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(BE] HH #£ miR223 A2 AWM BE @ ¥ s RhoB #9944 M . FiE £ A PITA, Targetscan &
A AL TN miR-223 69 ¥ A B RN E B R A E TR A B4R (qRT-PCR) ¥ 0 miR-223 £ A% A W&
Rtk (SW480 \HCT-116) W 9 & ik ; K B MR b Z BE IR % £ 4 1E % RhoB 2 miR-223 ¢ 32 K B ;i@ iF 0 foL 4% 4
S miR-223 EALE AWM P 2 RhoB 9%, £R miR-223 #9 &L F £ SW480 P 2 F & T HCT-
116 (P <C0. 05) ; PmiR-RhoB-wt ## miR-223 mimics 3t # 4 408 5 PmiR-RhoB-wt #= NC 3t 45 2 20 )b &2, 47 & %9
T REBERHEE T BE(P<0.05), PmiR-RhoB-mut ## miR-223 mimics 2%t 4 28 5 PmiR-RhoB-mut #= NC
A, A A LT B E N £+ R FE L (P>>0.05) ;% miR-223 mimics & miR-223 mimics-
NC % % £ SW480 %8 it , miR-223 inhibitor 3% miR-223 inhibitor-NC # % £ HCT-116 282, X L. RhoB mRNA
RAKFEZFHYRLTFEL(P>0.05),122 RhoB & @M KL ZF AL FENL(P<0.05), £ miR-
223 Tk $e b 4E A T RhoB % vk 4 A M5 08 09 R R B 645,
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Study on the regulatory effect of miR-223 on RhoB in colorectal cancer cells”
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[Abstract] Objective To investigate the regulation effect of miR223 on RhoB in colorectal cancer cells.
Methods The target genes of miR-223 were predicted online by PITA and Targetscan software; the expres-
sion of miR-223 in human colorectal cancer cell lines (SW480,HCT-116) was detected by qRT-PCR ; the dual
luciferase reporter system was used to confirm that RhoB is the target gene of miR-223;the effect of miR-223
on RhoB in human colorectal cancer cell lines was analyzed by the cell transfection. Results The expression
level of miR-223 in SW480 was significantly lower than in HCT-116 by qRT-PCR (P <<0. 05) ; Compared with
the PmiR-RhoB-wt and NC co-transfection groups, the PmiR-RhoB-wt and miR-223 mimics co-transfection
groups showed a significant decrease in luciferase activity (P<C0. 05),but there was no statistically significant
difference in luciferase activity between PmiR-RhoB-mut and miR-223 mimics co-transfection group and
PmiR-RhoB-mut and NC co-transfection group (P >0. 05); miR-223 mimics or miR-223 mimics-NC was
transfected into SW480 cells,and miR-223 inhibitor or miR-223 inhibitor-NC was transfected into HCT-116
cells, the results showed that there was no statistically significant difference in the RhoB mRNA expression
level (P>>0.05),but the expression level of RhoB protein had statistically significantly difference (P <C0. 05).
Conclusion miR-223 may targets to act on RhoB,and affect the development and metastasis of CRC.
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ShG AR BE D ZR IR DALk, T g i R DN R
FEHM B microRNAY . & F k4R 18 miR-223
FESFIE B RE E et b R AW R R, R
miR-223 A fE J2 I 83 1Y 08 7E b . A WE R AR T
miR-223 . RhoB 7£ CRC % 4= & J& i iy vl AL .

