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Summary Sudden cardiac death(SCD) may occur in children, adolescents and adults. Adults suffer from SCD

often associate with coronary heart disease, however, inherited heart diseases can cause high incidence of SCD in

children and adolescents. Inherited heart diseases are closely related with mutations as well as single nucleotide

polymorphism,which may help predict the risk of SCD. Understanding the risk factors of inherited heart diseases

and performing a genetic testing in high-risk SCD patients will help the diagnosis of a disease, bring more accurate

risk stratification and treatments. This article is to review the genetic basis of SCD.
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