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[ E] BE WERE TR (VSMCs) R A &3 5 & da R A2 b 60 T AR B AR 5 & o R 5
miR-143/145 F ik 6% vf A mIRIT VSMCs & A #: 3 e miR-143/145 B35 ZHh EREPH X R, FiE R
R H1.3.9.16 A#EF KA (WKY 48) &R LM & E RS (SHR 40) , 5 53t 3o B fi £ 5 3h Bk & VSMCs
AMAFEEG mR-143/145 AKX H#FEE, BR LEFLEHIAMERFHLELRA R F LT, VSMCs
K45 Z A AREER G a-actin = Calponin 89 KA JE 3 P ik B)MEAH )G M F 838 8 Tk, & £ B4R &% 8 OPN & SHR
P [} SF#5 B FH | a-actin, Calponin #= OPN 2 Fl #5 ¢ & 35 Bt WKY 214= SHR 412 1) £ 735 B4 2 F ¥ (P<0.05),
miR-143/145 £ X Fid A2 b R A A S MM R WY, B3 A WKY 4k ik 235 F SHR 4(P<0.05), it

% fn JE Fo ¥R 3 VSMCs w4 & A @) & R A 45 3% | miR-143/145 89 %A i & o JE Ao 358 R R 1L 2 P A7 4]
miR-143/145 TH AL T &b Ao 3gdh & £ K & 342 F VSMCs 69 & A 4 it 42
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The effects of VSMCs phenotype switching and miR-143/145 in arteries during hy-
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[ ABSTRACT] Aim This study was designed to explore the characteristics of VSMCs phenotype during aging and
hypertension, and how miR-143/145 were influenced. Methods Mesenteric arteries from 1-, 3-, 9-, and 16-month-
old WKY and SHR were isolated, artery histology were evaluated by staining with HE.  VSMCs phenotype marker
including a-actin, Calponin, and OPN were measured. miR-143/145 were quantified by real-time PCR. Results
VSMCs contractile marker a-actin and Calponin expression both reached the peak at 3M and then decreased, while OPN in-
creased with age in SHR with no obvious changes in WKY. The expressions of a-actin, Calponin, and OPN showed sig-
nificant differences between SHR and the age-matched WKY. miR-143/145 firstly increased with age and then decreased
in both WKY and SHR, and miR-143/145 in WKY-3M was significantly higher than the age-matched SHR. Conclu-
sion Aging and hypertension accelerate the VSMCs phenotype switching in arterioles, promoting the synthesis phenotype;
miR-143/145 is inversely regulated with contractile VSMCs and could play a role during aging hypertension.
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A8 B 28 M I e A i ol 7 b 4 A Bl
178 Y E AL, VSMCs R AV 32— S A I 5 221
I RRIFAE S kA EAY AT e R T EEAEH,
2452 R IR (] IS R BB NG T 30 ik i
TEA I HERY AR | VSMCs 28 BB e 3k AN i) F
PIVERIEANTE 2

microRNA ( miRNA , miR) 2—R ATk fL (s B
(ARG /N RNA , B 8% mRNA BEFTHE 55 1 1
AT, BT miRNA 0] DL IR R B T 5
R IMEAT R FE IR miRNA 7] RE Ay 4 1 11 A
T I A AL R AR A R MDA R, PR
7~ ,miR-143/145 FE U 48 R AL (%) VSMCs % 35 &
B, miR-143/145 7E3Z U008 H g i il i Hod ik
AT LU 15 37 19 VSMCs 1) Wi 45 26 B 55 40 ) miR-
143/145 783 22 () 1045 A 4E FH 8 R DL 438 4 1)
245 % I P () B I BSE, miR-143/145 7 1145
T AR AR FERIFSE .

