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Role of small conductance Ca**-activated K* channels in atrial electrical remodeling and atrial fibrillation

self-stabilization: a review of mechanisms

WANG An-li, YIN Liang, WANG Zhi-nong”
Department of Cardiothoracic Surgery, Changzheng Hospital, Second Military Medical University, Shanghai 200003, China

[Abstract| Atrial fibrillation (AF) is one of the most common types of arrhythmia in clinical practice, AF is prone
to be permanent or even permanent AF from paroxysmal AF, which was called AF self-stabilization. Atrial electrical
remodeling (AER) is a typical change of atrial electrophysiology in the AF self-stabilization process. Small conductance
Ca*" -activated K" channel (SK channel) is recently found and widely distributed in cardiac myocytes, and it is highly
sensitive to Ca®". Researches have shown that SK channels may affect AF self-stabilization through influencing the
process of AER directly. This review aimed at summarizing the mechanisms of SK channels in the AF self-stabilization
progress and the related intervention measures and discussing the role of SK channels in clinical practice.
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