1 MBEFE

1.1 ##

NIEF 45 1 b 40 M Ak (NCM460) , A CRC 4t
BR(SW480, HCT-116) Wy [ | ¥ A= iy B % BF 5 Be 5
miR-223 B4 /157 (mimics/inhibitor) ,miR-223
mimics/inhibitor NC.PmiR-RB-REPORT™ Jif§ {4 )™~
N B 18 4= 1 2\ 7 5 Lipofectamine™ 2000, Opti-MEM
Hi 2 H M A 35 [ Invitrogen 24 ] 3 BEMEIE (MTT) i 5
& H L E Sigma 24 F] s WA K B £ g0t
7 & W) H 2 [E Promega 2\ 1] ; Prime Script RT Mas-
ter Mix, Prime Script RT Master Mix, miRNA Pri-
meScript? RT Enzyme Mix.SYBR Premix Ex Taq™
Il W A K% TaKaRa 24wl ; Western blot & TP 4fi i ¢
W BCA 28 1k B2 a5 & (I 9 28D (ECL k%
RGN & W VLR E = KAV BRI ST,

1.2 7k
1.2.1 miR-223 =X B &

R PITA, Targetscan,miRDB &5 K 4 1 28 7
miR-223 AYHEFE[A
1.2.2 RAEHEETER S8R L (qQRT-PCR)
A 4w LAk P 49 miR-223 . RhoB mRNA % & K-

e 1 BRIE B S5 1% 4 bk (NCM460) Fil 3
A CRC 41 g # (HT-29, SW480, HCT-116) 43 7| %%
FE B0 M B LA B A B 85 % £ AT . B I TaKaRa
RNAiso Plus (& RNA & B 7)) $2 B f b i) 2
RNA, A 300G BETH I 2 RNA i B I JiC il o B2
F 0.2 pg/pl BB RNA . L GAPDH snRNA
YE RN 2, i TaKaRa 24 7 SYBR Premix Ex Taq™
11 35 W1 45 347 A L 76 Light Cycler 480 [l #4791
R, BT B Sr 3 AN AL, 27T 3 miR-
NA-223 [ A X} % 35 K F-. ¥ miR-223 mimics 5§
miR-223 mimics-NC ¥4 4% SW480 4 il , miR-223 in-
hibitor 5% miR-223 inhibitor-NC ¥4 4t HCT-116 4
e, L B-actin #E i N £, #% TaKaRa 7 # SYBR
Premix Ex Taq™ Il UiH1 B 347 MAE, 7E Light Cycler
480 Il A7 4 s AW, e A e i i ~r 3 &AL, H
245 3+ RhoB mRNA A XF 6 ik 7K F .

1.2.3 Western blot # | RhoB & & % iA K -F

(1) ¥ miR-223 mimics Bf miR-223 mimics-NC
e 3 SW480 4 i, miR-223 inhibitor 3k miR-223
inhibitor-NC #4¢ Z& HCT-116 40, ()% W iz
B RhoB &4 F1 IF A6 ik B2 L SRS BC ] 3. 0 g/ s i
A 1/5 AEARFR 5 XA LK A 92 i b K O o 4
3~5 min, A EEER, BHBEIRG . BHEAH
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d ELEE b RE B 1 e 5 A R - 2R TR M T G B i FR I
% (SDS-PAGE) INFE AL N, AT HL UK 73 8 . SR 5 e 7%
BRI LIG(PVDP) I, (D ME5E e 5, a7 R4 &
P IR B B T S v 45 1 B Western blot P&, &
P& 1~2 min, 3 A bt A RhoB B3 BEHLAK (1 ¢
500) Ml B-actin PLIRLE S (1 1 000),4 CHEF L® .
W5 2 REIR,H Western blot Ye& W ZEPE 3 K, &
5 min, 285 INA HRP R /) —Hi (1 = 1 000) FE
YL RIE SR T E 1 h, B 3 WK, AR 5 min,
{#i Ff] BeyoECL Plus % ECL KM EH ., EH
AR AR R R &7, (5 WA Image J #F
HRAE H (& FKF = H BB A0 B % B/ B-actin 451
ST LB IR0 RhoB & AT 35K,

