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The Roles of Long Non-coding RNA in Heart Diseases
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Abstract  Long non-coding RNA (IncRNA) regulate gene expression related to various biological processes,
at transcriptional, post-transcriptional and epigenetic levels. Recent studies suggest that IncRNAs play a critical role
in modulating the initiation and progression of heart diseases. This review summarized the function of IncRNA in
heart development and heart diseases, and indicated its significant diagnostic and therapeutic potential in the future.
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Fig.1 The classification of IncRNA according to the genomic location
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Fig.2 Roles of IncRNA in heart development and diseases
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2). Haddad®PfF 5845 th, —FhK BE 29 4.5 Kb
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oM, /N ARS8 dRI40 day il 2 024F R
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DEYLRTE 1, 1T 3 S0 sh kool AL REALPA(K&12) . Hu
SEBESUR , IncRNA RPS-833A20. 1t i 153 miR-
382-5plP) 3 1 5K W # #% 5% X F"NFIA(nuclear factor
1A), ¥ 112 5 3 ik o A 48 4k 1) s 2R B2 . RPS-
833A20.1/miR-382-5p/NFIAI& 15 /2 1 42 JIH [ fi ~F- 1t
HVIRE SN (1) BE A e 42, T IEL 7] e ~F- 468 2 L AN 980
SN AR Bk sk R A 1) T AL 22—
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I F INFIAE 20 25 19 I 25 g £ 1 I [ i
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S IR, NFTA R DLl 36 4 B B (9 % 1, m LA
1 5 —Fiva o7 30 K ol B AL 1) 7 7E B AR . Hu%gRY
W% % B, Ox-LDL(oxidized LDL) W] LA S JE [X] )
IncRNA DYNLRB2-2#) % ik, #1512 I % iz &
1 ABCA1(ATP-binding cassette transporter 1) f1 G
A 18 B 22 #K£119(G protein-coupled receptor 119,
GPCR119)[f) % ik F . ABCAIL T fig 2 1% 40 iy
S Nl e DA = = 5 D e & e 3 ]
B v 2y bk 5 A B AL 1) B0 A5E, GPCR1197E B% AR
TR BT A v Y A A A, e nT DU
I 40 i Py R[] 2 A S AR 8 S I R 4 A BRE )
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T\ 2 M A RS o Sl R JORE S B, E P R AL 2R A
rh e R A €, BE IS 5 B KRR A A ) s B
Bt o AIERAAHCHE T AT R I, — L8 TANRILKE
[1ISNP-55 2y Jik s K R AL 11 2 S A 6 5 1) o R P2,
[Fi) INF ANRILE DR BT 7E 1) G 5,4 9p2 1 X 35 A2 7 00 1t
A 5 S B i 1 X 48R0, Holdt 51k A i it B4 4%
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FT R IR, ANRIL S ) ik FEREAL 2 DIAH oG, HARIA/K
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A DA B ) W L R PR B AR bR e )
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e LR IneRNA MALAT 1K J2& R 1), iX A K
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DhRE. XK, MALAT1Z 5 T 85 BRI 0 UL 1490
PRI RS, YangZE B IneRNA F 6k B J5 4 0 JUL
Tod S e FLGE R &5 R4 B e IR, A A JEE o L
A1 426 M IncRNARIA 2 7 & (1), L 965FE 1
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