An Officialdournal of Epilepsy Society of Ihailand

Issue 1: January-Aprili2018

duaulsmautnusussndlne
91A15RAINTEUS €o U U 7 1avil 2 wengudddy avumwsyEdalug uvaaunensd
WAIEYIN AFINN 10310

Epilepsy Society of Thailand

7thﬂoor, Royal Golden Jubilee Building, Soi Soonvijai, New Petchburi Road,
Huaykwang, Bangkok, Thailand 10310
Tel. (662) 716-5114 Fax. (662) 716-6004

E-mail: Epilepsy0O9@gmail.com www.thaiepilepsysociety.com




% ;{._"g,“-« v 4 Joar. .
L ?.; LA SR
ST TR T LN
o, s &y ’ s
-~ F » J : y ‘ '
.:.!j} i_‘f_';(w "" QL/JA d - eat wh - . 5 - &
m/

USUISNI5H0AY

Interesting topic I: Epilepsy and stroke --------------------- 1-4
WA, ¥IAT FUNsaNa

Interesting topic II: Reviewing the mechanism of AEDs -------- D2 1

WA WN. N23uAd ellngy

Interesting case: Syncope or epileptic fits ------------------- 22 - 28
W.8). NOANT SAIITAY WAL W.8y. VIYIO WIINANMURS

Interesting case: A girl with epileptic spasms and later -------- 29 - 34

focal epilepsy
WA W.eY.8a581 s33uUTENIUNG

Interesting case (from Germany with love): - ----- - ___. 35 - 38

Hypothalamic hamartoma

W.8Y. NYIUT BUIA

EEGqQuiz -----------c e 39-42
WA, ASNS175 WPABITUNS

USTYIFUWUSTNGAN - oo oo oo

P‘.



e ﬁmum/??f{m/?mjmm

-

o4 5
e
I

ﬁ'y/mvzﬁvuﬁ’ﬁvgmﬁ?u

98815 Epilepsy Digest atuwsnvuasUa.a. 2018 U 1asin1susuugs

T Tuwdvesunamandnileeiivaliyassinnunszduniniu lnenasanslanuue

1R 0% NG . v o 1 ad T
B vagaasaTneeuiulily interesting case wazlfinatgnuimirauls

o A o, ] o dd v o € =Y
aUULINULA interesting case 13l theme NBUBINU focal epilepsy N9EU

ABIVIVIUNIZAMUNNERFIUNAMNIIINUAINUAIEaITUULAL HIMTUUN

‘f‘. AuvasauLaulng (wasdud) 9819 w.eu.n1yauT dued NTINSIATIAU
}‘ a . N v W v & AT T
b Weunluguuuuvas interesting case Aqeuiy nialuagrsdsdngnsuil

a £ Y 1 aa a < t%4 aa [ v AR
annudnwazvasgUaslunmeadiinlagazideasnaunsalvinisideds dudu

\‘ dl a L4 ] L o L4 L4 o/
é& - awinfiniiassvadlsaautnlduiu dwiu Epilepsy Digest Tuatuansluiag

& I theme a9 interesting case fuanansiuaaniuusas desvadnlifnniu

- fuBseygnasaly

E ] o X ° o a ) g
quiz %QQUU“Q%L“ﬂuﬂqﬂquqqﬂ u.W.ﬁ‘i‘Vlﬁ']?ﬁ QQﬁLQEJQQuW% ﬁaﬂﬂa%aUWigﬂm_'

N9 v o lanaiiangee

-2

N9IUII0UN5N15 Epilepsy Digest
UTIAENIT: W.LNNTITIU NAYEYIA
” 2 on R L
HU8UTIUIENIS: WWIES BvBuIugTR
NBIUTIUIINIT

W..00A3 qatan | uwydnd Al
wwadiansd Ustiuwa | wey.afiua Tewyamiun
WALMYIUY Bued | unnqumdy valn
WEY.NUNITI YA | ww.doed AARsI
WWETIA 3395500 | UnvIAs Jumsana

o 2o a & Ao w 1 A A | o=
1uﬂlaﬁﬂ§QUUUﬂﬁNﬂ\13JLuaﬁ'ﬁllﬁ"lﬂm:luu\?ﬂLﬂEl'J‘?J?J\?ﬂUL‘Jﬂ\?IiﬂﬁN‘Uﬂ e
o \ o ¢ = .
;_'- - AAYUNAITUVBDNY U.N.NBIELAN E‘\!Qﬂl'ﬂﬁy Lag U.N. U139 ‘ﬂuﬂiﬁf}a EREUAR EEG‘-

YIRS

e
i
=

N

~




(Epilepsy and Stroke)
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autnilannnunainisavaenidenaues wazunda 1 Tu 4 vasjUielsmaudniionguinnii 65 U asllanmsunain
lsaviaaniionduad (post-stroke epilepsy) lunenduiugUrenilusudulsraudnluionarsaunaylogeny
flonanazlulsanaendenauedluouianginitszynsialuiis 2-3 win (pre-stroke epilepsy) auufignui
gsungUTIngnsalfsnanweigiislsraudneraingBanmesuduidentuindn (microangiopathy) @91du
Jaduidesolsanasnidenauadlusuinn wazo1nsinetatullumiuadinisdinin (biomarker) veoslsaviaon
LA OAELDIUTTLANUTI

