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[ Abstract ]

Long non-coding RNA (IncRNA) was once considered to be the “noise” of genome transcription

without biological function. In recent years, increasing evidence shows that IncRNA is dynamically expressed at different

developmental stages or disease statuses and plays a regulatory role in gene expression and translation. In particular,

the effectiveness of IncRNA has been proven in gene regulation of cardiac development. It also participates in multiple

pathological changes of heart failure such as cardiac hypertrophy, fibrosis, angiogenesis, etc. Therefore, IncRNA is considered

to be the core hub of complex regulatory networks controlling cardiac physiology and pathology, and is expected to become

a therapeutic target for heart failure. This article reviews the role and mechanism of IncRNA in heart failure, and evaluates its

prospects in the future clinical diagnosis and treatment.
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S KR, ARk, BB IR R, Kt
E 4w % RNA (long non-coding RNA, IncRNA ) HE
ITEZH5MEAERK . KE . B RNEE, B
AW ILE B AR D L M — Rl i
TR F, IncRNA T 7 568 0 1 I8 45 1) 245 v W] A4
WA AT ECE A . AR AN T AT — 2R
Z IncRNA [1E AT B T S 4 b JRE O ) 0 Y
bl s & REER AT VLA, ol J1 a2
W FGYT SR BB . A SCHEIR T IncRNA 760 )
wilg P VE, FH1HE IneRNA AE R0 1 25 (X bk
EYEAYT R AR VS TE AT AT

1 LncRNA #iR

AR N AR T AESMES RNA (non-coding
RNA, ncRNA) ¥, j86 RNA R BF L 115,
7 2 38 1 A A0 P ML A 52 o 32 R %) 3 1A 9%
HR 4 S B K/, neRNA A DL 43 247 /)N neRNA Fl
IncRNA, /s ncRNA F 2445 miRNA FlHIR RNA

(circular RNA, cirRNA) , IncRNA K B — fjg>
200 nt'* . LncRNA 5 % % % 14 i /9 mRNA A —
SEARLE, Hynlimat AR 15, BHA S-1gT
ghER A Z RIRTT IR, (HREAT D REYE Ak bl 352
HE (open reading frame ) , fi[m] T LAAE AR A K
ik, MW ANHAREEARBET o 1L
B, 5 mRNA 5 miRNA f [, IncRNA 7] §& f&
HUE AL B RNA FH S, B 0K £ 50 DNA 7 51 45T
PEAR 22, XAl RE S LSS A0 = AL LR R ik
A K, W IncRNA 1] fig A2 S YRR S v g B
SEZRPER RSN T R IR R
IncRNA ) 55 —NHFAE, IncRNA 78 8 5 42 (5 i 8
PR 2 A A S R s ) 2 UL A% A 1T 3
A RIEAER, IR B WG, w1
#LF, IncRNA [ D RE 5 H A0 e (v 2 VA%, £
H IncRNA W40 2 7 T A0MAZ, 55 5 N F el e
R E SN, 78245 F g5 52
0 TR G SRk VAT RN R Sk, 7Edl
it 5T A E — Y IncRNA, B REE Y
mRNA . miRNA (& 1 5 4 A BRI, DLy 7
SSEAR R e R K R FERE . R
B K ZH0 IncRNA [ RAG 2B RE R, (A 0F
5T W] IncRNA .0 1 228 =2 A JE T E R, T
DA 38 Z2 VB AL A Sh T 7 40 5 R 2 Sy 3 o

TR
2 LncRNA DA RIBEMHEEL FRIER

21 wpie Rk O NUIER RO LXK & A= B AR
PR RN, b A RO IR R 2 s
T YR A FRACEE AR AL, T PR O LR
R U2 W Kot S 7 A B AR oy S
B S ) | Y N e =4 S MY | W
AR, O NUANRAET RGN, A AFA0 e A
WM, AMARER R, MR, SOk, AN
G2 DIRe EETL; AN EY R
A5k, 4 Sun 28U BRGS0 IR L, 3
ik 4 75175 K 19 D UIE K /N B 64 4 IncRNA |
P 134 AN, T2E R RIA ) mRNA A 144,
TS8R & IR IncRNA 750 LR A 64 458
1, NIREEBIERaE T A .