1.2.4 @mfaeg3gsise a2 2 £ 8 eg i

SR MUTT 46 D 20 B 19 356 58 68 1 . (1) K% miR-
223 mimics/inhibitor ¥ 4t A\ CRC SW480/HCT-116
M, (2)H55E 24.48.72.,96 h, B 45 B F 15 55 3L 200
pL/fL 0 20 pL MTT % W& /4L [H % #2322 o )
(PBSBCHI M BEN 5 mg/mL], (DEF 4 h J5 £
MBS, 0k 15 5%, $i R 200 pL /LA I AR
(DMSO) 2R J5 ¥R 7% 10 min, o445 S, (4O ff
FH T AR ARSI 4% FL7E 570 nm I8 K AL WGl (OD
B L i 45 J 22 ) 40 i A= 1< il & CLLE TR] A 6 A A
OD R AEFR) .

SR 200 it ) 9 3K 46 A 0 4 e 1) 5 RS fE T (1)
marker ZE 7 6 FLARTY J5 AR LR 4E 6 LK IR PN 2
255X 10° UL IE A2, (25 2 R 20
pL 483k CRED 84 %, 3 B ALY 5 1 R RIE , il
KR 5 AR id 2 M58, I Ze 58 i) » 1 T B PBS whik
it IR N S I N O i s e O ST SN e
Bl AT DL L SR S5 B G ML B B SR, A 37 C
5% CO, FEFEMMEITR R, (D451 F 0.6.12.24.,36
h HORE 8 B 2% PEAL CRC 41 i i 75
R

K FH Transwell #4630 40 8 6912 28 68 1 - (Dl &
JoHe G Transwell /N2 5 il £ 240 B % & 0 5 X 10°
AS/mL A E . (2) ] Matrigel #i B R A9 9%
Transwell /Na, BUNAEEK 200 L A Transwell
FESTFEPRIA 500 pL &4/ 10% 64 i3 1 RP-
MI 1640 1537 ¥ . i A& okt fe 7= A4 S, gk 22 3% 55
24 h, (3) R FH G P AR 48 25 JE I e Ko I =5 PN 1 40 G -
0. 1% &M E Y6, T Leica DC 300F IE & & i3 5%
T AT ML B IR (X 200) , BEFLEL 5 AN FLEF L 50t
TR E.

1.2.5 RhoB mRNA 3'UTR # #) 3 4= 3 5t & 85 /& 1
(ACT) #m)

(1) N B AE W B BCA BR 2 A 58 UG R
il 412 15 H PR 2 A i A A L 28 O M A R A W B B A R
N EV I % 5% . RhoB mRNA 3'-UTR # 2 J5 kr 4%
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& pGL3-RhoB 3'-UTR. (2) ¥ & W 51 ¥ 2t 47
PCR #7144 B8 %E i 40 6 3 7] & vd B A5 F 17 4 1k =
W1, Xhol #1 Not1 W54~ FR il 4 Py Y] Bg %} I it PCR
7 R AR AT XU ) D) RS AR DD 7 b
H 056 N S 2 1k (pGL3) #E 47 3% 2 ) 0 5 145 81 38 2 ™
Y. ¥R WAL DH-5e B2 S H v, 31 47
HUTOR B %52 . B 5 TN 25 5 37 45 89 RhoB 3'-UTR
FE4 1 Ji Ry 3% 4K 6y 4 5 PmiR-RhoB-wt, % RhoB 3'-
UTR %2 7428 J7 5] 1 J51 bi 244 iy 2 2~ PmiR-RhoB-mut,
TEN CRC SW480 4fi fifd 1 43 %l #% 44 PmiR-RhoB-wt,
PmiR-RhoB-mut,#3% 48 h J5, %l ACT,
1.3 %itsyam

K SPSS19. 0 Ge it 3K 4 #4743 A, 3 1 B8 kL LA
x ks Fon, ZHEBAE RN R 7 2250 0 HE %
BELLUE 43R 3R Al LR A ¢ kg, DL P<<0. 05
R2ERA G ERE X,
2 % ES
2.1 AMEEFZHATM miR-223 £ L K

