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Kindlin—2 RNA T-#8%t Wnt {;; 5 %
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[# E]BH.WE Kindlin-2 RNA T4 (RNA interference , RNAD) X K B -1 WLAH MY (vascular smooth muscle cell, VSMC)
BABH B SE IR IR AR S RIMEFEPL . 3% M1 4% Kindlin—2 siRNA 1805 28I IR YL K B VSMC, CCK-8 F BrdU H A K
MELH Wni3a HH5EFAY VSMC S5 E 0L, SCRTE i PCR MIE VSMC 1 Kindlin-2 .c~Myc £l cyclin D1 mRNA HZEKF,
REIYLPE T f# Kindlin—2 A1 B-catenin A3 % , Western blot 4l VSMC 1 Kindlin—2 B —catenin, Rk B—catenin (Ser675) .
GSK-3B Fafk GSK-3B(Ser9 )M |11 71k . £5 8 . Kindlin—2 siRNA P25 BRI REA SUBYL K B VSMC, CCK-8 1 BrdU 4%
48] Kindlin—2 RNAi Ef% i E 401 Wnt3a 75509 VSMC H978 (1.12 £ 0.14 vs. 2.25 +0.15,P=0.000;0.162 + 0.017 vs. 0.288 = 0.019,
P=0.000), 5BI¥:XFIRALAR L , Kindlin—2 RNAi 411 Kindlin-2 RNAi+Wnt3a Z1H' Kindlin—2 .c-Myc Fl cyclin D1 mRNA #ik7K
ST 5 R [ (0.964 + 0.014 vs. 0.530 +0.029, P=0.000;0.980 + 0.025 vs. 0.572 +0.022, P=0.000;0.979 + 0.009 vs. 0.590 + 0.035,
P=0.002 1 0.964 +0.014 vs. 0.569 +0.027,P=0.000;0.980 + 0.025 vs. 0.741 +0.026,P=0.001;0.979 + 0.009 vs. 0.769 +0.017,
P=0.023), PEFEUTEIES: VSMC i Kindlin-2 7] LY B—catenin 4545, i H. Kindlin—-2 RNAi+Wnt3a 20 Kindlin-2  #§ 2 1k
B—catenin(Ser675) FEHR k. GSK-3B (Ser9) 2 [ 1Y 7215 K P AL BHM X IR+ Wnt3a 2H W 1 415 (0.468 = 0.029 vs. 0.725 £ 0.033,P=
0.001;1.058 +0.109 vs. 1.478 + 0.045, P=0.001;0.624 + 0.048 vs. 0.809 + 0.067,P=0.020) . {H4-2H 1 i B—catenin F15 GSK-3p &
KA A 784K (F=0.638 , P=0.647 ; F=0.781, P=0.563) , £51% : Kindlin—2 RNAi ] DLl Wt 15530 #% A48 4E FH 40 61
VSMC 3451,

[ 8218 |Kindlin—2; RNA T4 ; 18P AT ; Wt {5538 1%
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Kindlin—2 RNA interference inhibits vascular smooth muscle cell proliferation

via the Wnt signaling pathway
Wu Xiaolin,Zhu Rui,Zhou Qing,Hu He ,Zhu Tongjian ,Liv Wenwei
(Department of Cardiology ,Affiliated Hospital of Hubei University of Arts and Science ,
Xiangyang Central Hospital)
[ Abstract)Objective . To investigate the effect of Kindlin—-2 RNA interference(RNAi) on rat vascular smooth muscle cell(VSMC) pro—
liferation and related mechanism of action. Methods : Kindlin—2 small interfering RNA (siRNA) lentiviral vectors were constructed and
then used to infect rat VSMCs. CCK-8 assay and the BrdU technique were used to assess the proliferation of VSMCs induced by re—
combinant Wnt3a protein; quantitative real-time PCR was used to measure the mRNA expression of Kindlin-2,c—myc,and cyclinD1
in VSMCs; co—immunoprecipitation was used to evaluate the association between Kindlin-2 and B-catenin; Western blot was used to
measure the protein expression of Kindlin-2,B—catenin, phosphor——catenin (Ser675) , glycogen synthase kinase—3@3(GSK-33),and
phosphor-GSK-3B(Ser9) in VSMCs. Results.Kindlin-2 siRNA
lentiviral vectors effectively infected rat VSMCs. The CCK-8
and BrdU results indicated that Kindlin-2 RNAi significantly
inhibited the proliferation of VSMCs induced by Wnt3a (1.12 +
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Sk hRAE R A E SR R A A (5,  014Vs22520.15,P=0.000;0.162 +0.017 vs. 0.288  0.019,
2016CFB344), P=0.000). Compared with the negative control group,the Kindlin—
£ 5 H4 B - http://kns.cnki net/kems/detail/50.1046.R.20181019.1643.006.html 2 RNAi group had significantly lower mRNA expression of

