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Relationship between clinical and electroencephalographic characteristics of

febrile seizures and subsequent epilepsy
CHEN Jing, ZHENG Guo,GUO Hu,HUANG Yanjun,WU Chunfeng
(Department of Neurology,the Children’s Hospital ,Nanjing Medical University)

[ Abstract]Objective: To investigate the electroencephalographic characteristics of febrile seizures(FS) and to indicate the relationship
between abnormity of electroencephalogram (EEG) and subsequent epilepsy occurrence. Methods :Totally 165 patients with FS were
referred from the outpatient and inpatient department for video—electroencephalogram(VEEG) within 7-20 d after the seizure. VEEGs
were classified as paroxysmally abnormal based on the presence of spikes, sharp waves or spike—wave complexes. The relationship
between paroxysmally abnormal EEG and subsequent epilepsy occurrence was discussed. Results:Of the 165 patients with FS,60
(36.36%) revealed paroxysmal abnormality on VEEG and 45(75%) developed epilepsy. The abnormal rate of VEEG was closely re—
lated with age,family history of EP,fever temperature ,FS type,types of seizures, more than one seizure within 24 h and the duration
of seizures. Of the 8 patients with generalized paroxysmal spike and wave activity,2(25%) developed epilepsy. Of the 14 patients
with rolandic discharge (RD),9(64.3%) developed epilepsy. Of the 21 patients with paroxysms in the occipital region, 18(85.7% )
developed epilepsy. Of the 17 patients with paroxysms in the frontal region, 16(94.1%) developed epilepsy. Compared with general—
ized EEG foci, the relative risk (RR) for patients with frontal EEG foci was 48.0. Patients with frontal EEG paroxysms had signifi-
cantly higher risk of developing epilepsy than those with paroxysms in other regions of EEG foci(P=0.003). Conclusion ;These find—
ings suggest that patients with FS presenting frontal paroxysmal EEG abnormalities may be at risk for epilepsy.

[Key words ]Jfebrile seizure ; video—electroencephalogram ; prognosis ; epilepsy ; frontal region

AR R (Febrile seizures, FS )&/ LA IR e &
DL R i A P S R BRI . AR Z YT
AP A [l PR A A AN 3 10 min B 15 min 9
FS A2 18 R H 5 W0 AN DI BEIGR M, FS 5]
R B LAY 29%~5% , TESS 1 R FS KA
J5 B KRR 30%~40%1, BAirE FS H SRR B
EBNB: % #%(1971-), %, 28 EW ¥+,

BRI e DILAY 2 R Gk mis g
BIEEE 4 18, %, 24 E T, Email : zhengzheng070@sina.com,

HEEWHE ixrhdwit BT SAH LR TR A (%5 .2ZKX10024),

KRN 2% , 2 Z2VE FS 1 & AR 0] K 4%~
129%4,,
REAERT ST 4008 14 7R FS H 5 A8 & AR I 14 1
W R AR 2w, Horp i m B A PR AT ok R A
KB R AERT | O A 2R B AR, R, %
T FS TR AE R KRB, A FoE R0, %tk i
CT 8%, MRI 5% 14 FS %%Hﬁwqﬂjﬁzﬁﬂsﬁﬁﬁﬁ
B, WAL AR A A R T R B N S, s Ak Fn
ﬁkmr& B, X FS Hﬁkiﬁﬁriﬂi‘ﬁﬁ 2300
ISGRREV IR (Y



BERERKZFIR 2012 £5 37 55 11 #8 ( Journal of Chongging Medical University 2012.Vol.37 No.11)

— 973 —

figi B, I€] (Electroencephalogram , EEG) 7E Pl FS
H /R FHA BRI (R X T FS AR K A FS &K
TGS SR FS BiATEM A LT R LE  H
EEG J Az 5 By nl BEE KIS, AR X 4 JL# EEG
S ARG R SU AT, FS L EEG (54 4
HRTE 2%~86% 2 8], QI I 22 53 1) Jit P 7 g
- OARIE B B 58 % G2 1 AF % AU 18 A [R] 5
QAT Xt EEG 54 (1 5E SUAR IR ; @/ T FS
JF 4T EEG Ky i A, fse b ARZ LR
ZRE R —BONN FS J5 A 2K A EEGY, (HIX
FAUEHE R E L EEG Al LAilzs H 5 A A 000 , i 5
EEGTE H 5 &AW Ik FS & 15 5 & 1) Bl 7
R4S B R R BFIE A TR R, ke AR
W58 A1) FH AL i L 2] (Video—electroencephalogram,
VEEG) X —sh AL i 12, 41X FS LAY EEG
FRIE IR S P S O R AR 1S A ) fik DX ik i, 5
H J5 550 & 25 AR SCE ,  FS H R & A= 600 ) mT
RETEER LA e .

