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[Abstract] Juvenile myoclonic epilepsy (JME) is a common subtype of idiopathic generalized epilepsy (IGE).

Genetic factors play an important role in JME. Multiple genes and chromosomal loci have been found to be associated with
the onset of JME. According to the different mechanisms involved in gene mutations causing JME, JME related genes can
be divided into ion channel genes and non—ion channel genes. The mechanism of action of ion channel genes has gradually
been clarified which only accounts for a few cases. The mechanism of action of JME related non—ion channel genes is not
yet clear. This article will review the research progress of JME related non—ion channel genes from three aspects:
neurotransmitter related genes (CHRNA4, GRM4, SLC6A4), nervous system development related genes (TOP3B, CILKI,
BRD2, EFHC]I) and other related genes (TAP-1, CX36).
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