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[ Abstract ] Ankyrins are a family of “adaptor” proteins, and play critical roles in the proper expression and membrane localization of
ion channels and as transporters in the cardiovascular system. Dysfunction in ankyrin-based pathways has been linked with abnormal ion
channel and transporter membrane organization and fatal human arrhythmias, including ankyrin-B syndrome. Additionally ankyrin-B levels
have been shown to be significantly affected following myocardial infarction and sinus node dysfunction (SND). These findings suggest that
ankyrin dysfunction has been associated with human cardiovascular disease phenotypes. Advances in ankyrin research will generate new in-
sights into the molecular biological mechanisms to understand human cardiovascular disorders. In this review, we will briefly introduce recent
ankyrin-B research advance in the cardiovascular system.
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