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[Abstract]  Vascular calcification (VC) is a major cause of cardiovascular mortality in patients
with chronic kidney disease (CKD). Current studies suggest that VC of CKD is not simply an ectopic de-
position of calcium phosphate crystals in vascular wall. Formation of calcification has a similar mecha-
nism to bone mineralization and smooth muscle cells play a key role in VC. Sufficient evidence suggested
that Runx2 is an essential regulator of osteogenic differentiation and calcification in vascular smooth
muscle cells. In recent years, multiple microRNAs have been identified as key regulators for differentia-
tion of vascular smooth muscle cell, phenotypic switching, proliferation, apoptosis, cytokine production
and matrix deposition during VC. This review focused upon the role of relevant microRNAs regulating
Runx2 expression in osteogenic differentiation of smooth muscle cells. Since the exact mechanism of VC
has remained largely elusive, a better understanding of microRNA involvement in VC may help to design
novel therapies for VC.
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IRHLE], BN B R WS ik B kR 1g 4 | ek
IR A P R OGN U 1 A Ak
MR ST IR AR T RS Ak, , BFFUIE 218 o D i 646 A I OG
B A SF U UL 4 i (vascular smooth muscle cells,
VSMCs) M3 Ak /i 4 e 1Y [ 25 434/ 48 4 3 B ik A7 3R B0 3
e, —LeHFYE 2R, 8 1 BUREE A% RNA (non-coding
RNA, ncRNA) #5225 o 25 P i R BB fid B . fEIX R 253k
o FRATRTEL RS T H AT VSMCs F B s B w45 runt A
5% 3¢ [HF 2 (runt-related transcription factor 2, Runx2) ik
17 RNAs (microRNAs, miRNAs) BAH 5T, 4500 6 3 T
miRNAs XX —id B2 BTk Y & 9

— VPR BRI A 60 R B A B

5 o PR A P ) ELAAR i A ML TR 1 R o A L
B K VSMCs [ il £ Ak . Z I & B, VSMCs
RV LIRS W oI USSR A &
I, AR R FR) 70 B T 4 M RE 1 ] 38 vk g R AE , o s At
V) 70 03 T 2% 400 L 205 TR ) AT 4 ol . 4t L
Al Patel S HEAT (1) — U 5% 8 3 /IS BRUBL R 40
it 55 %55 RECRIA A6 14 V SMCs e PEH B B BRI £ =2 T8] 114 A {21
P, BF5E A BB AR RS AL ) VSMCs 22 [l B 55 IR ek A
oL AE S A BT ) 2 R B 25715, TS AL VSMCs B i
NI ESEUES AL X, 50 B VSMCs A LE L 8546 1 VSMCs
T B 20 M AR A ) Runx2 B Sp7 BEIM T 6 % , {05 nli i 4
BOLAH LE A8/ T 345, PR AT I 4530, 54019 VSMCs 1
fi R VSMCs FE T2 BOR B 20 i 2 18] B A R A (B S
ZARIA

HRTTIE SRR BE 3R 3l VSMCs BN 854k 40 L 454
O ) 0 135 3 50 2 ) ) R AR DA Ay R 1 A A A B ) G
FROES S B ULES AL 5004 B ER AR A AR 55 | 851015
SR 5 I8 & & 8 A -2 (bone morphogenetic protein-2,
BMP-2)45 . R fid A R 2R 5 LS4 A1 ol 550 52 204 )
B, 1755 VSMCs 5% 4304k, 5 30 VSMCs M 2 B 5 46 Ay
Pom R, muEREE TS KB VSMCs &4 551k, 2 A i
ON TSR 1 G B 2 I A S Ak 1 B AR i
R, BT A AL IR 1 FRas o A, S TS
B F kB Wit/ B-catenin {5 53 5% At/ FL 35 1) F i
FRME OGS EE LK F B/Smad {55158
o b IARE A B AL E VSMCs 454k , 3R B Runx2 B
FHER L H AR R W R A A BN, K o P LB R
FIOTE IUNUER 2R 11 2R REAR AR U 43 fk . Lin 5 b gt
SMC 5 Runx2 82K 19/ B, A B Runx2 4 57 i 2k
/N B 43 B B SMC 58 2 H Runx2 25 11, 7E RIS BT
e R R 175 S 1 55 AL A 1L BT, GiE W] SMC H Runx2 i B BHL
1B T A R B

