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[ ABSTRACT]

kidney disease, hypertension and diabetes mellitus.
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Vascular calcification ( VC) increases the incidence of cardiovascular events in patients with chronic
However, up to now, the molecular mechanism leading to VC has not
been fully elucidated, and there is a lack of effective treatment methods, so it is necessary to find new therapeutic targets.
With the development of molecular biological analysis technology, non-coding RNA has become an important research hots-
pot. It has been reported that non-coding RNA can regulate the expressions of osteogenic gene or osteogenic inhibition
gene, or regulate autophagy and aging process to regulate VC under the stimulation of VC promoting factors.  This review

mainly summarizes the research progress of non-coding RNA (' microRNA, long non-coding RNA and circular RNA) in VC.

- MESHERE -

1145 854k ( vascular calcification, VC) F2&+8 45 &
TR T A v 1) 8 Bl A A LA BE v S W TR, VC
TE S kA AL | 2 1 B BE % ( chronic kidney disease,
CKD) &5 Ifil He 4% bR 28 25 v 3 3 A7 78, 7] 5]
RIS BRI A 52 e, 6 475 WAL 406 91 v L | 20 28 T
KRR SR B | 70 A 0 T 5 v DL K B 3
AR AN LR S, S 80™ o0 45 FAE SR
1M, B HECA I, VO B & m AL RIATI R 58 42 1 i, JF
HL k= A R FA T B ER R T

NZEHE TR 20 v o b 2 1 5 Y B A 1% ~
2% ,80% LA I Bk % 5% 2 E % i% RNA ( non-coding
RNA,ncRNA) "' ncRNA f2457#/)» RNA (microRNA,
miRNA) . K4% ncRNA (long ncRNA ,IncRNA ) DA & 3
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R RNA ( circular RNA, circRNA ) A1 H fiy 2% #Y
ncRNA, ORI Z AR P75 neRNA TEARZ A )2
AR EAEZEIGE, WA A G s e T
AR B Bl — SR SE] neRNA 25 T
VC 3 &, A 85 Ak OER R B A F W UL 40
(vascular smooth muscle cell, VSMC) J& ,ncRNA ik
KA T WU BBV A B A DG J: PR 14 8 3K 5 1 45
Rt F ) AN & BLA 28 neRNA A RE A HLI VC
R KU B R AR 40T R AR S A b 3 A
ncRNA (miRNA | IncRNA Al circRNA ) 7 VC i F rf
RAEVEFIR BRI IR 45 51, o VO Km L 12 W
BRI HEAR R A — D7 1H]
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1 MESEE BT

VC A 3 PR, RSl bk A 5 sl bk ok A Ak
PEEGAL  H S L ( SLFR M6nckeberg H A AL ) F1 R
FEAEME/NEIIKIR S . LART— BN VC &2 — D g)
R TR, B — R RS AN S, S
HIEAVFZARMZ AT VSMC 27 Pk 45 74 [r]
IR R AL BN R S Ve IR DALY . e
PRSI T , VSMC 2k 22 4i 2, 1 LR S 1
FEEW o F i WIS E F (a-smooth muscle actin,
a-SMA) F13F ¥ UL H 220 ( smooth muscle 220,
SM220) I FRIBREAIG , BRAT-15 10 B 4 A AR 1 240 A
IR | 2 38 B B s IR, ) L[] 90 i
[7] &% 2 ( muscle segment homeobox 2, Msx2) . Runt
AH & %% 5% I 2 ( Runt-related transcription factor 2,
Runx2) MR SN Sp7, B W) AR 25 19 2% Al
BERRERACY- TH R BN 2 CKD H VO Y G B T e
PIERT . BV D BE I &, I 7 Hh Rk A 484 in s
2 S H00 M B AL T AR S kA AT Bt
HMRAE FEE RACIL . W A0 A i A 2
5 Vet . neRNA AES 5 3 1R #LAL ] o
I VC,