WJE, KaE 50 HUERAE IR IncRNA 15 2 1
Fé. LncRNA Mhrt 7] 5 e 6 57 #9985 [ Brgl 4%
ghE, LR R & RN X 40 DNA SEAR, M
il F R 75 & i S SR R Rk, kB O LA KR
JIREW, BRGNS G YT IncRNA ™
Xu %" % P IncRNA AK045171 1] L 45 & s 5
- SP1 2 5 MG53 W% sy, 52 JIE K5 i
B R EE S P aRak, HEmS 5.0 JUE KRR,
Wang 2" B E T 1A S ZHEE Y E A 2
( polycomb repressor complex 2 ) AL FAH 5.
YEH ) IncRNA Chaer, 33X FAH B.AE FJ& Z R0 IE K FE
LA AT HE, Chaer tL BRIt WA O ILAE R 1) 1
A TEE R AL S 27 LR, IncRNA fE
fgiE ot 58 R Aok L ohRe, dEinsYS
N[N SN R E 2SO o

% — 77 1, IncRNA i& f] LA iE 11 5 miRNA f)
Sl STBLRE O WUAE K Y R 4%, 33 ol A AR FH AL
il 8% FR R 55 4P 9 U RNA ( competing endogenous
RNA, ceRNA) . il #1M 7, miRNA 1Eh 3t K &
TR 75 70 i % AR RINAL (140 P i R A
Wi, 1ERN RSP R, ceRNA il 1T IncRNA
Tepr L ZE A miRNA, 4358 RNA 145607 5,
fff miRNA 3 25 7 98 5 2h 687 . 1] &1, IncRNA
Plscr4 5 miRNA-214 B #2454, 7t 4 miRNA-214
B PN TR T i AT T ) G, PRI Plserd AT D36
% miRNA-214 ¥0hr Mfn2 B3£Ik, &R IR
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Wang %" % #, IncRNA CHRF 7 4 miRNA-489
NIRRT 55 AR AR Myd88 fYRIK, X0
WERE A F= A 5, R ceRNA FL2CJE H AT 9T i
FAE I T2, B R Z 80 IneRNA 1 H & F
A%, MELLS miRNA JEGES R, LA Ry
4 0] REANJ IncRNA KRR 1 252172020
2.2 SMLEF A U LA AR R O WUREBE )0
TR BB R P L &
O WL ZF 4E 40 8 ( cardiac fibroblast, CF) ¥4k
THE BRI T URE S48 4, oA ALK 21 45 4 it
( myo-fibroblaster, MFB ) , MFB £ /3 #: K & 41

MM (extracellular matrix, ECM ) , a0 T ZUF1
TP Je 5, T S ORI T R ZH 2R Bk S e 4
X P2 Z R N R, bR R
J& TGF-p Mgh g 2V K 7, X sk K47
Smad % 1. MAPK, 13/ B % — R 55 5 1%
bt R M —FE S5 F, IncRNA 1E MFB
iE4k . ECM i B2 it it vh e f s 2R .

CF & 7 — A 384 5 7 A0 O 5% AR Wisper (X
%4 Wisp2 8 94 38 5% F A 5¢ IncRNA ) , B 1 CF 14
LT R AN B o A S S | S R e oy
R, AT g O AR 8 T 40 i T
AH & i 25 11 ( T-cell inhibitor of apoptosis-related
protein, TIAR ) &5 mRNA AN T A 6, =
BN, Wisper 7E AR EH A9 R IE 5 IR &
i AT AR AR AR DG, AP S gt ik B
Wisper I8 AT DL 2 D8 e i B 21 4 A6 A e 3,
X F W T HAE R iRy #0 5 A T REES L CF
5 S H T T IncRNA Meg3 7 DL 35 4H B 4F
W 3L 4 8 25 1 2 ( matrix metalloproteinase 2,
MMP2 ) JE 3T | P53 FestiitE, /-5 MMP2 FEfif
BRI IRE ™ Meg3 ¥ AT LAE i3t 5 i o
PEICIESS AT TGE-B ik 2 i 2 A LR
R 27 A Ak R 1) 8 2 5 3 RS o Uk A 1)
EAEHTALAR . LncRNA Crnde Wi i3 5 a- SFi ALAL
s & M (a-smooth muscle actin ) F& [A 5 3 7 9 24
A BHWT Smad3 (W SRTEE . IR DURR, AR
J& Smad3 X AJ LU SETE Crnde B3R IK, Jf7E CF
HIE AL Smad3-Crnde A% 0 R Bom %