Fl A http://www. targetscan. org/ ¥l il miR-
223 BB IE N, & BLAE RhoB mRNA 3'UTR {57 X A
115 miR-223 A 7 A6k 5E 54N 5 51, #E0 RhoB
Al A miR-223 AYHLE L DL 1,

Position 1276-1283 of RhoB 3'UTR wt  5'...... ULﬁJ/'\ | | AAAUA[TTTLIJTT(fAT
Hsa-miR-223-3p 3' ACCCCAUAAACUGU-----------UUGACUGUS'
RhoB mut 3 UUUAUUUUUUAAAUAAAGUCAGA.S'

wit: B AR, mut, RAEA,

1 miR-223 5§ RhoB mRNA 3'UTR il & & =

2.2 qRT-PCR # M miR-223 # % ik

miR-223 78 NCM460 14 ik, H B B /> F 745
1 98 40 MRk T £ 3K (P <20, 05) . A T )i 2L SE I i {8 4
PR ¥ HT-29 /E M4 B4, HCT-116 miR-223 #H HXf
M2 miR-223 M R B KT 1. 143 55 fF (P <
0.05),SW480 miR-223 ¥ & ik /K - A Hb X i 41 F& AIG

0.591 05 f%(P<C0.05), WA 2.
3=

4

miR-223%ik
Y

L

0 -
NCM460 HT-29 HCT-116 SW480

* i P<C0.05,5 NCM460 4. * " . P<C0.05,5 HT-29 tb#,
& 2 miR-223 AT RIZAFE (2747

2.3 gRT-PCR #ml 4w #f 4% # & RhoB mRNA & ik
K-F

$ miR-223 mimics. mimics-NC, black contol 43
B YL 2= SW480 J5 K Il RhoB mRNA #i %t 3 ik 7k
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3 ;% miR-223 inhibitor. inhibitor-NC, blank control
Sy AV % HCT-116 J5 Kl RhoB mRNA AH X} ik
JKF ., miR-223 mimics #% 4% 20 8{ miR-223 inhibitor
Hge 4 4 5 5 A0 %8 A NC 41 & black contol 4 L
#,RhoB mRNA 1y £ ik % R BTG % 8 L (P>
0.05), WL 3,

SW480 HCT-116
0.15 0.1
o104 T i 04 |
2 T z
4 4
E 0.05 E 0.
2 2
4 4

. T T
miR-223inhibitor inhibitor-NC blank control

3 YR FE RhoB mRNA X &R ik 7k F (224¢T)

T T
miR-223mimics mimics-NC  blank control

2.4 Western blot #& 0 4a j2 45 % /& RhoB & & & &
K

¥ miR-223 mimics, mimics-NC. blank control
o3 e 22 SW480 JE Al RhoB 2 11 AR X 2Rk K
$ miR-223 inhibitor.inhibitor-NC.black contol 435l
Y% HCT-116 Jo I RhoB & F1AH XF & ik K,
RhoB # 7 miR-223 mimics £ X E NC H
J black contol 4 [t # B & K B (P<C0. 05), RhoB
£ miR-223 inhibitor 411 £ k5 NC 41 &7
X R b g B 2 BT (P<C0.05) , WLIET 4.5,

SW480 HCT-116
150 200
X X
20 —_ z w0
2 3
g -— £ 100 o
2 s 2
z Z 50

[ T T
miR-223inhibitor inhibitor-NC blank control

1 HAEEE LS RhoB BA MM AE (244T)

T T
miR-223 mimic mimics-NC  blank control

1 2 3 4 5 6

1:miR-223 mimics; 2: mimics-NC; 3: blank control;4:miR-223 in-
hibitor;5:inhibitor-NCj; 6 : 25 [ X} & .
5 RhoB  B-actin £ & HH# Western blot &7