2 3E4RED RNA EME S R ER

2.1 f&/NRNA EIE L HEIEHR

miRNA J&—Ff /N R N M neRNA 70 F, K4
18 ~24 ME IR, EATiE i 55K mRNA
(1) 3 JE BRI XS 2 A R ] mRNA 1) Bl i ok & 52
M) mRINA RS A A T LA i, A T 410 i 88 P
fIZ2Ik 0 —A miRNA A DUH 2SR 24
miRNA 0] DA [F]— A $EHE P ok i &2 2% 1 i 48
W25 W] miRNA AT LA 4 Fh 2 24 0 Thfig, Bl
KEFRC KM ENEES SHTT K284
SO 7 TR 0B T A G R = =13 S 12
A28 miRNA HE TR B AH G JE R Ve Bk
TUBR B A AL I RO A2 i VE,

Jiang 25 K B SRR L, 4k 2 D3 K
T KBS LA A 3l ik 4 21 miR-29b-3p ik
T, B4 JE & H ¥ 2 ( matrix metalloproteinase-2,
MMP-2) ik 1, (AR5 52503 B it 238 miR-29b-
3p FECKE VSMC 1 MMP-2 A FEAR, TEK miR-
29b-3p -1 MMP-2 %3k, MMP-2 & 7E A 2 B 58 h
PESSTE VO R Im AL ol 2 A/E M, R miR-

29b-3p ] REIE it ¥ (5] MMP-2 K30 Ve RN,
R SEEG AR AT i FRIB B F I miR-29b-3p Ji7 VC %
RIFASE ARG, Panizo 2E1) %2 Bl 55 X6 HE 2 A IE
TR PRAERE K BURH LL v Wl TR B PR 7 K R 32
bk P B 454k, miR-133b F miR-211 Fik /K F
B, HE AR M BE DY Runx2 8 3 5% INF [ 49 41 74 184
s miR-29b FIRHG N, HAL L RIMIE 2R A 21K 2A
Y (activin A receptor type 2A, ACVR2A) B EI &
H A HAE & H 1( catenin beta interacting protein 1,
CTNNBIP1 ) % 35 5 B[R] 40 5 14 B AIG Al AT] B9 44 b
S UF S R B R PR B I3 Y RE A T R vSMC H
miR-133b Fl miR-211 (1) 3% 35 fi #F H 40 5L P Runx2
ik, I miR-29b 3 3k Sk #4516 3 a1 7
ACVR2A 1 CTNNBIP1 {323k , f2 2 A /E F R 02
HET VSMC 454k . Zhang 2511 %% 3R 20K 191
P 3 A B 3h ik miR-29b 3, Wnt7b/ 8-
A (B-catenin ) FEIR B0, B R 5] e 1y b B
S AL N sk SMC H H BT AL 281 L
IRESCISISAE T miR-29b 31 363k W3] 1wz s
WY T 1) Runx2 B 15 25 I T Wnt7b/B-catenin [
FIK, mUE miR-29b S5 45 A B, A AT A AT R
miR-29b & ik [ A F Wit/ B-catenin 15 5 #015G 1] AE
JEHLR M| W B S CKD B Ve i e s LR
FIRKT miR-29 FMGE K G AE VC i B v AR I BF
FEHMBLT PG Es AL ol R A — N IR R 5 S
AR 7 R iX AR W] T miRNA 78 VC AR AL
il 2 EH

Wen 2217 1 B H b #5 1% ( B-glycerophosphoric
acid, B-GP) ZbFH ) VSMC " miR-125b [ FIA T IH,
HLEIBFSE 7R B-GP T miR-125b ik, b ik A
FE[H Ets] ( E-twenty-six-1) ZAE#E VSMC 9854k, [7]
B, Chao 4510 % B 7E FH 1 Bl R 38178 5 X BRI
VSMC 454k 2, miR-125b f4 2% 3K 7K S Fifi 15 7] 322
W R IF Hos MR Eh IR B RS CKD KRB A
SHIKFNIALTE miR-125b 0 F 98 ; i Tk — 2 A6 1 48
AR B PN H 2 (n=88) LG P EFF miR-125b 7K
L RBUERH VO P E R 5028 miR-125b 197K
B OG AT miR-125b 7K i B 7Y
2 AR B T VC S R R XU A5 X 2 B i v
miR-125b 7KF-5 VC ™ EFE B AH G, If H T REAE N
TOUIN PR B AE AH G 85 £k 32E J XU VS FE 48 FR . Chao
ST 5y —TURF 5T b 8 4R 0 B O AR LT R
TP REREH A AR 4 A KN T 23 5
M7 miR-125b KL PEA 5C , BLAMNE = B AR |35
BB (] FTBEAR A 1 O 37 38 7K 5 KM 7 miR-
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125b 7K 5 2 AH G 5 B R A0 FH L7 B P4 3R K F =
400 ng/L FIIME miR-125b 7K V- BE3S T4 18 1 7
MrEe s VO IXURS 0 o 6 1 5 EL L T0URIE 5 Sk L2 1F
58, RBEFR ML miR-125b /K- Y224k 5 3 26 53 2 1]
IPRRICR .

