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Abstract: Long noncoding RNAs (IncRNAS) are a class of RNAs that are more than 200 nucleotides in length
with no protein coding property. LncRNAs are involved in almost every cellular process through multiple mecha-
nisms. LncRNAs can directly bind to molecules in cells such as proteins, RNA, and DNA, to regulate cellular func-
tions by influencing processes including transcription, translation, and molecular transporting. Recent researches
showed INcCRNAs are key regulators of serious cardiac diseases, especially in development and progression of
cardiac ischemia, arrhythmia, cardiac fibrosis, and heart failure. This article mainly summarizes the function and
mechanism of INcRNAs in cardiac diseases and gives reasonable prospect of IncRNAs in the future.
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AL, microRNA — JE J2 A= iy B 57 4038 (1) ifF 70 #4 5e
MicroRNA i i 5% i £k 2 & A i I Re, = 5 &Yk
B AR, EANRER P REEEAEN, BT
microRNA L s (YR Y7 250t L& 3 NI PRHF 7B B2
AN S, INCRNASEI LAY & &5, Fiii
Z, MY HAE IR A ERA B, 7T 43 8 1E L IncRNAS
% X INCRNASs . W 1] INCRNAS« 4 2 ¥ IncRNAs 13 [4]
6] INCRNASE,  LncRNAs #% & H 2 1] 25 7 &2 %, 1E
Iz, 25U DR i s B BRI R R R B I AR R R R
BRI A FEY. LncRNAS 3) 45 %148 T A R 41 B
KA VR B BEREIRES, 0RO I8 %K
R0 3 A5 B A B I R v A A A Y
1 LncRNABIAEYIZEYFE

1991 4F, BFEZ ORI T 5 14 IncRNA-H19, HAR
H19 B ¥F £ mRNA B %7 &, W4 1 RNA R &1 11
B VB3 mME A e T, BEES A LA
ANBIFF TR A, (5 /2 HA19 HF A AT R RS iR}
FRBA R DB TIRAW T [, 5514
INCRNA, Bl X g {4 4k 2k 3% R 5 %% 5k A (X-inactive-
specific transcript, Xist) 1Dy Re 51k 7 AT 2G0E, &
] DAY BRHE 2% X YL iR o X Yo AR (1) 30 BR 6 T 4 2
PR e o AR B A I SR A OC B B T Xist g X gL e
PR TEIEFE RS AS ] 2D 1, Xist 45 & B0k 2R3 1 X
et fk b, SAEZ RAHE S 1K (polycomb repressive
complexes, PRC) 1 1 2 = X Y iy fk 2R 1% [X 45, 51 &K —
ROV AR R, e 2 DT BR B Sk Y AT,

H19 Al Xist [¥] & Bl 4 IncRNASs [ BF 78 8 T 15 %&,
H It IncRNASs IR 783k N 7 o ke o B, AATTE BT
FARTLIX — H DR AL S P AR I < . Bl S I AT gt
J&, AATRILT 8 kdk 2 1 BAG B2 A E -
IncRNAs. 2002 4, H A< 223 %) /) B 42 K cDNA S
M, K BH% € T K& noncoding RNAs (ncRNAS),
& B SRR 1) 32 B4 R, 2008 4, Rinn ZE10K B
HOTAIR (HOX transcript antisense RNA) &¢ % 3 3%
PRC2 & H, s2m Ho4H 5 E B I el B, o 24 3 B0 IR0
BRo R, Bl FRGE T —ANE R R K g BRAE Rk
K IncRNA-BACEL (beta-site APP cleaving enzyme 1),
I R B AT DL I IE R R 1T B- 0 WATHE 1 e Ak
Hl, A C &R IncRNA JL T2 5 T HURFT A 1
AR DL R B AR B 2R AR
1.1 LncRNAsBI{ER#LEH  LncRNAs [M{EH ) iz,
AT RLIE R 22 AL o LA B A B AR . LncRNAS
HIAE 5 H 2 s 6 %% D) AR 5%, 48 B #% B IncRNAS
F2 FE g 5 0 G o 45 A Gt o A R SR TR A R A
AN R AEAE L A0 B 5T ) IncRNAS U BE 22 1) 2

