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Genetic researches of atrial fibrillation (AF) include the following topics which are important in clinical

practice; (Dthe molecular genetic variations of mono/polygenic AF; @the reasonable classification of AF based on genet-

ics; @the underlying genetic reasons of its familial segregation; @the impact of genotype difference on prognosis of

patients with AF and AF risk prediction; Gthe genetic studies on AF treatment.

mentioned issues.
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