A v I3 a I Ay Yo o a a = ac
degthedulsaaendenaues wadusvamilasudunsgasinisudsuwamuaiinasuuuaday
daalinisinuvensastszaminUniluiiadueinistnduula sdanguennistnussiamiiindueinisdn
a [ . . v PRy [ n:slj M Y [
AeINTSEEUNEU (acute symptomatic seizure) fieiden1stnussnnilenaaglilallulsraudnluauinn
1m8N4 International League Against Epilepsy (ILAE) lamuualiern1stnaiuein1sideunauesinistniin
Junelunilsdunvindsanfiinsuinduresyuulsyamaiunans (CNS insult)

gtfAmsnivesensinmuemsdsunduvdaniiginedulsavasnidenauosogiiuszsanadesas 3-6
Imi{ﬂwﬁﬁmasLﬁamaaﬂiuiwsmzimaﬂﬁsm i doneenluiiieduss (intraparenchymal hemorrhage) wie
Feonanlideviuannsdunans (subarachnoid hemorrhage) anailgifinisaivasanmsdnaiuoinindsundy
I¢gefiaonas 10-16 MaidfthednnumneralifiennmsdnusngWifiudaiau (non-convulsive seizures) uag

AeslasuniTidadumenisasiaraulninaussseiiies (continuous EEG monitoring) L¥iniu

tiftheBuiionsinndsnidulsaasnidenaussunnnimilda azdaiduoinmsdnlaglifiade
nswdu (unprovoked seizure) Sagiiudehenmsdnussaniifinannszsuiunssniauuazniaiisuuases
wioUngleuuUd (synaptic network) Bnunszuunsitlialsaaudn (epileptogenesis) dualviguiedainisdn
NgnIUnd

sansenfadeitieifiensinlaglifitedunszdundsnnifiedulsavasnidenaueadugiae
lsraudn (post-stroke epilepsy) lé’ﬁuﬁimahiéfaﬁaiﬁﬁﬂaaii’ﬂﬂ%gﬁaammﬁmﬂmiﬂuaa ILAE Feeanuilul
2014 flesmnithenguiiileniadngigeninfesas 60 Tu 10 U lneftaslsevaenidonavesinaussuinibon
(ischemic stroke) aziilonadngdaunfosay 55-70 uazdaelsanasndonavesvindensenluauos
(hemorrhagic stroke) wwilemadngnunnnindesas 80 Tuly
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el Uaelsanasnidenauasilonadulsrautnuasainlsavasndanaues (post-stroke epilepsy)
Uszanausesay 10-12 aglusvesian 5 89 10 U dedadeidusveddsraudniuiuaninuasanugunsivedlsa
NA0ALADAALDY

funsifionistnaueinindeundundsnnidulsanaondonauos floniafiazdnduazldsuns
Fedudulsrautnegiuszanaiesay 5-40 lnonguifihelsanasaidenavesiinanosiadeniloniaussanm
Youaz 5-30 flhefiTideneenluaues (intraparenchymal hemorrhage) Slemaifulsnasdnegiiuszanadosay
20-00 waziiteiiiionsenlfideruauestunans (subarachnoid hemorrhage) flonatndszanaisesay 25

ms%’ﬂmﬁjﬂ’mﬁﬁmmﬁ%’nmwé’amnL“f]uiiwaamaamauae

ilesangdinisaivesensinaueimadeundundsaniifiiefiennisveslsavasaidonasoslslly
ganniin egfiuszanaifesay 3- 6 Anandneiu uazwingUisazilenistnmuoinsideundu Adnazlalls
danaldesyuzenieaunndaau Jekiuugihlvgiislsavasnitonauswniesedlasugniudnyiuil (mmediate
primary prophylaxis) éngthetadalisueiutnunududlilifionnistn enafinnsanvgaeildideriuszezinm
Waduluudn

Tugtheiifienstnnuenmadsundunelusseznadefundsaniiiulsavasadonaues lona
wiAndnandsligannin ogfivszannfesay 10-20 vy Feddlisnufaefesuefudnlusiui (mmediate
secondary prophylaxis) agndlsfinnu uwndiauaenvlifesnsligiieisng mmeeinsdnennazdmalis
sonstluiesiheuasnolifnnneunsndeunuunld nsdaduladuentudnluitionguidslafia Juf

nsfiasanuiusznIwmddguasaziUlensegfluddy wazdlelueiudnudd 01afiasannenen
fudnlaggUaglaiidnganlussezinamile

Tutigtudslitivangruativayunslieniuindeioduiiielsevasnidenaues (continuous primary
prophylaxis) iietlostunisiamndulsaaudnlueunan Lﬁaw7ﬂfq‘ffﬁm'isuaﬂisﬂau%'ﬂmwé’qmfﬁﬁﬂ‘waafﬂLﬁam
auadlailégelin egfiuszanaiesas 10-12 ffinanluudatnesiu msliefudndiesaiiwaidesediasunn
niseleniiilady vl eneniuitheidensenluanssidtadodesesatosvildudussmsseluil

1. L38RDNUSMRIFNBS

2. USuaudenunnnia 10 daaans
3. 9181eenI 65 U

4. 191N15TNAUDINTTLRYUNSY

ﬁﬂwﬁﬁ{]a%’aLﬁﬂﬁ%éﬂﬁ‘[@ﬂﬂﬁﬁ&ﬂﬂLﬂuiiﬂam%’ﬂlﬁgﬁﬁaaaz 50 Askenfudntesnulussezen
F9013flUselevUTIwannNIsANINSTN LA
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fuaeiifornmsdnlaglifitafonseduniondsandulseavaenidenanss Tlanatngilu 10 Jgandn
Sovar 60 wazanunsaldsunitedolulsnaudnldviuiaglidesseliing mulenlmives ILAE fefildnann
undhadutiy Q’ﬂwmjmﬁﬂqﬂé’%%mﬁu%’nLﬁaﬂaqﬁ’umﬁﬂ%ﬁ (secondary prophylaxis) Aaaadidn (asnlenia
Fndrnendsnmsansvievgnenenatygeiaiosay 50 warnsiiftiednenaeliiAnnadeuasSunaiesiien
panld ogslsAmuunmdanunsafinnsanliliotudnldifninduaseialildsuusslovivinians wu day
novgualnddnsertheiitinnyindswililidesdesiogRmmannsdnunntmsedisiitennsdniies
éntloy