20 mRNA F2E P 8 B OB e R R B o fE A2 i i
. LncRNAs F ZiE 1 E 5/EH 5 mAEH 5 AR
FHAN SCBRAE FH A D M PR AR 42 1 749 1 A 12
LncRNA [ 37 24 FH /& IncRNASs f¢ ARG i HL &2 24
MIFER o 420 Mo 52 240 5RO, IncRNAS 11X Ff 2
8 I SRR AE A R T 40 B D LA 6 A B AR,
LncRNA-GClIncl (gastric cancer-associated IncRNA 1)
e 521 15 i 41 PR3 5 (R 22 RN AR5, AR B SR
rEHESBmMARGEZEVIMEG. Ry,
GClIncl A HEAKRBBE MK — M KEEA
WDR5 (WD40 repeat protein 5) fl 4l & [ £ Bt # %
fig (lysine acetyltransferase 2A, KAT2A), 1f 4 WDR5
HKAT2A 10 43 7 348, WA B AT I AL &, 5 4045
SOD2 (superoxide dismutase 2 mitochondrial) 7£ P 1 §E
HE DRI 20 B B, A 24T S R 4 M ) AR ) D R
LncRNAs II1E LI R 2% 2 FF, HtZ 02 InCRNA
59BN £ 84> T DNARNA & [ & A B5AF .
AHAE B 5 B FC B IR N, B AR RS 20K A B v B, IR
A IncRNASs i 4 452 20K 55 M7 . LncRNA 7]
R A B R EAE L L 40 IncRNA-HOTTIP
(HOXA transcript at the distal tip) Bt 7] LLE ~1E 540 1
Z 51, AE RIS IncRNAS 5210 HAh B2 85 1 ZhiE
HOTTIP j& HOXA £ [X 5'%iii 5 ) 1~ X ) IncRNA, £ %
E S AT T 5 JE RS (L 3 HOXA 28 [R] (1) % S 1S [ B,
HOTTIP it m] LAk 45 2H 25 [ H R #4572 B (mixed-lineage
leukemia 1, MLL1) & A& &W1E H T HOXA B K £ 1)
5'1X, 2 5 2H 85 1 Y A0 R J R SR el
1.2 LncRNAsHIfRSFME  LncRNASs [ {4 57 1 15 H il
PRI 718 VIR 9G  HH T OR300 Wt 7 00 & 75 SL 56 3
Wy 34T 1, 34 IncRNAs 5 A 197 71 [R] IR 4 1R K FE
5 bR B S R R N A R . B H R
it 7 45 Bk, KB4 INCRNAS SR 57 14 8K, MBI
FE A A i 128 H 1T IncRNAS 8T8 f/ 57 P BN AE 30 )
i [E) £ <, 10 I A OKH2r IncRNAS J7 411 5 N 3L (R 28
B [FE T ARAR G . A B FE 7 F1 L R IFI /N B
INCRNAS A 20% ) [F] 5 = R, LR A7 AR AR KRR
& HT IncRNAs H & 5 BRYE . B 58, IncRNAs 1+
FEZ /DR T 200 M H IR, 1R 2 IncRNAs K FE7E LT
MR, FLIR, INCRNAs 2[R 45 14 52 2%, 1 IncRNAs
[ 2 5 A6 VR v 45 1, 3 i Z A R A I T Bk
AT 0T, 5 Bt — 25 % IncRNAS [ 7 [7] 45 #4 BE 4T 1) ik .
1.3 LncRNAsHISRIGHE S B Okl BA 415
DI RE 1) IncRNAS [ & I ATEIE 78 RN, AATT R B — 24
INCRNAS £, 25 /) 1) T3 ) S AE AT 8 2, (R A
AN — o B S 2 T iR E 1) BB DR B R IR
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DWORF (dwarf open reading frame) & H1— ML A 5
) InNcRNAS 2 ith 1] 75 34 A28 FE R (1) D Re 1 R Ak, 0t ¢
% ] DWORF 7 PL{E A T %2t 25 &1 (phospholamban,
PLN) 1fii § 1l SERCAZ2a (sarcoplasmic reticulum Ca?*-
ATPase) 1D RERE, 5 A7 T 40 B Jii = 1) IncRNAS 17 7E
S AR AERMBILER, HX AN T %
FAIMEZMES 5 T IncRNAS 1) 35 Jk ),

