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Role of miRNAs in cardiac arrhythmias
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Abstract: Cardiac arrhythmia is one of the most common complications of heart disease, and can cause myocardial
dysfunction and even sudden cardiac death. MicroRNAs (miRNAs) are the single stranded non-encoding RNAs
consisting of about 22 nucleotides. MiRNAs are involved in the physiological and pathological processes of cell
proliferation, apoptosis, differentiation and oxidative stress. MiRNAs are not only related to heart diseases such as
myocardial infarction, myocardial hypertrophy and myocardial fibrosis, but also associated to electrical remodeling
and arrhythmia in many cardiac pathological conditions. In recent years, lots of studies have demonstrated that miR-1,
miR-328, let-7, miR-26, miR-208a, etc play a vital role in the development of cardiac arrhythmia and might be the
potential target for early prediction, diagnosis and treatment of arrhythmia. Here we describe the role and
significance of the miRNAs in atrial fibrillation, ventricular arrhythmia and myocardial fibrosis.
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MicroRNAs (miRNAs) & T 43k 85 R L — 2%
U I JE R AG /N4> T RNAs, HIK By 18~26 nt [
HLEE RNA 2 F AT . 7E4IAEZH, DNA #id#%
B 1% 12 i Drosha A1 DGCRS 1 47 #| 1F FH, ¥4 pri-
miRNAs 5] i & F 70~80 nt 1] pre-miRNA, #5iz
% [ % pre-miRNA iz i 21 40 i 5t U 76 ji 3 o,
pre-miRNA £ i #% H #% B2 1§ Dicer (1 3F — 2B V) %,
T BCAE BB XUEE miRNAs, 2 Ji5 AR e T i Bl 2t
1) 55 miRNAs . B miRNA 38 3 95 Ff AR [ 1
L R IRSE R R %RIE - (1) 5 HA% mRNA 3'UTR
X 584 HAMEC XS, AT B 7 42 mRNA 5 (2) 5 H s
mRNA 3'UTR XA 5E4 BEAMICKT, M mRNA
FIER AR, 1993 4, BHFKAEHMFRAFL R
RILT miRNAs™, (HIE Y I H S 2% I E
BT, BIHRT AR, S 285 5E M AN JE miRNAs
2588 . KEiFHEZRIH, miRNAs 7EVF % 4= PR BE
IR R P LA, WA ik AR
pA R N P A QTG 11| 7S P = S
miRNAs [ 57 Bk 2k 5 FLLe i 2 V) A OC, 45
miRNAs 15 % % 2 Wi 7 v6 B 0B F B, filx
(IR IT R 2B, miRNAs 73225 70 0 3
B2, RO i AR B Th A B R E R, A
NREBTIROERH R A R A

ARFTRE N, 0 I FELE B2 R P ) FRA R A1 ]
W2 AE s sh i 4R i) — AN sh & P f2 ™,
BT I ) O A0 4 51k O R I R AR P
WD, e FiEE. S8 TiEiE. e TiEiE
MEgPERE AR OIRR P EERE R, BHE&
ol 2L K] 2% I8 5| A ) 30 T R 6% U BE (1 T
BERS E AT S B0 R R AE Y BN —AN T
FERRIBBES, miRNAs 25 1R HIRAS N OIS
T I TE F SR BRI B 1 U
1 miRNAs5:/EFiE)

L AN (5B A R A0 WL AR — ey
BRHE, RWHEREEOHKRFERE, Errfen
O, JEoR MR IEMEOR . BT S EUR
HLH AN+ 038 2 R DU A 2 PR A R 264,
124Nk, PR BT b5 BRI 7 A S8 A R
HATHIIANIR, B BB R, Tz K
A, RIS Il R AR B R A T .

Lu %5 W& I, miR-328 ] L %45 @56 1 %
B P E by H EA ) — NS AL IR
5% N AT miRNA J LG Fr oy #r, JF 4 S 8 &

PCR 3B, 5 B AR e Zh ) o5 B Y (1) 00 s
A, miR-328 FIA/KF-RFE L, & T IR R
H 250N o I B B e miR-328 Al FE A iR
if ik miR-328, K IO 5 AL 2R I, FRIIL 2 FE BRI
MZNE AL FRAR KT, JF 0 by B A, i A G
miR-328 J AL H IR T HIMI R T Eak . thsh,
R P JR I miR-328 B AR 5 B o Sk . g% AR
EIC & 9 Y R B AT SR S, 8 I8 I H A
1 ale WL L K (CACNAIC) FI45 38 18 HL 1 4k i
PR E 1 AEIE K (CACNBI) /& miR-328 FRIHEHE A
WF 7o 4 FAE B, miR-328 5] 245 & 1 iliE g 5
HTOEREMESRE, FSEUETRA.

