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KIEIEAMAIRNA 510 M EFRIFHY X &

wER FMAT R #T

(TR RSB, T 315211)

THE SRR RS BIRABN B BRE, LRGP EFFRARIZNAERK. K
TR RATIRE RILALFE S TAMFEFT ERTIZEEROR AN, FIRFT ERILE.
R, AR Ao A 15 S BOR 69 Rk R, AR % 695750 K I K4 4E % AHRNA(long non-
coding RNA, IncRNA) 5 w8 sk 69 & A& . K. L ¥iFrssm EAX. #Z I 3HIncRNAL &
E B K A2 AN Bhik T MR IncRNAZE 5 8 95 i K & K& P 894E A .

*iE KEEIEASRNA,; O B R M I AL 25 R b

Relationship Between Long Non-coding RNA and Cardiovascular Disease

Qian Haixia, Ji Lindan*, Xu Jin*
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Abstract

major cause for loss of life expectancy. A great number of studies have been carried out to delineate the underlying

Cardiovascular disease is the leading cause of human death in the world, which is also the

mechanisms through epidemiological, pathophysiological or molecular methods, and have made significant
progress. With the rapid development of genetic and bioinformatical technologies, recent studies have found that
the long non-coding RNA (IncRNA) is closely associated with the development, prognosis, diagnosis and treatment
of cardiovascular disease. This review summarizes the current state of knowledge about the association between
IncRNA and cardiovascular disease, which may help the readers understand the important roles of IncRNA in the
pathogenesis of cardiovascular disease.

Keywords IncRNA; cardiovascular disease; epigenetics; pathogenesis
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SERK, AR EWE LRI T VT 2 B 5 g B 2 AT A AR
F-5 N0 MU IR AR — € A R MER . Bk
KB Z T 5T L, A4 ASRNA(non-coding RNA)
R 2 R Y. (F NIEgRmISRNA S %
(1) L B 4y, KBEAE g ISRNA(long non-coding
RNA, IncRNA)Z 5 i #2500 1L 595 IO B 1) A& 24 J
AR TR AR IneRNA S O I 22 9
(126 RAE—LR38, DA AR i it 58 5 BT B

1 KiEIESRIDRNAMLIA
LncRNAE 5 57 T 41 A 7% 5 40 i ot o 1 — 2%

B SR A 2004 A% HF IR 1 AF 2 ASRNA S 1,
H Al AR 2k & K477 4R 5 IncRNA. 1R 4
IncRNATE % [K 40 & 1947 &, 7T LU I 4 Asense.
antisense. bidirectional. intronic #lintergenic X 5 Ff
eI BT, AAFIncRNARZYE F 245 LR J LR
(E2): (1) — B e o1 bl N — AN BE 1 Lo, T
I RE L ARG B RNA; (2) FH /N F g b5 25 PR 40
F7 512 I 77 A2 A A 1K 22 N IneRNA; (3)JE 4 ith 2
[R5 i) ik A2 R A AT B o — A D R B I E 2
BT 300 e SR BRE TR ()4 i i 1 5 1) 22 TR e 210 3R A5 41 3T
FBUT A, T AR A D RE AL IneRNA T 415 (5)
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PN e S ) B R P 91 5 55— /S A R ze EL ST (1)
BB FE— R BN = EEH 2NN ETH
IncRNA.

LncRNAEE ] # A N HRNA S & BT 16
S A BRI R PR, Gt ik B YY), S5 n e AN
Z IR IR AN T A, R AR S R B IR, A
BAEY DR, #— DI 7KL, IncRNAFRE LA
RNA [ 7% 208 i 2 Rl g 48 R0 43 7 B R I 2 0 2
Bl 28 ()2 5 R ML 745, LncRNAT]
I 5 et B B A R AR A EAE Y, AT 5 8
0 B DR R IA H DU BR B0, Bl I 2 AL
51 S 2H B A I8 RS R R IR DB . LncRNAE
AL I FA S G LTS 5T G PR B SR R T R AR
T 22 Thie {2 Fh i B R 3L RIVE A, BE AR N1
o> T B S R T S AR SR A YE S YR
Iy 8, A5 B S TR . Q) E#S 5t
[R5 45 . LncRNATR] B B2 E A 45 8 7 Ak i
2 R 7T B SR UR 2 A R R R i IR R IA 1)
Dhee, MAl i 5 T8 3 Pk B A SR PR S
SV EAEH, HBE 30T XEOR HIERNAR &
T35 M T T B0 28 R 3R 08, I8 gl i 5 RNA4S
& H AR EAE L, R 3 A 21 3 37 X 38 S I
FRFEWES, 3)2 5% 5%, LneRNA
F B E HmRNAE K LT T U e B A ek
M E O EAME G Y RRNA AR, @it #Eik
mRNAR I AE FH e, T HimRNAR BT 452, #H 1%
RUEACEFE, FE1E A/ ncRNA L R4, Mm%
HUFE R g gk, b AR, IncRNAR S 5 1 41 Bt 5
YUMot AUREIE TS AN LA ML G 7E N
(19 BTG A6 A i 30 (0 R 1 R 1, TEALAA A TR &
KEBEHIMA M. 0B IncRNATE Y 1E ] &4 5%,
ATRE S SFEWUATRE AL, B2 4 5805 K EM,