2 LncRNAs 50 & %

O I P2 A 71 B i B R N R A B 1 I
&R E A A48, HJAr, O ES I B A
MR IFA T A, R FECRE T EERH .
DRI A, o 575 R N R o U 92 FRT AL 1) 5 0t A i B iy v
MG o« UTAE IR FE R I, InCRNAS J2& — 280 T 32 97 1)
KBRS T, LS5 7 e O NEE R a4 |
OFERTE UM UL O R A K g IXBE N
TRT AT 0 5 3 i AR WL BRI R, R A B B v
25 R R B T R AT S
2.1 LncRNAsEILA#RRIEE  CUEAE (myocardial
infarction, MI) J& — F sl ifi P40 E 597, B 768 IR 30 ik i
I RCF 2L, 510NV SR AR SR IR BE, O D g
FEAR, ™ E I A 3 A6 . ¥F 2 IncRNAS 75 o JUL B I 453
ik b R E R EAE R . B @ X MI
ANECO WV ZREAT S /a0 i, I T LB ANE O IERR
FERIE I 0 JIE S EE RGO UL A A 5% 1) K B R
T RNART, 7E /N BCo JUL SR L P E VR Y o, A 151 4>
INCRNAS [ 3 1A & £ A4k, o 33K 1 11 IncRNAs
A 64, £k T A InNcRNAs £ 87 M2, 5T A4
A B, 25 3L e R 30 1k 72 1T 1% 52 24 h g/ B LA 21
H1A 201 IncRNAs ik 8 11, [F]I A 104> IncRNAs 3%
AT B, A LER % 3% K 1 (myocardial infarction-
associated transcript 1, MIRT1) £ 2 (myocardial infarc-
tion-associated transcript 2, MIRT2) 7 & IfiL 0> L 1 2 34
FasE B X 2 IncRNASs /£ 0 LR IfiL 24 h I} 1k 7K
Pk BIUEEAE, 2 K5 181 VE B AL AR BRI 4
R RAE O LB A R R A KR 2R
LIEW IncRNA, BARKHZE— #4707, (H2 2 LK
B INCRNA 5 L8 5k R %) .

i 1 % IncRNASs 1) Ty 58 5 AL # #F 78, A AT R 3
IncRNAs i 1o 1 7 0 IL4H IR SE < W S 3 1 DL e 4
JHo 358 5 2 A S 5 LB B o 5 O JULSR I 45 £ 3
FEA, O LM KRBT . Fas BT IR [ (Fas-
associated protein with death domain, FADD) /&% 5 .0
LR IR BB & 12— . LncRNA-H19 7] L& 4 miR-
103/107, 1 iil] 3Lt 4 3 (K] FADD 2 [ ¥ £ i 4% 4 H
SO LB I 451457230, LncRNA-NRF (necrosis related

