & (myogenin, MyoG)
A B S miR-133 KA. Liv & W HE R R,
S R T L4 Pt 5 K- 2 (myocyte enhancer factor
2, MEF2) 1] i S/ o0 Z= A/ 800 55 miR-1 F1 miR-
133a ({215, #—PHFFUESE, MEF2 i#iid 5 miR-
1-2 A1 miR-133a-1 & [A] 8] ] — N LA R S P 1 i1
SE4y, T BLEEBOE miR-1-2 F1 miR-133a-1 53¢ .
MEF2 it 0] 5 MyoD — 2 4% miR-1-2/-133a-1 J&[A]
WIESRT-(3RIL . hah, AL LR S PR3 5 1
9 A5 miR-1-1/-133a-2 JL[R] R (R 4 ik .

2 miR-1335EMIE Z [BH) X R

2.1 miR-1337ZEAREE MBS RIFRIA

Subramanian 25 " ZERE TR I, AN [ER EER A
(17 P98 2H 2 miRNA (1R IK SR A R 7E~FIF LA
JRZF, miR-133a/b KIRIEE & T 1E% Tl
H 2, Zhao &5 " F Ff miRNA 5 F F1 92 PCR
T o A B RJRE MR AR A (5 1 i ZH 23, 18 44l
A AR ALY, I PR MR 4L 2 miR-133a
A miR-133b [{3RIA B8+ 155 X 41 41, Ji 25 1)
WL R, miR-133a 755 IR 4 2R A B PR 5 A7
TR IRFRIL, I H I PR 5 e ik fg A i
JE#EYIM. Fujiwara 25 U IGRIETC AL, B AR
£ iR 20 20 miR-133a (3R 15 5 B 35 I UR &£
KA. AN PEAR 15 miR-133a AT B AR P 983 48 i
(IR ZE R 7T, 15407 A I T ] B S 0o A 988
/N B9 it e 7% I A K L AR AR I T

miR-133 7F £ Rl 1k 2 G0k iR 4 20 b i 3
ik N %, Akanuma 2% "% i Sz 5E B PCR (qQPCR)
AT 84 9 63 % 5 0k 41 i e b 98 2H 2 miR-
133a [l IA 1ML, & P miR-133a 7E [ 5 20 2 v )
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Fak B ERT Hym 55 T 4121, H miR-133a 1K
RKiE 5 B & WG EA7 2 1AL R B E A K.
Cheng 25 " B 57 & I, miR-133 7& Bl
KRR, SRR/ 2R LA RS
RIEEEMMC, HE5HLBEEAFRIHEK, L
2 OV R BOG R IR B D) B R (LCM) K001 T 24
/N ol 48 N 23 W RS miR-133a [F R IE S, 45
JER I miR-133a £ J5 & M /N #h 28 N 23 6 iR 2
R I B AR T IR g s A, EAE R
5 BT 4% 7% (1) ik 0 20 b miR-133a (R ik 3k — 25
N F%. Wang %5 P 5@ 4G 169 15145 H e iR 41
Z1rh miR-133a [)3R1A5, K miR-133a 7545 H W)
Jifrged 2 2R rp (1 R0 B AR T S IR A2, H miR-
133a PRFIA SR AN 24 RS04 i 22tk 2
SRRV, RN, R R RS A A TR
i A% T miR-133a = R A (R 5% . Wan 25 22
R, 83.2% &5 H M ¥ 1) i J8g 20 23 b miR-133a [
FIE I BAR T IEH FEXT A ZY, (Him b 1 45
B 8 B g 20 23 b miR-133a (1 R I8 K F i TR K
Jigg 20 21 (1) 63k . Akgakaya 25 PV RiE, S E W
T 6 R 20 24 b miR-133b R K ik 5 g A AE
W4 50 B IR e R A O