= Runx2 & o & 4540 P a9 45

53 VSMCs % A= 55 10 1 240 L A7 538 3, 4 BMP-2 4
JLAI T R O/ 22 B A SR O (extracellular regu-

lated protein kinases/mitogen-activated protein kinase , ERK/

MAPK) fl PI3K/AKT {5 53 i , 3 [7]1C JAE J8 4% Runx2 (1)
FIRAEE SRR SR A A ALY . Runx2 2 runt
LR 22—, AT A LR A DNA 454 runt 254430, fE 5%
D8 BT RIE S BRI 5347 )7 51 TGPyGGPyPy
ShA TR R A AL R L N 1 SR R
Runx?2 f& VSMCs W B 7T A4 Ak i 2 75 15 . Tanaka
SN E I Runx2 Hb i 2635 S8 SM22 a fl o “FE I UL SN T 15
P 5k 0 2 AR, A1 B b g Sk 3Rk . T
/N T RNA 6] A P Runx2 AT {2355 0 Ak b5 s
AR SMC 204k . B R RE # E Runx2 /E 2 VSMCs %7
A SMC i) i R R G P8 5 R o Lin 487 R H & 004
Runx2 #if B /N R 453 SMC 45 57 Runx2 Bl 2k 7 3 ik
B R TR Ak i 4 85 Ak P VR L & B SMIC e M B Runx2
AL 4 SMC 9 Bl B 40 244 , 15 ELA ] SMC SR I (1)
R AN, S BB K N A Ak 2D 50 %0, Sun AFS A
SMC Runx2 5§57 M e 2 /N BUE AL G058 o, UE B SMC 5557
£ Runx2 S e 31/ UG VSMCs £546 . 141 , SMC 2 5
Runx?2 2 IF A 5 0 B il VSMC £ R MIE W & LK F .
Runx2 # bR X444 VSMC 45 4k LA K 1A A I 785465 £ 19 3 33 3
Hl4E SR T VSMC Il SMC 4 574 2238 Runx2 72 1l 454k
R RRRYIER

= Runx2/~F miRNAs 4% VSMCs 4514

20 i iz R S 3 2R 0 R SR th R R S P
P o 2 00 56 A1 2 e it B 0 e T S U sl i )
v i Sl 1N S el R S I S LB i B =S T
ncRNA 25 Y (O AR T Ah) | 3 R 55 5% K Si R A8 M 2 i 44k
I 2 F0 T (0 T 3™ . neRNA FRBIFE LR
R AT s G AR 1 T R B, T 2 2 T A A T e 1
o AWFSE N neRNA 322058 x4 4 i B S I8 1Y ek
K25 VSMCs i3 FER AL miRNAs /E A ncRNA
B —Ff KLY R 20~24 DT IR . miRNAs il i -5 $1U 3 7
3-UTR 2B TE 4 IR 2Ok 5 B 193k B 9 I 2R 8k
[ fige , DT A0 5 St U S bE R 4R 3R R A ek . MR
miRNAs 73T [l 5 Z A S 1§ S B 254 1, o7 USRS
YA AP 1 22 2% A5 5 I, LML B A0 Al 3 S0 S i = 2
SN o AE LS55 Ak 7 T8, miRNAs B 1) 845 1B R 5655 55 R
TR IR 7R P VSMCs B FER R AL ot 25 K n] Bl B
MITEH . W98 &3, miRNAs 25 T Z ¥ VSMCs # /K
B 2 A 20 B P & AR R4 L AL HE Wnt/ B-catenin i& 4% |
PI3K A5 T 145 STAT3 s Rt b A: K W F-31/Smad f5 5
G0 miRNAs S 83U 851k 1R 12 R AL AR %, Hd,
miRNAs #9875 Runx2 i ik 7E VSMCs o fbad B v &
N5 Ak i Fe L 4 SR