factor) i@ i ¥ ] miR-873 A1 32 44 A1 H.AF F 1 22 S BRI 7%
R £ (1 4 1 (receptor-interacting serine/threonine-
protein kinase 1, RIPK1)/52 /40 TLAE I ) 22 iR/ 75 2 R
K H NS 3 (receptor-interacting serine/threonine-protein
kinase 3, RIPK3) ¥ 170> WL 4H B4R FE . @ B& InNcRNA-
NRF 1] LA 55 H,0, 175 3 19O WL R E B, 82> 1/R
50 493 B 0 LA B T FR24,  LncRNA-APF (autophagy
promoting factor) 7] DL 45 & Il miR-188-3p, M1
0 & WA 9% 25 -7 (autophagy related protein 7, ATG7)
(232, I3 W R APF AT U300 fofe I0L/ 703 J3E v /)N B A
R I AE T, LncRNA-CARL (cardiac apoptosis-
related INcRNA) J i # 7] miR-539 Al 41 34 5 & [ -2
(prohibitin 2, PHB2) il e fifA 73 AP T2, PHB2 A
A B R o ZLFI TR L, A B LR A,
FIE52 miR-539 AT . CARL A LAE A P I 1 miR-
539 ¥ 45 i 17 PHB2 1) 3235 « 4% R A4 1) 43 L R0 L4
JrL Y TR, AR 2 R A A B0 UL AR A 55 Y IncRNA-
CAREL (cardiac regeneration-related INcRNAs). CAREL
TERA /N RIE BRI RIG . M@0k CAREL /5,
/NGO LA i 3 5 B R R, SR O WUEE R IE RS
OIEDIRE . L BT 5T 42 78 CAREL Jl g 5 miR-296 25
A MO LY. LncRNA-NR-045363 1 4 11 52
AL IE YR Y miR-216a/ R A BRI 15 5 1% 5 I
SO B A (just another kinase-signal transducer and
activator of transcription, JAK2-STAT3) il % i 5 0 UL
I AERS, LLE IncRNA 2 LI miRNA 43 45
A 2 T O LR I, AT BF 5T 7R IncRNA A B 321
HAT#HExERD, 250085 1EE . W incRNA-
CAIF (cardiac autophagy inhibitory factor) mJ H 4% 5
p53 (MR M| A1) B E 455, P ps3 - F O lLE
F s, FECONLE B RIK D, ] 7O UL E R
B0 LBE ZE B 45120, fF 3 B % B IncRNA-DACH1
(dachshund homolog 1) il it B 42 45 & & H B IR i 1
(protein phosphatase 1, PP1) [ {f {k M 547, M\ 1 42 i3k
YAP1 (yes-associated protein 1) ff F& 1k A1k > H N 4%,
0051 20 B 184 5 ; 0% IncDACH 1) 32 34 AT BAAE 328 00 UL
10546 2 A0 I 7460,
2.2 LncRNAs5/0EKE  OIER RS S 4ERF
HUAA TE AR ST R it B SRR . O R R0
HETE 7, 5 500 MR HLIE S FLGE 3 R RS . O
R LGB TG T o3 AN AR, AT A A A P A A 1) A
KB R U INcCRNAs 5 O R H & RE D], KO
KR AR B EERTEA .

