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[ ABSTRACT] Aging is one of the important risk factors of cardiovascular disease. ~ With the rapid aging process in the
world, the morbidity and mortality of patients with cardiovascular aging diseases have also increased significantly.  Non-
coding RNA provides a new molecular perspective for exploring cardiovascular aging diseases. ~ Many studies have shown
that non-coding RNA plays an important role in cardiovascular aging. The purpose of this review is to elucidate the role
and progress of non-coding RNA in the regulation of cardiovascular aging, and to provide new therapeutic strategies for car-

diovascular aging diseases.
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WEREEZ B8 22 N2 0, s bn JE 45 | 5% IR 4 A
FoE ZRL AR T RE R B 8 IR A% B G A 1 4 i
Uy EE A e 2k | SR I8 AL U AR N AR
B2 AR B AR, B R 2 B R A
IV B AN TE R A A TR 22 S AR W &R
2ot G N A G B S IR S B2 I NI
ZETTIRNZE | 58 Ml RS 98 413 & A= A 8 AH DG AR R
e IR T O JLAR R T SRAE R KA A,
Bl L JRE | e LT | Bl K oS A A Ak 0 ) 3 3
Hh USG5 i BRI 5 5 B0 IR R R A 2D
BORAEDE O 5 2 R HERE . X S 5 S E
4 B KPR DR T AR OC, anET sk I BE RS Aol
S ALJE D BROXU RS 580 | 5 B AT 1 78 R s B fig
TR
1.2 mMERZBREXZMEZR

19873 38 SR 18 105 2 25 M 0 D) R AP 188 W
ek IS RH OG0 i 5 28 oA O 2 LA Y
bR AR, HORR AR 2 AN AT 0 Y A e i A 2 e R
A58 4 PY K2 20 Bl ( endothelial cell, EC) Fl IfiL &
V-1 WLAH B2 ( vascular smooth muscle cell, VSMC) 43
SR I AR PR v ] )23 1) A R ), FLA A
NI RE 4 AR 2 1 2 1 B JRR AR JE
R E RO AR R Hag i TSR 1
RrP R A, M A2 B4 W L AE | AL
IO EORIBILAA 1 55 R OG PR 2R 4 52 i) L4 400 i 2 1
Wl GER T SNE RN ATk B e R S B M
A Sy RE A R4 A1 5 o i AR Yl A
o 1SRRG I AR 2R S AR U R s S5 AR
SEBRABIE N T R A R
S5 RE S PR B AR A 32 384 i B LA ML 405,
75 | K IR Z2 10138 3 AH P

2 ncRNAXMOMEBRZNEATREHE

AR VF 290 TR BE DU F #5 7R T ncRNA
TE IS T VR T, LA o i 78 3 2 MR 5805
AT THEYT . A0 2 R AU s 2 i Sl 2
FEMUARTE 0 A OB R, O LA L 5 3 2 0 i 3
L) FEE N EC HVSMC T 3 0 2 145 35 % i B
Wik, I, AR SCEE EMEE T neRNA &5 0 L4
ML EC F1T VSMC FAE T, 32 1 98 70 1 A8 5 2 i AR
KAFFEHERE
2.1 IncRNA #fid R 330 i &= ZHIER
2.1.1 IncRNA & = &  AF A Z AE A AL 4
IncRNA J&—2R K BT 200 nt H KL H RNA B4

