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SCERARIRAS: A

Factor analysis of complex febrile seizures of childhood developing to epilepsy
KONG De-ging, KONG Xiang-ying, HE Nian-hai ( Department of Pediatrics, Southwest Hospital, Third Military Medical University,

Chonggqing 400038, China)

Abstract: Objective

To investigate the risk factors which affect complex febrile seizures developing into epi-

lepsy. Methods  Retrospective analysis of 162 complex febrile seizure cases was carried out. Results  Fifteen out
of 35 children who had familial history of epilepsy developed into epilepsy. Twenty out of 55 cases who had neurologi-
cal abnormalities developed into epilepsy. Nineteen out of 37 cases of who the length between fever and febrile seizure
was less than 1 h developed into epilepsy, but only 13 in 125 patients developed into epilepsy when the interval be-
tween fever and seizure was more than 1 h. Conclusion The predictive risk factors for complex febrile seizures de-
veloping into epilepsies are familial history of epilepsy, abnormal neurological development, and short intervals be-
tween fever and febrile seizure activities.
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Tab 1 Risk factors of complex febrile seizure developing into
epilepsy

Developing to Complex febrile Transformation

epilepsy seizire efficiency( % )
Iu‘mul‘lul history 15 20 42.86"
of epilepsy
No [u‘miliul history 17 110 13.39
of epilepsy
I‘:h:llnlln].(iuul abnomali- 20 35 16,36
fies
Normal neurological 2 . 05 11.21

development

# 3 P<0.01, ws Negative; &: P <0.01, v»s Normal
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Tab 2 Relationship of epileptic seizure and interval time between
fever and febrile seizure

Interval time( h.) i Number nI: Transformation

development epilepsy el % )

<0.5 16 11 68.75

Ui 21 8 38.10

L:0 n 6 18.75

2.0 42 4 9.52
>3.0 51 3 5.88
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The POEMS syndrome:a report of 6 cases
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