LncRNA i #f 5 mRNA (M B /E i 2 5 4F
HEAL AT, AUAEHE = mRNA A9 e 1 DA F &

F12835, W] DL i 5 mRNA 45 45 B A5 H 8112 5
., LncRNA Safe 7£ HuR & H i fa € F 5 H AR T
T 1 G 5% 35 R Sfip2 B9 mRNA JE 8 RUBE 1A, 4 in
T Sfrp2 RNA WaE v, A8 ik sgm, hnik
T WU ET 4 240 0 ) s AL A A Y . Ras R
W5 1 AY A (ras-association domain family 1
isoform A, RASSFIA) F#:[H ] ik —Fp )z L RNA
(RASSF1-AS1) , HE 2 SN ¥ X1k 5 RASSF14
mRNA #/3rH &, XFHES T2 IncRNA 5 mRNA
S5 5 I RASSF1A i 72, S 2 e/
DL 44 . 3 IncRNA 5 mRNA 19 B 354
X R 2R A RIFEE R AR AR, M
T, IncRNA 5 miRNA (1) ceRNA #4735 Fil 5528 )
2 i, IncRNA PFL /5 miRNA let-7d 94
F]. PCFL ¥ Wil miRNA-378/GRB2 & 2. MIAT
£ miRNA-24 (14N 5 TR AR £ 2 f 2 12597
23 mpase s EREC IR S A IO T A L)
BT RIRE R, ORI RE AT PR, PR R B AT
U JEE 200 6 P B 2 S Y B S RE A Y T
D JraEdgrh, B - FE T (ischemia/reperfusion,
DR ) o B A 2 R 80 33 K S o 5 40 B TT g
T O e ZH U B 21 2K . LneRNA 205 5
TYAIMAET Y 3 A B 2R, RP4nfi T, AW
FIIRIE, 12PEC ) Rl UG N KA B P& B
IncRNA LUCAT1 998/, 1fii LUCAT1 i R J# A
18 35 ¥ 1] miRNA-612/HOXA 13 i 3101 1] 41 Jifd 3 5,
PEFEAR YR T, i nl i@ 7] CYP11B2 & i 4%
WU A5 4 L AR ROy 5 8 FR 3 I R Y
IncRNA GASL1 & 5B E LT RHEYIM K, iXn)
e T GASL1 R TGF-B1 i3k, il 7.0l
YHEYET-? . LncRNA APF A P70 L UR i e
O WURMERY F VEARAAET, APF 1345 miR-188-3p
MR H A G E H 7 (autophagy related protein
7, ATG7) A A WEAIPET ™, X IFST 32
HE T 38 I ) R R YT O WU BE K0 ) i 1)
HE, LncRNA NRF WI#E A A &0 AL /R 4545+
O LA MRS B 35 700 4 . NRF Jia #L1i] RIPK 1/
RIPK3 (—FpSRFEIE 55 ) i 5.0 IL4H AR 3L,
HE—2 BUBF5T 2 NRF A] 1 R P 5 RNA V43R 1
il miRNA-873 (215 ; miRNA-873 #ifh| T RIPK 1/
RIPK3 F%) #1115 M2 RIPK 1/RIPK3 517 5.0 L 41 i 38
FE, MRS R O JIE P 0 ILAR B IR BE, 1 410 il
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NRF A G4 Rkt s i 0 58