I ( RNA polymerase II, RNA Pol ) A A% ncRNA
IncRNA Fik /KPR HLELAT i B A 4URe S, J0AG )
ARAS AR FLER e Bt 2 0 B AR AS TR A 5T
R IncRNA FFA Jmy B 55— 47 € B9 D BE , T A& 1]
DARTT ZFP3E 2l . (1) 25 SRoKOF Lol it 5 5% Stk
AL A EAE T, BN e sk 32464, NI 72 Y
BT (2) TENT IR sk R T 1943 A1, A
MR 15 DNA 45507 s gs A58 015 (3)
it P8 5 mRNA 57 2 90 ) mRNA #3572 Y
miRNA i 25 5% 35 4+ miRNA 7E mRNA | A9 45 & 17
S0 mRNA W T s R e R HEVERT; (4)
T TN Y Rs i A R
2.1.2 IncRNA %¢ws i & #6987 10 L2
ML, Zhang %51 18 D FUMA 510
LR LA P AL E] IncRNA H19 38 IR &
P 3 AR, 28 32k X6 LR 97 49 7 &2 B IncRNA- H19
it AT miR-29b-3p 140 9 T 0 H F L
(cellular inhibitor of apoptosis 1,cIAP1) FHHAE Sk
PN, BEAE o0 E 3 2 A AT 3 o0
JLEH At AR B 110 50 2 R AR B, 52 0O AL 00 o 7 e
PHAT D EE S R E R4, Chun 557 2 BLEAE N
AU L4 B IncRNA ( ENSMUST00000134285 ) 2635
TR, 322 33K IncRNA ( ENSMUST00000134285 ) 7]
AR A 0 LA R T, i — 2 B AR R R,
IncRNA ( ENSMUST00000134285 ) 3 4 % 15 miR-760/
MAPKI11 1, B AR Co LA AL R T, DT 400 il UL 200 e
W, TEEAE AL WU BE A /N O B A il 2 B
IncRNA Sarrah % ik B & B AIK, H K N o %3k
IncRNA Sarrah ]38 33 HT 00 L 40 I 8 7= 2 7 400 6
LA B 5, ek 2Pk O LB BE S5 O L0 Y A7 0%
R R e LA BB AR R T In-
cRNA AT AN 5 T O B
2.1.3 1IncRNA st R £65HY  FEMEEE
A, Bian 21 B 5% & B IncRNA NORAD 7E A
J5H K Y B2 21 B ( human umbilical vein endothelial
cell, HUVEC) ", i i3 X} & [ F kB ( nuclear factor-
kB, NF-kB) {5 ‘538 % . p53-p21 {5 i % b F 40 i
4~ % 8 (interleukin-8,TL-8) A I 2, 1] HUVEC %
ERYH T, DT AE 22 3 ik ks 4 i A (atherosclerosis,
As) BYHERE . O —WHFSE R, I IncRNA-ES3 3
K P S bk veMe 454k 5 %, H
IncRNA-ES3 & il &7 5 Bhlhe40 45 & filh & £ 1
miRNA & F TR, 8 E ik vSMC #5185 %
21200 AN  IncRNA X I 8 5 3% 19 1 F AR /N B
WALABGAIE , BF 5T B3 T v AL I A A A1 %
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g 25 1 32 VAR DR it s /S LR 32 0 ik P S A 5 00
K I IncRNA SNHG12 53Rk, iff — P UEW] IncRNA
SNHG12 @By hn T A4S N Bz it Mg, HLL 2. 4

EH RN /N As IR L R R4
/R T IncRNA 70 I AS 3 2 0 A v 14 T 2R 42 4 1
(1),

F 1. LINEFEHEXH IncRNA

Table 1. IncRNA associated with cardiovascular aging

XoME 5%

IncRNA P 3V S YER®R Sy
IncRNA H19 KO LA A5 miR-29b-3p #l cIAP1 M HAEH md [16]
IncRNA ( ENSMUST00000134285 ) /NG LA P miR-760/ MAPKI11 fill, AR O LA P4 T~ md [17]
IncRNA Sarrah NER LA L1 NRF2 Hi0 WL T i [18]
IncRNA MALATI N AL P35 microRNA-92a-3p/ ATG4 il i [22]
IncRNA p21 /INELC LA L JH1 Wnt/ Beatenin 558 et [23]
IncRNA NORAD NIGEFRIKN BB 45 NF-kB p53-p21 {5538 #% M 1L-8 BIFEH il [19]
IncRNA-ES3 ANEDFRCF RN 3835 Bhlhed0 255 ik 24 miRNA ZEFVIER {2 [20]
IncRNA SNHG12 ZINER PN Bz 24 T A N Y DNA 5455 F e 2 mi [21]
IncRNA ANRIL KEMAE WL 85 W45 miR-181a/Sirt] BOFMIH p53-p21 L Mtk [24]