TunsBuendudn fdefinnsanedetunsirordmsululsraudnansd (focal epilepsy) sindufe
fnsaundaszansnmueseniudn (efficacy) Wusduiuusn audienatiafes lsausesnds wasnisldendug
vosijUe Tnsenfutniifivdngruatvayuroudrannidusdudnildsunsdnwuidussosnauiu wy
carbamazepine way phenytoin ag19lsAnu mﬁ’u%’néﬂmiwmwﬁmmammzamﬁwﬁﬂwmjuﬁmﬂﬂ’jwLﬁaq
Mnilkatafeesnin fndveaumaniianiuagiufisesetuvess (drug interaction) Heenin lngen
fudnitenafiansunldle 1wy levetiracetam 1130 zonisamide uazeniiiideyaindanuvaonfeluggeony

gabapentin way lamotrigine Dudu

Auaelsmandnudsnlanvenlsavasnifenatesinneuauadsiensinwisigereude eg1atiey 2
Tu 3 veufthedlny aunsavasnaneIMsdn (seizure free) mMen1sideniudniiesyiiafes (monotherapy)

3UT 1 wandlonanisiine1nistn nisilulsaaudn vesiievasndenduss waznisitarsannislien

fudnlugUiengud
Stroke ——s felifasEuaiudnlusiui
flanafineinisdn 3-6% ‘

! ! )
Acute symptomatic sz Unprovoked sz

Wanely 7 du _<J/:_ICH/SAH it 10-16% Wnavasan 7 Ju

L : Tamauuaadn Ischemic vs Hge
laidnflusasliantudn 55-70% vs 80%

Uy usipnafasnn I iudnszazduls
dn41 10-20%

Epilepsy

———> lyifiaslinfutniieteatulsaandn

v

flenafuandn 5-40%

Epilepsy
)

% o o aa
> Asldeniudnnaendin

[

: Ischemia lanaiduandn 5-30%
: ICH Tenmawduandn 20-40%
: SAH Tanauduandn 25%

e,, 6}»1,[3%)% CDW/K 2018 ; issue 1 : January-April



[
wensallsa

Tagtusndilinsuinlsrautnaendsanisanasnidonausdinadednsinieviseld 91nU1en1sAn
lngiangnsfnuiugUisegteenuindnmelusserdu (melusseznamilanou) vewtielsraudngand
1 A M Y o ' [ ! ! ' 1 [ =
Aurenldladulsraudn 4.8 wih uasdnsianessuzenigainingualuau 1.8 Wi agelsinny annsfinulag
1% Scandinavian Stroke Scale wuingiUaenienstnvdannidulsanasaidonauesdinadnininain (clinical

a 1Y aM o o Y o 4 ! o < [ = a ! A

outcome) AindEtheilifionnisin Ineidelianaiionsdnenadudyauuadiauesiiviowaviadon
wadslaime (penumbra) Arsananesidemeiduuinunihwuliawsaddaonmstnlana

wenanil nMsngthedulsaaudnersdmaidesnonisiuyanssaninvesUie (rehabilitation) wd391n
ndulsavaondonauala lneainn1sAinwives Amtz wasanenuitgUaelsnaudnd modified Rankin scale
e siulanssanmiwgnIEglungualuay
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(mechanisms of action of antiepileptic medications)

WA UN.NBUAY plalniey
159WEIUIAAIEITINE JMIAUATATFTIINIY

giudn (antiepileptic medications) Wuenfignetestuldlianeinisin wieanlentanisindn e
uiazwiineangyithumumsiiuansrsiunieluead ildAanswasuasnmshauresdiuiy Tasend
wdnn1sie MeilvanawdonanmsvinuresszuuUszamivdesnseualiiinfiinniulunigluisesvesaues
voselsaaudn Wmsnevessnanlnesine Wy 4 nszuruns (mssi 1) fe

1. mquhu voltage-gated ion channels: sodium, potassium channels

2. fudimsvianevedns GABA: H1un1e GABA receptors, GAT-1 transporter, GABA transaminase

3. ﬁugﬂﬂﬁiﬂsxﬁuﬁ synapse W1UN4 ionotropic glutamate receptors: AMPA receptor, NMDA-receptor
4. aanqméimamq‘ﬁqmﬂa'aami?%aﬂsxmwﬂ%nm synapse: SV2A , A28

713197 1. wans Molecular target vasgiutnluniylf]dn

Molecular target AEDs that act on target

Voltage-gated ion channels
Voltage-gated sodium channels Phenytoin, fosphenytoin,” carbamazepine,
oxcarbazepine,’ eslicarbazepine acetate,’
lamotrigine, and lacosamide; possibly,
topiramate, zonisamide, and rufinamide

Ethosuximide

Ezogabine

Voltage-gated calcium channels
WVoltage-gated potassium channels

GABA inhibition
GABA, receptors Phenobarbital, primidone, and benzodiazepines
including diazepam, lorazepam, and

clonazepam; possibly, topiramate and felbamate

GAT-1 GABA transporter Tiagabine
GABA transaminase Vigabatrin
Synaptic release machinery
SVZA Levetiracetam
a8 Gabapentin, gabapentin enacarbil,# and pregabalin

Ionotropic glutamate recepiors
AMPA receptor

Mixed/unknown

Perampanel

Valproate, felbamate, topiramate, zonisamide,
rufinamide, and adrenocorticotropin

i i ; issue 1 : January-April
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pgnalsAnuiilsmantnuiaUseinm Wy typical generalized absence seizure FauAnan thalamocortical
synchronization s'ﬁqmﬁ’uéﬁ’ﬂmaﬁaﬁaaﬂqmém’mﬂﬁlﬂﬁlé’ﬂénﬁﬂ’wé’uﬁu 2zlUsunIU rhythm-generating
mechanisms 88100 1993n15¥91UB04 thalamocortical circuit 1¢ uagsilfannistnudia absence
f3utunld Feavnanseluluuiei