(—) P8 Runx2 FkfE ik VSMCs il #E R B AL A
% miRNAs

1. miR-125  Mizuno 2528 YRR T miRNAs 76 505 41
JiL Ak S v B T 32t miR-125b 7 /)N BB B R 58 IR T
20T 0 B AN 43 Al AR AR A R . TR R RIS AR
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BRI 65455 A S AT A 453 3 K BV SMICs A28 1, miR-
125b #8158 Ets1, 3£ F# Ets1 . Runx2 (4235, ] g-H il s ik
V551 VSMCs RRUL AL 22 Ets1 E—FhA 3L %
ST DR, 30 e V801 2 0 40 it 7 5k 5 4 1 ) S TR I idE VSMICs
B, WEIE R E . Goettsch ZE17 & B0, 70 B 15 95 L 8%
FRBVAS AL N IR 3 ik SMC M5 3 (A E B/ R sk £
Bk, miR-125 b 1Y F£ Ik B FFEAR, Runx2 SP7 FIHMEBER
Tt A 2 R 19 A, 2 11 miR-125 b 28 /0 343 J2 38 3§ 1] SP7 75
RSMIR 25 SMC 451k

2. miR-30 KA A~ Wu S5l i (RSP E 3R MC3T3-
E1/NEUBBER 785 T 40 5% 4 BMP-2, 3E B miR-30 F 5 A%
B3 ) Smad 1 AT Runx2 G BMP-275 510 540 i
oAk BEFEHE R T miR-30 S0 AL B3 & BMP-2 v 5149 i 43
OB KB T A, Zhang 252 7EWFSE BMP-9 i
C3H10T1/2 B E ki B, B3R A — miR-30 5L
B miR-30a MY I8 1 26 e, B S 3G . 4039 5 52 90 % 20
miR-30aX C3H10T1/2 41l HGFETCH MR . SRTMT, miR-30a 1y
B R T BUR B bR R B9 3 K T Runx2 (9 A0
Eguchi 25 1] F§ miRNA PCR [ 51 % /) B 78 5 T 40 i &
KUSA-A1 20180 E 41 /2 A0 534 2 v 90 Ff miRNA i
7 ek, 2 3 miR-30 ZRM BB 47 Tl J 440 6 1 i 400 o L
%4 (leukemia inhibitory factor receptor, LifR) Fll Runx2 [ £&
5 PRV BRI . 53 R BRI miR-541 R RN fA]
F0J T A0 B A A A3 PR AT B 1 SRR S A, 26 miR-
5418 A A AL A R R o LR GUFR Ay F i i K
T2, 70 B AL AT MR BB 4 A 3 3 oAk B AT B /N
b iR RSN . Balderman 255 A FH BMP-2 4 35
Rk SMC, i1 miRNAs G #4551 FUHE bR U A 42 43 Hr
7 miR-30b flmiR-30c A7 77 Runx2 FiAH miRNAs, i Fik
miR-30b/cBH1E SMC [ Runx2 IR 4 nFna 4k,