1 #ERERHZE

L1 FHRR

TEHE 2008 4 7 72010 4F 12 H TR EEILEH T2 FM4E
Beakiz i 1S & 165 4, 5% 104 491 (63.03% ) , &k 61 #)
(3697 %) ;AFHE <3 % 53 16],>3 % <6 % 84 15, =6 % 28 fi;
RIRTE 38 C~41.5 CZ ], & & AE | WEEOKR  RAIGRH
AR UK 0T E R M2 RGURNE SRR FS ol 2 0
ALl e N 4 B VE R AR FRLE T, e K AL 15 min,
TE 24 h WE %, KAER A RGIE R & 20 04 i
e 6 A NDE 6 % LI IRIR<38.5 C, 15 IR RFLE I )R 1
15 min, ZAEZEH G R, 5% 24 PN AAEREGE L 1 IR& .
AU ALl R AR 113 161, 52 4tk R AR 52 1) AT s 41)
HEFTTRAE A AAR B 28 R Gekartty o HERR MG /M B il b 2
Grigkge o Y 4 B VA EE L AR il AR s | s L
N BRAEA i R AR 3
12 F#

VEEG K2 ¥ AR Z IE# 5 7~20 d 47, R A H AL
JEH EEG 9200 ik At Y, % [FI PR 10~20 RGEHCE Sk K L
e, AU 16 FHRACEA SRS i, S0 B- H Ak 225 il
FHICHHE N 4 hy NEVERILTIR 109%/K 4 SR SRR %
FIZFMEAS . EEG 0055 175 1 HA — K R I — Ak A 1 — 375 P ok
T ANSARS RV H RS T (WA A R i e <A kI
5. PRI EEG 2w =2 RbRiESES 112,

1.3 WLEFEAR

Xof A B LRI R GERRIEA 7 Il B 44T, Fie B Lk 1) AR
It SRR L ARE TS 2880 R AESRARIREL
PEIRIFLRIS ] 2 h NRAVEREL H IR J& A R AR 2, L
i VEEG Rl 54 R W% EEG 45 I 047 , I3 A [+
RO IR GEORS H G K& A0 0058 R UE TARSE T

1.4 M55k

(D) BJLAEFRBE 28 T2 FRR AR 12, (2)i@ it
FS B LBE A A ) 4 K o ik vy ) (9 7 U A B D 0k B
ZIRTE 3~6 AR 1K HFIEAT EEG R A BT 1.5 4F
HRAR G R B AEF EEG 45 H Wi 2 15 2 - 1000
1.5 “%itsam

FE e BT e SPSS 16.0 B ik T, X%
EEG K H i & ARSI 19 i I RGBT 2R 4T 2 IR 36 ¢ At
5, Y n<d0 BUEISIE<S I JUE IR LA T 004, BT A
AIMEER UG 56 5 % EEG i A B0 5 H S W 4 4 5
B R 8 EEG X H 5 &AL G IR 588635 %
Logistic [F1JF 43471 77 145 H (Odds ratio, OR) ., i J5 #E47 R
[ R PR AL A A S B B 5 EEG M H S & A2 I i
IRBEEHHOCHER 73T

2.1 EEG 5 %)Ll RAF4E6 £ £

A 165 BIERILIIFFE FS ALERIE, 74T VEEG K4,
VEEG Z5J1EH 105 #1](63.64%) , 5% 60 11](36.36%) , Hrf
Bazlitk 113 41, 2 A4k 52 ), i3k 1 S5 R ¥R AFRY R
T 6 % (P<0.016) KHIRBEALT 38.5 °C 2 2tk FS Bk
BAE A EP ZJGES 24 h WERIEBIT 1 IR & K AERFEET A]>
15 min # , VEEG 455 5% 3R 8t 15 T30 B4H (P<0.05) , #% 1
FAEUREL FS FE T 2 MR b AR 4, VEEG S %
TR 2R T2 2 L (P>0.05),
2.2 VEEG S+ ya%) B 6 & A MRS BILIE RAFIEe £ 2