Voltage-gated Sodium Channels

voltage-gated sodium channels 1u channel ndnfifinnuddnlunisBudusaznisnszaesves
action potentials luaduszaim Inenasainwadiin depolarization ualdswaliiin synaptic activation
994 glutamate receptors (A7van AMPA receptors) ﬂ’izél:u sodium channels waan channels 19 sodium
Tadnunneluadld wdiveansziumelunan miliseconds LiissuAsosas 1 983 sodium current Adunse
AoliAn small persistent sodium current (INaP) ZenssuaiiazdssiongesiniEuazinliin bursting uazan

threshold vassetnas Bnvisdinsailewialufvziinnstnanuuld (1) guii 1

35U 1. 2935013n526U Sodium Channel

Active Inactive
Na channel —3» Na channel
Open Closed

Depolarized L e T Ty

T

Active Inactive Active
Na channel Na channel —>» Na channel
Closed Closed Closed

Hypofpolaﬂzod A A A A R B R A A R EEE L AL R LR AL L R L b

M39Y8IUBIAITU Na channel azUsynoumelusiunidudounatssin uanvslaidunang lade

1. A subunit wwalueg) wuseenidu 4 subunit igus1amdeudu (V) Wunibegesnfiunummdnly
msnuAntesadn duiiliveanisnseduliegnasiaig,

2. [ subunit sumidnegarios 1 Sunseunniy
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sodium channels fieeg 9 ¥ila @0 Nav1i.1 §a Nav1.9 # Navl.2 iWusiiainundnluwadusyamaes
a1 us Navl.1 uay Navl.6 Anuldluaues n1siia mutations aeswilslu channels Lwéﬂﬁﬂua’mﬂ‘um genetic

epilepsies (2)

#17198ngn5se sodium channels 93138171 sodium channel blockers Faiduenguusne Adeuld

laun phenytoin, carbamazepine, lamotrigine, oxcarbazepine (metabolite licarbazepine) wag lacosamide

#17199naNase sodium channel Aziidnwe use dependence %99y block # high frequency train

. . 1 < a A ¥ [} LYY
989 action potential 410N low frequency Ns1ELUU channel MNgIYRINU voltage dependence g1nULA
% block 7sgAUggAUad depolarized ¥4 duntsnuiudTu (binding site) vesenfudnnuinazdou
[y (Y] wa d‘ ‘45 1 Q“ . [ YY)
fuediunaautAvesevane Feegnglusures channel 7 S6 segment ¥ae domains 1,ILIV e1iutnay
LY v 1 Ao = ] A g . . =) . 3 a é’ Y
Julafegrsuuuniumuwnisilugiesiidy inactivated state weoll depolarized voswadUszaMmindu @2
receptor Aagldauuiuluniig inactivated state wagdsaunsaduivenasaiulasn 3adudnuwaes

158771 use- ey voltage-dependent

81 lacosamide \Jugluaifioangmdae sodium channel uAnazA99INeIEIuABalldUd high
frequency repetitive spike 9 time scale 100 milliseconds wsiazguginisiia spike firing Tu long train spike

Ty time scale 1-2 seconds ¥3838n171 slow inactivation (3)

Voltage-gated Potassium Channels

FALNN91191n84 ion channel daifu Fefiviiinannvats N1 channel dazthendnilidng
11/\11?1'1%@%?]@131@@5215@"}@3383 hyperpolarized Faneudiazin repolarized depolarizing lassasnananusznau
#1814 Q-subunit 8nita subunit wiandATvueenaty FeilviauaudRlinieuty Wy a-subunit Alvajand
2zdl 6 segment WllauUD sodium, calcium channel (E‘Uﬁ' 2)

Tuanesifu potassium channels AIUAN M-current ( potassium current) Favlandngliiaes
\WorumadUszamsie action potential threshold Kv7 potassium channels thiegfdnlunsuuanmues
Auives spike JadoinavihlinmsmiFuresnaudnle a dagtiu nuindey 5 ngusefu Ae Kv7.1 wuun
e war Kv7.2 fa Kv7.5 wulawigfiaues (@)

81 ezogabine dulinasnu focal seizure U PBNEMBAD Kv7.2 - Kv7.5 Aaliiinanaiile lnuiinisesn
qvissie M Current vilsilAin hyperpolarizing shift Tuta4 activation #e channel Wuanmniloutiadilng
resting potential Ingsunisduvesen ezogabine nelu Kv7.2/Kv7.3 heteromers aganglu pocket pore-
lining S5 membrane segment ¥4 1 subunit Lagf pore-lining S6 membrane segment V84 subunit N1%AA
(Y = a o 4 Y v @ [ [ J < [ 2/ a a a
fiu (5,6) Wa channel WayvileamsaduAumuALIsINg1 Aagyilin1sidnves channel Aladssnin
1INYUDN

) opi Digest 2018 ; issue 1 : January-April
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JUT 2. uanslassadnafindneiuues Voltage dependent Na', Ca~ wae K Channels

Lyl el
Tl
\ S f N

Pore loop
o ‘\.‘,_ 551 ss2 [1'

K+ channels

%: A P 3 TI I
28 )’ es

\., : €y Y c

— X — — N
£ Voltage-sensor “»,/ in muv ation (__ Inactivation

\ l )
x1
Ca2+* channels
g (=1~ QO
8% o%o °c‘?o
QD Q%

Channel structure
— top view

> —

Mf J
O J

N

Voirage—dependent inactivation et o Ca2+-
dependent
inactivation

Voltage-gated Calcium Channels

calcium channels Hududdiienfudnnanefoongnd widwisdneandeadnunisslinii
Ty lnssasamdnvineges s agadnefures sodium channels #1 A, -subunit Usnause 4 homologous
domains @eusiaz domain 928 6 O-helical transmembrane segments NalnA1g inactivated 9¥AAEUDY
sodium channels (7) wonniwdadsdl subunits 8w 3n Wy a, &, B uag Y-subunit (Findrsnileareauly
avosdilidnion)

luguwee A, -subunit ﬁawmsmsqlé’mawfﬁ Uszanal 10 subtype fe Ca 1.1-1.4 (L-type), Ca 2.1-
2.3 (P/Q-, N- and R-type) and Cav3.1-3.3 (T-type) ('31117'1' 3) daufianunse cloning 1@ fite a,, ez A
(wuannzlundunileans) dau Lo, P/Q- uas N-type channels 10 high voltage activated channels agios
N13113 depolarization a&hﬁmﬁ]uﬁauﬁ%ﬁmiﬂizﬁu Tuaguedl Ttype channel iu low-voltage-activated
channel gy ﬂizéjuiﬁﬁm’;z relatively hyperpolarized potentials

