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Autiepileptic Drug Treatment from Perspectives of Natural History
of Epilepsies : When to Start and When to Discontinue?
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Fo] AED A&7}t 739 g 94 RPdke d7EH
g%zl £dte] B FoE (AED A8 FHod R 4
gglol) ] o] A&EIPFOG E ufl AlgholA
AED9] 2HE3A o4 g3 gloke o] Hsitt. A
&, AL W& (burst pattern), 384 ALY (inte-
rmittent (remitting & relapsing) pattern)¥ T34
& (chronic continuous pattern)2.& ¥7F42 + oh.®
» Weye AABNE B FAET FARHH, BB A
WEe AED R 80] 93 B B BRET fARH.
AED X 89| 98] #ald AL FY FUEF A&HHL
Z B E Hole @4 U AU @A R HH F F
o Adshe gt 522 AEE 4 Utk HgAEE L
AED 8o 8-8< HA8(E & A &34 THA#A

AED Az AH
1. XY (a first single seizure) ¥ ML& U AED A
gHE

2z & 3~537ke] A2 HAHAAM oF 30~78%
(&0} 40~50%. 2391 52%)°itt (Table 1).2% o] & g
A7 9 4E 5 34 53 2350 1EE usE
FEy gEstolarol biasel oJaf 3d#M AwEo] 78%
24 M4 5o =3 Aol dig A7 dA HFE B
Eol 2571 g o AAZG #* 12F FEORE
Aok ALEL 40%BEEAM UREY A7 Aok v
£3lch® ggjn diREe] AL 22Uz F 67iYolA
14 oldjell Vehdn 2zt & AjZto] o8 Ad4E A
€& Yot O AFES T FEE AL 9
FAAEL H&ite] A" Ee] Ul (B3] ¢€3
34 wah, €4 Ade IAE 2 HgHAPE] o4

EL ouigtin & & Qith o] R¥EC) §Fe E ¥ 7 Folvh =3 2L Wit YA YA A gl EHE
TES AZ A9 Table 49 2t} 2292 A7 2o AED R8BS A e &
Table 1. Prognosis of 1st single seizure and Untreated Epilepsies
Clinical Rate(%) Study Design, Age and Follow-up Predictors of
Pattern et Population Number Period Outcome
1st Single Relapse :
Seizure 40 (Shinnar et al 1990) Pro, HB Children, 233 3 years Poor : prior neurological insult,
42, 44 (Shinnar er al 1996) Pro, HB Children, 407 5, 8 years  seizure etiology, abnormal EEG,
febrile seizures.
27 (Hauser et al 1982) Pro, HB All, 244 3 years
29, 34 (Hauser et al 1990) Pro, HB All, 208 3, 5 years Poor : Remote symptomatic.
52 (Hopkins et al 1988) HB Adult, 408 3 years
Over all : 67, 78 Pro, GP All, 564 1, 3 years Poor : Perinatal neurological insult
(Hart et al 1990} (100% relapse), partial type, age.
Untreated Spontaneous Remission :
Epilepsy TR (22yrs) : 42, 52 HB all, 1375 10, 20 years
(Keranen 1993)
46 (1 yr) (Placencia et al GP all, 643 NA
AED-Remission :
98, 92, 78 (1-, 2-, 3-year) Pro, HB mostly  all, 280 5 years Poor : Multiple seizure types,
(Collaborative Group 1992)  monotx seizure frequency, rate of relapse
in 1st AED year.
53 (Feksi er al) Pro, GP, monotx over 5 years, 302 1 year
74 (Placencia et al 1993) Pro, GP, monotx all, 192 1 year Unrelated to seizure frequency,
illness duration (treated or not.)
56 (Watts et al 1992) Pro, GP, monotx all, 71 6 months?

Abbreviations : Pro : prospective ; HB : hospital-based ; GP : general population-based : monotx : monotherapy ; TR : terminal remission !

AED : antiepileptic drug (Reference : 21-24)28)30)46)51)54)103-105)
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International League against Epilepsy (ILAE)<IA]
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o} glE BAE F AED A& glol= 108 B<t 2 42% %
EollAq 2d ol4re) Ba7h ATt s AutlT i
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d o)l #alg Hyvin ok @ mabd AL 94
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< 4 ok E£3 olg r|7tE Az E Adds) o
Fof FkE A=A B3kt

2) AED Mg &

e U9 Sael tie @ AFoIN B 59 Fd 3d
Table 2. Prognosis of newly diagnosed epilepsy with AED treatment
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79%9) BAIN AED X 2% 6744 o139l Behg-S et
W3 govt Bl dFe BAe] WA 2H 0|8
75} Fdo] glglet