T4 B ) JEA 2258 5 380 T 90 431 7L i
S AT AR A TR miR-133a B R IE RO, K DAL IR
4 21 miR-133a [ FH 14 2 B BAR T 7L IR B Y A2
e 5% IEH 2, [FR, miR-133a [K3F1A 5 FLIRE
ML K& TNM 3 A 06, 15 8 AR
JRE /Ny LA BRI . B R AR TS
Chan %5 ™1 7 | miRNA & F 808 % B #8 & 1 S it
PCREWFFE R I,  FL MR & 3 L35 o miR-133a Al
miR-133b FFRIEK 22 = T IR R, v H
Ve FU R JE 12 W 10 5 AR iC ). Shen 25 PO R KR B,
miR-133a 7F FL IR B s P RIS B E &, i
IE S 7L B 40 Mok v 43 miR-133a.

miR-133a 7E 5% WU A IR 5 e e 0 i e
A AR P, 1 Jia 25 PV SR B, R R
A3 2 21 miR-133a [ 3R IA 7K P 55 18 1B e BE R
JE M AARAL, {H B T S RE A ) 2 R R R R 4H
J, (R EF B bR BE SR 2 A0 M bR & 4y 7, UPKIL,
CK20 53R IA TR &, 327 05 IO i A7 e e T %
R RER Q. Ak, miR-133a 78 b 7 1 O 55
(EOC) B AE/INgH o fit i 46 it 8 2 23 o (1) R 257 B\
T HT RRAH Y, JLFRARAR FE 5 i 40 i 1) 73 2
o8 o A Je iR U S s AR 5% B,

FE3E MM RGN IR o, B PRI T 47
il AML 2 [ I 25 B8 A 1% 40 - miR-133a
[MRBAEDL, 25 R AML [ 5 & 2 miR-133a
(123 7K 7 B 2 i T ALL [ s Al 1 s 3%,
H M5 B! AML H# miR-133a [ %5 B & & T M3
M AML 3%, R, AML (L7522 E aEEH
24 miR-133a () RIA AT HT B2 N B, 12
s~ miR-133a A[iES 5 AML (k4 K@it 2, 5]
VERAIT R VE 4R bR o
2.2 miR-133893FRIEFITHLH]

221 RWIBALFIKF

B 87 X F SRR EAN, v E 3 S8
I I IR ) R WA AL 24 D028, Chen 25 PV 70 & B,
55 95 R 4 23 miR-1-133a 35 R #% (1) 194 3%
i T 9 55 % BB ZH 41, [A) i miR-1-133a 3 [A] | Jjf
CpG Sf7fe sk k. #t—2, FIH DNA H 3L
BG4I 751] 5-aza-de #1H] miR-1-133a FE [ 7% _F i F
FAb 5, miR-133a-2 [RIE/KFREIE .

2.2.2 KPR

Mo %% BY g 5 %% B, pre-miR-133b ] 5 it 4
AL R R U % 10 Kb A AF7E 2 AN e 24k
AR ¢ 5125547 5 (AR-binding sites, ARBSs), AR
A B EiH miR-133b KA.

2.3 miR-133EMELE L RPHER
2.3.1 SR 40 A A 1) 5

c-MET & —Ff i c-met J5J8 3 K] 4 A 1) 2 19 7
W, SRR 40 A2 K B 7 32 48 (hepatocyte growth
factor receptor, HGFR), H 5 & & 4= K [ 7 & 14
(epidermal growth factor receptor, EGFR) I s £F4E4H
oA KR -F- 5244 1 (fibroblast growth factor receptor 1,
FGFR-1) —Ff, #EA B REMEE. E15H
AR S & 5 KA BRI A, HE— D46 IR BOE
RAS (558 A, 51 H 8 e I B R A SR S B
i 1f RAS-Raf-MEK1/2-ERK1/2 &, PI3K/AKT i& 1%
S 54ME 55 5. A0 42 S HER R 2 40 3
FA ARSI E TR R, 52 MEaE R R
R YIS, Hu 2% P BEFEIESE, miR-133b 7] B
PEER A ) MET ik, #4% miR-133b T-45H g
JEAHIER SW-620 Al HT-29 t, W {HEZHff{= B 1E G1
W, B E R G, [FE AR TR
JRA BTN ;=26 3A miR-133b T2 B b S 308
K/NEZEBEAK. Tao 2 P HFFE &I, miR-133 A H
FEHE 1) 410 #) EGFR /) 32 ik . A0 U8 1% & % 35 miR-
133a/b nf 41l EGFR %1% ; [Fif, AKT. pAKT,
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7%