(2018-10-22) Kindlin-2,¢—Myc, and cyclin D1 (Kindlin-2.:0.530 + 0.029
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vs. 0.964 + 0.014,P=0.000;c—Myc:0.572 + 0.022 vs. 0.980 + 0.025,P=0.000; cyclin D1:0.590 + 0.035 vs. 0.979 + 0.009,P=0.002) , and

the Kindlin-2 RNAi+Wnt3a group also had significantly lower expression than the negative control group (Kindlin—-2,0.569 + 0.027
vs. 0.964 +0.014,P=0.000;c—Myc:0.741 + 0.026 vs. 0.980 + 0.025,P=0.001; cyclin D1:0.769 +0.017 vs. 0.979 +0.009,P=0.023).
Co—immunoprecipitation confirmed that Kindlin-2 could bind to —catenin in VSMCs,and the Kindlin-2 RNAi+Wnt3a group

had significantly lower protein expression of Kindlin—2, phosphor—B—catenin(Ser675) ,and phosphor—GSK-3B(Ser9) than the nega—
tive control+Wnt3a group (Kindlin-2:0.468 + 0.029 vs. 0.725 + 0.033, P=0.001 ; phosphor— —catenin; 1.058 + 0.109 vs. 1.478 =
0.045, P=0.001 ; phosphor—-GSK-33:0.624 + 0.048 vs. 0.809 + 0.067,P=0.020). There were no significant changes in the total levels
of B—catenin and GSK-3f protein in each group(B—catenin: F=0.638,P=0.647; GSK-33:F=0.781,P=0.563). Conclusion : Kindlin-2

RNAI can inhibit VSMC proliferation via the Wnt signaling pathway.

[Key words]Kindlin-2; RNA interference ; vascular smooth muscle cell; Wnt signaling pathway

T4 -  WLZH Y (vascular smooth muscle cell,
VSMC) 458 E 8 M R A A 3L AR 5 R 1Y
PN B8 A 2 0 ik ok A 5 A AR 28 e R Bk AR
I7 R 5 IS PP 7 S P E 11 g B R 2
Kindlin-2 2T & B — D FEE BEE L, 7E.0 140
JL AP LA L 447 2R3k, B R] LLdE S FERM 25
s SR G R B LM N B BAE  TEA g 8
L% 2N 20 e A JB et A 200 e SR A B
RN HnE 5 iR B AR, il
W5 &P, Kindlin-2 RE5 B—catenin FlF% s+ 4
TS s 2 A R IR B 3R Wnt/B—catenin 1§ 5155,
Wnt/B—catenin {5542 VSMC M4 1 8 Z4 55 A 1,
Kindlin-2 7] LA %5 & #0519 B—catenin JfFH 1E Wnt
F Mg A R TEE H GSK3B 5 B-catenin 4551,
X SERFFE I, Kindlin—2 A1 Wnt 76 3 55 41 117>
AA A BAHSYE ., H AT Kindlin-2 7
VSMC HIME AR WARGE o ASBFSEAR PR S Kindlin—
2 KL EF R Kindlin—2 siRNA 185 548004, 3455
RNAi JLER Kindlin—-2 FERIX K B VSMC 1458 1) 52
M 2 5 Wnt/B—catenin {551 # A0 BAE FIHLH]