5U7 3. wans calcium ion channels wageniutnitoangualuwsdag subunit

Carbamazepine -~

Ethosuximide -~
Fosphenytoin - -
Gabapentin ? -~
Lamotrigine - 2>
Leveluracetam -~ ?
Oxcarbazepine (MHD) -~ -
Phenobarbital o - -
Phenytoin -~ -
Topiramate - -

Zomsamide -~

MHD. monohydroxy derivative.
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L-type channels a¥ag U330 post-synapse wazifietostunisit calcium ssdilunmeluwaduszam
daunsduds L-type fuaziinamuunnansogawesnaasUUTh é’uﬁ]zLﬂulé’ﬁgqu%‘é’uégqmi%’ﬂLLaz pro-
convulsant Tulsraudnuiin absence epilepsy (8) wagndlsiia nsdiads L- type thudunssudenisdwad
94 calcium Feunstnls udfonasinanumnAelunsedu gene Asududonszurunisifalsaaudnls (9)
ezt fudnunea Wy carbamazepine , topiramate Wag phenobarbital mumqwzﬁqm‘éﬂumaau
dunaduddniuazUszsdiuldenn Sonaiinatrafiodivinldiin pro-absence ves carbamazepine 1§

N-type wag P/Q-type channels a¥agifl U3k synaptic boutons &asias01fe calcium whanluiad
44' v i . 4 s a o A &
WialunszAunisudes vesicles vatansdaussameanliusnwadiusians synapse ¢3 channels silnfinunay
1% . :’1 [ gj . =% @ o gj 1 = d' |
A8 G protein NF1EALUUNITEVLN calcium channels 3adunisgueganIsUaniuaseasaaussdn e1maznany
fastaluiliinasionsdugs N-type W lamotrigine , levetiracetam , phenobarbital ¥u1nge wag topiramate
(10,11,12) dunduds P-type & lamotrigine @1 levetiracetam UNg@IUazEUds P %138 P/Q-type 10 (13)

lugns vese gabapentin Uy pregabalin fio calcium channels U Siudousgun@iziuianis
wuutusiussiu A, O subunit waze1aazAIUAL P/Q-type M (14) e gabapentin 919988Ud L-type

v v Ay

veduuenaues uwiluanesesiulagdudliveyalidiieans (15)

T-type channels ﬁ]%ié%’ﬂﬂ’ﬁﬂﬁzﬁuﬁwmw low voltage i relatively hyperpolarized potentials
wéziEuTnseszey depolarization sauqudafingan1snszduog99nda Gdludiuves thalamo-cortical
tract 9¢31LTATEMIN9 repolarization waa calcium azBudunnisluwad 939 depolarization wauin
action potential @y N134fiA spike vaawagUszamly thalamo-cortical tract 9nseAulAAnNITTIVTIM
nsvheuressadUszavluaInues neocortex tenduds sunmawadUszamues reticular thalamic
tract Wain hyperpolarization vessaduszanly thalamo-cortical tract 81 ethosuximide ﬁaaﬂqm%(é’ué?q
T-type il 34l4¥nw1 absence seizure udffifoyausnuisovenitedilluildlinadenssuavesunaifon us
wuiiasen1sAIUAL neuronal burst lagnisanasvesnszualudsuazeradululdiniaziinadonssua
calcium-dependent potassium #2g (16) LwiﬁqasJ'misﬁmwﬁauﬂaﬂWﬂmﬁﬂmﬂﬂﬁ;ﬁudaﬂmﬁwudwméﬁﬁﬁ
qnidud T-type Tuseduanududureanissnw (17) 81 zonisamide uazefadug Afinaduds absence
seizure tu wuiniinalnmsdiuds T-type calcium channels (18) @72 T-type channel 5 3 vleiunnsnadiy
AINUSAVDIANBY FINUTT 81 phenytoin Way barbiturate asduds T-type 7i dorsal root ganglion (@
valproic acid finanssifsaunn) usiinasie T-type 71 thalamus Enifes (19) wena1ni phenytoin Sailnaste
low voltage calcium channel subtype Busn Wil hippocampus (16) ﬁ%’a;da'jw UN T-type calcium channel
o1eeiidauiliian bursting vewwadusvamiiuaudn lu hippocampus feiuenfieangvdi T-type calcium
channel ffinasielsaaudnuuuameiild (20)
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a26-1

81 gabapentinoids lalA gabapentin wag pregabalin aaﬂqwéimaﬁ'uﬁu a20-1 protein, suidudiu
UsNauLa3uved subunit of voltage-gated calcium channels (42,43) 026-1 ag'wmsﬁliuamaa Tnonulu
dau presynaptic site TaawagUszam excitatory wuiniimmumunutiunntuiivinadinnsdnm hippocampus,
neocortex Wag amygdala nssfutm nduliny 028-1 71 thalamus Judumanain gabapentin Lifnasie

AN absence

52931 020 § 4 uuy Ul gabapentin sengdtudl uA 026-1 way 0282 Tuszifufivhaulade
Msiiin deletion vos A28-1 w3o A26-2 luny (mice ) flmuduiusiu absence epilepsy waziiinlonai
wdndnedu (44,45) Foamadiuntsiiutueuvas 020-1 Mg gabapentin uag pregabalin Wy Sslalanansa
a v o 1@ a a o I [ a U 3 . a 14 I .
asunelantin (46) windun991uITenuIn 81nduluiinaduds calcium channels mUANTIVKAIIT calcium
dusiusiunisUassaisdeUszam (47,48,49)

