#2745 F 108 sl Vol. 27, No. 10
2015410 H Chinese Bulletin of Life Sciences Oct., 2015

DOI: 10.13376/j.cbls/2015169
MEHE: 1004-0374(2015)10-1222-03

R, RUARFWERT ERBCEFHRR P SHEARAETFT. B THE
SAERE AR B TR AR R ALK 6T IR, ARIOA ZAIEAERIE A S
KRR AR T R . ARG KRBT T HRESEG AT S Ew A 2850998
FEERBEEAAS], KT % BEFEOERBRERSIIEKRE S ) RBLEGHT
R, AERChE RRH—— LTS ) R BHH BT IR T ATE 69
WA . 4 Circ Res. Nat Commun. Cell Res 5B rE W B 25 R LT % B
"X, THFFREZAER A AAFZARAE SRR ERARITRAE

SRR D RRBELRERNARIER
% %1,2’ ? 1/3%1,2,3*

(1 B RE 2E beim H G BE A 322 R, B3 200092, 2 OV 2 T 207 1 25 5 9206 =5 (R 3 K 2%),
i 2000925 3 [FIGFRAEME AR T ERCOIENERL RO EAEZEH G, B 200120)

B E. RN ThRE R S E B IR g, AAOUANIE T, LRk SR T O AR ) 30%,
FLAE WP Co T 5 REFE SOl FEL - DUBR IO RE Pl o EE MR . ZRRIAAR I 45 44 5 T RE 5 I 5993 B 0o L
RER B J13 i R AE A B VIR R . IEFR, SRR B RE S . SRR R 5 718 = DA R pr
5 A NV 40 B 2% 2 R PR A 900 0 7 O 2R R A R AR H 25 52 B0 o IO R 2R R A I R b A A
KHUHIME—L5ik .

FHRIA AR s kit R s B TEIE

hESHES . Q244 ; R541.7 CHAFRARRS - A

Mitochondrial mechanisms underlying cardiac arrhythmias
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Abstract: Mitochondria are the pivotal organelles for cellular fate and biological functions. In the cardiomyocytes,
mitochondria occupy 30% of the cellular volume, and critically coordinate the high demand of energy with electric-
mechanical function. Structural and functional remodeling of mitochondria has been reported to promote the
development of pathological cardiac hypertrophy and heart failure. Em erging evidences have shown that
mitochondrial metabolic oscillation, disorders in mitochondrial membrane ion channels and the disrupted
communication between mitochondria and other organelles are intimately involved in the cardiac arrhythmogenesis.
In the short review, we summarize the recent progresses in the mitochondrial mechanisms underlying cardiac
arrhythmias.
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