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[ ABSTRACT]

MicroRNA-1;  Arrhythmia;

is as regulators by affecting the stability of target genes mRNA or blocking translation.

pressed in the human heart, and is closely associated with arrhythmia.

Ion Channels

MicroRNA (miRNA) is a kind of non-coding small RNA newly discovered in recent years, which function

miR-1 is the most abundant miR ex-

Large numbers of research report show that regulating

miR-1 expression levels can control arrhythmia by up-regulation or down-regulation of numerous ion channels and proteins re-

lated to cardiac electrical activity.
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This paper summarizes the mechanism of the regulation function of miR-1 for arrhythmia.
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plasmic reticulum Ca’*-ATPase 2a, SERCA2a) M #H 45
AR 1 ( sodium-calcium exchanger 1,NCX1) ,

Terentyev £ 1200 3 miR-1 #E A VR T8 A
FRTiR G 2 A ( protein phosphatase-2A , PP2A ) {8 77 \E
3k B56 , 3 AR B5./ 415 18 2R AR 2 1 R I ( call-
cium/calmodulin-dependent protein kinase II , CaMK
I1) #9 RyR2 RUBEIR AL, EUfill RyR2 85 BUBPEIE N,
JULJBE P A% 1o J J5 DR i B I, DT 5 800 2 110
KA, miR-1 By bR &0 a] #E CaMK 1T i 41 1 551
KNO3 52430 %% . Belevych 2 WF 58 & 8, 5 1E %
Xf BRZH LA, o0 0 3 0 J8 0 JULAH i A Y miR-
1 A1 miR-133 F4 7K - BH {2 F+ =5, PP2A () 18 5 1 %
B56a il B563 K AiEAL A PP2AC Fih/K V- i F
ik, 0 J1 = B PP2A N = R 2 1R 2 Ak E
R RS TR T E T 22 e A2 PR CaMK I 7 J3E
TR AL FNEG G 24 7™ 5 Y 25 8L, DA 5 1 SO A 2R 5 Al
MIRBFFE R TE18 0 ) 70 3, miR-1 1 miR-
133 (AR BT 20T SR RO LS PR 2R, T
LML A7 s AR 5 PP2A BRI M IR

Kumarswamy %52 BF 53 45 i, LIS 9 45 21 3%
Y7 138 2ok AR B 1 S Sk B 1 SR (protein
kinase B/forkhead box group O, Akt/FoxO3A ) [
PRI (HGN) T miR-1 BYRIK R (Bl ) T
NCX1 g3RIK, kst T LAE . miR-1 f93RIK
IKFAE R s g g by JIE T 2 T [ (H 2 TR AR

B YL SERCA2a J5 i35 T E M, WA miR-1 1Y
FIRKE T IEH . SRR EC T gm0l Akt
Fl FoxO3 A 4 /=1 FEWE R Ak, B 22 % 44 SERCA2a J5
i HIE W Ak, H G PR miR-1 (K SF, DT % 2
(H4H) T miR-1 AY7KF-,

Kumarswamy S22 B g 3R J I , FE O ) B O
JIiE FR 2 A1 5R () NCX1 76 SERCA2a Y7 % 5 W
WA T IEH , IFWE NCX1 4 miR-1 —/N 87 A
MEMATEANTHFE DA A, miR-1 13 23800
BT NCX1 W [ RS, NI IESE H R miR-1 (1) B
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