miR-34 KM A WERZHT T ARS S
T VC &A1, Badi %" &3 miR34a B80S
() SMC HAFH AT, 32 2 FES U BLRE BE B AIC, I HL B
HBEEINE] VC A DTERAE B R 57 1 1 (silent infor-
mation regulator 1, Sirtl ) Fl AXL 32 {4 [ 2 /R 4 i
( AXL receptor tyrosine kinase , AXL) F i34 V&
AR miR-34a AIREIE T DL IR0 VSMC 13 5
g e #E VC 174 s B 5, Bl T iR AXL
PO A 1 SR 5 3 A ] Sirtl £ 2F 20 M
XA AR & E VSMC ] B/ 3BT il e B i
PN Hao % 5T R Wit ik miR-34b/c %
T T PR A S VSMC BB AL, 1 TR miR-34b/c B
5 . miR-34b/c REMNHIRE 5 AT ¥ 45 6
FH 2 ( special AT-rich sequence-binding protein 2,
SATB2) 3k, I F 9 Runx2 ik, I miR-
34b/c/SATB2/Runx2 & 4% 1 fE 2 1 [ i 175 5 VSMC
AL R A B

Xu 25V AFSE R 2R B R AR B ) VSMC 7=
A BT #2315 7K O miR-204/miR-211 1 7R WA | Ui
2T B-GP EFI VSMC B RE e FE 2 LA 5/
6 'FF VIR NN = IR R R AL BE /N VC R4
% . Lin S JREGAE B FBIL Y B 3h ik (576 )
B /N BRUES Ak ) Bl Tk DA R = i R AR AL B L VSMC
R miR-204 FIKFEAL, IF HAG M & B miR-204 1
CpG 5y I AL T8 B 1 25 DNA H REH: R 1 3a( DNA
methyltransferase 3a, DNMT3a) fif) ¢34 7K -t I 35 4%
s B A DNMT3a J& miR-204 f)— S0 3L K K
miR-204/DNMT3a ¥ % 0] GE A 5 1 #8703 3l ik
VSMC 54k, Wang %5 % B2 32 38 2h i k% R
() PREFIE R | RS M SR R R DL B AR S75 2 4540
VSMC H £ 5 ADP %45 AT 1 (poly ADP-ribose
polymerase 1,PARP1) {& P34 /i1, PARP1 fgid i 34
G AN R 6/1F 5% 2 5 R BOIG IR ¥ 3 i
Pl miR-204 ik, I miR-204 $FEH Runx2 M
e 51,

Cavallari 257 R 5 & B85 HEXT IR ZH AR LE |, B8
A CKD #2552 1L W35 BT Y R85 I3 240 e A0 38 3t vh 1
miR-223 7 it 2 30, 5 422 32 R AL 000 3% AT ) AR
B mi-223 AR AR T A2 B R SN IS BT R
I7 AR, B2 L IMVGE a7 8 B R TR Y 41

0P SIURC = QA O: A R I NP 1 ) S T |
miR-223 [ 2 VSMC #54L . it CKD /&
FSZRLIR YT 1At A T RE & 20 5 40 0 A1 4 360
1 miR-223 AR O,

miR-30 K W W B A = ve i AE
Balderman %5 58 WoR B S LA E A 2 #id T
P8 miR-30b Fl miR-30c, LI /IT Runx2 23k, f2F A
VSMC 54k, BEAh Xu 55 K B miR-30b 7] LASE 2f
& LR N5 A L)L R 3G 5 VSMC 1 IR I %
VSMC BeE 73