3. N2 FEE MY AED NE ¥

ZHde AED X& % 20 kol <F 70~80% ©l/delA
2~53 ol4te] WajE BTk ¥ ™™ (Table 2) 1% 54
2Z88] (terminal remission)E AAHIA 03Izt 54%
olm® Aolell A& 74% ™oltt. 181 thF-Ee] BaE 2
BAIRE 1~2d ojulel Al 53] 53 FEs= 19
olule] AlZtd % 100} dA Tz e E AN &
AED & A% 1d ojuio] Halo] E0i FREL (A8
Al gate] wh A ARy} 513 Balo] AFe AAF
ok 5id o4 Btz Aelrl A& RS ould

e
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4 AED NZ A& oH

AR EME g g ExE A odEstA
U oslEle Ae g e Rol ohe dae] o o
Uehlx] g 2 288e e $ixle] Y8 goly A3l
AL kA=A o FE dd JAokn & £ Ak WA
AED 89 AlZE ol2]§l Zxd 4Z8M He5E A
23] meisjor & Aol 8 AT B3A F9 7ol

Clinical Rate(%) Study Design, Age, Follow-up Predictors
Pattern of Remission Population Number Period of Qutcome
Newly RE : 65, 76 (=5-yean)TR : 61, 70 Retro, GP all, 457 10, 20 years Poor : perinatal neurological
Diagnosed (Annegers er al 1979) 30% AED at 20 insult, adult CPS.
Epilepsy years Good : Gen Sz, idiopathic type.
58, 75 (5 yrs) (Shafer et al 1988) Retro, GP all, 432 10, 20 years Good : No brain insult, Gen
spikes or GTC.
60, 70 (=2-year) Retro, GP all, 122 15 yrs Poor : partial seizure, multiple
{Goodridge and Shorvon 1983) mostly monotx seizure types.
TR : 68, 54 (3, 5 year) Pro, GP all, 564 9 year Poor : remote symptomatic type,

RE : 85, 68 (3, 5 year) 65% AED 1st
(Cockerell et al 1997) yr

76, 74 (3, 5 year TR) Pro, HB
(Sillanpa 1993)

mostly monotx

interval between 1st & index sz,
frequency of sz

Predictors of Intractability :
poorshort-term outcome by AED,
occurrence of status epilepticus,
high initial seizure frequency,
remote symptomatic epilepsy

Children, 178 30 years

Abbreviations - TR - terminal remission ; RE : remission ever ; Retro : retrospective : GP : general population-based : AED : antiepifeptic dr-
ug : monotx : monotherapy : Pro : prospective : HB : hospital-based ; CPS : complex partial ; Gen : generalized ; Sz : seizure : GTC : gen-

eralized tonic-clonic. (Reference : 52)53)55)105)106)
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71 Wl @3 BaAvh o @ Abdel e 283 o
eta Fesost gt Az ok

HAFFT] 23 &=t F Benign Childhood Epil-
epsy with centro-temporal spikes (Benign Rolandic
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97t geng AP FAe FARLL B g3
39 2 Afde) dia) BEast ol g st Eojshod
Fokelx] @1 FAlshe Aol ulgz] & Aojt}. Aol A
AERE Aol Pyknolepsy ™ Wate] dis Fo
L gl Q3AgelY Sta g S UYeh st 4
AR Jepteg Aoy sejo AFe 23l 4
123 BREY vk 2 Zdatolgn F4sh sl
HEate] go dy2 AWA4E E 571 gk wely olgf
2 B Fox FoFE Alago] Blgeit), 9o West 2
Faoltt Lennox-Gastaut ¥} -2 Juvenile My-
oclonic Epilepsy & A $1go] =& 7hd 337@0] iy
oluf A7ZA AEY sl 2wrate] AL gloiME &
B ZJAkeh Al AJ7HE AA 8 ol FokS Alalhe A
o] gelFolch. Aoloil tiF-Ee] F4 wate o] 48
FA BT oA A U3 Aee] ¥ o gkat
#lo] 285 oliix|ela she @] fle] dl%E A
Foteg, ddAslel tig AFAart 4€ o 717 Wit
Z74o] Yo g 7ol el Foke ah HRejc)

Aol AeIME Aolet ALEL M vk} YA
Age| ol thar] w il o] wE Foko] W g4jo]
AEo SloJM = Afelsb A Hrt, g wato]
(idiopathic) 9] 3+ FF7) 98 Aolr] Hle 92 =
Fgold 84 T34 494 9% 22 99 29 (erypt-
ogenic)Ql 47} th-Eol} 0 st koY gole
drofel] glojA gl uhztrkRled A HEAtol )t A 254 9
Aolvt 4738 AAY 9 HAstgapde] o]4kazo] gl
€ BAA Awe] o] ¥t a2l3 shate] 43 A3
Aol RS54, A, BEIY YA EE 24 559 213
2 297 AAE FPo| 29 ARE AYsley Fo
sith. wekA 748 gEA oz 9E Joldl 20~60t) 27}
A g A 2dzto] vehd 7o ddQlol}, 29l £RAL
U] 254 5 A9 FHE o] &5t BN T
Fohe 224 589 A% 9] e ¢ g wodxle
E 5o geie dad ool AU xa ¢
Atk aEg a9 2o AgAle] f¥Rga) AED A8
Al " 228 Fo) EAES 8271 olssta AEDA