A ¥ miRNAs 7] DL5| & 558,
miRNAs FFE2 5 T BB K E. 2013 4E, Luo &M
TR I, miR-26 75 )5 B N s H R 3Rk
YT, FERIB LR % KCNJ2/KIR2.1 () b, 1
it ik miR-26 X AEWS ] KCNJ2/KIR2.1 ) ik
BEFE. A BRI A miR-26 (45407 A, HIRE Yo
KCNJ2/KIR2.1 () F ik, R W] KCNJ2 /& miR-26 [
BE R DR B B0 IE N UE PE miR-26 RE 3 I 55 B
1) 5y M FBUB B, 1 IR R s miR-26 ff 5
B 5 i B FE SR AR Y, Kenj2 e
miRNA [ B i 74 % 7 miR-26 £~ 5 1¥] Kenj2 34 11,
JRT9 T miR-26 WIEHER, 1 Kenj2 F5 51k miRNA
R VR U 4] T miR-26 i % S 800 B R .
R, miR-26 REVETE Kenj2 KL, XEHZ5RE
B AE R I E AL 2 —

Girmatsion & "V BF 78 1 Fr &0 )5 Bl 5h e
FE U i A EARE A miR-1 F1 P [ BT B IR (L)
IV HERD KIR2 2 A EAE IO, 45 R BN,
J5 B 0 i LR I, FERAN KIR2 HE HRIE
W2 MR, HiE 86% 1) )5 B3 0 s HEFE A
) miR-1 7KF T #E— 09008, miR-1 %
KRS S ECKIR2. () 38, MBI L, B
FH T P A B LU e, FE VRN 4 B B R e R
EHEBEEEH, %075 7R miR-1 0] G i8I I 57
Iy, RS 5 BB KA.

Callis 25 "' WF 5% &K B, (E miR-208a & & /)N
B, T 80% FI/NRRAE T B, SR AEA ML,
ik 15 miR-208a ¥ /N, PR A H1BH R A8,  FFREA
SP R EAL S A, KU miR-208a 25 T 0
WEHE T RS R B AR 0 1T CLR s B R A
HE— 4 WF 7 K B, miR-208a % 4% [ & B R G
connexin40 (Cx40) HATIEA, nlrgee L
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2009 4, Shan 2 " HEFORIL, BT RENSIE
TR RO R ZHZ R miR-133 Fil miR-590 (3L, {&
IS JF A AN 5 A AL, 3515 3500 b5 25 A8 EL A,
AL H R A, PR, JBh T R R
TGF-B 1 F1 TGF-p I B 324k () 3k, 1 #7] miR-
133 A1 miR-590 [ % ik . # miR-133 il miR-590 %%
Be N RO i 28 4 40 23] DL B . P& IR TGF-B 1 A
TGE-B Il B2 AR i Rk I i & &, 7254 4% miR-
133 F1 miR-590 () X% EH R FHfE, X—1E
Wi, PiBH TGF-B 1 A1 TGF-B 11 %3244 /& miR-133
AT miR-590 A AE I #E Ao %098 B UIE B miRNA
S5 7T BN B .

2 miRNAsS=M i ELE

FE L U BE (M) F O 77 368 35 T 5 S0 0 VR
Perv, mHORKRE R —ANEENBSUERE, =
HATHHIIAR T 0iE 2. TR £ W], miRNAs
REAE AT 28 1l A4 B B S OV R A R
MRIE, REMEOERE RAE R RN — /N E R
T

Yang £ "V B, 7E BT O WL I PR O 1 R
FONZMHF miR-1 REF & CHIEH N ONIAHLA
(17 2.8 fi5 ) TE45FL K B e R 30 ik 20 /T B4 SC A 1
O ULER AR, miR-1 A A8 [ 5 KT T .
HMEVESS T miR-1 B85 R K RO E R H R, T
miR-1 [ 52 SR FF R W B % o B H7 2 i i 2R
HE— D RIHLHIEE FC R B, miR-1 X 4 it 4% B % 32
B al WK GIAT A G555 P 1) B4 B E o
VA ) KCNJ2 B AT AR H . miR-1 #2247 )
connexin43 fl KIR2.1 [fJ 1A, 31y ig o %L 5
A AL, & S EOARFE R E. Y
WS R, O LS A miR-1 #Y_F i s
SEJE ] GJAL FI KCNJ2 HIZRIKT0 2 5 Bl P O
KERIRAE.

Terentyev 25 " 3l 1 A AR B 24 406 RS ORN e g%
RSB I 1 R RO EWLAH A miR-1 i SRR 2
LU AERREEFI R Py Ca™ fIsem . S5 SREH, I
% miR-1 GE I IG5, fEF Y FRER
TEAEREN T, 2% miR-1 (10 UL B2 i
S RE R B R DR R . BE— DR TR B,
miR-1 [} 1% —1F F 2 i o BH Ky PP2A ., 248 L 4
TG AN RyR2 JEIE T REM 5.

Danielson 25 " 57 T miR-17-92 #5 % o JJi 1

UV SR A A T Re )52 . miR-17-92 2 7 &
WA S Ik AL O LR . BB E MO L AL R 2
WRA, HERIAT A, miR-17-92 (1) #1JE
D] 16 R I 5K 70 £ 1 [ R (PTEN) s sk F 2 5
miR-17-92 F& A K1 F0o i K /N A 5. Ak,
T F B Aar M A 23 BT E W], connexind3 (Cx43)
& miR-19a/b fUE FIHE A, DL RSG5 SRER, O
S RIA N miR-17-92 il it B #4011 PTEN F1 Cx43
M2 5 0ER R AE .