I 4 )& B B -2 (matrix metalloproteinase-2, MMP-
2) S RILIR T, M g2 22 2 )E %L B
I (mitogen-activated protein kinases, MAPKs) jf j#%
A PI3BK-AKT Ji #% . MMP-2 AJ G&4EH T AKT i@ #%
U T T B R A RS B -3 (glycogen synthase
kinase-3f, GSK3p), i 1T GSK3B-snail-E-cadherin j#
PRI b R R A, B AN R B e, JCIH R
WER AR B T 5 e A0 B A G B IR AR 2R
J5 A BF FTAE 52, miR-133a fil miR-133a/b 75 i i 51
) ] EGFR, 400 ) 2L Jit s AR5 Mot e 248 M 1 26 K
AV v 235 miR-133 W] S B0 i A 1 4E G2/S
=, 4 DNA AR, FF H S EGFR RNif#E 5
o F p-Akt RKiE, E&ANHI 40 g A Y. kAt
Wen 25 P B FEiE S, miR-133b a] #E [ #14] FGFR1
FIRIE, MR & R IE miR-133b A] #ii) B Ja 41 iy
% MKN-45 Fll SGC-7901 [fJ385H, AR i 7o % %
FiRE

Wang 2 P HF 58 & B0, miR-133a A {H 7] 4 4]
Mz & EGFR, 17 Hk n] B E24M ) IGF-1R Fli%
KR T B %244 1 (TGF-B receptor type-1, TGFBR1)
FIRIE . AMIEME R R 1A miR-133a ANHBEH R FFE
TR B IE 8 SR R 20 P R i s 4 2R 4 P 1)
AR 77, T LI BRI R 40 i ) AR KRR 2R,
e R A Mtk 2B B S5 AKT {5 53 B 1 B0E
1395, Guo % ™ WAL IE S R B, miR-133a 1] B
AL [ H0 4] IGF-1R (3R 7K. AMJRE =1 R 38 miR-
133a 1] Sk 25 H00 ] G SR8 4 e P J89 B R e BT R, I
S1E G1 S 20 i Ja A4 i, [ s 34 w8 25 410 R B
JIe 6 24 P A G s T AR R R B AR miR-133a [ Rk
DA 3 0 S50 40 M ) 385 R o B T

WA AZ R IR AL I (purine nucleoside phosphorylase,
PNP) ] DL A LT B R 70, (R I H A D9 & i
SEUVLIF At 280 S B R S ()l FE (i ik 4 B e 7 T
% E AR R 0% PNP 2k \] DL H 55 41
DNA &1, SEAIstT:. HRiwE &xH, miR-133a
A ELEEE R ] PNP 3, AN S IA miR-133
ANAECRT ) 0 0 AR A R R B R R AR 2R B,
T L3 AT 00 ) S5 e R, 240 o e 4 i P 38 9 A1 3
iR 4m M g T
2.3.2 GHRE 40 M T R e

Fas & T4 43 (fas apoptosis inhibitory molecule,
FAIM) & — Fh 8 T2 6o 32 R -, L 3 2 o f il
FAS 45 B 28 Jf 9 12 38 4% DT 400 1) 48 L F 90 12
B H Ik F2 0% P1 (glutathione S-transferase pi 1,

GSTP1) & — Fh B 2L 1) fi % g, GSTP1 W] 5 c-Jun
R FE K Ui B (c-Jun NH2-terminal kinase, JNK) 45
HICREEY), H] INK F)3E 2, 1 INK @ 1)
K BB 8 1 TNF-o 4814 1) 18 15 F1 caspase-8 1%
A BE A M T S B, e 248 GSTP1 Ji i 17 i 4%
INK J H R U A M T2 SR, 4 0 4 L 0 T
ER. BEAh, GSTPI K-FHI$2EEE AT R i caspase-3
FF R B 20 Mgk EL9RE / 1 I -2 (B cell lymphoma/
lewkmia-2, Bel-2) & K1, & 0 T ##7E .
Mutallip 25 ™ BF 52 & ¥, miR-133a 0] B £ 4 [ 31
#l] GSTP1 [f] % iA& ; Patron 2 ™ {F 52 miR-133b 7}
n] 2 A H0 i) FAIM A GSTP1 [PR38Rk, AbJEPE
F 1% miR-133b W] LLER i 24 5 516 HeLa 4H LA
HI 1) 5 4 B X TNF-o0 S5 30 T I ) Bk .

