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EZRAIRNAFEEME EBALMER BHERE
L IR R

AT GEHED Y I R REEY
(0 AR B . B 4772005 2) MBS RIS MHR S B B Al i AR BB 3IFE 511500)

BE AR AP 1L T EE IR R A I A U RS SR A e sl ZEZE R D, RIEFHRME
TR, P LA T 0o R 25 i A S AL RO I, 5 0 O S RS0 . AR 2R RNA 2 28 5 R e SR (H A
BN H BT —2E RNA SFR, HOE I8 2 a0 shok 2 SHUARR BRI BLE f . CADERY, AR200% RNA i
I LAY LA B A R R A S e I A B AR K 2R L R ARSI RNA L KREEIESRS RNA | #OIR RNA LT T 25
RARZ 5 RNA LE IV WUSCE RER AL P iR R, A B Tt —2 TR U B A i 2L LR A& BB A I A 45 1L

TR

KA ARGADRNA, M-I, SR RER AL, AR SR T

hESES  Q522, R543

M5 454t (vascular calcification, VC) JZ&f5#%
PR E5 At AR I A BE (R B DU, AR TR B Do i
MAEFIRIA R AU, $£2A 05X R EE ek
AR SR U I A BRI T B A ST fa s R L VC B
WP — DR sh it fE, BOk B 2 iy ka2
N, ER—NESN. BUTEERNERE, JFE
TEIZ L FE IS RE Z2 4 if S A e A B e [R5
FHEAEH .

1L 45 ~F ¥ WL 41 8 (vascular smooth muscle
cells, VSMCs) 1E 44 jli i 8 B i) = 224 fif, I
oAb e RE AR VC KA. KRB LR
T VSMCs TR B . i 4EAE R D, RAESE
HERBERT, BB A e 5% 540 Runt A G f%
3 ¥ 2 (runt-related transcription factor 2,
RUNX2) ., Msh [A] ¥ & %A 2 (msh homeo box 2,
MSX2) . Osterix 5 H (Osterix, Osx) %53 ik
hn, o DT AR #E BB R R AL AR I Y B R
OC) . & # # H (osteopontin,
OPN) . HIE & Kk 4 H 1 (bone morphogenetic
protein, BMP) . B P ®F B2 B (alkaline
phosphatase, ALP) 4G3RikFhm . [AAF, WedsRA

(osteocalcin,
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Fric ®) WS- WLEE (1 2200 (smooth muscle protein
22a, SM22a) . o F#WLLEIEE I (alpha-smooth
muscle actin, o-SMA) . #51# B & 1 (calponin,
Cap) SFFRINTH, AR s 3 B AL R LB
FA 0 OC AL HEBERRAS IR, OPN N Joy & A
B AL HIBERRES S AT VC; BMP AT Y
B S Ry a8, AR T B T
HHBAMMEE 2 HE 1 (B-cell lymphoma-2,
Bel-2), 5% VSMCs 8T, FERET /MK, iS5
ERUTRFRALAL S 7 ALP 1T 23t 5 AL 400 il 4 £ e i
A, HRIR KOS S N2 S BOCH U R R BERR 1Y
A AR E VC ™. FE VSMCs JlB R R R A it
PR AEAE — SRR A B, B T 4 s AR 1
(matrix metalloproteinases, MMPs) . MMPs 1] /3-fii
ALAE SR RN AN B B R L iR 2
MMPs 73 i Ry Al vE sk F ik, SR
F Bl (transforming growth factor-B1, TGF-B1)
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FVER, fEdbiEbrEPmaRE, FHRmaE- gl
Y0 R R SR AL A 7, TR S A i A S B 1) o e
Ry PR S AR TR R AR A5 . A5 1Y VSMCs i
AL DLRE T BE B v, I S N A BEIR A
ALP, FALER A, WH st FEve 1.