HATC. 4 & BT £ miRNA REGEXT VC 1 72
4R, VO B2 B Fmiay7 824t 1 8, W i
—RE miRNA B U1 AL AL, [/ — miRNA 7E
AR AL E5 AL PR R T AN [A) (9 J5L 1A D) R e N\ A
HA BT,
2.2 K§EIEHAD RNA EIESLHER

IncRNA J&— B AR 1d 200 % IR
B ncRNA, AR AH X T 2 1 g A5 % DR B o ',
IncRNA A L1453~ 5 25 1F L% (sense) S X5 ((an-
tisense ) . XL [A] ( bidirectional ) . N & F[A] (intronic ) .
FE [ H] (intergenic) 1 B AT Ak HA 4 1 Bt
2SR R AR AL R 2277 . IncRNA B A
TRAF Y s, L AE A% 15 25 F1 50 . DNA Fl RNA
MAEAEF, IS5 2R A B B 2 A 322 )
AR 59, 0 FiB M, S A 73048, B S HAE
PMLIX 3B (AT R BOR 2 B 52 SR IncRNA
AEIE o 14 47 #0 J  R R IR 1Y VSMC B 1
PO E 8

ZIFIE £ W, 16 VSMC & A= 45 1k i i 7 v
IncRNA f1E22 573815, R EFE VC KA bl o iy
WAEER . Bao 57 LA TR BERER A IO £
Zfik VSMC FIXS IR ML, A B 1 728 255 ARk
[ IncRNA (332 A4~ 129,396 >N ) . X 28 5 B A
HEATFHEAA (gene ontology , GO ') 43 BT Fl 5t AR 3 A
RN A B2 (Kyoto Encyclopedia of Genes and
Genomes , KEGG) 73#T, K Bl 2= 7 3K L H S5 H T
kB 2254 F i A6 B 1 L ( mitogen-activated protein
kinase, MAPK) {55 53 8% . VSMC e 4 56 41562 | 5
JiE— W5 IncRNA 78 VC H B4R B4 T 0l AE
51, Jeong %5 ¥ FIME R R A LAY K L VSMC
R IECA A 3 25 R IncRNA  #5 IR 58 22 7 iR
JEE IncRINA 5k [K] 35 P J38 75 48 SR A 2 v ) < 4
FIARATHE R B BT 580 3 A hofe, e o — 28 In-
cRNA 47— 2058, R Iad K38 Lirc75a-asl I
BT EBA S VSMC 854k, #ifIK Lirc75a-asl J5 N
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BT ASUUR (I EAREHALHIAE 2 . IncRNA 119
e 5 e MM B E N A —E KR, Lire75a-asl
SENL IR, A5 T RBAVE S miRNA 95371544
e RAEAE

A B i RE S P R S T T 5 ((growth arrest
special transcript 5,GASS5) T & BLEEM 7 VSMC I
T G B B i, Chang %507 T 55 76 45 16 19 A
VSMC 1, GAS5 FiA T i, #F— 20 T Re 40 ik 3% W ik
FEik GAS5 R A VSMC A9 B 40 4L, Runx2 3%
TRFEAIG, Wl ol i it 0% 1 o 11 L B 45 A 45 49 T i
A ML & GASS 74 miR-26b-5p 1) 35 4 1 ifg
45 DR OO A R T T 5 K 0 2R 1 (R UR A 4
FH L, T VSMC B R 43

IncRNA H19 (2235 P15 56 IR 3l ke s 1 XU
=R A K Bl Lin 255 & BU7E 4510 1)
VSMC ' IncRNA H19 & 3235, @ik IncRNA H19 J&5
VSMC #5463 4%, Runx2 35 F % ; 1WA & B IncRNA
H19 475 p38MAPK 5 ERK1/2 i 61, (HixX &
5% IncRNA H19 JEES 16 i o DI AL L KR B4
HARES 5 M AME .,

0045 3 2 RIS A 76 4 PR s B b A R
Lin %85 & 907 2 A 5 00 5 4k / 52 2 B9 N VSMC
1 IncRNA-ES3 T miR-34c-5p &35 MK ; i —
AL B, IncRNA-ES3 BB B # 45 &5 miR-34¢-5p
Sl © ik, FH miR-34c-5p YR IEA Bel-2
A B TR A e VSMC S fL g,