ARSI P 14 8 X T R 0l R g A AR R R
JE 7 RIS KT 58 VSMCs BRI Rk
S WS /IN T 1 L3 72 15 5 i AT A K T
RETE B2 & R AR X I, [F] B 2% miR-143/145 7F
VSMCs FHUFE 5 11 45 By B2 B U Rk, oF
FE B TESR T I 5 0 i P A R IR R T 3
Jik VSMCs 113 B AR fL LA )2 miR-143/145 783X 4
AP ERN.

| RS

1.1 55 AE

1 A3 A9 AM 16 A#JE KM mEKAR
( spontaneously hypertensive rats, SHR) #7 IF # K i
(wistar kyoto rats, WKY) % 20 R | 1§ & 4b 5% 2 3@ F|
LY ES, TR ETRFZFE RS YA
o ERER WD HRA RS, B B AR
Kt kB E N 20~25C, AR E K 45% ~
55% /7 12/12 h BB,
1.2 ZeIEZhEkmENE

ARAFERAH TXHEBERAG THATE
R Fu AR, 22 3 4 48 fE 6 A i & i ( BP-2010A , 4k
) M & K B E A% & (heart rate, HR) |, 77 3%
S EXHR[5], BRAKRREE 1 min WES5 K,HS
R & Wy AR A K R 2 ko A K B
1.3 Bl

K FRHE U SR B 24 (50 mg/kg) R EE BT FF
e R, R kbl B R T R ik, AT

HE 268 R EHRE TEEZARF, /DO H
JE KR Fs B L R R BN 4% % T BE VA R
W [E 2 A F B T Western blot £ 3 89 i 2 B o i B
] B B B K 6y g B A4 e R 4 B iR JE RN TR
AR A BT RT-qPCR #0817 % JE 50 Bk R
B3 A B R oy 5 B 4 AR sk A By i, R 0k T
A RNA later B A7 & # T-20C th A
1.4 HE %

URRSRBFBE TG T LBEFBA, EHER
HUBE_R AN ERTERES EA 08
BRIk EAH, BAMNEEE TR 20 %, A
BENSpm, KiEFERETTRERT, R
MWTFHs P EMERE, BEAGAERFL
Rl FEMERER, TERRFHE, 2A
BEERHEHTER, FMFAA LY A AL I
5 AE, N A Image J 24T E, &0 50
B3 RFBCEHME, K5 MLE W FHEENFELR
YRR R
1.5 Western blot ll7E

4 PR AT ER R NI, B
R EEEN . K BCA MR 7, % B R A A
W5 B & AR E AT E , K F SDS-PAGE .k
A>T EMREAIATOE (5% K4 IRA 10%
A BIR) 35 A8 B DUTE E B (250 mA) #E A
HIEZE PVDF B . UL 5%BSA i % PVDF f£ 1.5 h
J& Al 4 7 B 1) — 3 (a-actin 1 : 200, Calponin 1 :
500,0PN 1 : 100)4°C % & it &, TBST % % & #
PVDF JE 3 N\ & # M0 B = 41 ( — M f Bt )
1:1000) 8 %4+ F 1 h, TBST £k PVDF
J& B % ECL & otk 7| K B, 7 A | PVDF JE |,
B A R B — BB R Bk O\ B R K 1% & 4t ( Bio-rad,
ChemiDoc™ XRS+ System) F # AT 41% . F|H Image
Lab X HE M AW B B AT, HENF
W Hy R EAE G AE BLFE R B 0 S GAPDH. B & ¥ #
THBR,ITEHWEN A& B,
1.6 EBRHAEE PCR

X A miRcute miRNA # B4 & X 7| & ( TIAN-
GEN, DP501) ,#% Bt ¥A ¥ F BRI ATHE, KX
% il RevertAid First Strand ¢cDNA Synthesis Kit i 7|
% (Thermo Scientific, K1622) , 1% B 341 4 % B 347
B 1E, miRNA BBy A5 U6 b A 4F 5 1 £ 31
5l 4 ¥ 4T KR, miR-145 # % 5% 5] 47 .5'-GTC GTA
TCC AGT GCA GGG TCC GAG GTA TTC GCA CTG
GAT ACG AAG GGA TTC-3'; miR-143 3 % 3 3| 47 .
5'-GTC GTA TCCA GTG CAG GGT CCG AGG TAT
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TCG CAC TGG ATA CGA TGA GCT AC-3'; U6 i #
5147 :5'- CTC GCT TCG GCA GCA CAT ATA CT -
3’ ¢DNA ¥ # % H Power SYBR Green PCR Master
Mix i 7| & ( Applied biosystems, 4367218 ) # T X
BL, 4 BB O 5 TP ATH A s miR-145 3431 4 4
5"-GAC CAG TCC AGT TTT CCC AG-3'#15'-TCG TAT
CCA GTG CAG GGT C-3'; miR-143 ¥ 35| 4 H . 5'-
ACG AGA TGA GAT GAA GCA CT-3'f1 5'-TCG TAT
CCA GTG CAG GGT C-3';U6 ¥ # 5| 4 ¥ .5'- CTC
GCT TCG GCA GCA CAT ATA CT -3'fn 5'-ACG CTT
CAC GAA TTT GCG TGT C-3', R M4 % 5 5 i %
o, KR C M, K AAC = (Clugupues -
Ctygusmen) ~(Clymasmsn Clymasnsn), B HZEHE
W AEXT KK BN 2007,
1.7 SFit=ZE45HH