2.5 WRKXEFHRSZAERMNER
£1 AEAMNENZEUEIFE(ACT)

- HAE N ACT

(n) (mimics 2 /nc 2H)
miR-223 mimics+PmiR-RhoB-wt 3 0.624 540.042 8" "
NC+PmiR-RhoB-wt 3 1..000 0=4=0. 000 O
miR-223 mimics+PmiR-RhoB-mut 3 1.030 840,041 27
NC+PmiR-RhoB-mut 3 1..000 04-0. 000 0O

7 .P<<0.01,7 . P>0.05,
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B R0 46 N CRC SW480 4 it Fh i L 48 h. 46
M AXT ACT. FE5 G PmiR-RhoB-wt 5L
S ZH P, miR-223 mimics HAYACT 8 NC 41 B
TRE(P<<0.05), 7E6 Y% PmiR-RhoB-mut Ji ki [ 52
41, miR-223 mimics 2119 ACT % NC 4 L W] .
A (P>>0.05), L 1,

2.6 MG TR

PLILsE gL S 3% 24 48,72 h e 96 h A FEEE AR X
OD570 nm AL ¥ ), miR-223 mimics 41 ) SW480 4f
U5 AE 77, 5 black contol 41 K NC 41 b % ] i 1
58 (P<<0. 05) ,miR-223 inhibitor ZH /) HCT-116 41 fig
W EE J1, 5 black contol 4H & NC 4H W& HH 2 T %
(P<<0.05), W& 6,

2.7 AR EI AR

WITARIZL (0 h) K 8557 36 h B M2 J iy SW480
A HCT-116 4ifa i fe 1, WE 7.8, H Image J
R N 2 0] R DX I P 1 40 T O B R K A LA, miR-
223 mimics 41 1Y SW480 i B i AL, 5 NC 4 K&

miR-223 mimics

FTREF 202053 AFH49KFH 5 M

25 AN BT L B, BT I 3 in (P << 0. 05), i miR-
223inhibitor K HCT-116 4 F B A, 5 NC 4
Ko 73 0 BEA LA, BH B R B (P <<0. 05)
2.8 transwell N FAF £ FH LR

REFR40M 24 b, H 4V§%‘%EF'%IEI;”EL$Z§U‘E
N2 A0 SRR AT 0. 1 Y045 S el o, T80
BT T, 5 NC QE& black contol
20 %8, miR-223 mimics ZH A9 SW480 40 il {7 28 e 11
B HEE (P <0. 05); 5 NC 40 M black contol 4H I
i ,miR-223 inhibitor 21 HCT-116 41 Ml {2 & fg J1 F
R H 5 (P <<0. 05), ILI® 9. 10,

SW480
~—#—miR-223 mimics HCT116

4 ~4—miR-223 inhibitor
—- miR-223 mimics-NC 1.2 |
1.2 8- miR-2
—4-miR-223 blank control - il
1 ~#—miR-223 blank
H E
0.8
g0 %51!, - o
5 ~
Soe —H g os
0.4
0.4 il " ol
0.2 0.2
0 0
0 24 48 72 96 0 24 48 72 96
B8] (h) Bif18) (h)

& 6 SW480 % HCT-116 40 ff & 1< h 2%

EEME

& 7 SW480 A& XA 0.36 h EBRBR(BEESFTLRERMBIREER

miR-223 inhibitor

HCT-116 MR & KL 4H 0.36 h EBIE

(BERFHINRURE)
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miR-223 mimics

B 9

miR-223 inhibitor

& 10

3 it it

miRNAs J&—K K2 18~25 nt A IE G i B4k /]
7T RNA, 83 A miRNAs 580 3 [ mRNA ¢ 3’
UTR B2 WA 2 EANEGE G 75 S A K mRNA [
fife o BEL 38 L S B . miRNA AT 3R 45 T Ui S0 3
PRl 11 22 35, DT 76 ol & A Lk 8 I VA Pl 2 B AR
Al miRNAs 58 35 F 2 B0 o, anfilies e
BN N7L R