24 SR 50% 10 ) B IET R %
KRS . DR R E RS
PSR B B AR UL S B Th
BE W S E 0 BT AR AT R RN st
52 AT eSO WIUHLAR AR A8 Ak 38 2k H B A5 el 28 0
L S B Y . LncRNA 7E.0 HE R 8 h 48 T
P35 FB9VE ], CCRR 45— MO
IncRNA, ‘& 1] LA 3% Cx43 & (11 #1519 . ox43
JE—Fh R E SRR, 1 LB A
PASCERAS G T FE EBIKGR A 5100 F1 580 /N
B, 33 #3K 19 CCRR BENS B AT A WA T 10 N 7F
WAL, (075 20 B IR S v Cxd3 KSF 3R, A
1T Bl 360 MR A S A 4 R S g i P R R 1
Kena2 (AR A Kv1.2) JEHE T4 K 8 R
— AN AR % AL 9 H D RNA Kena2 AS I
M2 2.52 kb A9 L IncRNA, FE.0 F1 558 K
SUHP 0% Kena2 AS B9 #6838 53 Kena2 FEH 1
LB, (AP RIRAG . ShER AR R, A=A
SEPRLHRR S L Cal IR DA R A —
AR, 41 NS 22 LA 55 & A PR
FI LA B D 1 Qs s il 1), P LR 5
¥ ATP [iff 2a ( sarcoplasmic reticulum Ca’"-ATPase
2a, SERCA2a) J&JH35.0 Il Ca™ FEEEHLAY R 11 2
—. W58 %W SERCA2a T g B i 5.0 1 il
Y22 IncRNA ZFAS1 J2& — Fl P U5 14
SERCA2a #i#l5l, Eifiid 5 SERCA2a H 45 A5
BRI LR N K R v 5 b, A B R ARSS,
IncRNA ZFAS1 £ ] iy 55 % i i # h . B —
ENE

25 SHEXRJE RAESEECRR A B R N, AT
HEHLAS R AR BRI e i & B, (E R
TR B P RAEH S FEA S, IO ISR Y
S JE PR BURAVE T L, A8 R O v A
PARZANNE . L IEAH AR T I AR S 2 S BN
PR AN A T . B SORE] B ef 4ifl, R4S 2T
FRE O NEDIRERERS ) JET RNA B E K515
1, HEAE L RELE IncRNA 7K F-52 1) A% 45541 3 25
B, HABISE EIR A IncRNA 2 — & MALAT1'”,
MALAT1 {3 40 i A% v, 7o 24 5% 5 0 5 332 10 8 4
[KF. MALAT1 K 2 50 SC i 78 #8 4E op T HiAe
S E R P VR D, BB AR AR TR A 0 1 R

b F EEAE . RAMIFIE R, MALATI 4>
ST IR ZHE (lipopolysaccharide, LPS) %S 110>
LA A rf TNF-o (77 A4 AR T L 76 R g bk
JAE K BB Y B (I MALAT1 A] L /b TNF-a,

IL-6 9 35, 1845 i 48 4 51 A A0 31 31

MALAT]1 [f] ££ 7] DL T} & NF-xB £ H 7K F, X I
N MALAT1 B 2 5 742 & 3% I i 5 5% 1

MALAT1 s 5A 855 T bk T 48 A 0 B s 20 F s Ak
MITIRE, X 3% B AR R AR FH vl RE 8 43 00 IR fo s
AT L B — B H LA JE Y IncRNA
JE HOTAIR, /MRS LPS 2 S ELO ek it
J- 4% in HOTAIR [ % 5 . TNF-a [ 7~ 4= 1 NF-«kB
6 3% P 1 78 O L 2R S AP R IR HOTATR U 43 Uik
/1> LPS 5 5 1) TNF-o Fll NF-kB Y 7= A, H% v
T %, HOTAIR & 2% 35 B 0 7™ A= 4 B i 45 2R, 31X
2 B HOTAIR 7£.0 LA i 7 LPS (14 43 A4 v i 412
Je M. LncRNA ANRIL 5.0 Il 45 48 it 4H 5,

TE P B2 A0 M AR S BE 52 T, TNF-a DL 5 NF-«B i
BMSER 7 2N 5 ANRIL 23510 | i ANRIL A
AL TL-6 76 N A S B R 87 . A B
S, PE— L WF 5T £ W ANRIL i i 5 42 48 5% 5
T YY1 A EAE SR sh 9 5 FE R 5, R AR R AE
LD T B —/ Ny IncRNA #3RA4F, EidR
B HE 2 50 M 4 RAEAY IncRNA APk i —£f1, {H
JE DIIEBH IncRNA 750 I R AE & R S ZAE A