N
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At o ol Bxpt 243AF 6719 ol (e
Ee Aol YAl AL dolr1Ee] Aol vet
g 8tgo] HlwA & AED (phenobarbital )%™ &%
a¥loz Ai X858 FHE ARBAY, 242 F 1d
ol (Aol &go] ¥ A7) YA A A Yol
g o 74z FA Be Y 5 27E B o &
A Qg g2 7+ gAlo] gloiA AED Xz w3l &
8L BolA e Yethn FEA U7 W AVt F
QF A7} bl @ AL $ldel] tiE A= ERtE
72 e 2 i 2ast vt

o]} o] Fokol A& AA ol UM 2t FAjuict
o] E4:3 A}Ao| utz} A8 (optimization)& doF &
£ Zolx] ¥gBde AAA o] e Zo] ot o
A 228 AL galel I BIAA 74 S5 FR
Aol s el & olFAITIE Bolxz 12{F olEE
ulelo 2 sle] & rapportE BASl #xte] FEE A
&R0z FAE Uzto] 7FF 7122 dAelgtn &
olZlck. ®ak oAt g4 HAlsledo} sta At HEzt
A% FA] AlAk sl AMEE AEDE S A
= #53v} gl Bolx] 7hEel wAlolu MY A F
£ Zo] oldriehk= AED X &9 FAloltt.

A

2) AT AR
Zeofol] QlojA T W (24A13E o] 7)) B F A
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21 X} Ad
o o o

o] 7HsA L 80~90% =2 geiA ok mEs F
W olAtel ¥]e w4 (unprovoked) E3e] Uehd 75l
gatoe] Zhawmolgtn Asi o] A4 AED X&E Al#
gt Zlo] Ajelel F3olth

SR w27ke] 2Hzo] 1d £ 2 o]l e A
2= 227 O £ ) o2t Aol A Fekol 80%
of 714 BelRE AHANA Fo srigtz Tkl o
Bz gol} oju] AF Y ule} Z-e Age] BUE =Y
&= Zdo v} v Fe] Atk & & ¢lok @3 AED
8ol glE DAFAE F date] ¥ixy 7HE 9] o|f7)
7roll BA glo] & A} TS B o L2 A
ZHdo] W zhZo] e (23 WIwr} 5&) HEd vlE
o F7t Foalgte BAL ¢lvh £=3 AED A& F 1~2
W ojufe] Tt el E0i7 #ALES tiFEo] 5id A
Zslo] S0z 7bsAlol 3. AED X8 AlFF] A
€ 2 oyt Y REojt} oy T B AZAFE
58 B % 9g Zolth oleid A fole SA7F 2
Agroh} Y-S Fhofl ol & o] AR gl
okg uig Abstolabd Fokg Alztgte] FelHo| AT
g e A% dolMe FIE vFn F2Y A
AHRE FAH B24E J& Zolt), o] Afol tig R
sgre 2l f3e rael Al g T3 2T
A7} Aol I Aust v} gl 7ksE Aol

oy apde] Ak Hutad e 3 A FEe
dEztz 2HgakA] @AY (Table 2) 2 ¢jvlol] tiaiA
=] Be AttE e EAo &k o N
uhalzh Zute] S EAY 2d2E Kindlingolghe H2
ubzl (4A Fe sty Folid Hde] oid) 2o} 7t
A Agsictn & 4 Aok o] Rl wAg g o)A|
Be Axe okt AT AT AL AAHS FL L
PEQh oW NS o AHo Bt 22 A=l
ol&) wato] futslA Huy 2% 9@ Alzte] AUME 2
e Fro Aol oaf wzto] fEls T4 TR =
dolt} A7|AZel olaiA HAE = de] AP L Al
A 2lolA] W&zt 23k (interictal spikes)7t ¥ 3H Al
A Jgeies A7 2k w2bA Kindling® 23 Abgel
A gz BAesAE (A7) A o) 34 e
dwaly] daiMe Hophabde] Azt SRR A8
E glopwt & Holth. et Fallo] o8 21 e
AED#% carbamazepineelt} pheynytoin && AbgolAl