BAEd N BT E K H SPSS16.0 #4, #iE Ml
+s T XTI Fr g o JE oY 25 B0 R X E &

F 1. EAKXKBMEFOERMEEE (xv£5,n=20)

EoN; A AR S ERRXABIFER BB, B
EZHRHI KT P<0.05 kT EZREHEEMR,

2 # R

2.1 HHAKXBRMEMOEHETL

KEGE B BCRE (B 3.9.16 H#%) , 5 R
WKY 21 Heds, 0% U 4A & (systolic blood pressure,
SBP) 475K JE (diastolic blood pressure, DBP) FI-F-1)
B JJkHE (mean arterial pressure, MAP) ¥ i 2 55 (P
<0.05) , 1M 1 J1 % WKY ZH A1 SHR 41 22 [i] 4% %5 B2
FERIBFE (SR 1) EH RS R M & s
RETERGAE ST | I G R 127 56 2 4F i 38 fin g 38 fin
(R 1) BGWS I I A 0T i 1 3¢ B AR S 2, %t
SBP FI MAP 1£ 9 HFI 16 H 22 5B HA B F M (P<
0.05),

Table 1. Comparison of blood pressure and heart rate of rats in each group(x+ s ,n=20)

2451 SNEIT@ED) HR (bpm) SBP(mmHg) DBP ( mmHg) MAP ( mmHg)
WKY 4 1 424.5+5.9 124.5+4.1 89.5+1.7 98.5+5.4
3 355.4+9.6 134.9+2.6 93.7+4.6 107.4+2.8
9 358.6+7.8 142.8+4.8" 100.8+4.3 114.8+2.6"
16 369.1+12.8° 152.2+5.1" 106.3+4.3 121.3+3.3"
SHR 4 1 399.5+10.1 129.5+5.1 90.6+5.3 103.5+3.2
3 412.1%11.0" 191.6+2.3" 145.6+4.2" 160.9£5.2"
9 425.6+13.1° 201.5£5.2™ 152.3+4.4" 168.7+4.5"
16 439.5+14.3* 212.0+6.1" 155.6+7.3" 174.4+3.9*

a i P<0.05, 5 1 HREILES ;b b P<0.05, 5 3 HREILE ¢ 2 P<0.05, 5FH 9 A KERILES; d 2 P<0.05, 5 R WKY 4 ILE,

22 XRBREENRKESZENTHL
W Z RSN AS7E WKY 2HF0 SHR 2H Y B4R IR
BRI BT A4k, E 3 H 9 A 16 A AR B Bt
SHR AH X} H: [F]# 19 WKY , 1 & 36k 9 42 Fi B 52 20
] 2% P94 B M (P<0.05) , £ Il SHR M4 H
41/1 T WKY 41,SHR Ifil 45 B )5 KT WKY 41, shifk
WSS N AR 1 FU(EAE SHR w2 K T H A iR
B WKY sk (P<0.05) , M IE# 1 & A Bl WKY
1 2 Eh K AT 45 S, 3 1 I o kR RS ot 1 % Wk 2
B i sh ik N A T DS 3 Dk RE R 5 AR Y L
E AR e, 78R &M e i kK B SHR 1
FRGEBN ko B A 0 18 15 o 20 Bk it 7 P9 A B I 0
/N, SRS RE RGN, AR S (3 ) Bl A i
IVREJEA ) B S T v, HCRE TR/ N AR Y LU A R A

S EAT BT E S 1 RISk HE 4 ) H
TRARAE DL IR 1, HE T R I % BE JE 55 Py A2 1Y
LA s BAEH  REAE 3 H .9 AR 16 A
(P<0.05) .

