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Research advances in sodium ion channel gene polymorphisms and atrial fibrillation susceptibility
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[Abstract] Voltage-gated sodium channels (VGSCs) are the important components forming the action

potentials on the cell membrane,and play important role in the physiological processes such as regulating cell

membrane potential, maintaining the cell ionic homeostasis, neural excitation and conduction, regulating and

controlling the central nervous system, cell proliferation and apoptosis. The recent studies find that VGSCs

gene polymorphisms participate in the occurrence and development of atrial fibrillation,and may be expected

to become a new target for the treatment of atrial fibrillation.
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