1 BREFRE

1.1 AR

Sprague—Dawley (SD) B A B [ 20K 27 8l ) 52 5
Rl R 100~150 g, 1 AT UES SCXK (56 )2008-0004
Wnt3a FAE 114 [ 36 R&D 27, /MWL a-actin A
Kindlin-2 FiIA& A 35 [F Sigma 2 7], H40 B-catenin FIHRPT
WERR 1L B-catenin(Ser675)HIARN F 5[ Cell Signaling /2],
Rt GSK-3B R BURERR b GSK—3B (Ser9) Hi FA I [ 3% &
Santa Cruz A F], ZHi3 A RO FEA Y TRABRAF

DMEM 355 a2 L7 (fetal bovine serum, FBS) W [ 32 [#
HyClone 2y #] , Trizol W4 F 3% [ Invitrogen 23 ], SZH E &
PCR &7 & B Fermentas "1\

12 F#*

1.2.1 Kindlin-2 RN ESH % RIERKR
Kindlin—2 £ X 7 41] (NM_001011915) F1 RNAi JE I #%E 3
7 siRNA JF4 12 1 25 BAMERT BEFP A1) (L LSS R A2z 4R
HRRATD) , HEBURA S0 — 4% Kindlin-2 siRNA $ 11 )3 41 B
47 5’ ~CAAACAGATAACAGCACGG=3" , [JIHEXT IR F 31l 5°
~-TTCTCCGAACGTGTCACGT-3", Hl& &AL E A5
FRiC Y% % J& RNA (Short hairpin RNA ,shRNA ) 34 A 5]
IR EERR GVI18 JEH AL HLfL Y 28 293T A5 Ik
EE T B 12 BRSO (0 200 Al L T VA, 3 o R L R R I A
0 R R EE I 1 % 10° TU/mL,

1.2.2 VSMC JEARRE SRR SR 4L 8N BE 3 IR A 15
FER B VSMC, JorR 4541 R 4385 SD K Ui 32 3h bk, 25 B a i
FNAMES 5 BCrb 23 LT 1 mm? 224G RSB BT 3
20%FBS ) DMEM ¥i32 86 F 37 € 5%CO, 447
FREER 3 d o R TR 2 AR A T 15 AR L2 80%
&4, 0.25% 838 1 TS AL 40 L )5 7% 10%FBS 2 mmol/LL
B HE B 100 UmL 52 100 ng/mL $£55 FE 1) DMEM £
FREATIARSE TR . PR ARG 90% 2247 5 3~6 X
VSMC.,, SR R N & 1 (o—actin) S e 9 e e o, K
1 x 10° 4/mL ¥ EE (9 VSMC 1 mLALIER T 6 FLARM, 5 H0
ReFefi VSMC Rl5 36543 50% 2645, SK 5 TE I DMEME; 33
FE[REAL 24 he TR Kindlin=2 siRNA 12555 75 48440 70 5
RIS IR S 0TS TP R I DMEM 353236004, &
e VSMC 12 h 2247, J8e 42 44 (multiplicity of infection, MOI)
J9100, 3 FWEE, & 10%FBS #Y DMEM 3535 54k 245 37
HFIEEE, 2 dJaToOLRMER TR 7L KA IR
PRI BGRR

1.2.3 CCK-8 Ki4uiEhass  VSMC LA 5 x 10° A~/FLAY % %
TR 96 FLEEFRML, 430 5 40, 43 ) R s LG RE2H | 9 et
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B2 Kindlin—-2 RNAi ZH | B X) B+ Wnt3a 2H #1 Kindlin-2
RNAi+Wnt3a 41, % M55 1 d, 40 ERE 235 40%~50%
PEBE AN LLIC LT DMEM R 37 5L R 44k 24 h, 22 Je il
MG EE 12 h, B A 200 mL 109%FBS 85573 (A & ik
), Wnt3a 4 A Wnt3a ] 536 5, Wnt3a 283k E ly
100 ng/mlL, 46225535 3 d, HJGRALINTA 20 wl CCK-8 ¥
B3 h, BEHRYL 450 nm A4 FLGEE B (optical density,
OD)fE.