A MIE EANREEZMNZA 1 000 Ff miRNA
L Z WS K B miR-223 5 0 B I A K A [
RAEPEIRAR I, b 5 25 b 26 A A g e A
B, miR-223 W] AE Sy 300 FE AR F R A 4 A 8 A
JRLEY 3 7 L i B AR 2. miR-223 bR 2 — S
FBXW7, H.32 35 7K ) ek A8 2 0 18 L8 0E & i il
Tiff 2451 (1 35 S YL AR S5 R 3 I 5T I S miR-
223 fF CRC A AP ) Rk 8 CRC 5 A 2L 45 1
1 B JRE 4H 4L IF W 45 B A 2] g st B A
CRC 4t g v i 4 i A 58 2 W 6

ABFSE K B miR-223 78 NCM460 Hs A F£ ik,
A b+ H A CRC 40 ik v i 2= 3k, [8) i) % 3t
miR-223 #Y2 1K 7K i = 2K 4090 8 HCT-116 (fik 43
LRV M B CHT-29 G 431k R0 40 i Bk ) S SWA80 (MK
RS AR . 4278 miR-223 W RIEKFE T RE S
CRC ZH Lok R o A7 G, X 5 A SEg i W o &
PEA — 2k B miR-223 78 CRC ZH4Uh iRk, H.
miR-223 Y F ik 5 CRC 228 i b 8 K A K il 5
A AHIRSE & I, SWASO 4 M i 1 5 | 1T B M AR
ZEfie IAERE L miR-223 mimics 415 NC 41 J2 25 [ %)
W2 B 3600 5 1 HCT-116 40 M 09 36 51 T 7% S =2 78

NG
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=EME

N T

BIERBMETEHEHBFIE transwell TIEFER SW480 U E (£ RBEE &/ X<100)

=EME

BIEERETEAHBFIE transwell ITIEER HCT-116 4R E (4 &L LEE X<100)

fie J17E 7 Y« miR-223 inhibitor 41 % NC 4 k& 25 (1 %
WL B FRE. m 2R, miR-223 X CRC Ay 34 51 |
1228 M e e A — s YRS VE T

RhoB J2 s 0 i) 56 A, ] £ 3 A= K 4 1 Fnigs &
TEANML I T AT R R A R P RhoB & Y &
ik Ras/PISK/ Akt il #% ] 3 1 411 ] RhoB (1 3
KRR ARG e R BRI . AR SR
BIRFFEIE S miR-223 #l RhoB 76 CRC Hh B A H i %
AR, IR AR AL T miR-223 W] B 1 mRNA [ % AL
Tl 7E 5% 5t J5 F % RhoB [ IE 4% . BI 7T B i 13 9
RhoB 2 1A 3 344 56k 20 ffg 335 58 412 20F 40 a5 7 iR 280 .
WA BF5EIES2 , RhoB 7E Veritas MALAOE EE 3T 1 4d
XL S 2R il 4 4 L PR 7 12 4 25 28 O miR-223 (1
FH

ARS8 B BN S miR-223 A 45 A 0L S 1
RhoB mRNA 3'UTR K Bt fI% 45 ) RhoB mRNA 3’
UTR A Bt, 7 9 72 ¢ & PmiR-RB-REPORT™ % {4
T B R B B T T 2 e A
9 PmiR-RhoB-wt il PmiR-RhoB-mut ¥ 5 4H &
Hi .20 95 miR-223mimics 5% NC FE [ 5 e = A CRC
R . Y PmiR-RhoB-wt Bk J5 » miR-223 mim-
ics HMTEOE R IEES NC 4 M i, B 22 Ml ;
Yt PmiR-RhoB-mut fi ki )5, miR-223 mimics 20 1Y
PR S NC A & o WAk, Mkl
B miR-223 fi£ 5 RhoB mRNA 3'UTR %54 13 &5 AH 45
Ao BH LT B 2 G R B Sk L BH R S A BRI Ik
55 B O H SRR R S B A K OO R R R
KB4 E ACT 55 kK HACT Z (8] 1 L AE 325 B
fik. miR-223 AREH R A5 A RhoB mRNA 3'UTR
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PSS WM ACT A& Z R 5 m, ki i,
RhoB mRNA 3'UTR Al 8 miR-223 &5 & i 4, 5
LM B —3., P4, miR-223 ] £ 5 RhoB mR-
NA 3"UTR i 25 454 - ANl 4% RhoB k& 5 CRC
)R K.

