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Cardiac ion channel alterations in diabetes: recent advance
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[ Abstract] There is a growing body of evidence that diabetes mellitus leads to a specific cardiomyopathy--diabetic
cardiomyopathy (DCM), which is apart from vascular disease. Lethal cardiac arrhythmia is frequently found in DCM patients,
which is associated with prolongation of the QT interval in electrocardiogram (ECG), causing increased mortality in the patients
with diabetes mellitus. The change of ion channel is the basis for the prolonged cardiac action potential duration, mainly

involving the change of calcium ions, potassium channels and sodium channels. In this paper we reviewed the recent progress in

the changes of the ion channel in DCM patients.
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APD ZER ) [a] 20 P9 1438 355 T i 5 S04 i K
Jipr s A Na @t 4R F 9 Na -Ca®™ " se 4k
ISR, SIEMRNAY Ca>" #4% ., WHEEIRIA B R
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