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Safety and Efficacy of Topiramate Monotherapy in Children
with Recent—onset Seizures
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Purpose : To investigate the efficacy and safety of topiramate monotherapy in children with recent—onset
seizures. Methods : An open—label, randomized, parallel group trial compared the efficacy and tolerability of
topiramate monotherapy versus oxcarbazepine monotherapy in 54 children with newly diagnosed epilepsy.
Results - Of the 54 patients treated with topiramate (N=25) or oxcarbazepine (N=29), 51 patients completed
the full study period of 16 weeks. In topiramate group, 64% became seizure free, 20% demonstrated a greater
than 50% degree in seizure frequency, and 4% got worsened in seizure frequency. In oxcarbazepine group,
59% became seizure free, 24% experienced a greater than 50% reduction in seizure frequency. The efficacy
was not statistically different between the two groups. Adverse events were usually only mild to moderate and
the tolerability of therapy was similar between the two groups. Conclusion - Topiramate monotherapy was highly
effective in controlling seizures of children with newly diagnosed epilepsy (seizure free rate : 64%). (J Korean

KEY WORDS : Topiramate monotherapy - Recent—onset seizures.
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20 2 SAL0IA Topiramate H= Q8!

o] Ak 378 B 58S HF 2910] §lo] 13] o)t
o] gAY 650]
A2 1719 dAAAE AHES A2 Al Al
F3F0] AN A5, HA H2g oy
Al AXo] 9IE 7d-9-2} acetazolamidett
zonisamide® AME-3F AHo] 9= A2 ik 5479
go}l & oz 259 o) Al= Topiramate &= 29E, 29
Bell A= Oxcarbazepine ©5 Q& Alsisigic)
Topiramate ©%5 QW3 A%t 25 F o529 He A

)

F2 4.6 (EFEAL3.04) S om, T vl go} 157,

oo} 109l A& At e 9 e 1339109
Zha ukzl 717k o g6 0ot 2EE L Topira-
mateFo] T A-§- 234 Al 22 1398 (52%), @<
e 5 RE 2 67 (24%), AN AA-Z0)
3% (12%), 2 22 19 (4%), Ay 724 izt
1% (4%), Lennox—Gastaut syndrome 1% (4%) ©]3l2o
] (Table 1), Oxcarbazepine ¥ 9] 7% 2214 AX 3}
B2 279 (94%), @ EE 5 FE 27 29 (6%)

Table 1. Clinical Characteristics of Topiramate Group
No. of Patients (%)

(N=25)

Sex

Male : Female 15:10
Mean age 4.6 Yr
Monthly seizure frequency 13
Mean duration of seizure 9.6 Mo
Seizure type

2nd GS 13 (52%)

Partial or CPS 6 (24%)

GTC 3 (12%)

Myoclonic 1 ( 4%)

1( 4%)
1(4%)

Generalized Tonic
Lennox-Gastaut Syndrome

ojgitk & At 157+ #&7)(baseline phase), 4577
9] ok gk ZA7](titration phase), 3/ME7 §4]7)
(stabilization phase) 2 W & 1657 34 #2319
o} oFE g8 27| Eebol TopiramateE 1 mg/kg/day
BE AFslo] 15 21802 1 me/kg/day¥ FHslolon
2559 o} = 199L 2~5 mg/kg/day®, 682 5~7
mg/kg/dayZE A Z2EHAc} Oxcarbazepined °He &
g 237] 549 10 mg/kg/dayFE Al2kete] 15 740

10 mg/kg/day® FFslo™ 271 FF 20~30 mg/
kg/day 2 ZAsIch A4 & #AE Y& 4 59
1% B g gAag 9 R D XAt g Ak

B7IE SeH, Aty @rle) J|Eo R 44 AAEY

Y, 77 Ao digk vk A% o2 ok w3t F
FHY TIEo R vERd 5280 AE 9 4l7te g
o] A oJR-F 7|EOE ASiTh