1.2.4 BrdU K:MZ40M0I458  VSMC L 5 x 103 ALK S5 1 122
Rl T 96 FLIBFFRMUH M T 1 d, 35 LRI DMEM ¥ 3%
FEFAL 24 h, JBRYEETEE 12 h JFE T 200 wl & 10%FBS
HREFR IR LR 2 d SRIE A BrdU Reagent(20 pl/fL),
WFE 24 h JE R R RS A B @ = T E 30 min,
Wash Buffer %% 3 YR HIIA BrdU B BTIAREE 1 h, ¥E%
JEEHIMAZES TN 1gG W E 30 min, FRRIESRE A Substrate
FENEHFR 30 min, FJFEAFLAIA 100 WL ZEH, 15 min P
TARASAE 450 nm P E %L OD fH.

1.2.5 SEHPSER PCR Trizol 3274l H2 40 B AT VSMC i
RNA, /M GETHNE RNA W U RNA 4.5 g, 7 20 pl.
SFESEARZ TG cDNA, DL 4 pL eDNA AT AKindlin—
2 .c-Mye #l cyclin D1 _F RS RSO RAE 20 L S
P Z AT PCR 714,50 °C 2 min, 95 C 10 min, ZJ5 95 C
30 5,60 °C 30 s 3L 40 4MEF, FIFH ABI Prism 7900 351 kil
RGAGBV ARG Ce A8, (T 272 b Ak 1 4307 52
e i PCR R 4s 5, 5190575050028 Kindlin-2 1JiF 57 -
AGATCTGGCTTCGCTGTGAT-3", Filf 5 ~CGGGATTGATG—
TCAGTTGTG-3" ;c~Mye b i 5° ~CGAGCTGAAGCGTAGC -
TTTT-3", T 5’ ~CTCGCCGTTTCCTCAGTAAG-3" ;cyclin D1
¥ 5’ ~GCGTACCCTGACACCAATCT-3" , Rl 5’ ~GGCTCC-
AGAGACAAGAAACG-3" ; W& (B-actin) L¥if 5'~CACGAT-
GGAGGGGCCGGACTCATC-3", Fiif 5 ~TAAAGACCTCTA -
TGCCAACACAGT-3" .

12,6 HEEILUIIE B IE R 1) VSMC 207 76 40 i 24/ 2% o
W, VK - Z44% 30 min, 4 °C 12 000 g 25.0> 30 min, £ 58 7%
2R H200 w2 ARER A T g FIARETUTE B A9
1oG i A [ (932558 1gG A1 20 wl 7543 F 21 Protein A+G
Agarose, 4 CZEM2HEEN 1 h IFEPRASRYESS &, 25 1000 g
B0 S min, BRI 1 g bl B—catenin PR, 4 CLE1E
PN, FIA 40 Wl 845> H LAY Protein A+G Agarose,
4 CLEIBFESN 1 h,1 000 g B0 5 min, /NOIEER 13, PBS
PEURDIVE 5k, 0% Fig KA 5 min, BCGHS 3R S EA T
Kindlin-2 Western blot 734,

1.2.7  Western blot 73 87 AR AL JR4F 1) VSMC Jin A &
PMSF 1] RIPA 2%, vK Ll E 30 min, 4 °CF 12 000 g #5.0
40 min, B34, 3£ Bradford M @uERT il BT B H E &,
B 20 g #EFFES:, SDS-PAGE HLYK, 100 V 52 1 h, 1R 1H

WA B 2 IS O RS o AL B 3w RV T 452 1k LK, PR AR T FRL K
FEZE PVDF BB A B 37 CEFAT 1 by AP TKindlin—
2(1:500) .B—catenin(1:1 000) . #EFR 1L B—catenin (Ser675,
1:1 000) ,GSK-3B (1:400) FIBERfk. GSK-38 (Ser9, 1:400) #7T
M, 4 Cid R, RE VIS A B S AR 1 i, e
1 b, YRR R P RS R A2 28 A R el A TSR
13 “itzam