VEEG S5 H J5 % £ AR il Rk i
L% 2 45 W8 60 1) VEEG 4 & Pk 5%, T 45 44
(75%) B )i BZAI , 00 K AF 0 3 % DA e e 6 3 LA LA
S FS T 5y K HE R (P<0.01) , TIAT FS B EP ZXE &
VERFE2IT R 5 B E M & 22 JCW) 5 AR 561 (P>0.05) 5 RIS
HRAE AR ST 2 IS H IS A AR S0 AH & 14 P 2R 22 ) He
ZRTGH7E L (P>0.05),
23 F% VEEG % R 441

A0 165 1958 )L VEEG 45 3L . 1B 105 1] (60.20%) , H
rp R 4 TR AT /B R B R MR TS B 12 ) e
60 i(39.80%) , e iz Mk S o & SR & M 3~4 Hz Jiig
8 f81) it RN AR S0 145 A ik vl 5 SRkt S 53 9], bk
XM 0 BB 0 21 51, 355 TR B R BT 340 A v 5 8 DX A
e 17 46, AL BRI IO ; Rolandic X CHL 14 {61, 3475
WD R 5 60 411G 1 9 DG
24 VEEG 5 LB X £

AH 165 Wl ILE LG5 3~6 DA BEYT 1 ¥k, BT 1.5
AR, AR RE T, Horp 52 $1(31.52%) 55 A , o1k
AR 12 B, axifith K A 40 491 SRR B R AL DX 18 41
ERIX i 16 48], Rolandic X JCFR 9 1], 42 Ifi P4 I8 ik 2 41
Il EEG 1E5 105 filrh 7 4% A . VEEG S 2 % 2E
RETIEWY, P2 A/ 53 L (P<0.01), 1L 1,
VEEG S5 7R X 5 %0 X M 5 % i 39 5 F H g &k
R (P<0.01) , {FAR Y B SR 4G 36 7 5 X I M S i R )



— 974 —

BERERKZFR 2012 £5 37 5% 11 #1 ( Journal of Chongging Medical University 2012.Vol.37 No.11))

HUG R AN (5 3) o I A iin i) L2 1 RBTRUig 254 ,
0.5~1 4FJ5 Rl 52 B L TeiE A1
F1 FAEBAGKRELRIILEE
Tab.1 Comparison on the clinical data of all patients
VEEG VEEG

l o N
CUI I ¥l Pt
(n=105) (n=60)
RIS
(%)
<3 53 42 11 3.987(<3 vs.>3.<6) 0.049
>3.<6 84 53 31 6.398(>3.<6vs. =6) 0.011°
=6 28 10 18 15.105(<3vs. =6) <0.001"
FSFKIH
H 67 37 29
2.575 0.109
g 98 67 31
EPF ik
7 5 0 5
- 0.006"
g 160 105 55
RIS
()
<385 66 27 39
24.554 <0.001"
=385 99 78 21
FSZAY
R 153 102 51
- 0.009°
JRykLgd 12 3 9
(%)
1 35 24 11 1.350(1 vs. <3) 0.245
<3 84 48 36 2.696(<3 vs. >3) 0.101
>3 46 33 13 0.096(1 vs. >3 ) 0.757
KAFIPIRZS
eI 35 20 15
o 0.809 0.368
HEEW 130 85 45
PR TR
&) ( min )
<15 154 102 52
- 0.019"
=15 11 3 8
24 h WEAE
1R 139 93 46
4.076 0.043"
>1k 26 12 14
HJa &A=
2 52 9 43
) - <0.001"
i 113 96 17

Heovse, 5 BUES o, PN LA 22 S e 22 B 30 - B AU IN T 5
I, HEA P DAk (Fisher” s ) K 30

3 3t i

ATA] 5 S pe BRI P A 4T AT 5 RN L FS, A
JUBRLE DL B BRI , H Rk 29%0~8%1, Horh

#2 60 %) EEG RERAIRKFRIEILLE
Tab.2 Comparison on the clinical data of 60 patients with EEG

abnormality

Bl AR B

(n)  (n=15) (n=45) X P

VIR A
<3 11 9 2 - (<3vs. >3.<6) <0.001°
>3.<6 31 3 28 - (>3.<6vs. =6)  0.656
=6 18 3 15 — (<3 vs. =6) 0.001"
BAEAAY
friop 21 11 10
L 12.918 <0.001
= 39 4 35
FSHI%
H 29 5 24
3.401 0.065
I 31 12 19
EPF ks
el 5 1 4
- 0.329
g 55 14 41
ERzsaingel|
<15 52 12 40
- 0.40
=15 8 3 5