GABA a8 GABA receptors

GABA (gamma-aminobutyric acid) Lﬂumiﬁaﬂizmmﬁ@ﬁugﬂﬁﬁﬁ@ﬁwﬁﬂuamm 1ags19n189Y
\Waew glutamate Ty GABA sheteulul glutamic acid decarboxylase (GAD) funtisfioangvisuas GABA
chumﬂyﬁﬁu A® GABA receptors il 3 subtype A GABA,, GABA g Uaw GABA receptors (i retina) @13
GABA tuiifoyairfignisudslsrandnls uas GABA Lasazgnvinanslag GABA transaminase Tuifiu succinic

semialdehyde TUillu O-ketoglutarate Lfiu amino group nauluidu glutamate mug‘d‘ﬁ a4

U7 4. uanenszuiunsaiauaziuisuuuaisendng GABA uag Glutamate

{ Cytosol
: Mitochondrion

a-Ketoglutarate

A L P Glutamate
: GABA-T l GAD
Krebs’
cycle ( . \GABA
- Succinic
- semialdehyde
: ¥ l
Succinic SSADH
acid
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GABAA receptor

f11ngAN post-synaptic YeENad (U9 pre-synaptic ¢iUIHIM spinal cord UagUSIMANIZUN
druluauavintiy) ﬁgﬂi"mlﬁu heteropentameric channels @eil 5 subunits Iaeuvadu 7 Uszin de Q, 3,
Y, (3, O, € and TT usag subunit AUsznaumie 4 transmembrane segments (M1-Md4) g M2 %agjéf’miu

[y

Anfusin augun 5-7

Y

5Uf 5. wanslasea3na GABAA receptors

(a) (b)
N
C
o s

5U7 6. uanalasaasnelagsiuves GABAergic synapse

a-ketoglutarate

agaT —[Vigabawrn |

Glutamate ) )
Presynaptic terminal
GAD & o
- >
: GABA - p , GABAg
- - "/ \ s 2
Astr e = - ¢
ocyt 5. > £°° ~ e Tiagabine
¥ &7 e . o ~ Nipecotic acid
. = _ GABA -
GABA & ., 1N transporter e
transporter \-_._____._.-:"‘"5“ .,GA%A -
. L] o

e
LA ™ o - I o
Benzodiazepines Cl e
Barbiturates e —
Alcohol [~~~ o
PB-carbolines

‘\_ﬂ
GABA, l

o
] Baclofen
Q “ac___1Phaciofen
=0

lon channels

CAMP

Cellular responses "—’/

Postsynaptic cell
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Y

5UT 7. uanssunieniseengns Juiusiiu GABA vaen

GABA site
Bicuculline
Benzodiazepine site
Agonists (depressants = :
ea. diazepam Barblturate site

(ea. pentobarbital
Antaoomsts R R
Inverse agonists -

Steroid site
Anesthetics

Or anxiogenics

Picrotoxin site
Convulsants

drutsznaues subunit wahisdusdanses Ussaussminsrulfuavasdinadeuudaninduls
TusgwinefiAnaudnduan nansesu GABA 5 receptor awilfAnnssussnsdunszuaUszam lurasuanyg
warsandald 099N GABA , receptor tufinunBeronistures Cluay bicarbonate Huduideviead
%qmmué”m K/Cl co-transporter , KCC2 (21) Tuwadusyamuosdaiifiutouwd axilusunm Cl doeniiuen
wad Tunngaugaasdvsegialafinduau snnndnaa resting potential 1iiefin13nsedu GABA , receptor 2y
vilv CL ngdnidniwad wagiin hyperpolarization wilunsdifiiineuiinund vesauganisaunu CL agyili
Cl Whwaduniug aumEJELuLszjaéﬁﬂmmﬁuUﬁm;mnmﬂé‘ﬁu Jenaunateidu depolarization suviliinng
ﬂizél:umﬂﬂd’]mﬁﬁuéga grunasilusud carbonic anhydrase 19U acetazolamide, topiramate, zonisamide
agluanU3una bicarbonate Tuiwad vilannisneuaussse depolarization 16 (22)

Enﬂaq'm benzodiazepine LﬁUﬂa:uﬁaaﬂqwéﬁiﬁu GABA A receptor 7 a,,d,,0dz3o0rQg -
subunit Mgy 1 MI8Yes Y-subunit (23) g1fiDengyiianizinizasiemumies subunit fishetufag
finasio pharmacodynamics finariuly Sﬂﬁy’aé’qﬁuast‘ﬁ’umwammﬂwmasuaqmiﬂﬁvmaﬁasuaa receptor Tuaueg
A28 WY Ol1-subunit receptor ﬂvuwamaaauimmﬂaﬂwswau Jadunsedurglaan o zolpldem Faoongns
Jn1zae A 1-subunit azvilinduegtaau wilgndfudniosunn (24) dauen barbiturate fu axilinny
§1meifosnin benzodiazepine wifiazviiliBananisdliavedes receptor Mty aam’lmmmgmmaq
barbiturate 3nszfulasnTIRe GABA  receptor Inlviaaulsl 81 propofol Aflgnswuiientu (22)
topiramate a@nsnsniinasio GABA , receptor I#f uanalndilaidaauin
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aeluia GABA » receptor Sailiumisdudnil anunsnamuaude zinc (25) lngwuin zinc @150
N3 GABA A receptor Thanmstiudslaluauosaau hippocampus 7iduaudn @15 neurosteroids Srase
GABA p receptor A3 kidaaglun1533e Fadunisesunglddnvilunisuaeuwdassedures neurosteroids
ailnasansin luusdisnavesUssdeauvevaa