23 KERBERBEZEK VSMCs REGEZAHTL
2.3.1 AFAEEZYG a-actin ¥ L4 TE 5 AR A& vk
Fo I R FR Bk VSMCs 7 a-actin B34 #4 () AH X &
R ILIE 2, JCig & WKY ifJ& SHR ', a-actin
FIRAE 3 H IR BEAE , B & F I 3 I 2 a-
actin FIRB W LI T (R EHKFREL a-actin
FIRTE WKY ¥ 58 2 T H Al SHR (P<0.05) .

WA RIS I X a-actin Y RIAA 3 1058 HAE H] ,TJ}
[EJET a-actin i 2 KX TR, 7E9 HAl 16 HEA
RN (P<0.05) .
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1. RAMRERNEK HE LRBERMESTUERE (n=6)
e N P<0.05, 5 WKY 413,

a i P<0.05,5F4 1 A RKRHE ;b N P<0.05, 54 3 A KK

Figure 1. Morphological changes and HE staining results of mesenteric artery in each group (n=6)
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E 2. S MEMEHIT VSMCs REFREEH aractin RiLH
&M (n=12) a i P<0.05, 54 1 AR b K P<
0.05, 5F4 3 H R IE ;e By P<0.05, 5F 24 9 A REILE ;d N
P<0.05, 5[F#E WKY 24 L4,

Figure 2. Effect of hypertension and aging on the expression
of a-actin(n=12)

2.3.2 # &% G Calponin 8 T AL 1E 5 R A&
PEE IR R BB Ik VSMCs 71 Calponin Fifi 34 4% i AH
XP Gk A2 A DL B 3, TE A% A I B B, WKY 4
Calponin ik} T H A SHR 40 H B A &35 P
25 (P<0.05) ; IEH KM &3k VSMCs 1, Cal-
ponin FIKTE3 A 'EH@ET@%EE‘J%@,E&@@%%
IR 7R R K M iU R B R S ik VSMCs o
Calponin Fik I UL i PEAR Ak, 354 1 il %
Calponin )ik IF T HAEM

233 AFAEEGOPN 9T/ IEWMEAMER
MR R E Bk VSMCs o OPN Bifi 1 % 118 A X ¢ 35 28
L ILIE 4, TEAAEREBYBE, WKY 4 OPN A4 8 %
T H A2 SHR 4 (P<0.05) ; J5 & M i e K B
Wi Z 8l ik VSMCs H, OPN & 3K Bifi 47 I% 34 i 3% £
TE 9 F B Y WA 5 AR AL R ORI B 5 1
KEH OPN ik 7E 9 H ik B AE, 2 A bifi 47 i
AN IS R I 6 OPN () ikt o 38
HAEM .
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18 38 98 1658 143 1 miR-145 3 15 Fifi 19 6% (9 A X 22 16 WK 5,
(WKY SHRWKY SHR WKY SHR WKY SHR g 145 Je kB4R RN IN , WKY FI SHR Y
Calponin 9 Hik BN G T M ; miR-145 76 [RI4E 4 4H 18] 36k 22
; SerE 1 A3 A HA BEME(P<0.05) . miR-143 (Y
GAPDH ALES miR-145 ¥ TF-22, BE G A 0% i 14 o JH e {6
W3 H4l, BAE WKY 415 4 0 & 38 0% Fn s i
i K JeXf miR-145 9% 5 BA B F KL HAEM (P<
2 14f : SR 0.05) ,JLF9 H A 16 A ;M H5 K #4F miR-143 1952
512 ) LR PI N E
cT 10} ab
£ >
s c
%i 0.8 c c © 101 m— WKY
O 06 = ab CJSHR
T O
804t s 8
£ 0.2 3 ab
5 - Q 6 L
z 3
0.0 o a
18 3A 98 168 =
[ 3. 7 M E RIS VSMCs REHFAEEE Calponin ik 5 d ;
BRI (n=12) a2 P<0.05, 5[R4l 1 ARE A b b P< e ol be ¢
0.05, 54 3 AKFHE e} P<0.05, 5IRIIE WKY 414, E i ﬂ 'ﬂ
Figure 3. Effect of hypertension and aging on the expression g 0 . . . .
of Calponin(n=12) 1A 3A A 167
o
2 357 - WKY
1H 3R 9A 168 a | a 3 sHR
WKY SHR WKY SHR WKY SHR WKY SHR § 3.0
o . %]
8 50
: = 15} b
- WKY £ ab ad
CISHR 8 1.0 B
e 29 ab E 0.5
.g 12 I ab l ab § .
£s al l a = 0.0 18 38 98 168
3» b
z< 127 5. B M EFNE TS R RSN AK miR-145 #1 miR-143 R A
%g 10r GBI (n=12) ok P<0.05, 541 JIKE L b b P<
8 g 08f 0.05, 52 3 H KBS ¢ b P<0.05, S5FM 9 H K BLHEd N
E 0.6 P<0.05, 5[Al% WKY 41z,
z 04r Figure 5. Effect of hypertension and aging on the expression
021 . . . . of miR-145 and miR-143(n=12)
0.0 18 38 98  16A