26 Afems OISk As, RTReEAH R
W, AR A R R T E PR 4 (reactive oxygen
species, ROS) . i & ROS F 2 i 4 £k ki /& DNA
SIS T e ROS 703 3 s & M
T [ AV SRR A T LA R | D I ok £ 4 400 it
L TS D21 R e e P & Y ]| K 7B R G A
AL Ty v, AR A O L R A5 L
() E R R H PR BERT VTF 22 IncRNA Fik 08, 181X
B P F) IncRNA F1, Gpr19 R i 26 k728 1k i 9k
VERTEIESERR, (RIMIFIT R, 76 588 T 4 A
HIZF R RGO LA, 3 5 87 miRNA-
324-5p Fl 4 ki 1A 475 98 45 Bl F 1 ( mitochondrial
fission regulator 1, Mtfrl ) R LLii%% IncRNA Gprl19
ek, MRS O LA i B4 480 P 107 380 52 vy A
7=l R AE O L UR B4, IncRNA Hotair
1) 2o 2 35 DU ] LA 28 phy R TR 3% Ak B 11 B o ST

( adenosine monophosphate-activated protein kinase o,
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AMPKa ) 1 1k i) EZH2/miRNA-451/Cab39 %1 i 4%
SEAL I R SR LR ML T L B R R,
W SMBEE S TR IA K RO AT A HOTAIR,
AT B 0 LA RS T, B I H,0, 5 = A A Ak
PR L e Ah, GASS A S —F i ggg 0 k] 75
IncRNA fg % 41T 0 WE A3 I A5 P B 48 B 458 495 v 1)
SEAL R BRI, 2% GASS 3k B fin s JE ARG 1M
P EZ 20 L ROS 14 75 A . 34 08 3 M 3 o, HEAIL
il 55 miRNA-33a-5p & 4+ M 45 & ABCAL ik i
S5 S

3 LncRNA FEONFRIBIZEHIETHHENX

JL4E IneRNA 91l R AT AL T B B, 5
TR SN 45 5 18755 IncRNA AH T miRNA Fl mRNA
FEE KR 5.0 sy, AT A
Al (R A5 ™ . RS %W, IncRNA LIPCAR .
NRON FI MHRT ¥ HAG 100 ) 52 A )
W I IncRNA ZEEFR 2 48 rp R BT A
IFRRE T, 2% 7R\ B9 IR SR VR e i) 21,
AR IncRNA 1] DU A0 7 S 08 9520 12 W Al
B PG A —Fh AR ARSI bR 4 .

Y24 1k, IncRNA 8 K BEAE 0 25 ) 5 245
PSSR RIS . (5 224N I PR i A 55 25 W a4
IncRNA A #R4% JE DA 1R B M0GE O ) i i 72,
HEW] IncRNA TEVRYT /K F HA S WA T 5t .
5% & B3 1 VE 5 GapmeR F#EAK /N BUA P Wisper
o, ATLVA RN RO ML AL A Y,
25 AN [R) sk 1] 265 225 D) o D3 B Y6 7 R T S 80 %)
O MESIRE AR L AN, FE R Meg3
Chast FYMER SHIFFEH, IncRNA BYUTER & LIV
T PRE O IEFE 2 OV SEBEE G IncRNA SEIETE TG
JPIH BRI B K RIS R T ks
IS . DGR O E R, T IncRNA 5842
BEC RS | PRA RS SR AR ST T A5 Cai 270
KB, /NG IE ) IncRNA CAREL F1 miRNA-296
A T 4 o 0 FL A0 AR A2 ] 0 X 4%, [R] CAREL
() 2 B 22 T B AT LLOR gh i 0 5 O EE &2 L 35
PO LA ML 52 6, A B R B R T
Ponnusamy %5 77 T % 1 IncRNA 20> JJLZH 184 8 318155
[A¥ ( cardiomyocyte proliferation regulator, CPR )
2 500 LA M 346 58 60 98 1, 0 JOF 4 S CPR B
B I G 2 4R 0 UL AN B Y 1 AL Bl O R T