N13N3¥6U GABA 5 receptor U9As aagnseduliAanisdnlu fihe absence seizure ¢ viavdiadi
gengrisrasarliangas Tudiuves GABA g receptor LosMilviiAn hyperpolarization 84 thalamocortical
neuron LLazﬁqwéLﬁu pro-absence 1698 (26) 16 clonazepam ausaduds thalamic reticular neurons T
araduldindleniivunaes 0l 5-containing GABA 5 receptors (27)

GABA g receptor

fiviafiudians pre way post synaptic 1ufasusiin G protein coupling Suusenaulusag GABA B1a
or GABA g1}, and GABA, subunits nM3nseAl GABA receptor ag¥lilinnsdiuds adenylyl cyclase ,
84983 voltage-gated calcium channels ta ﬂizﬁu G-protein-linked inwardly rectifying potassium channels
(GIRKs) , nasie post- synaptic au48u hyperpolarization fiemuuiu wardudanisudesansdeuszamldh
asly

11189910 GABA g receptor zaEinsangafifinisUdssansdouszain GABA senanIsvinliannns
nszAuanaugaeg dnvae oscillatory F9iinsiauedn N13nszAY post-synaptic Snwasiise thalamus 1y
ﬂ%&mwﬂmﬂﬂ absence seizure 16 Tudiuves pre- synaptlc GABA g receptor Luaumﬁﬂsvmuavmumiﬂum
n13Uany GABA "?NLUU autoregulation wazdudunssudainisuass clutamate 8nAe fiusin excitatory
post-synapse VNumiﬂiwgu GABA g receptor %umaﬂuw post-synapse Ay amﬂummmau WYINTOUNA
1#67n waveIN1INIEAU GABA receptor Hufifinanuatsguuuy Sundsiififoyatuvilouasdunsyiiliiin
pro-absence ¢ usinssfudnuansfioangridiiusie GABA g receptor nduiinadun1siin absence I usfifiu
proconvulsant SLu'gULLUUﬂWi%JﬂUizLﬂmguq laoneae

n1911 GABA 11g35vuu (uptake) uaz uengany (breakdown)

N13ATUANNITINILYBY GABA Ao N36uga GABA uptake %30fuga GABA breakdown %4 metabo-
lized 8 GABA transaminase LUilu succinic semialdehyde wavdeunduludu glutamate TunsguIuAs

£%
P

U
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a8 vigabatin HgnSEugs GABA transaminase WuUn1253IIALUTHI0 GABA TulwadiunnTu way
Wunsiiiy vesicles ¥89 GABA e Wun1sdudansdeansdeuszamanuuu (27) uanannddeilmisuna
GABA usnigadLiindu 39vl1n1s uptake GABA anaslUursdiu

GABA fignudsoanuniiu asgndatim Tuflwaduszam uay glia \wad ¢ae Na/Cl -coupled GABA
transporters (GAT) Feaunsavudiedunse osmotic Ie Tutlagtuanunsndnans GAT 4 4 ¥lln fie GAT-1,2,3
way BGT-1 1nefl GAT-1 azwul pre-synaptic U84 GABAergic neuron, glia @31 GAT-3 N7 astrocyte, ¢lia
was wived GAT-2 Faszulalidniau dun13aiunu GABA uptake uaz GAT express asIuAulag protein

kinase C

ASILTUUDI GABA uanwaa aunsadnansstnunule Aa
1. v1l# extrasynaptic GABA p receptors fianuuuuniulun1sduiias uaghesanisvillinieans

2. LaNNNTRBUAUBITVDI GABA p receptors o GABA usniwaa Nusiiu synapse

nsadiin1s uptake GABA Tuhsnanfleguinm synapse duiuegfunaetiadefe musumz e
dudu Snsnisvudie 1es GAT Bnvie s uasiisuenead Salimsutsundulunudasensde Ae luau
mqﬁaaﬁ?u nstudanis uptake GABA aglifinasie inhibitory postsynaptic current (IPSC) Iuﬁumzﬁﬂuqﬁa
afinavilef IPSC emumiduld (71) avthuinisannsalnaiiinainnisiuds uptake GABA Sadiululdenn wany
Juogfutanaiuagsiumtees GABA fiogusinn synapse nsdunzdnuasansioUszam GABA axdinafiusis
GABAp receptors way GABA g receptors A8 LL&iamw‘ﬁﬂ'ﬁzLLa IPSC Lﬁﬂﬁ‘fuLaﬂ%Lﬁumamam GABA p
receptors 111A91 GABAR receptors éauiuamwﬁLﬁm]'mﬂ'ﬁmzéjuﬁl,m NIDANAINNITVINNUYTZTAUAY
YBuadUsEAYIVIaNg FIALaLN5ANSEAL GABA 5 receptors i post-synapse I¢l MInseduLadUsTaMDENS
seiflosszuinsiiidstneginduaingyilliiAnnsnevuaussuuy depolarization 93 GABA , receptors 34
Auasnimadud nfunaneidunisnsedusnnndt erunsiady tiagabine axdidnaninlunisvilfiAanisneu
Aueauy depolarization 1 Faduiifnahenihaznsgduliandntumnls

Glutamate wag Glutamate receptor

slutamate i nsnezdludildlinsaozilundnuazlytiiu blood- brain barrier usi@unsaasslgan
mséﬁéfwmmﬁa 1914 Q-ketoglutarate (an intermediate of the Krebs’ cycle), slutamine, ornithine and
oroline uazsaeulysl GABA transaminase fdulun1sasns elutamate axtuenuies wu vieabatrin Fadiuds
wouleldl §wilfannisadn glutamate 18 @15 glutamate sswusnluidedeaues Wuansdeusvamuia
NITAULAYLQNUULIELNG vesicles MefinIRNIELaENI5A1DT glutamate 98NN Feindunalanisly
nsugatn dauaruliaunfivesns uptake glutamate fiduauygiunilvihazneduiadnly avdueiifons
USuues uptake glutamate ladsunagiugnle
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#a glutamate Azdluntuwad Useana 10 mmol deaandtuenigas Ussanad 5,000 w1 (~ 2 umol )
N1 uptake glutamate A¥dANUIWNITZRNNGD glia Lwad
glutamate A¥eRNEYS INEMTIHE receptor 3 ¥lialvg) 9 (115199 2 warFUN 8) Ao