4E %% % RNA (non-coding RNA, ncRNA) J&
RS EE LAY RNA, AliE S 5 YR T |

iR/ B/ 4 KD/ S

W45 R VSMCs é % i:

BEPR B 55 B I i Je i M A i A Sk R 22 A E 0 AR
Al sl Y neRNA BASEIRE M B I, (AT
A REABMWEGE, Y 2R 40 a8 0y IE Y
% . Ok FEHE 7R neRNA = 2838 1o 878 il
ok RIB RS 5 VSMCs 1l B 3% 1 5
b (K1) .

miR-125b |,
miR30b/c/e |,
miR-133a/b {
miR-204/miR-205 |,
miR-542-3p |,
Irrc75a-as1

ANCR |,

miR-2861 1\
miR-3960
IncRNA H19

Runx2. Mxs2. Osx T

I VSMCs

miR-133,
miR-542-3p |,

BMP OC/OPN

ALP MMPs
(RSN )

miR-29a |,
miR-29b-3p \L

(O 2R AN R )

A 54k

Fig. 1 ncRNA regulates the osteoblast—like phenotype transformation of VSMCs
Bl ncRNAVFZEVSMCsH B REEL
FEVSMCsRH HER A A B, B SN T (Runx2. Msx2. Osx) I, (el rstiiE (OC. OPN. BMP. ALP)
FMMPs ik, BE 755 VC. 7E1%3d T - BMPHIMMPs 3R] 3 A A 56 s R 1) 228 . neRINA DN = 8568 1o 7 42 ) B 41 FH 1 gk sl e )
JS AR DI e R (K R8I 42 VSMCs U FER B 546, ANCR: $T0 L IESRIYRNA: Runx2: RuntAiSSHE 5K 52; Msx2: msh[AlJ5 & 5L
2; Osx: Osterix#E[:; OC: H¥5%,: OPN: HWEH: BMP: HIEEKAEN: ALP: WIERERLES: MMPs: JE56 R & GG

1 miRNAJEEVSMCs BHEREHEL

f/NRNA (microRNA, miRNA) £} ncRNA
—Bh, KEEZN 2024 MEHIR, TES 5N
FESEIR R B S mRNA 4 355 R b X 58
SR TE R EE AR A mRNA 5 mRNA B,
RH 36 L PR A ik 1) RS B, miRNA 2 ] 37
PR A T s R i 63k, FEI T VSMCs LR
FERIULA P A ] s VER

1.1 miRNAR#HVSMCsi BHEREFEL
1.1.1 miR-221/miR-222

miR-221/miR-222 1] i 5 VSMCs i Wi 4s 2= 4%
R BETE | BRI R, JHESEVC Ik
AL &R ™ miR-221 Al miR-222 B a4 5
YL R £ B R A0 VSMCs I, A TR 5 B[] 4
REPEAWTES N, JCHIEBCA R Ly, AR 3
AR, X478 miR-221 Fl miR222 A B [F]
MR VSMCs 2R B, it VC i & J 1z ot
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WA, miR-221/miR-222 7] GEi#E i P85 AMZ R
W R B/ME PR — TR B¥ 1 (ectonucleotide
pyrophosphatase/phosphodiesterase 1, ENPP1) #l
I AY 4 4K 1 A PT JE 5% 32 B A 1 (type 1T
sodiumdependent Pi cotransporter-1, Pit-1) )3 ik
2 55 A0 P9 S BAEABEE : VSMCs B R e 7
ALK VC.
1.1.2  miR-3960/miR-2861

Runx2 {E R Wi 4 0 e e st 2 58
HLUIE W RN . A A58 2 8 Runx2/miR-3960/
miR-2861 I 75 S i P75 i 4 M oAb A 456
FER . Xia E Y kB, 7E B HIMBER A5 T
VSMCs [m] J8 8 FF 240 i 73 Ak #2 v, miR-2861 Fi1
miR-3960 K35 1M, I HAE i 3R3K miR-3960/
miR-2861 4RI ALP i% 1 . OC 73 WA F1 Runx2 3
IS B E RN . AE % B2 TP miR-2861 1 miR-3960
30 3 A [ U0 ] Runx2 B AR 02 1 70 28 28 11 25 S AL g
5 (histone deacetylase 5, HDAC5) & Runx2 % ik
A F IR RS IE & A2 (homeobox A2, HOXA2)
(14 ¢34 (8] #2 _# Runx2 )32 35 K155 5 VSMCs i d
FERAAL . ok, 33K Runx2 A 755 VSMCs
H1 miR-2861 Fl miR-3960 [\ %1k, FHE Yt R4% 57
PETER Runx2 (Y15, miR-2861 F1 miR-3960 fit) 2%
KWREZ T M. B e Al L, Runx2/miR-3960/
miR-2861 5 ) B FA B FE VSMCs il FE R AL fk
Tt s EEAER], JfHEdE V.
1.2 miRNA#HI VSMCsp BRI
1.2.1 miR-29