2 LncRNASLIIERRR

AR, — R MIncRNAZ 5 T O i
()& B A2, 140, miRNA-1AmiRNA-133 42 i [
— N0 i) 2 TR A7 A A1 1 SR 2 55 LA 1) 34 B
A3ARI, T AR 6 T microRNA R 14 2 55 8 41) 1) A
7t, H i 9% T IncRNAFI BT 708 kb 75 2 5 i B, T
O RG R IVER 2 Hb . BAR, X IncRNA
(1T REAVE ML A 52 42 B, {HK T IncRNAS 5
O IR P73 1R R AR RS (T 8 408 N W Jm )

2.1 LncRNASOCIIERFNAEFLR

2.1.1 LncRNAL L%t ég A KA o4 Lnc-
RNAZRIA & (174840 R 520 21 IR BG40 1) Th REIR A
A3 AR PR, 0T VR o IR 2 4 i o & R O L
Y L FE R BT AN AT 1) Bvhesg 590 1% 1R
ZH A% A IncRNA, KlattenhoffZEUHF 58 % B, IncRNA-
Bvht{F /)N B VR JiE 48 i A gk 2 48 0 46 08, 7 AR
SE/N R0 IE SR K R A . SR R R
JVR A T~ 20 B 7 R IneRNA-Bvht, 54 Fo 400 G 5
Thfe 0O JL 40 B 250 2 B R s b, HLO LA P bR
1 A——UAS B TR 2 B 2 B AR, {HIncRNA-
Bvht 1) s g 5 A 23 52 W8 /N BV 6 T 40 B 1) G A 21
B IRE 17, iX % W, IncRNA-BvAtZ: 5 1 O ILYH
PR ) 43 A i R L A R S 1 b R 4 S B T 40 i s 1
A3k A LR BB, IncRNA-Bvht£E 428 i JIG T4
JRL ) 43 A AT C B B S R B AR R P E A T R S
MesPIF: KA o MesPI52 U JIE4H D 43 4k 1) 8 15 5
IR, 41 5t )3 20 iE K B BT e SRR 2R
R RO I A5 A S TR T i ) S B e S TR U,
I, MesP 135 (1 A i BT 1 B0 JIE =53 X, MesP I
2R TR VR I 38 AT 5000 A A R J2 3 % G B R0 AN AS e ik
HR0, Fendrr@& i T/ A IR 2, 4838 Foxfla%: A
v L wT =G 4% Foxfla 3 125 1) 5 57 PEIncRN AP,
IncRNA-Fendrri] 5% #PRC2HAITRXG/MLLE & ¥,
TE V5 B0 JIE o IR 2 2 40 10 %% 3% B8 7 (191 Wi Foxf1
Irx3 A1Pitx2)H] J& 3]+ 5 £E 5] i2H3K27me3 /K *F- 7+
m, FEOGE R R AR HIH]. Bt = IncRNA-Fendrrit)
JV iy 5 s o0 B R IR J2 43 A 1) 22 0 B S TR - (49
Nkx2.5f1Gata6) )3 3 ¥ X [FJH3K4me3 /K 7 F+ &1, 5l
L R R R S . 1X K B, IncRNA-Fendrrft O Ik
()R B I rh R i o 0 o) EO Ok B A R ) Rk,
NN U 42 00 UL BRI 240021 AR 45 B2 TR
I, IncRNA-AK 1432601 #H < I K Map 3k 74 1t 1
I A2 22 R IR R B R K R R i, |2 5
541 15 5 5% F . LncRNA-AK1432607E 0 il
KB IR AT BE S Map3k 7 T O E R B A K,
IncRNA-AK 14326085k 544 2= 5 EUM G 48 Ho A 5% (1)
O UL e 3 3 8 7. LncRNA-RoR A il i i 1%
e T, BN 0ct4 . Sox2 AlINanog )ik 7K,
B S S 2 TR T AR R R e A AR, X
PR, B L EXTIncRNA & 75 2 5 0 JL4H i F A 5l
AR 28 240 B 1Y BB S AR T IR A AT
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2.1.2 LncRNAL ¥ 3Kt Sl LncRNALH
gk PR LR A 2 DIIE &, b B i BAGR Oy
% 8 I 32 A8 RNAUE A F- (steroid receptor RNA
activator, SRA), ‘& & % T) §E 5 [F #% % 11 e 5
¥, AU E A Y% IS SRABL I £& H (steroid receptor
RNA activator, SRAP)F I fE, 1E N AEGA §E e Ak
BAH ST 6e, fe ek [ B 32 44 1 BoE=.
SRA ARG i % s A 5 R O AL 20k ek,
FE O A B B UL s RIS, B AT E R 2201
SRAN E g i 7 S A% o 573 F13 i 1Y) e SR AR A i
AR EBRN S TEREHTN G TRERRN
A2 SRA M 53 A g i AR 2 15 (1) 9 /370 SRAZw 15 (1)
A A 5 N N RNAELTE E A, v
NMyoD 4 Bl K 5, AT ZEILEM A 73 A FTL A T B
rhOR R AR Y. 0 R D PR SRAKE PR R o,
VAT 5 3O LA PR S i 0 B B, TR O =
R U B A1 2 05, SR, SRAJER T AE 5
TP ORI KA RV (HH AR5
T AN, 75 A T BRI