A A2 98 x 2484, Kruskal-Wallis one way
analysis, Mann—Whitney test & ARE-3}3iT}

2 14

54%9) go} 7}2-d Topiramate $o] Fo} 254 19
2802, OF 19 34 wao] =x Yo} 2390]
75 F83130 1L, Oxcarbazepine o] &o} 294% 2
§oF Q3 ok FAE TEd 19& A9 2890)
ATE F7Eh axpdolA Topiramate &% SHS
ek 234 AAY A 24 64%, AT M (HHE
27} 51~99%) 20%, /WA (A™ Aot 26~50%) 8%,
H(FA a7t 25%018h) 4%, A3H(AH] 25%01%
7P 4%0)91 21, Oxcarbazepine T 2% A3k 28
HE 4d A4 59%, AAS A GIE B4 51~99%)
24%, MA(BE 7247t 26~50%) 10%, EH (A a

e rlo
lo

>,

-

ofN mr o

W Worsening

B No change

EA Little improvement
[ Much improvement
1 Seizure free

Topiramate group

Worsening : seizure increase > 25%
Little improvement : 26—50% reduction

Oxcarbazepine group

No change : 25% change from pretreatment
Much improvement : 51-99% reduction

W Worsening

B8 No change

B9 Little improvement
3 Much improvement
[ Seizure free

Fig. 1. Monthly Seizure Red-
uction Rate of Topiramate
Group versus Oxcarbazepine
Group.

66

J Korean Epilep Soc /' Volume 5 / June, 2001



Table 2. Adverse Events of Topiramate

No. of Patients (%)

(N=25)
Somnolence 2 (8%)
Insomnia 1 (4%)
Dysarthria 1 (4%)
Hyperactivity 1 (4%)
Mental slowing 1 (4%)
Nervousness 1 (4%)
Anorexia and weight loss 1 (4%)
Status epilepticus 1 (4%)

7} 25%°18h 7%, <sH(F 0] 25%0)4 Z7H = ATt
(Fig. 1). Aol thgh #Anka Hrhe= d7x19] A9 25%
ANX o} F F3F, 56%NX %F, 17%NA BE, 2%0A
UEF0R HIHERNT, BEAe A$ 22%01A olF %3,
56%°14 4=, 19%I1 BE, 3%I4 mlEez vepdoh
ATk o] & F Bl 7t Alo)el] &% (efficacy) o] 1014
+ A8 o7 zlo)7t Qe

AT 717t F #HY Topiramated] FALo 3= 7|
(somnolence) 2% (8%), £ (insomnia) 18 (4%), T
Foll (dysarthria) 13 (4%), 2854 (hyperactivity) 17
(4%), At1 582 At 178 (4%), AA I3 (nervous-
ness) 1% 4%), 2423 2 4% 744 194%R), 4 &
%% (status epilepticus) 138 (4%) 22 JERJTHTable 2).
Oxcarbazepined] #2842 93 3ol 54 (17%), 5% 39
(10%), AAA2& 18 (3%), L5 138(3%), =3 19
(3%), At1L 58] A}t 15(3%) o2 Jepgth

E 9 Qe F Bgo) 7iHsly AAHoly ok
A3 FALE AT 5 9l FAg) wh wes) w
T 7o) Stk 19909 del SojMws jeg A%
AZF ALHEA o]F FEo) @ el st A7t 2
A=) giok AR 9y AME T QE F2 13} oE
=+ phenytoin, phenobarbital, carbamazepine, valproate
7F Qlom Hef sdE FHEA F AR 2 IR GE
5 @508 Agdte] @3 Lie] He A4t Budn
o} 12t eFE Q) e Zo) Yoz 9l Agelch

Kalvisinen 5 15~544 Alo]9] aj=go]| gty 743
=S 1009 tez F 0% Yol 509
vigabatrin @5 2%, 503 carbamazepine ©% 2HS
A&ste] 12709 <t 54 ARSI G g Ao