miR-29 ZE % W] A FH 1 W5 e 248 4/ 5 I 2 1 1Y)
MMPs #ijliil] VSMCs B #E R B354k . Du s 17 &
PR, miR-29a/b § ] 7 HY il /N 5 5 B 1 A A
REHM4SE &AM (a dsintegrin and
metalloproteinase with thrombospondin motifs-7,
ADAMT-7) il ¥ & 55 R 5L i 25 1 (cartilage
oligomeric matrix protein, COMP) [%fi# X BMP-2
TR, T8 VSMCs B RE R L 4L K VC.
[E A, miR-29b-3p A #[s] MMP-2 #ill il 4§ 4= K D, 175
T VSMCs B H AR AL S ER TR U L8R
T miR-29b #14fil VSMCs Jil H R 3¢ 5 5% Ak 1) 0 o5
AL, ARG e R AT sk A i e 2 e At
B AR R 1 A AR HF = 5 3 1 VSMICs il
FESRIUILAL 120 H H i OB YT BL ] R i R iX —
FL, FEARE 5 AN F I S VC LIS [E]
PR, R 09 miRNA A DLEE ) 5 2 22

fl mRNA, Jf H %7 & 1) mRNA 7] g 5 % £ 1~
miRNA 255075, RIS I S B T miRNA P84
VSMCs iR R AL ML 52 24
1.2.2 miR-125b

miR-125b J2 I8 15 4 i 14 5 53 Ak 5 B 7Y 1Y)
miRNAs Z — . A WF5E 2B, B 38 1 30 1 40 i 344
] AR R A A 2. Wen 55 2 3 B A
FLAE VSMCs BB FERTUFAL TP ERT, B H i
1% 4k Ab 3K B TS Bk VSMICs S SRSt it #
miR-125b Kk BEREL, L85G p1. OCH
OPN IR, SM220 61k F&K . T2 %635 miR-
125b, OC fil OPN %3k T i, SM-22a %K 151k
J&, KR I3k VSMCs #5350 > . kA, miR-
125b | #1  E26 %% 5% A T (E26 transformation
specific -1, Etsl) HYZIA, T Ets1 HEPH iR W 1
KR FEDNIK VSMCs [7] LB A4k, A,
miR-125b R GEii i F ¥ Ets1 (1) 15980 VSMCs Ji§;
BRI . Z9OCR MRS AHTIESE T DAL
W Z SRR IR LT T 90k, PREGEBA B
WK Ak 2H 2 miR-125b IR FRAR;  [HII XA BF
AR, LR R I miR-125b /K5 VC
PIFRRE R H, I ELIMYE miR-125b /KF- 1] Tl Ve
kR 224l Al L, miR-125b 2 & 5 i
VSMCs Ji B FF 2 B A0 1 51 22 50+ JPTAl VC 2
JE . BT UG 0 — NS E YRR R
1.2.3 miR-30

miR-30 Z % A ] Runx2 (72 151> VSMCs
ICE R EE AL . Balderman %5 5" % B, miR-30b/
miR-30c /EFH T Runx2 mRNA [ 3% 3F 2 i (X S 1))
il Runx2 A 2635, B8 VSMCs i B RE & R
miR-30e M) 38 i & 9 B & R AE A K K (insulin
like growth factor, IGF) HYZFE il VSMCs B &
B R B AR 2. H AT JC ¢ T miR-30a 18
VSMCs il B FER AL K VC IR, (HA R &
W1, miR-30a AJ i 4 A JBF i bk P K 40 i kR
Fefp
1.24 miR-133

miR-133 /& 4E4F VSMCs 1E # M Ay B 1,
Al B4 4E H T BMP-2 41 il VSMCs Ji 5 Ff 4 5%
£k 28 R T AR ] JE 4 BMP R UEA Y 2k 0k
YE 5 VSMCs 4 80 . 78 B H W B BR 405 S0
VSMCs 54k B, miR-133a 35 F [ . i %
i5 miR-133a, VSMCs £53E LI 2D . miR-133a i
i 5 Runx2 mRNA 19 3" JE g i X 25 5, F
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Runx2 14335 M0 ALP W& ¥ & OC 20, 4
VSMCs IE % £ Rk 5 vC . B} T miR-133a,
miR-133b 1 A # [ 5 1% Runx2 (1) & 1] VSMCs
BE R R AL 20 AT DL, miR-133 K TR
VSMCs [] 15 20 i % oAb F vh ke 3 81 22 1
TR
1.2.5 miR-204/miR-205