2

or

4ol
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BB oLl HEY AT FZ

A 2t S8 gloflA] %381 valproateTt H4lA 3Hz
Sot- Aot B33 S glole £9E 23 sida 484
Aok ® wpepd] St dAE fdsiA Y e g3
o] #H & Zslste ol ARolgld aRAg W wert
2 glod. 89 Alel AN Kindling o] &3t &
Ax obd HE Ho] gla ‘Seconary Epileptogenesis
U &2 mirror focus?9] E L2 o}F =8 A9l ¥
gtod AAE Ho] & Wolu 1 JAIx HEgeHA UFE
AM-g ohuw mhebA ERTE Sube g3 wake] AE 9
Bo] e A& ouldhes F2ARY #olx] wate A
oju} kAl A HRlelgtn & = gtk Ki-
ndlingell &jgt 22zo|y Algholl A Yehhs 223 25
oA FEAED A 2dFo] Uehr] ol o 7|31
e A2l gdo] wabdy HAE THEY] A8 (DElA
2232 dogl7] &) olv] M=o 2m AP Aol
opdrtele 7Pgeltt. 2@ Xisl g Weje] dde] $A4
24 2dzbgahg 24 3ol A A Fayt Jehde
Zolz] F97} kot b4 ] Y1 opletm A
Ztecth. 524 EAME A71AFl &% Kindling 34 °]
Hejel ddoln 3EA A7l UlelA| Rt Al
A ol ol Zx HHshA gl Ro] glon 18
A717te] Heldel 8-S dodle 998 FYsts Ao
Watolu} 244 -S o] g Ad EAlolth 2ol 74
2 g7 BV F4EA (SE) Bl ELAY HaE &
ST HELE dod F rhe FFEM 3l &
o FA7AE L 1 AAEN Y] €A L oligm
e Wt FAo] o] SEx 1 Al St Hd
2 sl YL ddshe B420A1Y Bojx) zhAwAe)
AL L oftiete FPOW00] 1L BEHo| Qi o]
2oz & Zdkatoly T O 4Ho] 23 wiE
wate] A7 A ofn] FaA dviehe THAe] £HEH
7Hd®to] AEDEA waE JAslx A ] waelt
A& A R3che JEA AT He IR 45E
& 91, mEhM AEDR E& 2ae dAshe o 1 54
ol YA HzAAVEe] F5b (ol B3] WY 5o
BEE 439 U= E gefed dE o] ofEn
g 4= gt} vtk Kindling®] 298 e 2UE AlElA
g RS v] 43 HupEARke] S (Ki-
ndlingdlM& A7|AFel g FHH7RAE QId + e
AEA AAAE 4 s ofof s 2z o)
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71 ol 2422 doZ 2k AlgollA H o2 T3
ojopgt & Aot} Tt grefoll Al A Kindling 34
22 d@ge Mo wWeAa d4 (dE £9 ‘secondary
epileptogenesis)e] Za5tx 19} 2 A4 (HgAHE
o] #A7E F3h)& vehlle YA At Hapd a2y LA
g & Utk dAzA Hge] A 5EL AED A8 Brhe
AR g AAlgo] B Aol 3= ejgt
#gol Aol obF] AFHA ggieh ™

AED Ng9 3 &

AED A g9l 2ja) ad o) Aol gle A EA el 3l
ojA fokel Foe FE3] mejd EWE FAolth. AED
A&8g FEAHE olfE A48 7 de F IR
7P 2% AL AR AlFe] 399} upil7iA 2 AED A
B #¥d ¥ EAEcIE & + A
AEDE 25 oA & ¥olx HAWAE gl F= A
o] ofy7] wEol FoF Fuo o3 At 2UH =
8] Agolu} virtAS] ARG 4ol ol2A Hr. o]
g dutd EAYE SAH AET F de S 2
e AL AT AAA7 gle dAZME

AED X g9| T2 daix® HA] g2
5ol eyt AAH s FAAQ WHE AAsn o
3 7idle Rl vlEsitt. I olfe A1 A
9 sl gzl Aol AED ARE FHHE Fdithe
A A BHAAM G o] A wjRFo] FAEAE I
S, R A9 2k REEC daid FF FE 3
ALAY 8919 FRYtog NgFdo] YEHoE FF
g 7t g3, A8AIZe] B99 vl 2 @2 A
o B3 § %ol $84] Ha 19 wE sy}t 875
7] W&t}

1. AEDY FE°| IHES A OjR= 3%

g AFARC] AED AEE oF 80%9) ol2x SRAE
o] 4717te] #afoll Eolrte RE Ferh 1% 54 FEFE
#3] (terminal remission)E AA A A 9idzt 54%0]131
aodl A& 74%0]t} (Table 2). o184 #sHE Hel &}
B9 E 2 A BFH o] FokF 5 ool A ol
4 Ao oju] Faol] B AU A A7) HAAY &
2 A F 5d o]} Bt o= AHAA oln] A {7} H
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4] 23 FPsAol ATk = A% op7iA| 18