A B R SPSS 19.0 A F T e T2 b P T4
Bl R R + B2 (x = 5) R . ZARIHEEHEAY UL
SRR T 22500, AL 5 LU BCR ) LSD— v, K
JKHE a=0.05,

2.1 PRgmAR R

Kindlin—2 siRNA FIF kX B M2 95 7 2 MA@ e VSMC 2 d
JEAETO GBI TR Lk (0 63Tk (] 1), Rl
ik 90% V) I R I8 B A AR BB T VSMC,,

A BLGRERH

PR

1 IBRE RS VSMC &M (200 x )

2.2 Kindlin—2 RNAi #p#) VSMC 3% 74

flf U 20 Wnt3a 25 1ROK B VSMC 3958 | 4K )5 3@ it
CCK-8 HI BrdU 2 FhJ7 Al VSMC B478 ML, CCK-8 K
25 BT TR (F=28.087,P=0.000, [§] 2A) ; 25 |4 % BE2H 5 [
PEXFHRZH 22 [R] Y OD A 25 e Ge 2478 L (P=0.911) , Kindlin—
2 RNAi 4G FE A 425 1 % B A RN B4 %o B &4 B 38 A A1
(0.65 £0.07 vs. 1.52 +0.07, P=0.000;0.65 + 0.07 vs. 1.51 +
0.16,P=0.000) , Wnt3a 5 , B I8 +Wni3a 41 OD {6 H]
WG IN(1.52 £0.07 vs. 2.25 £0.15,P=0.000;1.51 £ 0.16 vs.
2.25+0.15,P=0.000), {H Kindlin—2 RNAi+Wnt3a 2H OD {H%%
25 AN RRZH | TP X R 2 N BA PR X BB+ Wnt3a ZHARAIR (1,12 =
0.14 vs. 1.52£0.07,P=0.012;1.12 £0.14 vs. 1.51 £0.16,P=
0.017;1.12 £0.14 vs. 2.25 £ 0.15,P=0.000) , BrdU %5 % 5
CCK-8 255 —% (F=26.378, P=0.000, [#] 2B) : Kindlin—2 RNAi
2H OD {H(0.099 + 0.006 ) %5 %5 4 % B4 (0.218 £ 0.010) |
B X IEZH (0.203 + 0.011) (BT X i+ Wnt3a 44 (0.288 =
0.019) Kindlin-2 RNAi+Wnt3a #H (0.162 = 0.017) #5 W i [
1% (P=0.000 ,P=0.000 .P=0.000 . P=0.002) , $&/~ Kindlin—2 RNAi
AL E ] Wni3a 75 509 K B VSMC 3936
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3.0 r
25 ab
T
2.0
Q'?; 158 abe
(e}
1.0
a
05
0.0 pr— o . )
=] BAM:  Kindlin-2  BAPEXTHE Kindlin-2 RNAi
XHEZH  XPHEZL RNAIZH +Wnt3aZl +Wni3a 4H
A. CCK-8 LA OD H HE%
04r1
ab
03
a
o

02 L A
0.1 ’—Y—‘

0.0

BAPE  Kindlin—2  BAPEXFEE  Kindlin—2 RNAi

XT,EEQH XTHRZL  RNAIZL  +Wni3aZ4l +Wnt3a 41

B. BrdU #4601 (1) OD {H Ho48

T ra, 525 I AL RIBAPEXT BEZH AT L, P < 0.05;b: 5 Kindlin—2 RNAi
HAH I, P<0.05;¢: 5 Kindlin—2 RNAi+Wnt3a 4, P < 0.05