miR-204 7] i 1 T i Runx2 (265N B 32
Bhifik VSMCs BUB R BV AL T VC P miR-205 5
miR-204 VEFH2EL, ] 3 3§18 1] 4% Runx2 (1) 36
I8 R8> HASMCs B E R RV AL J2 VC. TE =
2155 N Esh ki Ul4i e (human aortic smooth
muscle cells, HASMCs) 54k )b 2, miR-205
Fk T W 352235 miR-205, ALPIWHYE. OC/rWhFl
Runx2 FB WA, [RIBF A 0] #0 3 HASMCs [m] Ji 5
FEAIME AL BV R Z ] miR-205 Ak, NfEE
HASMCs [m] 8, B # 4 }fd 53 4k . miR-204 1 miR-205
[RAEAL T 87 B A L 53 A S B TR B, 3k il v
WET VC 55 T REA LR RME S8, AR
VC IR HIAHICHLIR S ia 7 B Hs i) SR
1.2.6 miR-542-3p

BMP J&— 21 HA 75 5 AR T 0 2
FERIE /N B VSMCs Hid 423K miR-542-3p REH il
B H I BEmR 81175 5 19 VSMCs B R 2 B 5 4k, B2 455
ERVURL. IEAh, 7EiE I8 miR-542-3p F A it %
i5 BMP-7, OPN #l Runx2 %3k B . F1 &, SM22a
Ml Cap ik 2 F M, 5L VTN N, [F )
VSMCs I 4a F BRI A0 R B R SR T . 2 B
A5 L R RS I 755 miR-542-3p RE [ 5 45 BMP-7 fiY
Feak B b AR gE R 4R 7R miR-542-3p A 1 a) I 15
BMP-7 {53l VSMCs il ke AL .
1.2.7 miRNA-145

miRNA-145 2 5 VSMCs 3458 . J3 1k Fl e iy
ek, JE 4R VSMCs Ui 4 35 R B &4y Y
Chen 5§ % 78 3/4 W18 14 B A8 3 04 I Y b AR Hh &
PL, miR-145 (335 R . RSN KB, 180
96 R BV 1k 1 1 3 3l Bk 4 22 P miR-145 i AR
W, [R5 44 VSMCs Wi 46 28 150 1) B B 0 5
F O HLE (myocardin, MYOCD) )Lt T .
AN BFSE 2], miR-145 8 i % 4 Kriippel £f
F5 (Kriippel-like factor 5, KLF5) X} MYOCD *
A A A AT 4 R VSMCs Wi e 780 = R b 7E v
Pt T, MYOCD 3Rk Ff % miR-145 FRik (9
1M R, #2785 miR-145 Al 3@ 34 i MYOCD f &1k

P SRR ERE SN

22 TR, ZFh miRNA 8] 845 VSMCs il 8
FERAEAL , miR-29 ZEAE F 41 B 72 ot o 4
VSMCs i # #f 3% B % 4k, miR-3960/miR-2861 .
miR-125b, miR-30b/c/e, miR-133a/b, miR-204 /
miR-205 . miR-542-3p W38 3 5 FH - B AH DG 5
PRIl b A B R AR . ok S Bl 52 e 45
FNIGEIRBF 4L T 5 . Lee 55 B0 R EL, VCHY
BA ST VCHHBEZEMLL, miR-29a/b, miR-223 7K
SEFtEr, I H miR-29a 5 IV 54k 1) 7 SRR
AHIC; Chen§ 7 IAy, MR B MG S8 35 100 A5 S A
SR OISR ER &R, R VSMCs 13
AU A IS S AL T R 454 EEAE ], T2 At
TR T 90 5112 4 B Ak 3/4 BB IR A = 514
2 VSMCs 2 B! %% 1L ) miRNA: miR-125, miR-
145, miR-1557KF, & BN B 0 e 1E K
A%, JFHBEE S /KR 2 TR TR 723D
Prscs bt ke BT RIS R . X LI R WF 5T N
miRNA 5k — i il 885 Ak EE 200 1M A8 50 1 A4 4
FhEYREE T AR

miRNA [ T 38 13 #8 [m) B o3 A AR DG i S R
)k K5 T VSMCs Bl R AL X VC b, i8]
ML 5 T 45 VC, Ui miR-135a, miR-762 .,
miR-714 } miR-712 E F FH5 & Filia, dlEs4h
HE, MR B VSMCs #5317 B¥ . MiR-223 Y3 3%
KA EE RAW 264.7 (/)N BRBAAZ 5 I 41 AR I 20
ML) B R AR kA ve B