Y20 tig e 77} Hlo} A B el
ot oo zM Uehte Baelrel 2ol A
Ate} WBE FaH 2EAo 2t 1 PSS BRAE
It} ol Fobel FA% B 1

il
oif
S
o
}.
%0,
o
»
O

S ol AED F0F o 2~5d% & Qe
dizlo] B4 glo] 40% A= LA Yok ¥* (Table
3) £ ALeR Z 50%E FAFE F 670E ool 60
~90%& 1 olulell Aol Yehdtin ot & g
sAuas A5t o8 60~80% FEoNME Tl &
zadga 3 AE 78 F d%F7H $& BREY
Pyknolepsy $¢] 7Ha%%2o] ol g glE 4ot
2 gios AgE et A5 doiMe ALEol
o] won] (8~30%)* & meta-analysis®™el 2lahd w2
o) €A% (H&Ae AAY, FAAA Ee HEFT F)
o] 9l& remote symptomatic epilepsy & A7Z3A o1
aoly HskzAaAe] ool YAY A7 (134 ol
Xy & 94 ulgie} obEy] Wl A9l AL A¥E
7} Botz @tk aglm iR dFeN 271 o3
uzl 3ol g SxdM ARAP st wrherd o2
o] Y5}t gt ¥9® ol olub o F7t B AT

Table 3. Prognosis of AED discontinuation after remission

BFo| QA Z g8 272 L F3E Uehi7] "ol
3 ARG HHHAL 24 L A FlAtZ A e} Gl el
E=dho] 9o stout Aofe] B4 o oM Tk F
g HuARE dfd u$ Fasith ol SEe
ZubzhA] W oA $88 A3AAY T AEHE Zoldt
1 9tk H29) ATl e B UM FFT &
Zo] HuphA} o] AANoY Rkt A HmgAMSe
AN 2FAA 29 - A3 23 5L I 52 F8E
o Zolxlglo] BHEEYTt* X 8EH AT B B2
AL A8 FUio Awgs 28atFol AEgo] Ao ¥
2aitte A Ao giyRo] T A$ BFolA 11d ol
o (2 ¥t FTE 671E olll)ol Uehkdchs Relth 19
3 14 o]Fo] Yehhes g oja Al A7lE stk
ol AFHY AED A& Folx o) Wae A 2
wzt sz wkRbabgel Wela 713 (pathologic sub-
strate) 2 Fobd Eejo] A4S A exn Adthe A
& pEFojgnl dgsim otz & 4 U

Aol P & T2 Aol e T FET (Ul
%)0] BoF A&F (22%)°) vlah 23 B<e] AEEol &
grout A71ARl dFe] gloiMe ¥ Aot YU ol
A7 A o9 e A FAAERE B 7|3
AED®] 7}A4, gele] E717419] AED X871 3 4
AA uz So|tt, F&oF gy FAY Az g

Clinical Remission or Study Design, Age, Follow-up Predictors of
Pattern Relapse (%) Population Number Period Qutcome
AED Relapse rate :
withdrawal  mostly around 40 meta-analysis, all mean 58 Poor : Ftiology, abnormal EEG
after (Berg and Shinnar 1994) HB months Good : children
Remission 36 (Shinnar er al 1994) Pro, HB Children, 264 2 years Poor : presence of etiology
mean sz free: 2.9
11, 15 HB, Newly Dx Children, 425 3, 6 years Poor : neurological abnormality,
{Matricardi et al 1989) 2 2vears sz free (mean 8 yrs) MR, epileptic Sd, EEG abnormality
41 in AED DC: HB, pro alt, 1013 2 years Poor : CPS, GTC, myoclonic type,
22 in AED Tx sz free 22 yr seizures after AED start, use of
(MRC 1991) multiple AEDs, neurologic deficit
from birth.
Good : long remission period
Remission after
1st recurrent sz :
sz free : 51, 40 (Ist, 2nd year) HB, Pro all, 409 2, 3 years Poor : Short remission period,

RE : 85, 63 (1, 2 years)

(Chadwick/MRC 1996) {median : 3 years)

sz free at least 2 yrs

recurred partial seizures, seizures
during AED

Abbreviations : TR : terminal remission ; RE : remission ever : Dx : diagnosed : AED : antiepileptic drug : DC : discontinuation ; monotx
monotherapy : Pro : prospective : HB : hospital-based : CPS : complex partial : GTC : generalized tonic-clonic | MR : mental retardation .