B2 #&O0DHEkK

23 FEES PCR&R

235 I HRZH 55 B X IR Kindlin—2 . c~Mye FT eyclin D1
mRNA 73 Gii2% 22 57 (P=0.338, P=0.740, P=0.800) , 5
FH 4 %t BB 2 A H , Kindlin—2 RNAi 2] #1 Kindlin—2 RNAi+
Wni3a 20 H' Kindlin—-2 mRNA FiE7K 3 0] 5 R [ (0.964 +
0.014 vs. 0.530 £ 0.029,P=0.000;0.964 + 0.014 vs. 0.569 = 0.027
P=0.000) , 4275 Kindlin-2 RNAi J2F %0/, i H. c—Myc Fil
cyclin DI mRNA ik K F W8 Kindlin-2 RNAi g 3 7)1 1
(0.980 £ 0.025 vs. 0.572 £ 0.022, P=0.000;0.979 = 0.009 vs.
0.590 = 0.035,P=0.001), Wnt3a FII#J5 ,c-Myc Fl cyclin D1

mRNA 57K 5 138 (0.980 + 0.025 vs. 1.980 +0.083, P=
0.000;0.979 +0.009 vs. 2.322 +0.118, P=0.000) , {8 Kindlin-2
RNAi+Wnt3a 215 c~Myc 1 cyclin D1 mRNA F ik K A4
97 1 % B A 1% (0.741 + 0.026 vs. 0.980 + 0.025, P=0.002;
0.769 +0.017 vs. 0.979 = 0.009, P=0.023), .31,
2.4 %97 3T A Western blot 25 R 51

B—catenin I GSK-3B J& Wnt {55530 I T~ I fi 2 22 (1) 2K
143, M Kindlin-2 5 B—catenin 7E &3 40 g m ] DL 33
AP S e HUTIE AR S VSMC H Kindlin-2 1] LI B—
catenin Z55 (l 3), Western blot 2387 iE—4 & B, 5 BMEXT
MR AH LE , Kindlin—2 RNAi 7] DL i 3 f#A% VSMC ' Kindlin—
2 WElRAL B-catenin(Ser675) FITEIR L GSK-3B (Ser9) 2 H Y
Fik K (0.648 +0.051 vs. 0.317 +0.035,P=0.000;1.122 +
0.054 vs. 0399 + 0.006, ~<0.000;0.621 £ 0.018 vs. 0.395 = 0.044
P=0.007) ; Wnt3a &b 31 f5 7] DL B 1 3 B M6 B+ Wnt3a 41
VSMC H R 1L B—catenin (Ser675) FiE AR 1t GSK-3PB (Ser9)
TE IR K (1,122 £0.054 vs. 1.478 +0.045, P=0.003;
0.621 £0.018 vs. 0.809 +0.067,P=0.018) ; {H & /i A Kindlin—
2 siRNA 1875825/ (Kindlin—2 RNAi+Wnt3a £1) 5, Kindlin—
2 WAL B-catenin(Ser675) MR {L GSK-3B(Ser9) & F1H)
FEIR A BRI (0.725 £ 0.033 vs. 0.468 +0.029, P=0.001;
1478 0045 vs. 1.058 + 0.109,P=0.001;0.809 + 0.067 vs. 0.624 +
0.048,P=0.020) , {HA-21H & B—catenin FLEL GSK-3B 7K
S A BB AR 1R (F=0.638, P=0.647; F=0.781, P=0.563, [ 4,
#2),

B—catenin JLIE

iy

Kindlin-2

B—actin

B3 fEHtiliEsR

#F 1 H4HKindlin-2, c-Myc #a cyclin D1 mRNA R i£ K F LB

2H 5] Kindlin-2 c~Myc eyelin D1

25 X HEZH 1.000 + 0.000 1.000 + 0.000 1.000 + 0.000
il apiiel 0.964 +0.014 0.980 + 0.025 0.979 + 0.009
Kindlin-2 RNAi £ 0.530 = 0.029" 0.572 = 0.022" 0.590 = 0.035"
BT HE +Wnt3a 41 1.032 + 0.038" 1.980 = 0.083* 2.322+0.118"
Kindlin-2 RNAi+Wnt3a £ 0.569 + 0.027* 0.741 = 0.026™ 0.769 + 0.017"
FAH 94.278 172172 150.845
P{H 0.000 0.000 0.000

T ra, 525 I HEZH AIBAPE ST BEZHAR G, P < 0.05;b: 5 Kindlin—2 RNAi ZHAHF, P < 0.05;¢: 55 Kindlin—2 RNAi+Wnt3a ZHAH H , P < 0.05
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Kindlin-2