fig, #2756l CPR 7E G K 0 & &y i B A
BIT W F1o O WLTE 1 2 0 WL 30 25 - 17 1) % A 4%
P, A I Y R AT ARG R 0 BIE B AR R
SRS IncRNA A 5 534 7 1 I 45 A2 B T LA
e I AL LB RE, AR EE O U B 2R LAE
W7 W IncRNA 2 HES .0 45 R & 1Y
HER, o ILAS 2R B 43 Ak 2 AR I A
LncRNA Bravehear 1F 5 &8 & B8O 1045 KL
W28 4% 0o 08 T IR, ZEMEL S & B kB ot
LA 2 B Sy HA e MR L i A AR R
o, I AE N AR I (vascular endothelial growth
factor, VEGF ) FIN Jz &6k A+ 2 B FEHE S
T, 1M IncRNA 7] LU 52 m 55 T i Feb ok (2 ik
M A 1, 40, IncRNA Meg3 FTILER il HOTAIR
{14 3t 22 35 H 07 LUE 3E VEGF 1926355, gz 4
JiL B IS 48035 5 1T DA A= 2 AP IncRNA MIRS03HG
F1LINC00323-003, X 2 Ff' IncRNA £ 1] 3 45 4
Bl SR T 2 BRIk, DAZESR N R A Th g ™
BEAR, IncRNA 8 BT LLJE Y i 55 - 1 L4 4 5
LncRNA Ang362 7 Ifil 48 58 5K 22 1) KB 3= 3l ik
HEZRak, BT LAMEIE 2 i 4w WG S
T miRNA-221 F1 miRNA-222 {47242, M {E 2 i
T LA g g

4 NEHRE

LncRNA 75Ul & B FILO 7 35 38 14 5k (R 48 v
P iE A, SRR T B e pL
UL THIA . BT T A U 25 Fh 25 57
FORTEY R, IncRNA 5.0 )1 32l % PIM O, L
P25 70w AR L R — B B, A
WUIER . CHEF4Ef . S80E . A . 4iffaseT
R ER R A, T H IR DI REC R, IncRNA
A A G RIS W RS R 88 B2 Wik B,
A0 ST R I ARTR Y T PR TR AT R BEAh,
IncRNA 58I, #ZREEYM KA FFE AT
Vi A5 B A 56 D] 8 SR R 428 I 4% O A% 00 19 e
LncRNA T GE (1) 22 FEVE &t DL 25053 [\ 1
MEAEHES: (1) Bl S5EARSES 58RI
AL o i DA K ik, 40 Mhet ' | Chaer M 5
(2) 3 5| 7 55 PR 00 2k R B 5%, il an
Wisper ' . Meg3 ;s (3) i SHE IAHEAE
SN AR A Thg, N CCRR'® | ZFAS1™Y;
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(4) 5 mRNA FEAE, P81 HA e M e 8y 2 A
B, 1 Safe ™ | RASSFI1-AS1 ™ (5) ff
Jor T4, S miRNA 454 LUK H5 ceRNA A1
i, fil4n CHRF " | PFL ™',

XA H AR R K& T IncRNA 1Y U g2
g, P, — @& b IncRNA A DL 7E 5 P 42 i
B2 A 20 R EER, i@ E S, DNA
Bk B RNA I T, Rae M #iE. Beoh, A
IncRNA, il 40 H19, Bl ik B AT DL7e 56 R 4 1) £
AR AE S E ENGIE IncRNA 5 % (14 [7]
A7 IncRNA 58 19 5 22 . B RTWFIE & 411X
IncRNA B AR A 31, 18 K& IncRNA it =
TR ANTHAEDFSY, HIME A DFoEdoAR X sy | Bk
Z RG0SR =W SE MG PRI 55 1k 2
WRIE K . BEEFARM) K RAWFIEARIRA,
VEEAR AR IncRNA K22 J8MIRT T O J1 550 |
PR N A () T B M A

[& % X #f]
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