B 4. 5 MEFIEETT VSMCs REMREE B OPN RiZHIH
e (n=12) a}y P<0.05, 5[4 1 A KR ;b h P<0.05,
L[l WKY 21 1L,

Figure 4. Effect of hypertension and aging on the expression
of OPN(n=12)

2.4 KR IFAEZNEK miR-143 1 miR-145 FixH
T
EHRR & M g I KBRSk VSMCs Y miR-

3 3 it

ARHIGEXF T H ILA E IL  BR7E 1 1
Hh I A A TR A A T R, IR X/ NSl ik VSMCs
FHFR & H H a-actin, Calponin Fll OPN [ 3% 15
BRI T AE VSMCs 2 B0 5% 4 v H 2 Y miR-
143/145 TE4 MG A FRIR . 45 0 /R ey il A
W T /NS ik VSMCs &7 564 {2 HE VSMCs
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WA A ] 5 LR HY e 4 ; miR-143/145 Rk bl &
BB B R D], miR-143/145 78 AR G I
AR (IR SRV =i =101 WA AN [ F i c =Y (DA
PREVE T H 30k #ER miR-143/145 W EES 5 T
PR I FNBG IS e A e g 3 A v VSMCss 1) 38 7R & 46
3.1 BIMEX/INEIEK VSMCs REIFERFD miR-143/
145 FRIZEHIF N

PR IR AT A | i A EE A, FL b ISl Bk BH 1
TR LR R PR T O EE R, ARSI
H/ NG Ik £ T 28 48 A5 AE B4R 5 1Y 45 B BE SHR 5
WKY FeBeHA W PE2E 5 i Hs B ) 1 48 7E 25
Fa B SRR ) 2 AR A R B AR BLAE o 2 4, W T
A E R PRI R Hs % 5 s A 1 I 4 A 8
M — LU T A L Y AR AR
T st o A 45 B fik v RS RE RS 1T 43 4H T4 RE 1 e
77, 3K — R T A RE BT A AR R S R Y
T RN 7 e R L g a4 5 F A Ak 32 B
T/NBhlk VSMCs 34 B K, VSMCs 25 1 & 1R Y
K R R EANE B T ) EE R

AR VSMCs Y AU 5 78 & 1l 2 2 WA (H
VSMCs 19 240 bR B 5 v ot s ™ 3 A 3 1 A 1 G
R AR, BRI IEEET a-actin, Calponin FI
OPN fE N 3 VSMCs R brE &, o
actin Fll Calponin WA R AR EH T, — M AE A
LI VSMCs B HIX# 2, T OPN & & il % A
PR, R BRI 4 VSMCs B £, Cal-
ponin HHHE ac-actin X & il Hs B M AU, Calponin
FEA R BL SHR 5 WKY L34 W 3 B AIG, 76
I S PRI S R TR (5 a-actin WA MR Y
ASAL AL ) |, AR I E =5 1R I AR R A AR ) R ik
KA, W dr L AIBR R 1 OPN 76 4 MER B B p
SHR L4 T WKY H OPN A B W m, £ W
OPN A LAIX 7045 4E I BE VSMCs /. VSMCs (13
AU Y 2 i B2 BIFE VSMCs DA 4 %
AUy 3 1 T RE T F 1 AR SR B A Bl 4 3R A
WLARME , T 7E LA 43126 R VSMCs A 3= 11995 L 1l
BIREE T 0 A WL R 1 5 LB~ VSMCs SR
Ut FEC TR AR 3R R A R R it fE rp 4
Je— SRR