[B—catenin

P—B—catenin

(Ser675 )

GSK-3p

P-GSK-38
(Ser9 )

B-actin

235 I B

BAPEXTIEZL  Kindlin-2 RNAj 21 BAVEXHE

Kindlin—2 RNAi

+Wnt3a +Wnt3a 4

4  Western blot 553

F2 BHAR B -actin ASHITIRUMKRNE QEX B EELILE

2159 Kindlin-2 B B—catenin Wil 1k B—catenin(Ser675) B GSK-38 WAk fk GSK-3B(Ser9)
G RO E) 0.600 + 0.053 0.634 +0.050 1.194 +0.057 1.040 £ 0.028 0.600 + 0.046

F %) HE 20 0.648 +0.051 0.644 +0.031 1.122 £0.054 1.143 £ 0.082 0.621 £0.018
Kindlin—2 RNAi 4] 0.317 +0.035* 0.719 +0.029 0.399 + 0.006a 0.991 + 0.089 0.395 +0.044°

B XS IR +Wnt3a 41 0.725 +0.033" 0.658 + 0.037 1.478 = 0.045% 1.083 +0.057 0.809 + 0.067*
Kindlin—2 RNAi+Wnt3a £ 0.468 +0.029% 0.673 + 0.043 1.058 +0.109" 1.028 +0.056 0.624 +0.048"
F1{H 15.131 0.638 39.146 0.781 9.712

P 0.000 0.647 0.000 0.563 0.002

T ra, 525 UG HRZE R PR BRZHAR HE , P < 0.055b: 5 Kindlin—2 RNAi ZHAH L, P< 0.05;c: 5 Kindlin—2 RNAi+Wnt3a 414H 1, P< 0.05

3 3 i

RNAUEFETE S R & BEORSF | fOBUEE RNA
WA mRNA RIS RNAI 5 S0 5
PUTBR A vk R e AR SR A, BOZHL
REB) 2 H TRRIER DIEE B LR 2%
PR i BB YT SR U7, ARBFFEAR A RN A 5
FE A T Kindlin—2 siRNA 18 5 7% 2% K If J& e
VSMC,, 45 % % ¥l Kindlin—2 RNAi AJ DL ] VSMC
HagE | E—F5E & B Kindlin—2 RNAi A fiE38 3 Wnt
{55 LA

Kindlin-2 J& T8 & WEE M, 54 — Ay
FERM %5#4)1§ (4.1, ezrin, radixin , moesin ) , 3= % i 13

FERM Z5 #3854 5 2 B WM N B A BEAEH &
VEE L A PRAE ], G S AN 3 5 RS Ak A
JitL— £ A S | 200 T A0 A
FER IR, Kindlin—2 J P SR 0 /) BRURIE B fO0 IR K
B E SR I A IR B, 1M HLAERA SRR
Jigs 4 B 2 20 B 1 RN 2T 2 B R Y g

R A0 2 R LA {H Kindlin-2 7£ VSMC
AVE IR A 5T . A58 K 1 Kindlin-2 siRNA
PEIR TR VSMC, i i CCK-8 il BrdU 5 A A
AHMIBG TR L, 45 F R Kindlin—2 RNAi B4
VSMC 1451 , JFRERAR c—Myc #l cyclin D1 mRNA %
KK, e~Mye J& T JFR L | 2 40 i 3 5 14 46 3
I, HAG{H VSMC 1A 4t J 01 R 2k 5 200 i 154 7 )
AR 5 cyelin D1 S04 40 i 14 5 J& 391 1) o 224
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FHEE L TE G, PG BGA B e g, I 55 40 i J5 3 2
PRI 45 - (el A M e A FECIR S (S 1)t g
H. ¢-Myc il cyclin D1 f& Wnt/B—catenin E5HS
T Y T R PR

L 5T & B Kindlin-2 7] Ll B—catenin , 5%
SR T 4T U 52 A R HS 58 Wint/B—catenin 155
53 Kindlin-2 7] PAZ5 5305 1Y B—catenin J-BH [
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