Tx : treatment ; sz : seizure ; Sd=Syndrome. (Reference : 33-36)38)
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EIZIE G NS MR S22

T Aolx
FGEF ¥
2

= 2 o9 BaE B §AlEdl oM F
zto] Add A58 e st APHNY
2ol d7E AED A& AN FUFTD AFT ALl
AL F 53 el T 2d gHES Hln #
3}04 FT Aelg] frelgh Aolrt glgS Edln, Fok F
wzte] Aol 91 o AED AFd e T3] ©rlA

QWMH: F3A ol A71HQ dFole FFE Ulilxl
i Z2AUT. £3 o] Bl 247 LA &8
60% FE=2M 2ER Fu Tt 3@ £ 3RS (~60
%)% vlng wd ¥lzA @ Holr}, ol ofvix Feof
TE ¥ Agse A2 ATl Augle] (2EEoly
Fof UF Ado] gle HEd vl %7t G Ed
7Fs & AAgTh L & = glou olg #lE AHMe
& @77 Bestrt o] AFelA E kA Fuled
T ¥ ko] AL HE e A7 T dBE
“1117‘} Z3che AMdolt. 0|2 Adhe ¢ dig
F29) Aol o3 dye T AH2A AED A8
A (FEH 2] 287} obd e AA)E FPEHA B
o} F& Aolth A71% T AT 3 FA AToIN LA
olol & AMIEL FY TEF 2~4d (A8 E A F sl
Bl AR F 4~6330) BT (9F 40%)9) FAlE] AL
ol glo] Az vk A3} B Fof A&H o2 AED A
B5dolx E738ta 8xe] 22%14 Aol glArhs 3
ot} ole 7zt duijiTelx el A& 40% AED
g B34 Y 2354 9 vE 20~30% vk
v E2A FHE Zojol @ FRolt F§ A8FE F AL
o] glE 60%9 BAEL AED A BAIAE 1A ¥se A
Folx A glo] AAA o S04 sFeiel o A&
AQl AED A 8% £33 ALH 22%<] SAEL
3 BT A SF3A A dA Y THR oY 7
ol Eox & + Ao ¥ & A7EdAe 53 o
o] &8 F A4 AED X 8F AL A% 1.6% 22
293 12.6%24 ¥]nA W oo PP 7o Ao
A ok 23] Aol dlo] ] AA% T W A
€2 olUR A& &7t BRI WEA e S4A
g

gafo] 7izte] Ade Ao AEzge Bl glvkn
deiA AR G PR AT Bl 7]zie]
ZBFE 7t 2 Aoz Hol Ao ¥% ARt AT
SR ©r17e] AED A& F9 £k T i 7€

lo L 10 8

1

1
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oA B X872 £ Bl 7|7ko] B Aol G4 o
F7h vty & 4 gl Aol 193 3de] AED A
B ¥ 671Y Bl 9@ A FHFE F 230 3
A BT 37%00A T Aol Yebtn® o & Aol tiite
AFelA 1d Bal F Bk FUe 23 T 2dH 9 A
do] gl ke 61%9TH? a8ln 24 38 437y &
& F 5 T 65 2 Yol EA zt7 Ajgd dF
M ALEo] 40%A1 ole T ST 7} BA
7h AT ol AFEolM B 2ol gleiM 87
o} #ajl7| e o Fo} ¥ B glof Bl

o] 33 Z& AL AR E FEHL LS AL
A 22 1E2 ATE Aol oln] 1 2ol A 3l
UE £H 20|t * % AED 8o o8 53 o4 #alE
AHHG 282 AED A8 &) &g Ao] ol o]
1 849 A4 wae] el jolof ofg) Lato] o
Aol o\ o g ufel HeriA S s 9A
v ZSIAA 271 Wil £ 3 & Alde] vehd Zlo]
v Fofo] ZFoid Folm AVt FIA FEE fASe
e olvlm 74 WA 27 g B 4d

| Al AP EA] ol o]v] WP HE 4
Fazie] daAde wedE e E §
< AZE B 4 Uk ko) we)rlde A g ol
g O FHE A ES A A E Bl glsojokt B3
o1} Q] i AAAE L] gele xF3] Azt A
ok AgAte] 2aYe AR HEFOIVU TE 5o
oty wzte] A7de] A7 ol lupysl 2 WA
o] Z & A A" ntA sl EFPNHAN &3] T
Asle Heladog dAH ooyt o] dF Ho Slu

59 TE9 walrlddele 989 A7t glovt 4
£ 2 gelzFe] gy FE I S5 Sk W]
Z-& Yehliz & ®olehs Aol '™ FEdAY Bz}
T A8 F 1053850 8™ @ale) 23 71+
A 2719 71AE Agslole 2R Halrld 5
olt} 7hEHNAe] Aol 2.3 A|HL ol HE|7} Hol
HY B 2We)e] A7l doe kel 27194 (23
oluf 11 olHellA K] ZhA <] AT Atelg Al7])o|w o]
fe ELAL 27] 71do] ool AL E ¢
e A8l /MLE & gly] ol AT 1 A|He
2 AV AAE g A Brbsdit) g es 1
el B e AL TEA|th BEAEY A ¢

o

r\l

o]

