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Clinical analysis of families with generalized epilepsy with febrile seizures plus

XI Mei-Jing, HUANG Xi-Shun, WEI Jian-Ke, ZHENG Hong, JIA Yan-Jie, CHANG Xiu-Hong , ZHANG Zi-Ying, FAN Yu-
Xiang, GAO Lei. Department of Neurology, First Affiliated Hospital of Zhengzhou University, Zhengzhou 450052, China
(Huang X-S, Email ;xishun_huang@ hotmail. com)

Abstract: Objective To investigate the clinical phenotypes and hereditary patterns of the generalized epilepsy with
febrile seizures plus (GEFS* ). Methods Detailed family trees were constructed by inquire and physical examinations for
the probands of the 15 pedigrees of GEFS®. Some patients received electroencephalography, cranial CT or MRI
examination. The seizures and epilepsy syndromes were classified according to the 2001 Seizure International
Classification. The clinical data of GEFS ™ were reviewed. Results The 15 families consisted of 196 individuals. Seventy-
five individuals were confirmed with epilepsy. The phenotypes of 64 out of the 75 patients with epilepsy conformed to
GEFS*. The 64 patients included 38 males and 26 females (1 deceased) and there was no gender difference in the
morbility of GEFS*. The age at onset was all in childhood. GEFS™ had a diversity of phenotypes. Febrile seizures( FS)
were confirmed in 44 patients, FS and myoclonic seizure in 1, febrile seizures plus (FS™ )in 13,FS™ and absence seizure
in2, FS™ and myoclonic seizure in 1, and FS™ and focal seizure in 3. Conclusions The heterogeneity of phenotypes and
genetics may be the hallmarks of GEFS*. FS and FS* are common phenotypes while FS™ and absence seizure, FS* and
myoclonic seizure, and FS* and focal seizure are rare. If one of the parents is affected in a GEFS™ family, the
susceptibility of their children to GEFS™ is the same no matter what gender of their children is. It is speculated that the
hereditary pattern of GEFS™ conforms to autosomal dominant inheritance.

[ Chin J Contemp Pediatr, 2007, 9 (5) ;436 —440 ]
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