A BT UE A , 4 RhoB i 33k 2 Ras/PI3K/
Akt 38 H 75 T IR AE NG R AL IR B AR M PLEH 2
— " RhoB i it AKT #l FOXM1 & 1% 7E 45 1 W i
() A S B P R S B AE T . B FSE & B RhoB 7E B A
Jei AL ZURI A L 3R 1) 3R 36 B IR, RhoB 19 7 o 3R 540
Tl TR 968 A R AE AR SRR Y R T2 RS L OR35S R R A
Mo T, RhoB 1 %35 7T LUK I PP2A & &% B5S
() H ], Il At 5 B55 A E VR 5E AKTL 19 L8R
1k .miR-19a 7 54 RhoB &5 A& 40 i h AKT1 2
TR A 1) S B 3 4 PR -1

AR ST B E 52 miR-223 Al 5 RhoB mRNA
3'UTR %54 H KRB miR-223 J& 75 37 15 S RhoB
mRNA [ fiff i 2 BH i F 5% 5% B008 0 8 1 ol B
YERI . AL, AR S 500 3 2 A RhoB mRNA K &
F R IE W TR il —2 T miR-223 & & 1]
P ¥E RhoB M\ mRNA 2 F 1% 5 ) 8 H Rk K F .,

A S 58 1 4 5 FE Y miR-223 mimics/inhibitor
% A\ CRC SW480/HCT-116 4}, % ] qRT-PCR &
M 2% 5285 2 RhoB mRNA 938 i85 K 3 B 7~ - 78 % Y
miR-223 mimics/inhibitor ZZ % #7, RhoB mRNA
ZFIA7E miR-223 mimics/inhibitor 21 .NC 2H & 25 [ %
MR 3 ZH A Jo P 25 5, B miR-223 Al e ANEEIS =
RhoB mRNA [ [&f# . 1Mi7Ekz I RhoB & 1 1R ik7K
i, &3 RhoB £ 1 3R 15 8 7F miR-223 mimics 413
NC 4 Je 78 (6 B2 LA B R B 5 1l RhoB & 11 3%
A FE miR-223 inhibitor 41 NC 4 & 55 [ % I8 44
B @B e . B IR R, miR-223 % RhoB mRNA ik
JCHA S5 M, (H 2 ] B 4 RhoB 2 A K K,
miR-223 1 f 7 f# % miR-223 430 41 J5 . RhoB % 11
Tk ACEFF &L B0 miR-223 W] g 7E B 15 K OF 9 45
RhoB Wik,

Zi b ik . RhoB Al g & miR-223 M #L3E K 2 —
miR-223 3@ 1 5 RhoB mRNA 3'UTR #4545
il RhoB # 1 Ay 3 ik kA2 # CRC B & J&, miR-223-
RhoB 155 1% 53 #& /£ CRC 4 g A= 8458 i % 1Y
HEIA/ERM. A, miR-223 1 Jy 80 3t A, H e L
RhoB £ CRC ¥ J5 A v 2 i g 9 i 50 i1 FH . il
T HHET CRC §t = 438 09 A YA B8 MG ITH0 4L X
s 4k W W] miR-223-RhoB 5 5 1£ 5 #% v Jy ok 2
CRC B3 I R IR YT 5w B 87 1% U i

2% 3k
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