_\:

}..
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zto] mde wlg- thekslel & 4=
Kindling
& 5% Kainate (KA) 29%% 9 continuous hippo-
campal stimulation (CHS) 2d™*™® Fo] i}, 1% KA
g3 CHS 24 & A9slne 448 £2 483 Zo
off 93t zka mdolely g4 glon, o33 fE4 T4
izl gdoleln k= Aol o AAstt KA 243 CHS
Rde 2wk FHUR0R Azsle FH TR ¢
A% xE 39710 F ADLAFQ Pae] Mooy
Z34 (semiology) 22 Uel}A He A Bl
WA o g AdstA He 1A e 2 RYEHE 8
Edojgln & # A} z8: o] REYEL SEVL R
€ doyle delo] "Hute RE Aoz 53 e
o o] SEol gt 93HA zAte] AFee g AoloiA
Fulgoin & & ok 2eu KA 29 KA AA7 A
EEA o] v ¢ Al 229 REE mojsy] v gl B
Aol 249 AL 27] DAY Z2Heleo] AE AU
2 3ag £ gloe APAA gl Uk ™ CHS 249
AA] SEA slivt z2d] &4 23ivtn geiA doH
F2 CA3% Hilumol Axe] MFALE FRigit @ oe)
4 CHS 2do} yutzte] vz vlmd Hsicin
A Y SES] fEelezAe A AR5 e
T A AAAEE L] o] w o] A&
o slojrf A7t st ol¢} ol FEAR oM e F
A W e AL 38 BrMed gt
Al B8e] Ml A vla s REA ol R 71%H

olm ZFEA AolA Fol WEEA AT TEAQ] Aol
E2 28317] i ol 713 TEH Y] FAE S &
F3 9tk

AED 3| 5¢] Fdo] 1t 9] AdAle viAe do g
B oo 71 golols BRAdd Wer1A g oy g
g d3E Jelle S3Tolgn ¥ # o a2y 28
g we]71d e Fol hi AFE o7 F38] 2EAR
Aol 714 ol ALl Erbssittn Az watA
dAzMe 22 S3TE 44 BeriEde] Aol
& AR § 3] MEEH7E Jdsrle odun
© @ F AT 9AE ALl AV AdEE FEA W
HE ol gl 7t SIFFEC A FAY T2 dzT

T s Uz 1AAA 2AE ol 7 vl
S AL AR,
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AEW A

Sd] W99 perforant pathway stimulation 2

P

EE

oldm Zo] o zE= 7HEe] AJA) EEH Y
B} 29l Hol -‘T-‘__ A Kol glojA Iiﬁéol Bl
g 82150 e Aol EFRloY, 7+E AArte] Er}

g ZRdAE AB5T ¥ 2~447 PR 84S (~
40%)91 A AED 229} £2o| Bigaign & 4 3
£ 850 Bol AL Aolth. A4 A7 AnzAe o
FAAEL 2P BAEE N7 8 9Redes
N %29 oo} ASA & 4 otk 2elT AED A28

7% e AEFEH AED A8 E AT Fd
AP 257t A8FE 955 2Fske vl oM w
F8%e oA AT uis} wlRtRlolT. of QA ARF

HAME 22} Al7HQle] @& HA 7 e o] fEelet
Q‘ 2= o]

2.AED NE 339 2

ol el A Agsl & 7& 1o} AAAL HH A Bdstd
gatel Agld ol AEDS] #2434 X 8H]&o] E4
g7 rethd AED A8 £28 o8+ itk
gAAE gett sgse B3 4 2§ 948 £ 9
7] &l APyl Held] YAAEE 49T & de Rl
o} A8 5ol BASHA R AFEo] AL
Zto] g golit Fagof disiM T TS A5 ot
T g Ee] A B B Sl sl H4HE U
E Bxe Aalg] olojFt Al o5 T2 diAZ FAIH
o] & Holt}. A2 5] F4-L A AL SlolA o
A3 7 E FEl T FIF ATATE=9 Fofol
g F2Hg 9 AEds 53 gl 89 Ha HE
g Fol AlEHojof & Holt}, Fof FkFe] FAES] A
23 - 21313 Aol gt & Apole AED A B8R0l
gAgEA e A a3AYAGD 3 A AREs}
2e B oA FoF oo @ 4le] -AlE] A o] 5

2 vl§ B2 & oo FoFFte] Anst AY
ol & A= N8FE AEE FHote FAEL F9)
dRWolQtky Bmdtm Aok o] g e o

Ztdol A}

gt TN 8] A A ZRG FAolH o7
HE dAl ABZEE Z2F T JoIM FE3] AES ook
& Zold.