3. miR-34  BF5¢ & B BMP-2 75 5 19 BUSB 40 43 1k
1, miR-34 i 52 ¥ 7] Notch {5 53 #% 410 il 45 544 i 0 2R
D1 JE 33 AR Vi T 4 R 99 2 F MM Y 6 i AR
B E D R AR . Tl R R s S AT
i 7 51 45 & 2 11 2 (special AT-rich sequence binding protein
2, SATB2) 1 ik 40 i A= Aok ok 2 nig B 40 i 1 28 43
-2 SATB27EB I it 72 vl o £ i Runx2 5% 5% 1 4
TR A . Hao 252 % BIL, 7 [k [ B\ 4 B VSMCs
3 3k miR-34 b/c il id SATB2/Runx2 i 42 ek 5 e [ 1
VS VSMCs 546 . Lin 5[0 B T miR-34 b 7F = B AL 3
M/ B VSMCs 1 12 3 N . miR-34 b i I 5 H i
DNA HRALHI I, I-52 DNA # F LR 3a(DNA methyltrans-
ferases 3 a, DNMT3 a) iU 18+ . 1E4%, Notch1 #IESE & miR-
34 b 1Y EEHE A FEURSN R DY VSMCs B 40 i o fhd 2
TR SRR T R AEVE .

4. miR-204  Cui %57 % B miR-204 #1 [i] Runx2 I 17 -
B AR 035 S 10 /N BL VSMCs B8 20 18 434k , 38 2o %% e
miR-204 I F 0] miR-204 F 3k, 3 F+ 5 Runx2 & 7K

-, B R VSMCs BH 4018 34k o /N BRAAR N 7 B miR-204
agomirs £ 3k miR-204 W] 8 55 4t 4 3 D3 175 7 19 T B3l ik
54k . Ruffenach 57 & 4015 3% i sh ik = i £ 2 fiti /1N 34 ik
SMC, #14] miR-204 B9 ik , & ¥ Runx2 A9 ik F#, Runx2
Y RFEE R S BLEA T T 1a ZRR00TE 1L, F- 80 VSMCs
S RS HRBT IR TR Ak Sk R R A, A,
Yu SRS TR R T IR AR A T AR ) S5 4N 5 AL
R ITTER TUGT 340 miR-204-5p B9 35 , Bl 5 78 5% 5% J5 7K
SEAIH T Runx2 B9 £ A . TUGT IEJE45 Runx2 Bk, @ i
T8 248 miR-204-5p {2 SF AR ] 5t 40 i i 531k . 55 miR-34b
FAL, Lin 452 % BLES £k 32 3h ikt miR-204 19 F I &
DNMT3a i $ 1 LiE DNA H 3L A 4558 , 2 miR-204 (1)
Fiki T Notch 9855 T RSN L& F51L

5. miR-205  Qiao %5 & # - H B iR EL 15 S A T3k
S LAH M2 (human aortic smooth muscle cells, HASMCs) 45
fead FE b, IR miR-205 R IKFEAR . AFFEERBT, miR-205
/843 238 3k B ) Runx2 Al Smad 1, PR - H- b i 2
815 S HASMCs 854k, , 230 B 1 ol T T A 195 22 0
WA Runx2 23k HREAL . Hu 59 7E /0 b B 3 s S R BUR
i 5] 72 0 T 40 A AR o, & B miR-205 7] LAY SATB2
Runx?2 {8 A #ik , SATB2 1t Fik #0% Runx2 3554 miR-
205 % B AR A9 ST E I . 53 40 2 3 miR-205 7] fg
/DAY 1 i E ERK A P3SMAPK F i R Ak it K Bl - 4 )
FETRT AN A B o e K ¥ bk ThRE . Huang 5582 RSN YL
BMP-2 3l 3% A\ B 6 8] 78 5T T 40 i, 3E B miR-205-5p #2 )
Runx2 7 HEE1 BMP-217 519 B 40 4k

