P E AR 2B A 2014 4F 12 S 14655 123 Chin J Contemp Neurol Neurosurg, December 2014, Vol. 14, No. 12 . 1069

- B IR RS Al - IR R AU 5T -

T Bk S 5 77 A AR R O AR Tl PR o M

R wEFk EHK BRAM

(WE] B8 o 0ra PSR s 00w 0 AR R A I R Ry SRR 7 16 00, BT AP I o 5 95
AR Z B R . FiE KRR < 18 5 10 A A B0 R A e R R A TR T4 T, A 4 B Al
AL 2% Pk P B IR 3 R R VA S B E IR 1 0. R A5 A WURTS Wi s ik 1Y) 4595 ) B %
R AR < 18 % 2699 Bl L 58.74% , I rh Rk MW 1573 B (5 58.28% | 4k K M AT 1126 B
41.72% o /D AEYR K SR L PO BB (297 191 i 26.389% ) b 32 B A1, JHL Hp A 4 SACHE 5K 200 1] R
ZePE I BR 97 B, X LI A Mk & A 32 (%2 =4.933,P =0.026) o A7 FPERUIK s i M A AR (=
38.083, P =0.000) Fl il 28 L A= H 2% (x* = 4.469, P = 0.035) 575 K6 < ] S 38 hn 5 Horb IR 245 % 2 0 66.67%
(198/297) , IR FAAE GE b B9 25 W0 4 i 70.20%(139/198) o £518 & A AE 4k & PR RES H 48h & 44 , LAA
PEWRR A EEIR N o TCIE B Al s & A% 1 P B IR 35 AR 40k AR L AT IR e bR 2 W o £, 24
1/3 BB R MBS ARTE MR Z

(€] WK, KB, Wi HM; REIRIRG; MR AR

Clinical analysis on the relationship between febrile seizure and epileptic etiology in
adolescents

AO Ran, SHI Xiao-bing, WANG Xiang-qing, LANG Sen-yang

Department of Neurology, Chinese PLA General Hospital, Beijing 100853, China

Corresponding author: LANG Sen-yang (Email: langsy@263.net)

[Abstract] Objective To analyze the clinical characteristics and treatment of young epileptic
patients with febrile seizure (FS) history, and to investigate the relationship between febrile seizure and
epileptic attack in adolescents. Methods The clinical data of epileptic patients with the onset age < 18
from Chinese PLA General Hospital during October 2002 to July 2010 and their epileptic etiology were
collected and retrospectively analyzed. The clinical characteristics, accessory examination results and
treatment of these patients with simple febrile seizure (SFS) and complex febrile seizure (CFS) were
analyzed. Results According to diagnostic criteria of epilepsy, 2699 cases (58.74%) with the onset age <
18 were collected from 4595 cases, including 1573 cases (58.28%) with idiopathic epilepsy and 1126 cases
(41.72%) with secondary epilepsy. Febrile seizure (297 cases, 26.38%) was the main cause of adolescent
secondary epilepsy, including simple febrile seizure in 200 cases and complex febrile seizure in 97 cases.
Partial seizure was the main attack type (x’=4.933, P =0.026). The abnormal rate of neuroimaging (x° =
38.083, P = 0.000) and neuroelectrophysiological (x* = 4.469, P = 0.035) in patients with febrile seizure
history were obviously increased. The rate of antiepileptic drugs (AEDs) therapy was 66.67% (198/297),
and patients who had taken traditional antiepileptic drugs accounted for 70.20% (139/198). Conclusions
The causes of secondary epilepsy in adolescents were various, with febrile seizure as the major one. Partial
seizure was the main attack type in both simple febrile seizure and complex febrile seizure. Traditional
antiepileptic drugs therapy was chosen more. However, nearly one-third patients took no medicine or took
their medicine irregularly.
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Figure 1 Selection process of epileptic patients.
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Table 1. Constituent ratios of causes of 1126 adolescent

patients with secondary epilepsy case (%)
Cause Case (%)
FS 297 (26.38)
Perinatal abnormality 210 (18.65)
Head trauma 190 (16.87)
Intracranial lesions 120 (10.66)
Infection 108 ( 9.59)
Heredity 78 ( 6.93)
Dysplasia 57 ( 5.06)
Systematic lesions 32 ( 2.84)
Metabolic abnormality 11( 0.98)
Others 23 ( 2.04)
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