miRNA 1 k2 W 38 15 18 45 1) 15 22 T L 483k
AWFFEH BET & E X mRNA BEATH: 5% 05 1 6
)Y, ik AN 5 B 4 i TR 37 ) el A S
TEARZ miRNA 437 miR-143/145 1£ VSMCs F &
FIRIEXT VSMCs RAVHTWIR IR R 12, WAE 1A il

ok RIS AR B 2 S B0 R UE B miR-143/145 0] LUAR i
VSMCs 4 ¢ Hole 4 e B0 A 5 45 SR Al
7N TERAE R BNk ,3 A SHR ' miR-143/145
Fok o AT S 00 15w K RSk 5 DA AT
—3, T = RS T, miR-145 Y FRIA
¥ E9E T miR-145 99697 735 T E M B 1)
WIrma ) Fu S E I AEHS miR-143 FH
Ja B X3k (154705342 ) 19 22 A0 5 5 k1 v i
Y K A 2% U AR O Deng LI JE B miR-143/145 3@
AT VSMCs 2 5 1 ZE i sl ik s Fe )95 BT 72 5
BT AL /N BRI S50 FPIESE T X miR-145 &
TR AT LA B35 7 I Bl ik R A s R
A1, Kontaraki 251151 J5E 2% v ol 8 2 A IE
W ASNE M 4 miRNA (974846, Hod miR-143 Al
miR-145 7 /5 i H 85 13 b o 25 R,

3.2 EEFT/INEhRK VSMCs R B FE 30 miR-143/
145 RiXHIF N

WS T RE A L% — R
TSR BE 1A Bl 5 AL A K R R
B A, EW AR EELEK R BB
BT AR R PR AR — o 109 [ LA Bl AR
W% 3 2 1) [R) B i R s o e 2 3 ZEAR L AE SBP 1Y
T,

AWFFEHEE T SHR F1 WKY 4% 4 MER B (1
A3 A9 A 16 A)MKBM AN, Hri 1
AKRENAED,3 A NEEEREA 9 H g
1,16 H B4EW , BFoe4s R R, JCig e SBP if
& DBP 5K B i F v M BE AR I8 s, & I
1 SBP Fl DBP i i 2L, i LAl 2 &R
HIFE T SBP Xt DBP S ARk, LIAE#FSE 45
WAFAE—E 22 5, 10 Sehgel 25170 F g Jes 2 i)
R BRI 3 Bl ki e b K i A& SBP DBP Al
MAP 7E 4 A F1 16 A BBt SHR Fl WKY #9 1l & 2
5, 5 R R ANMES B RIS SHR A4 1R (34
WEET WKY,WKY t 4 A% 16 A &I EHFRA
i F ARk, ) SHR 41 KA SBP BEMGIE 57, 45
SN IE) WT 8 2 i D0 R o ot e A 3
B, Hajdu 55 76 B 78 18 2 5 2 M = i e o
HiE 6 A% SHR IR 2l ik b 458 K 1 3l Bk &7 5k o4
W2 R, 1 /N sh Bk T sk A0 B TF T, UE B R Bl Bk
5/NSIK 0)EF 5K D REAEAE — 2 1Y 25 vk, A RAF
e i, R4S BUE H SBP Rifi 4 % 38 K 5 o I 4,
FEE 2 N s IR R 5 AR K L9, 7E A TR
FIAFFFE R R 30% ~65% , Horp Ba4li iy SBP F =43
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WL FERER R BAAl ) SBP B R AT M T
[ E S NG EAS K= € 3 DA R SN TR A
AT g IR SR 0 R 2 Dk AR R RN A ] I A5 BH 7
Fren > KA & 5K 68 1 BBk E R T A % Bk b
HNE M AEBE 13N DBP B FE i SR PR I 32 11
45 BE IR (8] ) 19 A 75 SBP Wt — 2B Th i, E#
1t R R IREFE SBP A1 DBP T (4% 0l 0L TR
ST AT R AT gl R 0T R 1 3 A L R
5T A IR AR H g, S A B v I AR O
TR A 25 R, i L A0 i A8 BH ) A 220 5 R
B2HE,