carbamazepine &% Q¥ 3} vigatrin W 29 A9 zh
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GrRM - 28R - HM ) 9f
ZF52% H 32%% Haste] F5Ael QoM vigabatrin
= Q%] carbamazepine ¥ Q%] v|s) thi Wol
At Fg2 "y A Hog Husigrh kAR H2
0] Alof A2 Bahgo] HuE 1 glo] AoloME 13}
oA AMSRE ol B2 Aldke] ATk Brodie 52 A
2o] gty HE b=k Sxlo)A lamotrigine¥ carbama-
zepine?] ©|F 7 ATE F3 lamotrigine W5 Qo)
carbamazepine 5 QW H|&3 S YeR)n B
28 A2 Aoz Husioh'Y Guerreiro & 2ol
g 5~1841¢] Aol & AFad 744 $x} 1935S o
Ao 2 8 oxcarbazepine™ phenytoin® ©)& W7 AT
2 T3 AAY A 44o] oxcarbazepine WE %9
73- 61%, phenytoin &5 2% A4 60%% K 1d}lo]
2o 7hd gz} A oxcarbazepine W% 2% 9] pheny-
toin? & FEAol vkm Buslgith!” Sachdeo S
FH 2ol R Aot B Al 1+ #4 679E e
329l Al= oxcarbazepine 95 2%, 359oAl= Yok
2% (placebo group) = Al&5le] oxcarbazepine 9% £
Al AW A H™o] dojuhs bl Al Alzte)] uolA 7
Zo® RIste] 1 BFAS olop)slE o, Glauser 5
< N ol FHRAAE B4 F9 3~174] Alol9] X
A FiE =k glo} 267948 oxcarbazepine group® pla-
cebo groupl.E Yo e 9¥S AgElgl oY 1657
9] 8 Wz A3} oxcarbazepine group ¥ placebo group
of|A 2t Zhago) 242 359% @ 9% 2 VERY oxcarba-
zepine group®lAl 2JWIQlAl Aasgl S-S Bakginh Y
Bourgeois &< 4~13419) 4 FF | =92 Holx
% 4ot 7HA (benign childhood epilepsy with centro-
temporal spikes(BECTS)) #olE th} 02 garbapentin
o= 27 9ok 2¥(placebo group) & o] &
9l olF WA ATE B3 a5 viwslgth asAe
T FHFOIY 2 gl 1 Y 539 28 xg A
¥ 7§ (treatment failure event) 7} YR b= | das A
o2 3190 gabapentin 9= Q¥ 9] A7) ¢k @
Hof wlal] 2Ju] A 21 Aeg BuEithp =0.06)."
Topiramate H5Q2Hel thet &) =802 Gilliam &
< FHool A 252792 i @z RS gow
I8 FoI7(200/500 mg/day) 3} A& FoIF(25/50
mg/day) 0. & o] o]F WA ATE Algslsion, g
FI} A gl Aw & 240] 47} 53%, 39%2 K
Btk g W ey dE o¥ute) Bake) gis)
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AOF 21 SO Topiramate H= 28]

2 AFoME 3~6 mg/kg/dayd) Topiramate @5 2%
Al AR} 9 AAo] 64%, FA 7K0] 20%E Gilliam
59 A7EY o ¥ Ad I A4S B0 oA
g yek 744 golod o 2 3@ AMES BT
Robs o Sole) 7 A3, F3 #F 7] S
o)zt Az XY Aof 1M #AhE e
2 A|3§ Topiramate ©% 2% @sAel disf] & Al
o2 2w FE3] rka A=k

&3] Hu¥¥E Topiramate?] H2E-2 X8 27| 53] oF

B 43 24719 wol vehin 3, AT A, B W
e FFAEA Fodol 7P £ Ao BusT v &
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ToME o} 259F 9B (36%) oM FAEE S48
, 1789 3% 24 5852 AR WA ol EelAN
19, B3, AL 5 Ash A4R 9 AF Ao #F
ZAn|EkA T A3 02 FoA] g AAET
2hog NMzE gA-™A F9 sl Topiramatex
ojz] $79 7hd #zte] Al AR AjRo| JdE
2o} 7v8 gA}o) A Topiramate ©5 2HA] 64%1A 7
Hol oA A4S By, Ay HrlME A7 9 B
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FEHHQ okAZ Azber) 3 FH Fago] AR T4
oA gk thF-F Au|I AEH O R AR A Tl &
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stk
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o] JdF= 20004 4¥FE 11€7M4 8/ME ¢ B
ety By Lopue] wWHEste] Aol Xdkd Aof 7
32} 549E tFos AFHor N, T, o=
H I ATFE AAIBIRIT

2 1

Topiramate 9% Q¥& A3 23¥F A &4
A4 64%, AT AN (FA A7t 51~99%) 20%, 7N
AFEE 727 26~50%) 8%, ER(AH a7} 25%0)
3D 4%, F3H(ATe] 25% ol TV 4%, Ox-
carbazepine &% QHE Alds 28WF oA 24 59%,
HAAs WA (EA A7) 51~99%) 24%, WA (FRA
7} 26~50%) 10%, BABE A7} 25%018) 7%, <
3} o] 25%°1¢ F7h+ ATk A ol F Wl
TAYolell EEA (efficacy) ol loiAE BAITH R 2}o]
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At
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