Li 25 PUARGE, 2k Mk f1-AR £ik F
W, T miRNA ler-7 Z 5 N . iR iA ler-7e H i
T BI-AR [JJERIE, M T ERGEIG N B1-AR IR
BEARSZI RIN, 1L let-7e G54 2tk O LBk
M B1-AR [ b,  H AR H B S P sk i v oo
KA WHER, X—1ERHSES0 B 5244 F 043
MBI R ML, 4k, Lu % P2 f Shan 25 &
() FCUE B, B 2 A BEL W7 7] 45 2% 9% J) 3@ I 410 |
miR-1 B M L, MEERER R Cx43, £
B 52 A BH T YA 7 e i Co 3 R R TR 22—

OO LR AEAL A U AE . OO ULAE SN0 F7 3 08
S0 R DL SR AR Ak . O ILEF SR AR AN
7B RO LR T, 38 BT 5 300 LEH 29 #E
RSP O RE o O LA SR 2 2
O WD RE T O3 R H R RS 2 — .

2012 4E, Pan 2 Y {9 HF IR T miR-101 76
VAR SEAL R R R B AL . 440K RO R 30 ik
AT WUBESE AR A 4 JH J5,  ## A6 X miR-101a Al
miR-101b ] K 1A B & F . i £ 15 miR-101a 1
miR-101b F& % BF 40 ) 7L 50 URCET 24 20 A 1 38 5
FIR JE 4=, T S miR-101a/b () 5z XA 771 g
WHERIXE/ER] . SEISUERH, c-Fos /& miR-101a HJ#E
M, IKZE miR-101a REE /D> c-Fos [ H T
1 TGF-B [ H3RiE. 8 BRI 55 4 miR-101a i
N BB O NUBEZE R K EL I 4 &, A0
B E RS I F AR B, KB O DI REIRAS T
WS o s, O WLAT4E 1S B2 f#, c-Fos &5 R
TGF-p 1 Rk B DL EgE REW, miR-
101a Bef% A RO G K BRI O LR 4 A0
ife %Ak, $27r miR-101a 7] GE 54 O LT 44k 35
95 [P BT B A

van Rooij 2 PV BF 5 &I, miR-29 5% (1) 40 5
W2 NS 5w A4 E Qi ERE, o2 ERK
JRE A JFEAgEE AR . 2T miR-29
IR, IJEE A A SOREN I T %Ik miR-
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20 IF, BT 4 20 M B I R A 2 B A . miR-21
2 T O LZF 4 4k ) B B miRNAPY,  HAE O AL
RER S 0o DU AE H 35 B (R R e E o gk
—BIHLHEIFT L], miR-21 383 PTEN &2 84
FEBE X 45k ) O LET 44k
3 RE

miRNAs 2k 1) 47 %) 4 500 i 1E 3 B AR 2T
REdC B EEMMEM. fEMEZ&IFT, miRNAs (%
B RIN, TSz TR H bR IR AR,
FO I AR R ) BE R RS RO R R A P 1
O I 2H 23 3% 3K i) miRNAs 7, & £ 4F 52 miR-1.
miR-133, miR-21. miR-101. miR-29., miR-208.
miR-320. let-7 A1 miR-590 %5 75 O S5, 45 7 52
FEOE R R AR R FE R E R . 1t
Ah, BFEEE R R R, miRNAs 8% H: i SR IR %
O AVHEJE . O VAR 4E Al FD O 2 5 A BH S5 1Y) 50 A
TRITVE R o AR AS [R5 70 AN ) C 1 2R 5 o B 72
A, 0 miRNA [ F 705 SN R —Fh
9 miRNA i ik, 5 7h—F 8 miRNA [3TER,
T I 2156 0 L PR R I8 [ 4% . miRNA [ — A H
PR PR RRE AT 2 S ER, B — 4 mRNA
Al #5252 2 > miRNA 5, 11— 4> miRNA 7]
DL 24~ mRNA. F0 50 Mk — 4> miRNA it 2
Z A~ miRNA {E R T TR 55, 1ORK 58 T A5 R 90
HEARAE . AN A miRNA ki m e e, ARk
miRNA Ff 51 77 T — AN Bk k-

¥ miRNAs 52 BR N A T I R 6 97 0 I 5
358 52 2 2 J7 T PR, 40 miRNAs [ %2 4x P 5k
miRNAs [1J45 %) 77 & . Wil 2 = miRNAs /£ H 1)
Rt 2t RHIGKNH S, 54,
miRNAs f8 85 B 2 W A bRic Y, Hslike
1B KK vE . miR-1. miR-208 [ ik /K ~F 7] LA
IE OB AG B B bR G 2 — P2, DL R
UESE 7 miRNAs 78O ML 57 5 B 1k A% o i 31 2
Hifr. SRT, X T miRNAs £ AR () ThgFl 2 X
PR RA R, H2Kil—f, miRNAs EY)Y)
RE 1) 4% 5 LRI RN A Sk B FH 23X — HF 56 A48 1) B
J7 1
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