TEvs., 5o BUBG* T HURZE A e 208 305 - BBV N T 5
B R TR VIR SR (Fisher’ s ) K06
®3 AEMBEHMVEBEEABMAXRILE
Tab.3 Relationship between different localizations of

paroxysmal discharge and subsequent development of epilepsy

7 8 6 2

Rolandic[X 14 5 9  0.088 5.4(0.78-37.51)
FLIX 21 3 18 0.005 18.0(2.40-134.83)
HHIX 17 1 16 0.003 48.0(3.65-631.76)

e oA S ) ) LR H TS A5 & A A R M R AR s
i, AR IR, AR E RS I AR AL S0 fR
H 15%~20% 95 AT FS S8 {H 2 FS Qa5
H BZMEEAER A AT 2,

FS BZAEIG EEG 535 2 10 VI AN 2 AR TR ¥
(), X2 X FS B4 FIE R fE AR N KA
EEG (1) B 18] LA B X 4500 A 5 FL 108 40 0B A 14 A T
A0, EEG X Boafifh: Al 2 FS Y % 51 2 15 i
AR AT 50154 A L EFH N R 44 FS L
EEG P4 & M50 R W g 4 209 55 Ah—sef 35 1n
Rantala S5 N A TG EEG B KM 58 A
fil e 1| BA i B 2 M FS . A W SEARIE , 76 % )
FSZEIK Rolandic X HL AN A & FS 5 & L P
A Rolandic X B, B4 55 0 58 L, A SR F s,
R N i EEAERN, &P EEG
SEECR A EN S FS BT H S & AR 2 6]
MIRRMA T IERE



BERERKZFIR 2012 £5 37 55 11 #8 ( Journal of Chongging Medical University 2012.Vol.37 No.11)

— 975 —

ABFIE R, 2%k FS H R & AR I B £
TrLiVE FS, E 24V FS EEG 1955 R0 & T8
gtk 3 EEG J& H G ZEWUR M EZE G R
1M H. EEG % X B & M B S & A0 09 fa B P
AR P ELE R, BARFEARE AR B
Rl 2 WA S T 85 X R4 P TR v %) G e, PR el A ke
i, B Z AR AT REMEIR K, EEG #UX B4 &1
R ERIN R, R EAE R, FS BIL
DX & P i P S R A R A T
EZ NI

B LB, T EEANRRAYT R 8w
A FS S, LT (R B RS S FS A
AR R IAAT 2052 . Hamati—-Haddad 25078 £
HESE FS RN A & & VIO & 1 FS 54 m bk
TR =2 [A] 56 R AN, Chen ZEIRF5E 45 - EL445IE
SIS MR AL A P 5 A% 6 S ER FS LAY
NG RGN FFLE N2 24, B2 A48 Hh o
J5 KB SE R BT Z —1 I LU A T RE BN
ST 1] B S SR | e 2T A 22 SR A L 25 5 52 %2
PPN 2 AU 4B LD IR FA B R 2 e rh 22 A
AMITEE B LR PR X TR, S R A
A REAFAE I 2R, IX B AT K B S AR I 5 4%
R HOREA Y EEG R 5 H IS R AR AAAE
EEVINEER

M H, FS RSG5 H IS0 0 & A 5 R %
Yl, ZREEG KA g5 vl LI H 3 ZLITAY FS &
JUEEG &SR/ 451 Bos H JE & A5 00
FS LI RIRAEIR X N 3.7 2 3 5 SCHRIRGE
SREERHL AR 3 % DL BBy FS HULIHE—3, e 4s
R 3 LU FS LRk R M A w2 H
Ja RAIIR A fER 2R, ER R TR R RN, b
T ERBEA I ST — 25 I

BIEA WA RAE G R EEG XF AW H 5 2
& FS s o R & VR JC KK IVE D, HBEAE
KEIFFEE R R FS &L EEG FE & PE S50
FHOCIR A MR R AE B B RR kb R AE,
{HRFFE 45 478 EEG % X 15 & M EEG S8 e X}
FS H I &AW A S %M.