6. miR-221/222  Davis %™ % ¥ miR-221 7E Ifi. /M 5
PEA KR TR B AR VSMCs o, S 80HLRR o-Kit Ml p27Kip1
BY I8, e-Kit iR 1838 32 98 2> Myocardin (—FP 2 SMC 4§
SRS R ) B ZRIB I SMC Re M e e R % 5
A BT & B miR-221 F miR-222 4 Fl T p27 (Kip1) Fl p57
(Kip2) , f& 7 K B VSMC [ 38 5 . miR-221/222 H. A7 fi¢
VSMC K45 fEiER FTIET- BIER ), BBt R, &
P miR-221/222 1y Runx2 () 5 55 Py P52 G342 18 1, 346
(i) FE 5 T A A ) )i 43 A o P miR-222 3 3 98 55 Smad5-
Runx2 {5 5 & # 0 & i 8 43 46 AE 00, e ah , 78 /N iR
VSMCs FIH-# 111 70 07 T 40 M1 -3 %635 miR-221 Fl miR-
222 WA BB UBURUS B Ak bR S B I 7 WA+ b sk
miR-221 M miR-222 %5 T &2 M B BR g i 1 A1 Pit-1
IRy AR AL, 33X F W] miR-221 Fl miR-222 B[] 38 1 40 i
TEHUBERRER AR B /K F- 5 VSMC 4546

7. miR-133  LiZEB5E i3 20 B BMP-2 %5 C2C12[7] 78
5 40 B 3 AR P B miRNAs, & Bl miR-133 T #2 $2 i)
Runx2, miR-135 #[i1] Smad5 , 3 7] i 55 4 F 45 7 h A Runx2
1 Smads 3 #% , A AL At . BEAE, Torella 25 [
KBl VSMC miR-133 (% 3% 1K 52 4 i A5 98 5 3 il 1/2
PG IR, 15 VSMC AR 2 A . miR-133 7E{& N
SIS A e Sk DR F Spt B ERIA IR T 7 T LR PR G R
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ik Qadir 5 78 LR B 75 56 vh B 2% (14 NI 58 531 48 i
/N BRUTE) 7 5 T 4 i AT C2C 12 4R b, % 3R DIx3 By 5 7K
T 259256 % B miR-133a Fl miR-133b #5432 i 1o
B ) DIx3 A0 DIx3 ik, 35 WLIEPE >k . Liao %
i i 57 B- H M B ER R A /N R B ik SMC #54k, [ 1] miR-
133 1] Runx2 B PE 9897 3~ H ih 8 12 55 175 5 19 VSMCs 45
fbo BEAb, Panizo %5145 i 1 & M6 ok ) B T Ak ML 4 B DD o
K ERIF AN [ 7K P PR EEAE K BB Sk Ak , & 55 5% B2
TE B AR B PR EERE K UM L iR 0 PR 2 E K B miR-
133b Al miR-211 /K 481K , miR-29b 7K -4 15 , 74 71 il 45 45
AR A (R B AE 10035 R A5 W 1 97 35 ) ip A 81 T 2R LAY 45
W B RSS2 BE 2 B miR-133b F miR-211 4 #F Runx2
B IR, I 1 S e UG Ak o miR-29b T 1845 £k B il 5
WG E AZ A AR B-catenin Ml HAEFH & 1 1 FLLE A
T L ERAH 4, 580 i P 1 LS AL

()P Runx2 35 ] VSMCs A B FE B 56 Ak (A1
% miRNAs

1. miR-29  FEAR [ MAFFE H, miR-29 (Y R IR XA 7E
F25E . 0 B SCAT IR, miR-29b 78 JR R A /I B AL B
VSMCs #5720 % 43 Ak aed A v fa 2 A1, 3 i
RS, AN A BF 58 5 il 78 HASMCs £5 (ki sl
miR-29b AE 355 Wnt7b/ B-catenin 2K 14 (452t i 3k, 141
Runx2 B 5155 FEHF R ARG 280 50 A I8 £,
FE T B LS oA Ak B S 0 O R A A Ak A A
VSMCs #5416 A ff, miR-29 a/b 1k i 35 FEA , T 1ML/ MR
)i E [ 55 7 (recombinant A disintegrin and metalloproteinase
with thrombospondin 7, ADAMTS-7) F1 & it 4 J& K 2 (ma-
trix metalloproteinase 2, MMP2) & &34 1, T I miR-29a/b 5
FADAMTS-7 i3 3Rk , o T 58 R L T8 1 WA, 14 ot
BMP-2 i {55, I VSMCs I U