BEFEL A 9 195 -1 (myeloid cell leukemia 1, Mcl-
1). Bel-2 #5851 2 (Bcl-2-like protein 2, Bel2L2). B
2 P bk B2 9% / A I 9 -XL & A (B-cell lymphoma/
leukemia-x long, Bel-xL) #2& Bel-2 Kk I HT I T2 % 52,
HT Y5 Bax SE I8 T2 K1 58 4 M 45 G 2 b A4 5 1%
4 % 4 £ (mitochondrial permeablity transition pore,
mPTP) o B 1L Bax 5 mPTP 9454, Ml
il mPTP ALt C IR, FESRAR AN T
2 i 0 T ik AR R IEVE . 01 S TR SR B,
miR-133a 7] LA ¥ ] 40 1] Bel-xL A1 Mcl-1 f) 3% i%,
AR e miR-133a R 5240066115 A 980 44 344
FAE HE W . A, Crawford 28 ™ wF 57 & HR,
miR-133b ] & [ §11 i) Mcl-1 A1 Bel2L2 fR 1A, 4
Y5 = 2205 miR-133b W] 5 il 40 i A 1, IR R
20 A R TR

AT AL, p53 =& AR AR I — Fh e 40 4
it 3% P %% A5 1 FE R, Rififylin 28 [ (ring finger and
FYVE-like domain containing E3-ubiquitin protein
ligase, RFFL) #& — M & A IR IR &5 M 801 E3 22 &
RN, OHE TS, Hoald@id Ak Mdm2 K fiig
Y p53 T E R AEZ AR, AT 520 p53 (1]
FasE e, EmnE] p53 K LA p21 FEHRIL,
E VR 5 40 A P ok FE EEEA Y. Dong % M
FLUESE, miR-133a AJ 4L [ #f] RFFL 3Rk . AhJA
P i 21k miR-133a /] 01 25 B s A A G, 2
A A ) GO/GL s, FERE pS3 A p21 A
BRI, HeAh, HMEE S R A miR-133a 34 A i
Tk A 3 e 4 O T R A RGBT I 6
e 40 M0 ] 25 2 R0 BV R ARG T I U

N Uit BL il f# 46 JE 2 (human telomerase reverse
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transcriptase, hTERT) i H A 100 4% 5% e vif 14 1) it o
ity b A0 7 A, hTERT oy 3 AT 00 g R B 12
M AE G CAR R S b 26 55 1 T, A R i
FE, fE4HMIRTS TEIRIGTERE ). UbAh, HHFTEINA,
hTERT ik )78 v] 5 Ge 44 Ui X -F- BRG1 45
4, F23%E Wnt il 1% ) TCF/B-catenin ¥; 3¢ & & 1K,
E— B ROE TR R 5 RE, 5 KEKR
JE# YA 5%, Hrdlickova 25 " REFL &I, AMENER:
G miR-133a A B {410 1) 45 J7 Jes 2 L It e 40 0 ) 28
Vo HE—BHEFCUESS, miR-133a ANE A] B 5 A
il W\TERT FYEE T 1 200 B PR J05 1k g 110 3 14
1M1 B8 7] LB e 5 J5 #) Wt J8ER(E 5701, a0
3 5% [Al ¥ 7 (transcription factor 7, TCF7). RNA 45 &
£ [ Musashil (musashi RNA-binding protein 1, MSI1)
H1'B 41 M Rr 57 VEW0OE 22 B (BSAP/Pax-5) ¥ K ik,
MITAE Wt S8R o A 2 A%, SR 4] iR 41
JLHE5E -
2.3.3 PRI AN A 4 2 R RS 1) S