2 EHidE4RIBRNAEIEVSMCsH B R A
U

2.1 KHEIEHRBRNA

£ 4f 9F 9% 75 RNA  (long non-coding RNA,
IncRNA) 22— K JERT 200 ML H R A neRNA,
AT LA AR JUASJ7 TR SE BN FE R IR 4 . a. 7E
FMIRAEF K, IncRNA 3 1 P A8 Y o iRk 42 |
AR H 1 S DNA AL PR N 1 2R3k 5 b. A&
SRk, IneRNA AR AE T, T3
R HE 5%, % mRNA [R5k, 1AM, IncRNA iR
AT LA S 5 s 245 G TCE S B RS 5,
A B bR 2 W5 5% 5 e TEFE SR 5 K,
IncRNA A 55 mRNA 4 3L X 45 6, BRI
FERMFRIE, Wl “orFean” AR
L AYFIE . miRNA AT 5 & A I miRNA S
JofF (miRNA response element, MRE) ) RNA 43
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FAHEAEH, DATTFE 5 55 J5 A RNA 731
FIB M AE . MRE AN U L UAE A T mRNA R, 75
IncRNA . ¥R RNA (circular RNA, circRNA) &
B R 1 3 47 ol [R) AR A7 AE L ax 8 5 A [R] MRE
) RNA 43 F 7] 38 4 4 5 miRNA 25 & M1 #1) i
miRNA 53 mRNA 256, [ 4 80 6 A 1
Feik . X4 HA IR MRE [ RNA 73 T80k M 5a 4
P Ny J5 M RNA  (competitive endogenous RNA,
ceRNA), X F 55 4 P45 & miRNA (19 4E 1B AR
miRNA 1 258 /E F . [A] B 38 A 0F 98 & i — 4
IncRNA 7E 41 [l N 28 57 UI/E FHE i miRNA f 44
0 IncRNA JIRIFFEZEAR WIS, {5 IncRNA 4%
VSMCs Wi B HER AL o /0

2.1.1 IncRNA il VSMCs Jii B #E R 1k

it 5% & B lrre75a 2 X IncRNA1  (Irre75a
antisense RNA1, lrrc75a-as1) 1] DLy 2 A10 4 Jifg
Ol B M- LA AR R ) th a8 oA, i bR
Irrc75a-as1 FERIHE N T A10 40 9 RO E5TTAR . o ik
Irre75a-as1 A] & 2 P& A % B AH 5¢ I Runx2 Al
BMP-2 [ Ik/K -, i VSMCs A B HE AL
AR I An =AY, IS ER TR L R AT I
Irrc75a-as1 A 38 o 411 il VSMCs J8 1 £ 2 B 4% k.
#EVC,

Pt 43 46 AE % 15 RNA  (anti-differentiation non-
coding RNA, ANCR) fE 2k #0 il 5g & 43 16 1
ncRNA Z— 4 iy ] 471 [ 4% VSMCs Jl B FEf
k. B HIMBERR 175 /N VSMCs BB R B
et 2, ANCR 95 T4, Runx2 K& BMP-2 i)
Ik LM, ARy T UL R A S AR s L Rk
ANCR [ 4l il Runx2 Jz BMP-2 ff) % ik , [ i
VSMCs $5 4kt i Z i 7
2.1.2  IncRNA{EHF VSMCs i i FE A 544L

IncRNA H19 ] 38 i 38 75 il B 0 AR 5 A Y
IR kA 1 8] 70 5T 40 L 4316 0 R AR e, iR
AR B R HEBSST Ve g’ it
58 578, IncRNA H19 il & 22 24 )50 % 16 28 (1
(mitogen-activated protein kinase, MAPK) {55 il
R Runx2 (1 38175 T VSMCs il B FE R R 4L
et ve

