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Summary Arrhythmia is a common complication of acute myocardial infarction (AMD) , and clinical physi-
cians has always pay close attention to the predictors of arrhythmia in AMI patients. In recent years, many resear-
ches have found that myocardial ischemia has significant effects on the ion channel of myocardial cells, leading to
increase the transmural dispersion of repolarization (TDR) of ischemia myocardium, and the autonomic nerve dis-
order caused by ischemia, further increases the TDR, finally triggers the phase-2 reentry, and result in ventricular
arrhythmia, Compared with QT and QTd, Tpe has been thought as a better predictor in the malignant arrhythmi-

a. We summarized the mechanisms and relationship between Tpe and arrhythmia, which may produce a positive
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clinical significance in the effective prevention and treatment of arrhythmia.
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