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¥ 1. Patients demographics

[}
o] @)

Number of patients
Age
mean*SD
median
Sex (male:female)
Perinatal history
Prematurity & Perinatal asphysix
Meconium aspiration syndrome
Perinatal asphyxia
Past history of neurologic disease
Encephalitis
Hypoxic ischemic encephalopathy
Pachygyria, Heterotopia
Lennox—Gastaut syndrome
Duration of epilepsy
meantSD
median
Duration of atonic seizure
mean*SD
median
Baseline seizure frequency
mean* SD

median

48

89.8 £60.7 months
78.0 months
35:13

6

4

1

1

14

3

10

1

17

49.4*44.7 months
32.0 months

28.4%£31.9 months
12.0 months

48.2%+39.4/one month

28/one month




® 2. Median seizure frequency reduction rate during deflazacort therapy

Lennox—Gastaut syndromex 48.9%
Atonic seizure only* 39.3%
Total* 42.7%

# 3. Seizure frequency reduction during deflazacort therapy

Rate total L-G syn. Atonic sezure only
n=48(%) n=17(%) n=31(%)

<25% 23(47.9%) 8(47.1%) 15(48.4%)

25<-<50% 3(6.3%) 1(5.9%) 2(6.5%)

50% < -<100% 18(37.5%) 7(41.2%) 11(35.5%)

100% 4(8.3%) 1(5.9%) 3(9.7%)

L—G syn.:Lennox—Gastaut syndrome

XA BF FF7E 50% o) At wET 2399 FFuol: 8557 L0
3 FREE 79.0/0E0)1R e, AUt 169 o7t 7HolTh. FAly]) o)
ARAR Fotrt 45013, AAA WYL 6PAM AR, Lennox—Gastaut

THFLol FE A 8WoIgth AA B A S V1%L 417718013

FTARE 32071€019100, RAFYRAY BF H9 71 213749013
Fake 120790190tk B2V BUe) 2IIHFE PRl 4208 FNze
28.081 %t} olof W) wlwETe) FFUolE 94.674Yl AT FUE 75070
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¥ 4. Clinical features of responder and non responder group

responder non—responder
(n=23) (n=25)
Sex (male:female) 16:7 19:6
Perinatal history 4 2
Past history of neurologic disease 6 8
Age(mean *SD, months) 85.5%50.2 94.6%75.0
Seizure frequency 42.0x33.5 53.91+44.1
of baseline period(mean £SD)
Total seizure duration 41.7.0x31.9 56.6*53.6
(mean *SD, months)
Atonic seizure duration 21.3*18.4 35.0 =39.8
(mean *SD, months)
Lennox—Gastaut syndrome 8 9

A 4859 ot T A 338 HAME dfA ool
AT v A3 e, 4% (8.3%) M AH3HA BEAe &
AFE Bole 429 gol F 14N AAFo 2 HAFo|
HelX A AFoE AFuREY 45T F4 A4S BN
AE FHIIAE ¥ oH deflazacortdE 35 A Fo3H
(% 5)

X 5. Adverse reaction of deflazacort

Adverse reactions

No. of patients(n=48, %)

Irritability 4(8.3%)

Weight gain & 16(33.3%)
Cushingoid appearance

Total 20(41.6%)
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Steroid= AWl F2 ¥4 (adrenal gland) & 42148 (gonad) o|A] wHS it}
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LA i steroid FA 289 NHL Jo} AEF S gAoz F AT A
steroid7} WA A5 Jel AY BoigozA 4 oA A4S ey
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I B8t} Steroidgh ¥ WG WA F2EU AA 2Ho| udt 2}
S WS dAlste A A xAHo Jodtte Bt gon o9 y-
aminobutyrate (GABA) type A benzodiazepine receptor complex, NMDA

rﬂ-ﬂ

receptor, acetylcholine receptor, voltage operated Ca++ channel Soj &3}

o 14 A% S vebdos 2a'T Qi
Corticosteroid®] AZ A izt 24 A& W37 2 9207 ro] &
T ew, FE e wEg Hol: A% kg Al: GABA type A &}
NMDA s&Alel  Zg3ks wbd, FAZAM $£9o dx =d
corticosteoid’} MEW F FF F&Ao] g3l oo 54 ARS W
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corticosteroid®d %7] A8 AHRES RB3¥ F v gov, Dulac %o
Rasmussen @A 23 &4 FE 714 (epilepsia partialis continua) ol
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19669 Gastaut 2%l o8] A28 v} Qou A=A 7 o)F AL ¥
g £ UMt olF FURAYAEL FuEkE Lennox—GastautF F-7oll A
ACTHL]- prednisolone® &E#o] tha) B 1%°7%" ¥4 prednisolone? &3
< HW 4 mg/kg/day7tA TR g 717t FAoM LA Tk
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Folz 33-60%74x 21 fHu ok & AToME A o} F 4
(8.3%) oA TP Fo] B3RS Wolrt. o] v HFH AA, Ao, &5
go] 34Ag Holv Fotx BEE 5 e oAl oFE Lo 7idE A
2 wze] eyl #AAFoRA Yehte @AAE 7 HA gov, % 3
Al AF el S it A7t W EooF F ZeE Al ET. AolofA
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Fop0 B AP E olgid R8-S Hasl Y] H8 2 ZE diAlel IF
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Efficacy of Deflazacort in Refractory Atonic seizure in
Childhood

Hoon Chul Kang

Department of Medicine
The Graduate School, Yonsei University

(Directed by Professor Chang Jun Coe)

This is a clinical prospective, add—on, and open—label study of deflazacort
upon the efficacy and adverse reactions in refractory atonic seizure in
childhood, including Lennox—Gastaut syndrome.

During 6 months period from Jun. 2000 to Dec. 2000 at the pediatric
neurology clinic of Severance hospital, 48 patients were enrolled into study
for evaluating efficacy and adverse reactions. Patients were selected
according to the following criterias in various childhood epileptic children, 1)
refractory atonic seizure including Lennox—Gastaut syndrome suffering
more than 6 months, 2) the patients who were on maximal doses of more 2
other anticonvulants including sodium valproate and clonazepam or clobazam.

The frequency of atonic seizure was observed at the 4 weeks baseline
period and the 24 weeks medication period as well as adverse reactions at
every 4 weeks. Those data were analyzed with median seizure frequency
reduction rate and other efficacies such as responder rate with reduction
more than 50% as well as seizure free rate. Comparative analysis of clinical
features were performed between responder and non responder group.

The median seizure frequency reduction rate was 42.7%. Responders
were 22 patients(45.8%) and seizure free patients were 4(8.3%). The
median seizure frequency reduction rate of Lennox—Gastaut syndrome and

atonic seizure were 48.9% and 39.3% respectively without statistically



significance. The clinical features manifested no difference between
responder and non responder. 20(41.6%) out of 48 patients showed adverse
reactions, in order of frequency, weight gain in 16 patients(33.3%),
irritability in 4 patients(8.3%).

Deflazacort is believed to be an effective and safe adjunctive
anticonvulsant for atonic seizure including Lennox—Gastaut syndrome, but
the intimate long term follow up study is required to evaluate efficacy,

adverse reactions and relapse etc for further information.
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