2.1.3 LncRNALSHURIL  Ishii%F20F & 17—
FF O U FE (myocardial infarction, MI)-5 3 K5 5
1R R RE A9 91— FEBIE 52, X 2 50 5T 1103 43545IMI
N3 TG R 45 R B BoR, B — P ncRNA
MU YIAH IS, 8ORE Hefir 44 D90 IV JEAH S e s A
(myocardial infarction-associated transcript, MIAT).
MIAT X FXGomafus{RNCR2, & —Fi 419 Kb, 5
Oy HIURE BE 2 D) AH 22 I IncRNA, 75 14 28 40 il o i 3%
KT SR EAE M BB . 3 AT SRPS . MIAT
HAESAINE T, RAMSEE 45 R EIR, XSMAME T
H A G AT AR e 55 740, U IMIATA /] fig A g —
N THREVEIRNAPT . 2R K-F B H R 2
14 (single nucleotide polymorphisms, SNPs)iff 5T &
P, MIATHE R 6> SNP5 0 LR BE 2 25 A 52, e
S4BT A1 SNP(rs2301523) 5 O HILEE BE (Y
Sy ARG, THRESEEE W &I, 7311~-SNP(A11741G)
(1) % e AR 2= 5 BUMIAT 1 % 55 7K 7 39 I 1.3 45240,
[AL i, MIAT 2 25 AR n] REd i o3 4% s /K7 80l
WUREBE K B KA

2.1.4 LncRNAL ) Bk AF 52 4L LncRNA-
ANRIL 2 H fifr 987 10 1) 5 (5l INK4b-ARF-INK 4a%k
o B 3 T TR 1 1) Jse SUAE, PR NCDKIN2BI) J S
RNA(CDKN2B antisense RNA, CDKN2BAS)#k P15

1< X RNA(P15 antisense RNA, P15AS)®”, ANRIL
B AL T Ytk op21 31X 8, K#)3.8 Kb, 3t
TH 20NN TP, FEANFEL LA, ANRILE, A
12 B UMARIB M =Y EA % 7, ANRILFE %
AAFLET BN . P LA B Fn 4 2 4 il 45 2
Pl IS RY 20 M, TR AN A IS A 2 B RN B ik o A
T Ak BB A T IR i B33, 4 S IR 2 o Bk T AT
(genome-wide association study, GWAS) & Hi, — %&
B FANRILE: R [fISNP 5 3 Jik 6 # B 4, (1) 5 J% 1%
B U)AH IR 5 5w IR B KA SG5  Hhagt A% ) Ik
PE B 58 1) 47 559, ANRILEE % 2 22PRC1FIPRC2
K 15 INK4b-ARF-INK4aFE IR 7% [ 22 75, M T 5 1
N I8 50078 1) 5 TR DT, L5 Bl P S B AIE 52,
ANRIL 38 3 305 21 FH R 18 42 200 e 390 44k st A Js iy
L RI2A/B(CDKN2A/B) )33k, WA 40 i 386 5
M2 IR R HE/ERPY, Framing:O JE0F 5T
(Framingham heart study)*J 28144 (944 /0 L 1 A€ &
H, 944 k0o FB E FN93 44 0 FEDAIE T X R A 4 SR
R I, CDKN2BAS1H: R M CDKN2BHE K] 5 1 IfiL 4
BV A8 5 —TOE 195440 LB i S 3
FI11044 155 XF {1 BIF 52 b 3 [ A 3IE S CDKN2BAS T
550 U P95 5% 2R B DI TG R _F 38555 3 ik o
FEAE A T B 2H 20 I A% 20 B A5 A U RE A 1 23
KIL, ANRILS ko R A TR R, TR
KK T v e R 7 AR A R R
WAL TR, — AL T P AR 9p21 X I 1 5% 1
L HISNP(rs10757278), 1%SNP-5 5l Jik i £ 15 44, %5 1)
FHG, HAE ML THSTAT I Sk 7 1 45 &
f# ANRIL ) 05 & A 0 210, STAT LR Tt R[5
TR EE T, T OISR N A 53
G e R S SN