B2 FS BARZRHUG B B &= =k
FS HULF T EEG Wi, o H2 %0 X 14 & i
Al A2 H H 5 & A 2 — 2 i BUAEH |, i
PR B I | 75 B T o FH 25384 g it —
AR

£ £ X M

[1] Nelson K B,Ellenberg J H.Prognosis in children with febrile

seizures|J].Pediatrics, 1978 ,61(5) : 720-727.
[2] Berg A T,Shinnar S.Unprovoked seizures in children with febrile
seizures: short term outcome[J].Neurology, 1996,47(2) : 562-568.
[3] Camfield C,Camfield P.Febrile seizures[M|//.In:Roger J,Bureau M,
Dravet C H,et al.Epileptic syndromes in infancy,childhood and ado-
lescence.Montrouge : John Libbey Eurotext,2005: 159-169.
[4] Paul S P,Nair ] V,Hemming J.Complex febrile seizures in children
[J].Nurs Times,2011,107(40):15.
[5]  Yucel O, Aka S, Yazicioglu L,et al.Role of early EEG and neu-
roimaging in determination of prognosis in children with complex febrile
seizure[J].Pediatr int,2004,46(4) .463-467.
[6] Koyama A,Matsui T,Sugisawa T.Febrile convulsions in northern
Japan.A quantitative and qualitative analysis of EEG and clinical find—
ings[J].Acta Neurol Scand, 1991,83(6):411-417.
[7]  Stores G.When does an EEG contribute to the management of
febrile seizures|J]?Arch Dis Child, 1991,66(4).554-557.
[8] Auvin S, Desnous B,Bellavoine Vet al.Febrile seizure;underlying
mechanisms , consequences and management[J].Ach Pediatr, 2010, 17
(6):686-687.
[9] Sadieir L G,Scheffer I E.Febrile seizures[J].British Medical Jour—
nal,2007,334(7588):307-311.
[10] Djuri¢M, K ravljanac R.Significance and the role of EEG in the
diagnosis and treatment of febrile seizures|J].Vojnosanit Pregl,2011,68
(12):1063-1067.
[11] Sofijancov N,Emoto S,Kuturec M, et al.Febrile seizures:clinical
characteristics and initial EEG[J].Epilepsia, 1992,33(1).52-57.
[12] L= /N LS T A= MR A A At AR T R
#1,1987:116-120.
Fusan X F.Pediatric practical electroencephalography[M].Zhang S X.
Beijing: People’s Medical Publishing House, 1987:116-120.
[13] Dubé C M,Brewster A L, Richichi C,et al.Fever,febrile seizures
and epilepsy[J].Trends Neurosci,2007,30(10) :490-496.
[14] Cantarin—Extremera V,Garcia—Perias J J, Gutlérrez—Solana L G,
et al.Clinical electroencephalographic and genomic characteristics of
patients with febrile seizures plus[J].Rev Neurol,2011,52(7):404-411.
[15] Rantala H, Uhari M, Tuokko H.Viral infections and recurrences of
febrile convulsions|J].J Pediatr, 1990, 116(2):195-199.
[16] Kajitani T,Ueoka K,Nakamura M,et al.Febrile convulsions and
rolandic discharges|J].Brain Dev, 1981,3(4):351-359.
[17] Hamati-Haddad A, Abou-Khalil B.Epilepsy diagnosis and local—
ization in patients with antecedent childhood febrile convulsions|J].Neu—
rology, 1998,50(4):917-922.
[18] Chen K,Baram T Z,Soltesz 1.Febrile seizures in the developing
brain result in persistent modification of neuronal excitability in limbic
circuits[J].Nature Med, 1999,5(8) .888-894.
[19] Fuster J M.The prefrontal cortex:anatomy physiology and neu-—
ropsychology of the frontal lobe[M].Philadelphia; Lippincott-Raven, 1997 ;
6-11.
[20] Kanemura H,Hata S, Aoyagi K, et al.Serial changes of prefrontal
lobe growth in the patients with benign childhood epilepsy with cen—
trotemporal spikes presenting with cognitive impairments/behavioral
problems|[J].Brain Dev,2011,33(2):106-113.

(TS HRL)



