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fibrillation-associated transcription factors is under the control of regulatory non-coding 
RNAs. This review broadly explores gene-regulatory mechanisms associated with suscepti
bility to atrial fibrillation—with key examples from both animal models and patients—within 
the context of both cardiac transcription factors and non-coding RNAs. These two systems 
appear to have multiple levels of cross-regulation and act coordinately to achieve effective 
control of atrial rhythm effector gene expression. Perturbations of a dynamic expression bal
ance between transcription factors and corresponding non-coding RNAs can provoke the 
development or promote the progression of atrial fibrillation. We also outline deficiencies 

 atrial fibrillation, gene regulatory networks, transcription factors, 

Atrial fibrillation (AF) is the most common sustained arrhythmia in current clinical practice. 
There are different predisposing risk factors and conditions for the development of AF, but 
patients diagnosed with asymptomatic non-familiar AF do not have any traditional risk fac
tors. Proarrhythmogenic molecular remodeling, broadly defined as any change in atrial gene 
regulation that promotes atrial conduction disturbances, is potentially crucial for unraveling 
a sudden onset of AF [
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