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[ Abstract]  Epilepsy is a common chronic neurological disorder of the central nervous
system, and genetic factor is one of the leading causes of seizures. With the development of genetic
testing technology, more and more pathogenic genes related with epilepsy have been cloned. The
consensus refers to the latest progress of basic and clinical research of genetic epilepsy at home and
abroad combined with the actual situation of the Chinese population, and summarizes the
phenotype, diagnosis, treatment and clinical counseling, of various types of genetic epilepsy with an
aim to standardize the clinical management of genetic epilepsy patients.
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