J55 8 (atrial fibrillation, AF) /& — ffCa 55 1) 35 4 5
o o0 UL PR ORI Bl 2 5| S0 B H B A B
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SER AL, AF P B — k. 2015 4F, B 5T N 5 B
AR B3 BN SRR A HEAT DU 5, 7 226 Y 156 S 7E b5 B
ik A 1) IncRNASs 1 63 /> %14 T i 1) IncRNASEY,
B 5T N 53 5% D B PR A o U 9 BB 3 A AN R I 5B
i G5 R R FFEAR AT 0, R 182 £ 5t
# 5 19 IncRNAs, H+ 117 4> IncRNAs = 1 1 65 4
INCRNAs T, O JJURESEAH < e S A INCRNA-MIAT
(myocardial infarction associated transcripts) 7F J5 & £
RN AR R R IE TR . S SEER R B, R MIAT
AT G0 B B T 2 R RE SR IS TR] L 47 R0 s LA B B
& HLA7 i FE (action potential duration, APD). F#1E 45 2
TIRIEH A Cavl.2 /K- LA R 5 AL B B 1 40 B 1 H it
S . MAh, MIAT HE45 & ALK 78 [ (translocator
protein, TSPO) 11 fil] £& ki 44 BB rfL A7, 412 2 MI /N &R0
R By I3, LncRNA-TCONS-00075467 5 M 35
B G 1 A0 By A 20 o g 0 R 2 e R A
INcRNA. F| F18 %% # T-$ TCONS-00075467 [ 1A 45
B2 170 B A A R L B R AN B AR FL AL IS R
KL 75 2 B, TCONS-00075467 1 4 miR-328 (1145 45
o UM KB D = 3 v B I I =R O 11 (= A KO | 2 3
(calcium channel voltage-dependent L alpha 1C subunit,
CACNALC), & 5.0 5 fH EBY, Lnc-KCNQ10T1 7F
AR E NS/ R BRI LA Bl e
DL B H2 45 & miR-384, i£ i CACNALC 1R IE, 5L
JULZH A 25AN 2 3 L o B A 2 MR 2 ) [ ST,
LncRNA 5 % PO R S 1A G . LncRNA-
CCRR (cardiac conduction regulatory RNA) 7] L5 i 46
Jito 1) 2 B 3% 2 45 1 DA % 5% R BE 2 B2 (1 43 (connexin43,
Cx43) 150 JIE AL i 12, 2 — A PrE ok
4 B 9E 9 19 RNA. D6 57 Bl bR I s 56 S o, T i
CCRR /K~F AT 1% 1E H /I8 B O LR A% 5 9 3 L 4
K Gy lENE; 1 RIE CCRRX IEH /NG ilEAR T A 7%
Wi, {E A2 A] DASGE O 77 3 v /N SR IF O 1L 360, LneRNA-
Kcna2as 8 izt 5 Ml 15 00 e 18 B 4 F L (1), B2 3N
TEHALI FEFL O R R AR, 2503 KR EEO
A H IR, LncRNA-MALAT1 (IncRNA-metastasis
associated lung adenocarcinoma transcript 1) 8 iz #01 #l]
O LIRS SR 8 3 F R (1) S5 0FRE . RO
5% K B R ) MALAT1 3@ id miR-200c/HMGB1
(high mobility group box 1) i i A& # 1 F 4101 ] -0 UL &
JHO 1, U FELVAD 25 5 L Kv4.2 FI K43 (1) 2 11 /KPR, it
4k, KCNQ10T1 Ae g 52y QT Al . 78 = %k —fifs
SHK QT 4 & E (long QT syndrome, LQTS) A& %Y v
KCNQ10T1 K iA /b ; ] KCNQLO0TL iy ik n] DL AE
3 4400 L2 B 1) APD AT R SI256 /1N BR LQT S,

2.3 LncRNAs 5i0AAHEL O ILLF 4Rt 2 2 Mt
JIE 05 i R R — ol B A A, HCARRAAE & 48 B A0 2 5 T
R T b A5 2 47 A0 8 2T 248 4 i 1) UL 8 21 448 4 B A 4L,
FECO WU SUEAE IS B, O ThReRES . DRI,
IRNAR T LT AE A ) 48 B 43— LR, R 1 T3
B A, 0T AL O I 17 V8 25 (R I R AT B
KEHFFAUESE, INCRNAS | 1225 7 0 LA 401
A1, F il IncRNAS #1358 1A B8 % 10 LA 44k 1) kB
KIE .