2. miRNA-2861., miRNA-3960 % I #f 5% % B
miRNA-2861, miRNA-3960 #J & Runx2/miR-3960/miR-
2861 IE B HA , 1E 17 15 LA 854k . 76 B- BB R i = 1
VSMC il H 56fbid #E P, miR-2861 K miR-3960 2614 B &,
Fhi . miR-2861 K miR-3960 12 3 Runx2 & 14 Fe1k K AL 43
1o b, i3 5k Runx2 i F miR-3960/mir-2861 % 5% , BHLIKT
Runx2 # 5 ] 58 BMP-215 53 miR-3960/miR-2861 5% .
HE— 2 WF5E B miR-3960 # [7] Homeobox A2, miR-2861 #
6] 412 11 25 CBEALAS 5 8411 Runx2 FEiAF1 2 BEAL , Runx2 J7 2,
% miR-3960/miR-2861 3375 5 B 4H M 43 A1,

(=) 4% Runx2 3355 £ VHAH DG Y miRNAs

Runx2 & B H 7 f0 % S DL, IR BB AR 4 L 1 B ik
MIFRiA . H AT Runx2 7618 M B 050 A 5 1k b i i e %2
LTS VSMCs BRI Ak . AE1S M B s 1M 45 45
AL H AT T, U AP S A SR ST N Hu 25X SRR
e A B AL P R VR R B AT B ST R IR AT £ R L 4R
H,O, i 2 3% Jin Runx2 35 ARG P3SMAPK {7538 [ i
VSMC BH 53 AR5 AL, 5 176 P U DG UMb Ry S A% R 7 -

B~ 10 4 L 43 Ak PR 38 B8, 38 % A 200 e TR k3 SR A
K+ o 9 3RIK o I SR P8 I+ o 38 27 MSX2/Wnt/B-catenin
{5530 BN MSX2  Runx2 2528540 7 1 2235, e ik B
A AL SRR B R 2R (1 3 3 Toll R 2 1k 4/ 1% K -
KB/ 1 2 BEN &R 2 5 VSMC 454E . 6T Runx2 76 2 AL i
WA 00 100 546 H 1 32— 25 7, Byon %8 0E B Runx2
TEAAL Y 3075 5 19 VSMC 8540 Hr B 51 22 19 B3R L il
— A 52 8 2 B HLO, 30 SMC #7130 3% Y 38 3% I 35 A 9k
Runx2 # Bk 58 4 3Kk, 3% 28 W7 F Runx2 B AM 538
AFEETATT HLO, 3] VSMC FRic 3L A9 338, miRNAs 7£ 4
Ak 07 SR 7 1 VSMCs 854k o, Wu 2 @136 B TUGT 3 2
Ik miR-148 b/IGF2 A7 yd 55 £ AL AL & IR 8 15 1Y
VSMC R R T o 1 oA 30 30 S 8 TE 8 32 5 45 Runx2 3%
FKAHDE miRNAs 76 £ AR P ]

(P9) P89 Runx2 365 A WE P T-HHICH) miRNAs

SO, miR-30b . miR-34c £ PEE#5 Runx2 [0 #35,
T VSMCs 454k . Wang 28 & 30 15 B 18 56 14 41 85 3%
VSMCs, Al # 7% VSMCs FF LC3 [T 136 35 34 ik [ w4,
miR-30b 1 F ik FEAR T = B 5 T A0 B WA SRR T EE A,
BECN1,ATG5 FILC3b i 3R35 , 5% % B miR-30b i 2 4 15
7L 200 B B 25 AR U 5 P ) - H B R R 510
VSMC i 1 3 85 4k o Lin 45 78 55 55 % 5 /9 A 3 3l ik
VSMCs BRI, % Bl 2 35 miR-34c-5p i p16 Al p21 (555
AR TR EI miR-34c-5p Ml A 28 ik VSMCs (185 4k 52
L. 28 B, FRATAT AR IR Runx2 23K 1A E miR-
NAs AT RETE M5 1k 5k RS LAWY B L 5 1H & HEAE
Fo AR B 22 BOMFE AR A G BB 2R SAHE AR