2.2  miRNA #id K 30 & 52 & B 1E B

2.2.1 miRNA #9 = £ 4F B & AF A #L 4
miRNA 2 —F B R 21 ~23 AL R 1Y 2 4% py U5
PE neRNA™  Billid #55 AGO RIREHEFZ A4
BRI mRNA B3 ul 2 8 KR A | AT X 53¢ s 7K
TR R AT FE . miRNA ] 5 mRNA B
] B AR R R A B T 45, 2 i AR R g 1 &
Fetk 5 2R BRI miRNA 2250
i PUR UM AR A5 E R . (1) I 45 T (2)
it miRNA FE PR AT DX 1) B A2 1 R st 1% 22 A1
(3) FWRIEE; (4) 25 RNA 4ifE; (5) 5 RNA
LEAEAMEIER,

2.2.2 miRNA 3 i % #6998 Y W
KIF) miRNA fE1EE 2257 3k ) FE O NE B0 5%
T RE A, Lin 285 X AR % DT IC A X HR 32 38 3 fpE A
i PR O WL AF 4E 4k ( primary myocardial fibrosis,
PMF) f4).0 Y P S SE (sudden cardiac death, SCD) £
F0 ERE A 4T miRNA 4307, 45 R R R A
PMF [ 4F SCD & & g 5 & 4F A0 E Y miR-
1468-3p R LG, i — 25 B AL HI B 52 & B miR-
1468-3p i i 1 38 TGF-B1-p38 15 53 42 i He &
DA 4k, AN, miR-1468-3p 18 i 34 Jin 5 7 &
IR B 2FFUMH B PE & pS3 Al pl6 Fik ko
WA, X578 T miR-1468-3p TEAE i
SO T 2 A R 5 2 Ty T P RCEE A, S 3 S A S0
AL y7 Pt 7 A i, D) — T 58 R IR
TUER miR-21 AT ) A 10 5 (o A Bl ok il i 92 it

Kk 3 [ PR JE A ( phosphatase and tensin homo-
logue deleted onchromosome ten, PTEN) , i ] D-2} %
B 00 7N B0 JUE 3 2 BT 8 25055 5 10 28 KR
O A, BFE N R A /N UL E
W& B miR-29 FiEH N K HAK20 H 3L ALK -
R 3 3o 5200 B0 E 45 Y TGF-B {3 5 3 B 4o i 45
miR-29 >k B A HAK20 HY JE AL AR 25, 42 i 0 E 5
23 ERITSE R miRNA 20 5 i e
SR E S

2.2.3 miRNA s} f i Z ey A Y miRNA 7£ [fil
ERSMEE PO EXEE, 76/NREAF T,
miR-217 75 & 8 /N B F 3 bk b s & 35, B EC
miR-217 F35 FHAI{EdE EC 2 M RERLAS , I
N E L RER /N A As© . Dhahri 487 5%
T miRNA £ EC % & AR 4O M 3 A= 1t 45 5 4
R TEVER, 2 T~ — Q% Fil qRT-PCR 40 #7 &
B miR-130a FEE /N E Sk EC rh ik B [
K. 7E=ER EC it K3k miR-130a 7] A& /D EC
WA M A R, ERAENE R AR
VSMC H & Bl miR-214 /KT, 76 VSMC Hid 3%
ik miR-214 UEB miR-214 AN i i 3 A B8, 1 HL
T S A A R A . miR-214 7EIRE
TR RSB kO 78 £85I K s B A R
/R miR-214 7] GEJR M4 22 Z bR . FE K
X H,0, i S 15 % HUVEC dE 4700 7, & 3R
miR-20b FiEIKFE R R, TR A 5T & B85 3238 miR-
20b i i TXNIP/NLRP3 %5 5 Wnt/B-catenin i
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B 4 HUVEC %7 Zhang % % Pl miR-
665 TEHBER R IBF TR Z AL VSMC 3Rk k-
P RAMSEEG R miR-665 1 63K I e T3k
BHEN TN VSMC =%, H5 miR-665 1 [n] I FE A%