MMPs J& —JE PR T4 1 5 A5 25 1 2R
FUK A, (EIEWHH b RE R D, TAEMRH
ik, F A A AR T P e 4 0 Hh 2
(extracellular matrix, ECM) F1 %k i I 7 2 3% ¢ L i
PR 25 T 2 RO, 30 T R A e e 4 L £ 2 £ ZHL 21
R, AN AE bR 1 2% e 7% vh R S B .
MMP-9 J& T Wy i, FLIE0E fa T sV B R R i
PR IR RIS B B 5 (RIS, e ml DAAE FH T Il Y
Fe A=K K7 (VEGF), 38 mogh A B 4 o 8 A8 B, 3
[F] {1 2 Jib e A= AR I . T MMP-14 J& - i 7Y
MMPs 2, H 3 200 i BOE B R g MMP-2 i Ji5,
23k MMP-2 {40 FE AR IV B iR, 75 mlsd i oK i 2
TR A S5 B 73, 2R AR L 2R B 1 5 i o b g
HREHER MRS . Xu 26 BB 70 R B, AT
15 miR-133a e A R ] A549 A1 NCI-H1299 Jif
JEA MG E . TR 28, miR-133a R PEHH]
FRI AT 395 miR-133a Jr 51 2 0] i 6 40 i i 4% A1
A . 2OLREFSLIRUER, miR-133a ELEEEA)
i MMP-14 (315, &% miR-133a A ffi MMP-
14 ) mRNA M1 & H Rk KF ¥ F B, 1275 miR-
133a 38 o $2 7] MMP-14 [ 3% 35 AT 400 1) Bl Je 40 i
%682, Qiu % ™ A FT R I, AMIFPE 15 miR-
133a/b 7] 5B 40 G1 W53, I HLid w4 )
R AR 5 TR 2. HE— PR S RN,
miR-133a/b 7] #E [a] $10 ] #% 5% Kl 1 SP-1 3Rk, 1M
R sp-1 FL R 7] 5] 2 MMP-9 1/ 312 4 D1 (Cyclin

D1) i Rl 22 3 1 B A%, #2 7% miR-133a/b 3 i 411 ]
sp-1 S H R UL DR (R 2 ak, DT 00 o) e 248 L ) 38
JH. i ZE.

BN E (actin) A2 40 P ) —Ff B AT WS 46 e
M2 E. FYEREERED 1 ( XHRIEE
LR A, fascin homologue 1, FSCN1) fl# & H
2 (Tansglin2, TAGLN2) ] 5l E AR Hik, £
Rk (BN E B ) &G, BTUEEASGEES.
o, FSCNI 7€ 40 i Rt N T i ¥ AT TR 45 14,
TAGLN2 7E- V1 L4028 b R RIA, Mtz 5
MF M BBl M55 5%, Akanuma % [
W58 K I, miR-133a ANAX AT §E 5] 41 ] MMP-14 ()
Fak, 1 HIL W EEAH FSCN1 (R iE. SMEME
7o ¢ 15 miR-133a W] A £ WIOHR 20 10 Jes 240 i 0 4% 2%
fie J) B 1. Chiyomaru 25 " B} 5% %& i, miR-133a
AR [m] 470 ) FSCN1 1) 5k, A1 & K 78 miR-
133a ] AR5 e 4 o 28 K S AR 2868 7. B T
FL O UESE, miR-133a 75 i) 78 5% 5% J5 7K - 2 [m) 401 i
TAGLN2 [} 1K. AMJEE 2R 1k miR-133a AN {H 1]
0 f1) e 20 L P 38 G R A 28, 15 3 T SO A VR
T BT LIS T ] A e 22 Al e 440 e 6
A5 iR 40 A P E RS RS 28 B B4 AIC 7. LIM A1 SH3
FEH 1 (LIM and SH3 protein, LASP1) s& —Fllsh &
FABERCE B SR, AL T4 N T, ELE)
EEHARM ZA RN, WRER. 2. B
Ry 2 REE, 122 MR s ik, JES
R A IR ZE R RS B DA 5% . Wang %5 P TR B
miR-133a o] ¥ [ 1] LASP1 ({1 R 1A, AMFM: &R
& miR-133a A 45 B 40 i) LASP1 (215 A,
[ I 40 ) MEK1/2 A1 40 i A0 {5 5 3 15 B0lg 172
(extracellular signal-regulated kinase 1/2, ERK1/2) [1]f
B A AN, HE— 0520 MEK/ERK J8 . sh¥ik
WSS IE T, AP v R I miR-133a A7 4 B
e B8 () A2 B BF S 54 . Chiyomaru %5 B2 1
7R I, miR-133a if f B M ] LASP1 ¥ R ik,
IR i 25 miR-133a 78 1 B A1 % bt 9 4 i A K
L HAZZREE T o