2.1.5 LncRNAL -/ %38  JJIBKEE 1 HE 4 (myosin
heavy chain, MHC) & JJLEK &5 [ 19 3 A 2H pl .47, A
PRUE VLA M T TAE R ¥ AR, 200
WA VAR S (3 R, A o-MHCHIB-MHC 5 O I
(1AL 45 A e &9 3 % YA O . a-MHCAHIB-MHCHH
Fa) s B A5 2 o0 JUE WL 40 77 58 55 0 B 500 B0 K /N 1R
SEPE RIS, B0 I o-MHCHE 2, 00 L 20 i
Wedgmth; fez, nRp-MHCHE %, .0 lILAR Ko Wi e
IS . HUARAE MR A BRI 0 R, o-MHCAHIB-MHC
()il 2 B E MR ) AR KT BAT . (H 2 4 HL
AT HE IR FARBR D e e L s /) 5k
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B faf LA A R S B 0L, a-MHCHIB-MHC
EE A7) 045, B-MHCH 21 14 11, a-MHC #3552 #171 i]
1M 9% /PP, LncRNAZ2 38 i 8 75 0 L E 4 DA Je o0
JIE S R R 5 i o0 ) 3 3 1) WE 9T R 7R, o-MHC A
B-MHC [8] ) HL 471 S 7 5t /& — K FE £94.5 Kb
M IncRNAAFHIW, I KA 7K, IncRNAC T
B K AH % K F-(cardiac hypertrophy associated factors,
CHAF)i&@ it P J5 M I fifmiR-489, i f#miR-489f1 %
KIKOF T B, S BomiR-489 1) $E 5 [K BE £ 70 1k 4] 2%
J % 3 [K]88(myeloid differentiation primary response
gene 88, Myd88)FKiA &= L F, i gl .Co LR B,
LncRNA-MIATZ A /K V- () 2082 5 0 UEEAE 3 D AR
K, HZ AL, IncRNAR U 5 7 2 S 800 /3
U5 ) B 2R K 22—, FTBA, IncRNA-MIAT ] fg ££ /L
713 3% 5 Fp 1 43 v E A A P, LncRNATE /0 3/
B FRD Lo UL« IV A R AL 1 R 2RI 1, IR ARR,
IncRNAF A BE A O LR bR B . 72 OFE R I
Jei B4 A I ) IncRNA-LIPCAR ¥ 234 2 31 H S %
GG T Sy, ta] DURSCA TN Cr 2295 Nzt 14
TR — R AR S
2.2 LncRNAS/OIIERRAATT

LncRNA H A 8% WA g2 — Fhif o7 0 ML 5 55 9 1)
BB, RN B T DU 5 24 O JUL 4 e 587
N2 JE R AN 0 DM . rAAVOBAR IE S 5
O VR AHREAT & BESR A ), X N IneRNAVR T B
OAEEIRAL T = RCE 1 TR, BT RNAGW S
AR o T R R AR W A D RE R SR, BV RE S
1L A X RNASK U i A 1T 3R A5G 7 O ML 2 0 1Y
Wiorik. Blan, EAEYR N L5, AT EAXS IncRNA
Tt A5, AT EC2E IneRNA fith 7 O JULRE E AH 256 32 [4]
MRk, FImiRNAM i LFEZH R AE Im K e 2
B FH SR 30 1] — L2 R miRNA R IA MR J7 0 L
PORW, 52 B, BT X IncRNA AL LK B A A 56
W I 3 il 73 B e M VIR R 25008 712, A
WBIT O HUREZETT RERT &AL o

3 RE

R K Bk 2 1 BT 7T IE 52, IncRNAL (O IfL 4 95
R A KRR E ) AE % {HAH X T-mRNAFI
microRNA, IncRNA 7 %] {& 57 14 Fl % 18 7K P 8K,
S5 K AN 1) e 8 [a) 2 FE AL, DRI, 6 T IncRNAY
WEFAAFAE AR KA M. B 5 8 5 R FUHT 5 VA

IncRNABF T U AT B, B2 2 10 5O I R
TR R T IncRNAR A I B0 E A, fEARK
BIF 5T A B2 24 K5 IncRNA 14 2y g 5 ALE 5 00 JUE A0 41 JA] i
ERELE LT RE R SRR A LA R Y P A DT
FADR, XFEA e E W B IncRNATE O ML 7 Hh
FIFE AL, JE 9 IncRNAF] T RVG T S AT fE
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