A IncRNA-ANCR ( anti-differentiation ncRNA) |
PRI 8 3 AR Runx2 230K T 490 1) - 400 L 1)
I3k, it Zhang 25 BFSE & B IncRNA-ANCR 3,
REEHE VSMC F54b i F , 1 #3K IncRNA-ANCR A g
Pl B-GP 1551 VSMC 1R H 44k L K ik = %
AR R4 /N B o0 ks AL AR B, o] BE R VE T AL A In-
cRNA-ANCR 411 7 VSMC 19 FI W,

B, BARC AT AFCUESE IncRNA 7E VC
KAFEEAEH, H B AT AN R, bib
IncRNA 1E FH AL 1 38 % %% 6 V1 1 B, 8 B K =
IncRNA BYTNEEFE VC R BLERIE
2.3 INK RNA EOEHSEHRER

circRNA J& — 2 B A P& FRIR 25 44 1Y ncRNA
Oy A SRR 3 Poly (A) 454, B Bk
JTIZAEET 2R B AR BEE RNA T
BARFAYE B2 Hr e & JE | circRNA 11 BF
FEMN T — B4, cireRNA TR B J2& 59
FERRIEE L R AE T ) 28 [ FL A 80k 4 1
ZEETLE R, OISR circRNA ik

AR 5 2 6 O LA 56 T8 TN B VF 22 0 Y K A
KA XD cireRNA 18 i 7524 miRNA 44> 1
4,5 RNA 55 E 485G, W00 g i 2 IOk 17 {8
PEIHRES AN cireRNA X 4% 2 il AS SRR, 5 i
E , I BA B BR 2 bR S RITE T

Ryu %55 W58 8 AT T AEAS ALK VSMC
T cireRNA RIXTH L, 45 R BnTeis il h 2
circRNA f7 78 2 5 ik, H 6 Fi circRNA ( cire-
Samd4a . circSp140 , circSmocl-1, circSmocl-2, circMettl9
1 circUxs1 ) TEE5 4L 1 K B VSMC H K& H 22 7 3%
ik, ARSI B AE T 24 UL ER circSamd4a I},
VSMC £54L 4 i, circSamdda i % 3k Bf VSMC 451k
Wb KW circSamdda BA —EHUEIEN . AL
il |, circSamd4a i i 75 24 miR-125a-3p Fll miR-483-
5p P41 145 K 815 Camsap2 ( calmodulin-regulated
spectrin-associated protein family member 2) I Flna
(filamin A) FE3k I Ve ﬁﬁ'ﬁmj ,ﬁﬂ‘jfiﬁﬁ: VC
(AL B2 HE T 5T 4 DL A% , cireRNA 7T RBAE hy —Flolr
A VCIRITHERR

S H AT cireRNA 78 VC H #5281 >, (0
R B 22 BYRITSE 75 B AR SRR AE O I A8 v Y T
FHEH, FA TN E 2 W 7R L cireRNA 72 VC
TRIVERL, O VC IR TR HE AT REAY 2> THERR

3 HitERE

TEASCH FRATTESE T neRNA 76 VC AR
Uitig, Mx s sx 25 R FRATHHLE ncRNA A 1EH
VCIRYT SE bR AN R 2 Wi A= W bn B s 1. B
ncRNA 7E VC W AGIF 52 8 A 75 87 ZF B B, 4551 /2 In-
cRNA | circRNA , i 75 2 — D58 M B AE VC o 72
HORFEVEFIIN neRNA B oy FHLM 4G & E 22 R 3k
KBRS VR AR R S PE B AL, i
ncRNA 7E VC W 5T H TR 5 e RS 3 A
R AT R B AR T IS P, R neRNA
BRI PR 2450340 A AR 22 ) R 75 2 A e, 491 a4 e
L2 Al PR UE 25 )R FAE 4R 5 1Y) 4 B VRS S 7 43
THE S L RS AN VC BT 32 AR T AR
BEHR, HRT A TEA LY AREY TG IR VC
IZWE, TERPBIRIE LT, EER ncRNA 3% B
kR R AR WOk A T D R KR AR B
(IRIFFE ok %58 W] Y neRNA i 276 R VC 102
(VL IREU NS Y=
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