A Ras [A] J§ 3& K 58 % A% 52 (ras homolog gene
family, Rho) & 1, Wi #iF8N Rho GTP I, & T
/NG R BB S A S5 R Y, 3% Rhoy Rac,
CDC42. Rnd Fl Rho BTB % 5 NS 71 . RhoA
A1 CDC42 72 H i i 78 f £ 1) Rho GTP fig. M,
RhoA F#Z: 55Kk 2P YL T0 BN R 3 Bt E G4k (focal
adhesion complexs, FACs) 4134 ; CDC42 A {i¢ #E 22 0R



148 AR

7%

£ /& TE IK%EQEIE@E*“E?MDQHJE@L$ Al
R EEEH. BEES YR, SR

k1A miR-133 7] fif F it & MCF-7 41 Jiid  RHOA
HAMKRIA R EW G, [FR LR a8 /13
R, PEA MR A SRS R A B, L
D25 BA TR TS . Qin 25 P9 3@ i JRL 7 4%
SRR I, miR-133b F BRI GE I H & iR 281
1) B 2000 1 P SR A 5 AR ME B3R A miR-133b 7R
AT AR 3R B S0 A A 1 I G AN v B R R s g — DA
iF 52, miR-133b A] $ [ #1 #] CDC42. RHOA F I
F. 2% STE20 £ ¥ ¥ 2 (mammalian sterile 20- like
kinase, MST2) 4§ ) & 1A, 13F 17 0 3G 0 988 AKT i

ERK {5 58 . sk NITEiEse, =3 s

Y5 v Rk miR-133b 1] % 25 (2 kA P iR T B
Hi## . Cheng %5 " B 7078 K I, miR-133 1] #f
[ CDC42 [)ik, BT EUIL TN 1 p21
WG RS (p21-activated kinases, PAKSs) 7% P4 B,
AR R 0k miR-133 W PR 4H il CDC42 113K 1A
AU PAKS (R, 3 17 0] e e 23 4 L ) 39 B 1
PRI

ZEH A 1 (caveolin-1, CAV 1) 2 4H g Jii fix P ¢ T
B MR S M dr SR E, AN R, Pl
AR A EEUVLEELE AR Rt 2 4 A s 07 40 vh
SEFE. CAVI E SRR 2 AR5 B 0E R 1
(steroid receptor coactivator, Src) T B 1L KK, A
W25 Z %G T8 MWK, &5 90 %A iR Y
B YIS . Nohata 25 B @1 9% )t R B 9250 E 1
miR-133 7] F 42 8 [ #10 i) CAVI [y & ik, 1 4 1
CAV1 R IK W] I 2 400 1) Sk 250356 6% DR 248 6 g 248 L 110 452
R RE
3 RE

19— Fhei B8 LA JJLERF 7 3835 (1) miRNAs,
miR-133 AMH 5 Z BRSO A %, T HIL7E %
YRR R A R AR R AR . IR
T 9% miR-133 £ Jifes S8 AR N iR S i ik, JFiEAT
AFNE () Jib e B S BIE FE, - AT g b J8g 1) 7 19342 i A T
JE VAL SR AT 1) B — B4R T miR-133 (A7 )
e, BRI AR R DN, ANME AT g B SR 1 AR
L/ MEERE S N Y ST RIS SR
R AT A IR VR YT
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