Zeel ol2717kA A2EAE AR del oIA
& AAR BAEL oW BRjelA v
713t Bere} Balol 029 ARFAS Telshok shevtst
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SE Ol X0 A&t &

AA4 N 2EEE A2 AQ7L Folh.

Z29zte] AED X 8413 A oM} vhirix| 2 wata)
T AP NEFE NE AY sk 28 W),
A 2714 olde] 989 (& o] H&ite] BAY
% AV o]} e FAAF oA WA o] 2
Al |k EE 134 o) Aolm HHHAMY o] Al e
7% )l e Aol Fofo] 9§ Fatgo] BAEA
@] AEe 240 g B$-E Adstne Fohe
Al&gto] uidA g Aelth, J1g ZAEE A dPdxe
kel A1 A DASFT FFolth 4] oA
E29 A (Ho e A FAY, HAAA, A
TR B HEF AAY 5o 9734 €9 e 3
He AEDd o B go] Yoly A8FAE naig w
T AL BA A A7) #ejo] =g as
Aol AE=st vnd g7] o JlsslE F4S F9
32 @ Aol uiEAE AN Bate] AQAQ 4 (o
A 2E€ o 51 A JAE EGAY s A
Pl wheb AL 39717 67”AN 19 Ax Rope
T AelolA FAE F Ago] glod AL Bte £
Dehe AlRE & B4 ik, ol SAjelA wat gwraol
A 2, FE BE 5L INHEE FAANI 2 AL 3
el ARG oA Bello] Eolg 8ol srhe R
T WEs] G3le] R} FHog AF Bizte ¥
FHob & Aot} 8 ¥ T3 B4 Table 4914 e}
o] fF7t & Aeg ¢33 BREE 4L A&

Table 4. Prognosis of epileptic syndromes

- @719 BHF XNEFEE x ¥ B4} Qe
°]3L Pyknolepsy® 753t @713t dal% g 2de
A AFT vl Zo] Azl AAE Foj} Aztgn),
a8y JMEE AEDe] 93 #sle & 929 2o 2ot
F Aol 3] o] 433 7 7IES xee 2
4 ot 28n 344 3 Fex 9244 91238
o] Fut=lo] AW HapHAME ol Aol e AS Bk
GAl] A Ygo] 7] WBol N8FEE & 4 ¢k
to] F44 3 F Adse 4B @4 32 oy
©ot. Sturge-Weber %%, West 33T 5 247] o
4ol AHA 713 5& Bilsle 1 2322 43}
7] o ol Fokg Al &slodof sl HA] AggrolA
B4 A2 olgdr) ojo} 2 vE £3F F 94
A 3 Ao Q) B4 1 5L A8 2L

o olA T E AH RS o) BAE & 5 ¥io girk.
4 9E 938 a%le] Frlz utgA g

241914 124 Atelel #Ale Mg 4o g XgFFo
el E 4= 9ot Q) ¥4 £ Sy taod
HHAPE odel gl 97t o] Qe A$ Hr}

MO W on

Ir

ol #7114 sl ZAfele Futd e g8 glo
B, | Aoz §A4g Raapt Rekrue 49

838k Ay Tl A ¥AE Sl AR AL =
G F 67HHA 19 S FAIF F Aldo] glod X

Prognosis Proportion of

o Characteristics Syndromes or Disorders
Epilepsies

Excellent 20-30% self-limiting ; Benign neonatal seizures, bening partial
(Burst Pattern) not requiring AED ; epilepsy, benign myoclonic epilepsy of

spontaneous remission. infancy, ferile convulsions.
Good 30 - 40% benign and short-lived ; Childhood absence epilepsy. Epilepsy with
(Burst Pattern early controlled seizures with AEDs : generalized tonic clonic seizures on

“.or Intermittent possible spontaneous remission in some & once and awakening, some localization-related

Patterm) permanent remission ; epilepsies.

succesful tapering of AEDs.
Uncertain 10 - 20% longterm tendency to seizures ; Juvenile myoclonic epilepsy, localization-
(Intermittent AEDs as suppressant of seizures ; related epilepsies which may be amenable to
Pattern) remission and relapse after AED stop ; surgical intervention with subsequent change

lifetime AED treatment. in prognostic group.
Bad (Chronic  below 20% guarded prognosis ; Perinatal brain injury or congenital anomalies
Continuous AEDs as palliative such as tuberous sclerosis or Sturge-Weber
Pattern) continuous tendency (medically intractable) for syndrome, epilepsia partialis continua,

seizures despipite intensive AED Tx ;
amenable to surgical intervention.

progressive myoclonic epilepsies, West
syndrome, Lennox-Gastaus syndrome, etc.

Abbreviations : AED : antiepileptic drug ; Tx : treatment. (References : 60-62)
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