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Summary Atrial {ibrillation (AF) is the most common sustained cardiac arrhythmia worldwide and its inci-
dence increases with ageing and other cardiovascular risk factors. The occurrence and development of AF is associ-
ated with atrial structural and electrical remodeling, but the potential mechanisms remain unclear. Mitochondria,
energy factory in the heart, form a network surrounding sarcoplasmic reticulum, myofilaments and t-tubules, and
play an important role in energy metabolism, signaling transduction. redox state control. cell apoptosis. Mito-
chondprial dysfunction readily disrupts the cardiac rhythm through depleting energy supply to the ion channels and
transporters. Recent researches have evaluated the potential role of the mitochondrial dysfunction in the develop-

ment of AF. In this review, we tend to summarize the potential relationship between mitochondrial dysfunction

and atrial fibrillation.
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