LncRNA-Meg3 (maternally expressed 3) & F) /il
7 B R U et R IR R A1 4 0 R AR Y K B R g B
RNA. BF 7 &8, %I F sk 5 46 % (transverse aortic
constriction, TAC) /) i ¥ 4 GapmeR Meg3 3 ¥/l Bk
Meg3 Ji7, B3R T Meg3 55 p53 (145 &, et ps3 54 )%
A 2 (matrix metallopeptidase 2, MMP-2) 3 [X] 5 5
FX 4G, R sk, B Meg3 J5, 4 il 4 2k i
MMP-2 & & %, 40 B 735 i JrAR s, $0H] 7O WLEF
YEAL, /B IE T BE 1T B . LncRNA-WISPER
(Wisp2 super-enhancer-associated RNA) /& M /) i Ml
SLZLMN v S E H ) AT 4E A i E AR T IncRNA, i
F WISPER ) ) SCSE A% H BR 16 97 MI/IN B, . 8 95 /b
2 B 2 AR U SO A A B R T AR ZH 2B A L
220 JIE D REFIIE DA S 26 . TR PR 32 30 O g 2= 1) &
FHLURE A F, WISPER [ 5R1A38 n, H 5.0 NS 5
O AN R E RO LA 40 10 e 2 DA DR AR 3
A FE R I T — 2 AE O LT 4 Ak A e O S 424
F 11 IncRNAs, 1 IncRNA-PFL (pro-fibrotic INcRNA).
INcRNA-30245. MIAT (myocardial infarction associate
transcripts) AK081284 LA }2 IncRNA-PCFL (pro-cardiac
fibrotic INcRNA). PFL 7E MI I %% i, & af bLE it
ST AE 4G let-7d, Bk Co LB LN 21 4E A1 7R
Tt 2R 9E PEL AT DU /N B RS2F 24E 4 P 1) 384 5 i 2 4
I L 1) PR 2T 40 B % A AN 2 24 2 i mied PFL 7] LG
¥ TGF-B 15 F I AF 4E AL AE IR LncRNA-30245 1E H
T A A BG B A0 5244 (peroxisome proliferator-
activated receptor y, PPARy) 5 MI i 72 o i £F 4k 1)
T4 58 RN R 5L 4y s, PCFL 3 ik 43 7 5 4 A FH W By
miR-378, 52 i 4= KK 1 32 #4454 5 1 2 (growth factor
receptor bound protein 2, GRB2) & [ /K 7, & 3k £F 4
1614, LncRNA-MALAT1 i if miR-145 3 % TGF- 8
(transforming growth factor beta) % £, {2 i M1 J5 0 UL
LFUEAL AR /N RO IETH RS, LncRNA-AK081284 7
v B R ) R £ A i b ik B, i 2R IA IncRNA-
AKO081284 i i3t B 21 4 4 fy 7 Wb B2 Ji A TGF-B1, AT
2 505 IR O LA YEAL 1R R A0, A 5 G AE A N 5 44
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SR B, RO MIAT R LUK S 27 2 40 A 00 3 [N 3R A,
RAEPUREBE J5 21 4k 4 19 /E FHET. LncRNF7 (IncRNA
ring finger protein 7) H K B0 JULZF 45 £k 20 2000 7 i ik
12K, RNF7/miR-543 A LASZ 1 TGF-p it 1, YT EK RNF7
CIRYSSE: SRl 1 K= - - | RS W ] A
YA, LA 4EAL AR ST INCRNA FHANERTE B 2T 4 41
s B o A ISR R IO JUL A L S5 AR AT 3 A 4
AN, FEIHEH5 ) IncRNA-ENSMUST00000122745
1 Neatl v DAE T BT 4E 40 B, 50O LT 4 {19
24 LncRNAs 5L 1&g O f132 3% (heart failure,
HF) & 22 O I 50995 40 58 0o 98 v 1L s R FBE 5 56 1)
LR B, R0 NERIZE T Re s g5, 7™ B n) 0
HET o O JEE e JIFE X S A% P — P R4 B,
I B O ULIE JZE AN B2 AT AR 2 R R 0 T 3
iy o 02 J)3EVE — B A GUR A B 7T AR fL, AT A
Ik JHG A3 WL 8 i i TR F R TR R, TR R
FALRIT A, MGE DR K. LneRNASZ 5 10 7]
IR AR, BEALHE S5 R R, e L4 AR
R, W ALAE T A _E IR, dn e JULEH S 4 ) e B A

