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[ Abstract] Atrioventricular nodal reentrant tachycardia( AVNRT)is the most common arrhythmia in paroxysmal supraventricular tachycardia.

Familial aggregation,early onset of symptoms and lack of structural abnormalities suggest that genetic factors are involved in the pathophysiology of

AVNRT. With the progress of genetic research,the mechanism of gene mutation leading to some familial AVNRT has been further elucidated ,which

helps to understand the molecular mechanism and electrophysiological changes of AVNRT and provides new ideas and methods for clinical diagnosis

and treatment. This article reviews the progress of genetic and molecular research related to AVNRT in recent years.
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