v 2k

AR EEAR F2 BTG P B R0 IS ke 17 5 B i T
A Runx2 78 35 40 22 19 miRNAs 78 58 454k o i 76 FH 19 &k 30
MR X o HOEnE T E i S v LA 43 Ak A A 5
miRNAs AR 2, AU T 853 WF 988 2 1 IR 71Y Runx2 %
5 56 19 miRNAs, HiAl 40 miRNA-202 78 88 434k b i 45
Runx2 B9 # 5 A U5, WK 1, AL — 7 i 78 miR-
NASs DL g 2755 5 7 2 8 4 P9 PR Runx2 28 P18 7K
S8 T 9 R A Ak . A SR B 9T 2 R 4 Runx2 B [n) Y
miRNAs 7 [H] 72 J5G 40 i 25 580 v L5 3% R A DG i =03k 5k
Runx2 # i) fY miRNAs 22 5 b 38 55 5B 40 1 4B 40 il
i Runx2 25 [ 19 223K , o 100 5% 0 i 40 i 434k . miRNAs
AT 328 L ) 8 AL 40 o B A A - T L 2o L )
) PR O B A k. LR 2 SRR A
Runx2 7 P& # i 4 S PE & [, ADAMTS-7 #l MMP2 2
4B E AR A5 . ADAMTS-7 Fl MMP2 43 513 i
A S5 I A R ORI 2R 1 B A ) BMIP-2 %3k
I B/ o AR A VSMCs #5450, failan 1 3¢
B i miR-2861 #1 [f] 41 25 1125 £ B AL 5 38 /il Runx2 235 1
AL, S B A i . ARZRIR 5 — Uy T B R 2 R
miRNAs i 1o #0522 A 35 PR 3R 30 11 21 i 434k , Runx2
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LncRNA
TUGI
miR-125b,miR-205 |
miR-133,miR-30b/c M
miR-221 miR-204

miR-542-3p__, prpy _ Wat7b/B-catenin «— | :p 59a1

miR-302b ., BMP2 ADAMTS-7

; —
miR202 .+ Smads ©o MMP2TT and MMP2

miR-34blc —+ SATB2 Runx2  —— HDACS «— MIRNA-2861
\ " Hoxa2 «  miRNA-3960
B 1L bvidink =gz

7 :miRNA R RNA ; Runx2 4 runt A 554 5 K F 2; LncRNA
ARG IS RNA; TUGT 4R R IR 1; BMP S BIE S R AEE
15 Smad5 J Smad [A 754 5; SATB2 N E & AT RN E55HE 1 2;
Wnt7b/B-catenin 4 A TG MM TV 4& & 67 S KRR L 7 b/R-1%5
H s ADAMTS-7 ML/ MR LS F1AET 7; MMP2 g 26 57 42 I ik
i 2; HDAC5 2138 11 0 £ WE Ll 5 5 Hoxa2 SRy IR £ A2
B P LA A e oA TS runt A OGRS s A - 2 3RGA
RIS RN As

L E) miRNAs ) Z R, 32 W12 1) Runx2 mRNA 9 3'UTR

MY A i) miRNAs 22 [6] 7T B8 77 72 WHEAE FT L B dn b SC T ik

miR-133 5 miR-135, PrAIE 55 Runx2 Fl Smad5 38 # , 9 il &

FELAIML 9 431 . AH H TR 5T 25000 5 — miRNAs 76 iUE 4

e B VE T AR X ) Runx2 (1 miRNAs 2 [8] # 5 /E

AR . AN, HATHFFE £ W] miRNAs i85 SMC H g |

SMC %AV IR RN (k) PR 99 7 38 i R E R AN T2 R A G
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