AR 35 T BN R 30 F o JUTL 4 o AT 46 L A L 4 3 1 A
FH 5 2 4~ IncRNAs: Zfasl (zinc finger antisense 1) Al
INcDACH1. SERCAZ2a 2 il %7 1E % 4l Jitd N Ca?* 4k B iod
PR & O, Wk A S0 NUb Ca2r B EEHUGE N N
W, T 15 O LS 48 Dy RE - 138 R 3 IncRNA-Zfas1
J& — i U5 1 SERCA2a 111 il 7], i id 5 SERCAZ2a
A G H g N K S5iE N, SECO NI S
O LS 45 D) BE BRSO, 55 4, IncDACHL 7E /0 S 1N 3%
k. fETACE /N RO ) Zm i, T3
INcDACH1 w] DA 38 /I B A 00 I Dy i, St 35 1 v i If
3 HOMRE i 4 R % . ML ST 2 2R, IncDACHL 5
SERCAZ2a & H H =45 &, ik Hoiz AL FE M, 520 O
JULEH i 451 o
25 LncRNAs—IDlEARRAIM R REY FH L
INCRNAS 1) 3218 B A7 4 Z3Rs S P FIAE I % rh B2 E Rk
SR AL, IX 3T INCRNAS 1 g0 JIE 5 95 1) 1L b 76420 B
NATRE. L C R I — B8 R AE Dy I 555 L S A 75 0 1)
IncRNAs.,

1E 2 A1 BAXT 103 44 2t O U AE (acute myocardial
infarction, AMI) i 3 . 149 % E AMI fi1 95 44 fg i &
&35 B MR BEAT 20 Fr, AN 15 /> 0] g 55 00 JIE S5 993 AH G 1
INcCRNAs H, §iii 16 2 /> R IE8 7% = 2 % 1 Zfasl
CDR1AS (cerebellar degeneration-related protein 1 anti-
sense), i — L W BURME SR R E TR B X 24
IncRNAs 5 5 6 5 7T LU 9 AMI 2 Wibs 5
P52, LncRNA-UCAL (urothelial carcinoma-associated

1) & —NE R R B IncRNA, H JRIBREA i) 5
AR B e e 1) AR A, A i SR A o AT AR D i e
bR EY . UCALEERFE N LT EREFEE, BHARA
SR T A AMI U IR FE AR 1) I8 7K, 25 31
78 UCALE AMI BUHERIA NI, 2493 KRG RIB I
B, #2758 UCAL A /E A AMIZ K T bR B4,

LncRNA-LIPCAR (long intergenic noncoding RNA
predicting cardiac remodeling) +2& — Ff 35 () 0 UL ¥4 b5
B, PSLT HoAth 50 MU FE T A S fE R HR bR, ATAE
Nt Sy 3 v BB AR RS E ARt 3 BB
72 240 35 B A1 60 44 E O S 4 RN L VRRE A rh 134
O 0 5500 1 55 956 998 4H OC 1) IncRNA (19 3% 38 47 A 00,
25 9L 75 NRON (ncRNA repressor of the nuclear factor)
F1 MHRT (myosin heavy chain related RNA transcript)
RO AR RIS B E & T A, i — P T iE sL
FLAEHR b 20K 5 (1 386 0 m] Fo00 0 2, A0 ZE BT I AR
YIbr A8

N7 Sk 5 095 (coronary artery disease, CAD)
() ISR bR EA, WEFTN TR CAD 38 A IE H N IR
AT, KA 2654 InNcRNAs ik kAL, it
— 5 % 25 & B InNcRNA-CoroMarker 7£ Ifil 3% rf 2% i 4
JE, 72 CAD BUR H R 7 I A= P br 400, Ak, — I
FIF CAD 2 9538 40 & 1 540 f e A i3E 47 CAD 249
b B 0% 2 (A 7Tt & B, CoroMarker 7] LA{E v CAD
AR SN, I FEN G ek AR B ik e s £ 2 A I
W ML 22 B 4§ IncRNA-GASS (growth arrest-special
transcript 5) [ 28 AT R I, % A L2 INCRNA-GAS5
A et R 20 ik s B RIE T B, IR IR SE AR N e
o955 0 I 3 AR D bR B8, 22 %6 36 91 1E R N 1) f ¢
FE A F1 90 451 56 R A O I 7 A8 2 1) I 2R (3 A0 45 36
)0 J55 ) B R 417 23 451 25 ] B A5 A1 31 451 5 Jok = 7
A PA) BEA T HOTAIR IR, & I FEAE 2 R A O JIE
SR MK b ROE W B, TR 5 R A O I ) AR
Yz Wibr S5,
3 RE

