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Effect of Type 2 Diabetes Mellitus and Diabetic Drugs on Atrial Fibrillation

ZHANG Ruoyu, YIN Yuehui
( Department of Cardiology , The Second Affiliated Hospital of Chongqing Medical University ,Chongqing 400010, China)

[ Abstract ] Diabetic mellitus is one of the most common chronic diseases for the senior population and presents one of the most impor-
tant risk factors for cardiovascular disease. Most cardiovascular disease such as coronary artery disease, hypertension and cardiomyopathy
will develop to atrial fibrillation( Af) with the progress of primary disease. Evidence has proven that Af is a strong and independent cause of
death and cardiovascular morbidity in diabetic patients. Additionally that diabetic mellitus could promote the initiation and maintenance of Af
by causing the autonomic, electrical and structural remodelling of the atrium. It will help us to understand the relationship between diabetic
mellitus and Af and make better decisions regarding the management of these patients by reviewing the potential pathology of Af in the setting
of diabetic and the influence of current available anti-diabetic drugs to Af.
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Research Progress of Ankyrin-B in Cardiovascular System

LI Zijin' LI Jingdong '
(1. Huazhong University of Science and Technology , Wuhan 430022, Hubei , China; 2. Department of Cardiology , Union
Hospital , Tongji Medical College, Huazhong University of Science and Technology , Wuhan 430022 , Hubei , China )

[ 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.

[ Key words ] Ankyrin;lon channels; Transporters ; Arthythmias ; Cardiovascular disorders
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