YuZ§ LB, IncRNA TUGAE R 43 F 45
W BEIEECRT U B miR-204-5p, 5] miR-204-
5p 5 Runx2 mRNA 45 & i Hofo T 9, LM
Runx2 ERIK,  PATTT 5350 3= 30 bk (8] oz 20 A B 4
I3k RO REES AL, . W] A B9 s TUGT AJAE

miR-133a 1 73 F I 248 9 i H &k, I8 4
IncRNA TUGI J& & 7] D) 3l 13 417 # miR-204-5p 5%
miR-133a %} Runx2 mRNA {14 [ fif 5 | & F 7 WLZH
BUHAERRUAL L VC, BT B — 2D SC R S0 IE

IncRNA ES3 A[ {2}y ceRNA £ 5 VSMCs 454k .
Lin 25 5V %, IncRNA ES3 Al 4~ 5 & B S 1)
VSMCs #54k . IncRNA ES3 A 35 4+ 45 4 miR-34c-
5p, M5 miR-34c-5p #L L [ BMP () % ik, fie ot
VSMCs 554k, . [ifi# % IncRNA ES3 #F 5% i 1k — 5 i1
W, R BLAE = 5 25 8 R HE AT 38 Y miR-95-5p.
miR-6776-5p. miR-3620-5p Al miR-4747-5p H
ceRNA 53 VSMCs £5 4k ' . f AT UL, IncRNA
ES3 76 =B 2140 T 4% VSMCs #5 1k ] B8 4 b R s
ZME RO S AL RIS BT R A
2.2 circRNA

circRNA J& — 2K B A ] & PR IR 4549 1) ncRNA
g, WA STEFZ5HA 3 poly (A) Z5H, R4
HIY T X RIEANE] 53k 3 AL . M I KR
it circRNA (exonic circRNA, ecircRNA). W& T
S U5 1Y circRNA  (circularintronic RNA, ciRNA) .
AN T-IN 5 T circRNA  (exonic-intronic circRNA,
EIciRNA) . B& T % UL 9 miRNA i 48 1 H ,
circRNA 7 5k 19 245 1) fif LB A VT 2 R R 0 D e
circRNA [ B FI mRNA 119 59 ) JL-F- 3 S A [R] 1 55
PIGLAS, WFAHE TS, MERIZY, (R Z 0
WA AR MR B, SRR PSR TR
SR T BAREIIRE, ATEIRE R EZAK LR
U E L F circRNA, {H circRNA 7E VSMCs
BB ARV AL T ST S AR K . it R — 0
HEF VCHWgE . 98 B n, circSamd4a 75 IE %
S 4k 1) K Bl VSMCs Hh R ik A 22 5% . M UL 8
circSamd4 if, VCFEEENNEE, K2 WiEs . &4
B53F miR-125a-3p Fl miR-483-5p 42 circSamd4a 144
B, T 5 4845 43 BT 92 56 8 % G miR-125a-3p Al
miR-483-5p A] 1 il VSMCs 45 3 TR, 1 i K
circSamdd4a Ji5 M52 VSMCs 853 LA . i it 1,
circSamd4a A 1E Ry 43 F- 148 “ B miR-125a-3p
HI miR-483-5p M VSMCs 554k . 1 RNA 77 54
AT R B, R ER IR Y R A G B SO A 2
(calmodulin regulated spectrin-associated protein
family member 2, Camsap2) M 4 % & H A
(filaminA, FlnA) J& miR-125a-3p Fl miR-483-5p
AIFEEEPY , Jf 3 2k 29O R s L g R T aX —
4. 24 Camsap2 ¥ Flna 3 ik # siRNA 1 ] i,
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VSMCs 55 £k T L3 i . ) of 3 3K circSamdd4a,
VSMCs 45 35 UL Bk 2, % J& J2& circSamd4a 111 i
miR-125a-3p Fll miR-483-5p [ 45 5 54 25 [ Tk,
circSamdda A IVE R o3Fi4n “WFf” miR-125a-3p
1 miR-483-5p, MM i 5% HoX Camsap2 & FInA 1Y
MHIER, 2 3E Camsap2 & Flna JE K] (1) 2% ik FH. &
VCIHKJE.