R A I 5 A8 AR AL /N I 5 4
A A A A S T A 0 R P i R T v A bR R
AMFFELE T o, 1E F AR I K BN 0 O 25 bl
W KR T S B A R IE N AL, 1IEH /NSl ik
PRI & B 8 W R, BUAR S5 DR R AR A 5 T vy 1l s
Bk B I RS2/, /)N Bl KR B 3 S 3G TR
by i KBRS Bl BKCEE v i e I 2 ST BRI A
AP I Sl R TR AR A 3] 0 /K OF- Bl o S PR —
IR Bl KEE IR/ A L A A 0 K BRL3l fik v B 4
I 34 S OH Y L T

SHE AR S A I A5 AR B AR AL Y, BBk VSMCs f
TR R A v &3 T EEAEAY et
AR LR ST AT, 1L VMSC Ab T 26 AR 1k 375 2R
B Bt , 4 A1 55 538 im0 i v 5 A RN 43 3 1) g
AH G 20 B 2 90 AR L P WL 22 /A8 22 ) B 2
L4715 S 8 o SR D, LA AR VSMICs il
AR B A A0 M 1Y) 32 B R RIS | A0 i A L 5 A
RS R R U R Y AR (1) =5 2F k=0 1§ 0]
VSMCs RAAH ZEBIVER, BI VSMCs X i HA U4
IR F A X ) & LR TG4, v] UL i A E A
VSMCs 14 FH W 1) 38 o7 P AR At 2 1l 45 k8 R 22
RS RE, RIFFE P a-actin 76k 22 T 75 [ 12
SHR 88 WKY A B (BB A T Mg e h 5
S, $E7R a-actin 1] LAVE A 7ERG IS 1 AR 1Y VMSC 2%
AR ) B EAE FR, Calponin 4E % VSMCs H¢ 4 1Y
SRR TR AR AF 5T R UM R R T 4% TS KRR 3
Jik VSMCs A 22 S | 7 HEAE i il oK R s ik )
308 I TR ULHH Calponin 75 = I3 % o F& op R
U, OPNAEA VSMCs & R R bR EE A, 7E1E
B I rp B A R A B S ) e A A I I
T A 1 120 T v, B LA v I I A OPN i
AR AR OPN 22 5 T 48 6t i1 & Hh VSMCs
BB R S U2 A A0k 5 S B AR T AR 7R il

EMOBE A EENER P,

HAT, 1A WA SCHE i o # v miR-143/145 1
FHF VSMCs 2 7 5 40 (%) 4 38 , AR BF 58 7R, miR-
143/145 Bk B RS TR IFR 2 M6 75 3 H A9
BT Rk (s, H3RIA S VSMCs I 4i # A bn
EEMRBGHE 3, miR-143/145 A2 5 T
B RNk VSMCs R ARG,

3.3 Sl/EFMEE T EER T/ sk VSMCs FE

R I P R 2R [ s R el e s —
A Fb T, LRl S w2 T R I R
A S 5 14 R o I XU PR A T 4% 1l 4R
P AR AR ML T A oA, BE A A, /)
SIKIE S TIEE A4k T e & th T VMSC £ AR {k
JITEL, AR5 87~ 334 4 R g L H B[R] B0 1 T VSMCss
FAUREE M a-actin 5K, Sehgel %7 HF5T i
7 LA B ik VSMCs (3R RS 6B RE 35 , H 5
EINE T PPN ; 76 15 I R s il 3 [N 2R A
i, Bk VSMCs DI REHRR & A4 T 228, #2278 VSMCs
TRV RERIS S5 T XA e

AHFFEH miR-145 Fll miR-143 75 M55 i 23k
I K B BG0 BE 5 220 0 D, miR-145 5 miR-143
FE 3 7 IEH A R BRUIBIAEE R IR 22 5 . Al S
Bk, miR-143/145 Z 5L B MEZ MLE 1 VSMCs &
U AN B 1B . ABFFEH miR-143/145 3Rk
S VSMCs W4 2 BIbR 5 2R (1 3R F AR — 2, 16
W] miR-143/145 7] Gets 723G 04 2 72 v sy il /N 3l ik
VSMCs RAVFE 45 TR, 154 Ja B o8 vh 22
BB miR-143/145 7E38 S FE 10 H A% i i 1AL
il L A A AR Yo 4 7 T miR-143/145 119
ik — LR,
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