SDC1 JEH R IEA K, XL 5T R, miRNA 14
BT — AN AR R 4%, S 3 R S R0 LA PR YR
SFEAEEEN(F2),

F2. DINEFEHEXH miRNA

Table 2. miRNAs associated with cardiovascular aging

S I

miRNA MRS GE AL fER®E e SR
miR-1468-3p N LA B4 p53 \pl6 FKik frest [31]
miR-21 N LA A #1nVE T PTEN et [32]
miR-29 /N L2 W5 H4K20me3 i [33]
miR-217 ANz T~ SIRTI et [34]
miR-20b N £ TXNIP/NLRP3 1 # Wnt/B-catenin 3 EE [37]
miR-107 NI G K PN e 200 R4 MTORC1 & PEIF T I PTEN 93K ik et [39]
miR-130a ANEESIIK R A0 A i A A B PR AE B MEOX2 il HOXAS ik [35]
miR-92a NG 4% Nrf2-KEAP1-ARE 5 538 #% ik [40]
miR-214 W 1| e g O 1 1 | RE R b e itk [36]
miR-665 N A5 SP FL 4 #10)/E T SDCL ek [38]

2.3 circRNA i R3O0 mE=ENIER

2.3.1 circRNA % = & A5 A B A A Huh) cir-
cRNA 3k A7 75 T 0 FL 2 P 20 i v, 2 i ki i
KRBT VI B OE R % g S A A B AR RO
RNA™Y SRR ERTE 45 4 FE A 10 A= 0 T AL o
T T cireRNA F 5 R LA ST AR B
circRNA J7¥Z 500 TR S A bR v 7 (i H mT £
SRR AR B R . BT R cir-
cRNA F=ZAE FMLKT I 45 AR ) A0
P SES RNA ¥48 miRNA'S! 5% A 454 e
BT fiE 2 A W DL K S R T e g S £
JIKHT A

2.3.2 circRNA SR % #69A T circRNA X}
OIS = A E IR TEIR R W B, 760 JIE 3 2 0 5%
H S AT AR AE 2R O Tk R IR R B O
NEA R IB AT circFoxo3 /KR TAEZ B E . 1E/D
UL — 2 B E AR R L R 5 2 2R, sk
WFFE &P, TER circFoxo3 I i # b 25 2515 5 19 /)N il
IV, I ELAT DA s BRUVE A6 19 0 I B 2T 48 41
W FeH circFoxo3 XU L SO 3 3 B %
A

2.3.3  circRNA #+ 1% 3% 269985 N IIKES 3
LA ST, Wang %% 1@ 1 cireRNA 4513 Hr
KAEYE B 250 K I i 5 HUVEC M IAMA 53
WA circRNA-0077930 35 FH i, 4 R IR B cir-

cRNA-0077930 1E H F A B9 VSMC B, 0] 3 i 6 5
miR-622 FZMF Kras \p21 .p53 F pl6 SF R Z AN KHL A
Fik, B VSMC = &, S, TEE RIS S 0
HUVEC HF 8 &K BL T cireVEGFC 1, H.if i cir-
¢VEGFC/miR-338-3p/HIF1 o/ VEGFA 3l i i i 5
S HUVEC # 1=, & HUVEC $&£5 ) BAU5R
NG 8 cireFASTKD1 7] 4% HUVEC 3% /7,
MR, I T30 HUVEC 328 Kol 4 %55
Y RAF cireRNA #5261, (HIZ AT A T
BB, HAEY I RE A T TIRAMAR

3 BESRE

25 BN R SCREE T neRNA O I 45 58 %
FVE I B 2 . neRNA 7E.0 45 58 & P iy &
B IR O DR IE I 45 303 5 A W] (B AR AL B
Fe AT HE— 2 TR AW 5T K ) B B G 2 F L
il s FLUR K FE Rl BIF 5 57 Ak Ry ELA I DR A 19 12 W
FNAST AT I BB AR, neRNA 75 2231 PR A
oM Z GRS neRNA RAE 2085 A7 B D
2 W5 V-5 R M RN M AL AE IR A AR DL AR
eSS FE MR oI IR 1k
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