3 & iE

ncRNA 7E VSMCs BB A 2 0 (8 7 FH o il
ZEINMIEMR, RS 5P VSMCs iUEFE#R
RUFAL I neRNA #E1T TIHN R4S (1) . miRNA

F2 B S PR B AR O SR YRR L SRR
5. A B Ak 58 T R A ok K FEAE R, IncRNA Fil
circRNA Nk ceRNA, 1] miRNA X} mRNA i
YER, T IncRNA/circRNA-miRNA-mRNA % . /&
& VSMCs i a R AT 5T B RTA — & ke,
B ARZ SRR, . AT
HFER AL R A A B L7 7] — ncRNA
EARBERFMNTHIEHNESA2ZS? 257
ncRNA #F 0] /E T Runx2 mRNA, B> al 0l 2L %
FEXEME 2 miRNA X VSMCs B FER ALY
9884, SR, IncRNA/circRNA fF ) miRNA iy
O, WS RIFAHNAER], TSN A

Table 1 Mechanisms of ncRNA involved in the osteoblast—like phenotype transformation of VSMCs
%1 ncRNAS5VSMCsH B RE L AIHLE

VSMCs i
ncRNA %S AN ey J— 4: fE T B
miR-221/222  BH @RS, 4iE%C  JEIVIERVSMCs i A Enpp 1 MIPit-1(1 2 ik [14]
miR-2861 BH I B IR INEUEARE B IkVSMCs ek FMHDACS 1k [16]
miR-3960 BH I B AN NREAREB)IKVSMCs it i HOXA2[HRIE [16]
miR-29a/b A KELVSMCs. JREHAE KL VSMCs. i) FHADAMTS-7IIFEIE [17]
JREFAE 75 VSMCs
miR-29b-3p  4E/EED, KEVSMCs. KRBk ] TIAMMPRFIA [18]
miR-29b TCHUBERE 25 AVSMCs itk NP R IA [19]
ARG E . JREEAR  JFEAUKEBIKSMCs. B DIBR R B i3 NIHHDAC4. CTNNBIPI, [20]
My Ewhs 7Rtk Ak ACVR2A#RIE
miR-125b BH IR JRACK BBk SMCs i FYHEst ERIE [22]
R L KERBIIKSMCs. 18 1E B3 AR ] T iHRunx2 fIOCHIFRIA [23-24]
FSAG MR . 2 A B B3 I3
miR30b/c BMP-2 Nt IR B KSMCs i N iRunx2 ik [25]
miR-30e BHMBEIREN. 4EERC  /INEBIKSMCs. Apo B/ A3k ] TIHIGFHI A [26]
miR-133a BH RN NERBIBKSMCs Apo E//IN R Bk £t R IHRunx2 )£ IA [29]
miR-133b EEE R REPERR AR RBIIKSMCs. B YIBR R ] T Runx2 % ik [20]
Mg k7R Ak i g
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Research Progress of Non—coding RNA Regulates Osteoblast—like Phenotype
Transformation of Vascular Smooth Muscle Cells

LIU Ke-Ke", ZENG Gao-Feng", JIANG Ting”, WANG Yan"", ZHAO Guo-Jun®”
(VThe Second Affiliated Hospital of Nanhua University, Hengyang 477200, China;
DThe Sixth Affiliated Hospital of Guangzhou Medical University, Qingyuan 511500, China)

Abstract The main functions of terminally differentiated vascular smooth muscle cells are contracting vessel,
regulating vessel diameter and blood pressure, efc. Under the action of hyperphosphatemia, hyperglycemia,
vitamin D,, inflammation and other factors, vascular smooth muscle cells are transformed into osteoblast-like
cells to participate in vascular calcification, which induce cardiovascular and cerebrovascular adverse events.
Non-coding RNA is a general term for a variety of RNA types that transcribed from the human genome but
lacking the ability to encode proteins. Non-coding RNA participates in the body's physiological and pathological
processes by regulating various cell activities. Studies have shown that non-coding RNA can affect the occurrence
and development of vascular calcification by regulating the osteoblast-like phenotype transformation of vascular
smooth muscle cells. This article reviews the regulatory role of non-coding RNA in osteoblast-like phenotypic
transformation of vascular smooth muscle and vascular calcification from the aspects of microRNA, long non-
coding RNA and circular RNA, which is helpful to further understand the molecular mechanism of vascular

calcification and find new targets for the prevention and treatment of vascular calcification.

Key words non-coding RNA, vascular smooth muscle cells, osteoblast-like phenotype transformation,
osteogenic transcription factor
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