H AR INcRNAS £z - [ 18 H IL7E 20 40 90 24X,
{H IncRNAs B A W22 H 2 S5 PR 1)K & F1%
PRI ST AR A SHE AT E R . 55T IncRNAS [ 5t
SR I N, — FE ORI S AR PR . BEE
B SR 22 PR HT %5 5 HE ) INCRNAS 78 O JIFE 2 7 H P4 FH
WaE 7R, LUK VAT INCRNAS 78 0 JIF 2955 7 11387 78
BRI, ANATTO O R B R S IR N, A 7 B A
T IR R AT LB IR 259 .

JEE InNCRNA B 78 1938 71 5 A AR K, 5 1 s
FHRKMFER . © e fig e IncRNA 11 £/ 57 VAR 1
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)2 H AT 2 B sl S o 3R AS 1 IncRNA R 3 B 4%
VT 21N 1 [F)5 P 51, 3 R KB a1 11 PR AT SR 1 %
o T34k, INCRNAS 778 A [ & [ 4 F A 5] B B 4,
XEEIGN T IncRNA Il PR BT e R A e . AR
INCRNA TR/ 2 K [FE 7 41, (H 24 4% IncRNAS /7 7£
J& B ¥ [R) R RN G 25 46 IR <3 SRR AIE, X W] R 2 M TR AR
SEPEIX — B T M 2 —; @ LneRNA#E B K, K
T V) i 2 AL 4T 2 NONCODE $# i 2 om N H
977 % IncRNA £ [, T4 58 J I g S F 70 1) IncRNA
KR AR >, A5 K E M IncRNA The A 15 1 B, 575 4b,
INCRNA FI/E FHLEIIR A 2 2%, 7T [F i 5 DNARNA FI
A S A, e e BE R U 4 0 4% 5 B s R AE
e NAT I i 89 EORHE L ) LneRNA H) R W 7 4n
72 BIA B 55427 IncRNA 78 505 1 & A4 % i # v
A E B, AR R L 1S 5, 5 H ATt
A HEN I PRI ) IncRNAS 25 4 al 3 R 7 9. Bofd
PR 1] K] 22 60 45 1 IncRNAs #9188 K B 2 A 5 7% =5 (] 45 14,
KR FHRA B 2 B e R 8 0 T M
INCRNAs A F2 58, #E N N 5 7T R 2 75 K35 AE FH Al b
e ik i TR] HL At 5 7 4 6 17 52 1 FH RIS IncRNAs
TER iz, KRR T P . R IncRNA1E A
T SR IT B AT R 2 R IR, HAE AR IR 2
b7 T A S B 0 B, 5T IncRNA 112 W7 i
TGRSR+ 4045 1 5RO 7B 28, I 2 I PR S
A2 BB R 5K o G VE A, A A R A
.

.2, IncRNAS (1 BfF 5 I 8] A Xt 5 f, A AT
INCRNAS [ 1 #1884 THI, 75 22 56 35 1R e (¥ b Jy
EHRZ . i © &7 R E SCHT G B A 412
I fE Bk 2 595 B F2 19 IncRNAS, 12 F% IncRNAs & 4%
TER I BARNLE]; @ FFAH103&E H T IncRNAS ) S5
i AR, TR HT IncRNAs [ 7 5115 8., f# 8T INcRNAS 1]
B A, HE AR R A BT IncRNAs 5 4145 i
MU 78 1S3 AR, @ PR AT INcRNAS 75 A\ 2 5%
I AR, R 20 R R PR Y8 97 B L8 I HE A, -
AT LLKE IncRNAS F 8 A 250885 i NN 3044, 2 12t
INCRNAs ZE NIRRT o AHAE B A R 0 e AE R
FBHIHED, INCRNAS 780 IE B9 1 IG PR . B &4
FIT 9
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