1. Non-NMDA : AMPA , Kainic acid (KA) receptor
2. NMDA receptor

3. Metabotropic glutamate receptor

A19199 2. Lansn1TiusTiingosuas Glutamate receptor

Subunits GluRS (GluK 1) GluR1 (GluAT1) NR1
GluRSE (GluK2) GluR2Z (GluA2Z) NRZA
GIuR7 {(GluK3) GluRZ2 (GluA3) NRZB
KA1 (GlukK4) GluR4 (GluA4) NR2C
KAZ (GluKS) = NRZD
- - NR3
Associated ion — NaZ* (Ca®* for AMPA Ca?*, NaZ*
conductance receptors lacking the

GluR2 subunit)

EC<s fOr - SO0 pmol 2—3 pmol
glutamate

5U7 8. uanslasaainelagsiuves Glutamate synapse

Glutamine

Glutaminase

Presynaptic terminal

Glutamate %
[ ] 2
"]

Glutamine N\ i

Glutamine ke ‘
synthetase \D

Glutamate

3 EAATI
o

‘ b aa " L
e o
EAAT2 v - Glutamate @ °

Astrocyte Glycine, 0%efine o . @ AFQ056

’ o
Na",Cai/ D Nty o ° ° / RG7090
4
°

™ ]

mGEuI§
W&
]

/G_\" Effectors (/a\

: : X /LA
L i) ) /|
PCP / -’ &
NMDA AMPA mGIuR o® mGIuR |
p-Cyclo-
: &I
serine

Second messengers (cAMP, IP3, DAG, Ca2+)

Cellular responses ‘
Postsynaptic cell
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1. AMPA g Kainate receptors

- Non NMDA receptor lngudnlugiuasinazdunusiu Na ion wagduiusiunisiliianisasnseue
US2amMLUU fast excitatory Tneia receptor wisgasaanifu 4 subunits wazdide Arusmie AUEane
Uszaliiiesudsg Asnetu susedelunssi 2. receptor lafilaifl Glu- R2 aiBerayszq calcium &1
Usa glutamate fisnnneldluszdiunidwzannsaili channel WandwAn depolarization ae1453A153
wuirsgduaudutuves slutamate 7iuszanas 500 pmol 9zl AMPA receptor mevauadlinswilsas
NInaUAUBIENEn (ECxy)

- 41 perampanel U selective, noncompetitive allosteric AMPA-receptor antagonist

- #1 topiramate fisgAuANUdNTUgs 0aNVSN AMPA/Kainate receptors (28) Faflaidatauin vlu
NANUTNYI7N NAT LA NAUNUSAUAMUUTUVDIEN

- #1 levetiracetam @u1508UE AMPA receptor N5¥AUANTNNIAGTN (29)

Kainate receptor %u WU post-synaptic neuron Tu wad exciting interneuron, pre-synaptic 984
principal ad 1ng presynaptic receptors @m150vlAAANISIANTL US0aNAsUDIN1TNAIENTHRUTTAMUTL
agjfsfu subtype way Wy Ing axonal kainate receptors agaunsavilAAn axonal excitability waguinn
Ugn1sifin ectopic action potentials. wafiAAmATlae1N3IN15N32AY kainite receptor Wuazilu pro- 3o
anti-ictogenic (30) waagslsimuifunsdayadn agonist kainaic acid aztdudinszauiadn uag kainate

. [ o aa Sy o v e a = = QA‘ J . )
antagonists 3ziudNignsaudnla (30) winlsreaunian1sfneriuendt agonist GLUR5 a@1unsarlu
antiepileptic ¢ (31)

2. NMDA receptors

19U channel B oRoN1SWIUVDY calcium wag sodium ions @auUsEnauues receptor axil NR1

subunits ¥a1edu wazazdl NR2 subunit (NR2A, B, C or D) ey NR3 98191y 1 8U 61 receptor azdifnus

anzduiv glycine wag glutamate DYINUUULUY HBUAU ALY Milan1zd iy polyamines wag zinc

dmsu Audiudunes glutamate AWIREIAEINIIANTTHU NMDA receptor et tnedidn EC50 Uszuna 2-3

pmol 89 glutamate (@99EAININUDY AMPA 110) INS12EHUITAUANUINTUVDY glutamate F9iBVBWanD
I~ 1 a' I 1 d'd [ 1 U o w Y] d{'

NMDA receptor 1uag19u1n g9UuyNNUNITNEanYe9 glutamate WUITHUINANTA §7 receptor LLFDY
neeey1atnY vilin depolarization lusnandu 100 millisecond FaviliiAn bursting vesdnTuanla
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N13n52AU NMDA 918 glutamate 9¢#9991fe depolarization iieUanlaey Mg gaungiUnues

v Y =2 a . = . 1% A O Y] . v ¢

receptor HoanlUumduinnszuaves sodium 1o calcium wlulugiUatu ndann calcum wWniluwadn
AAnnIzUIUNIIRaIseg19n18luU phosphorylation ¥4 protein Niau15avinliiiAn long-term synaptic
potentiation #3avililAinnisaevesadnts wasantuAaziiin repolarization veswadUszamyinli Mg
ndUL1gA5ue4 receptor 8nA3e Jaguu NMDA receptor Juludmunendnuilslunisngatninge Wunis
Uosiiu nanvgmuandnvangegadannaiuils wu lugUlendndeiloslingn Tugisaiuns ns synapse
WUU excitatory postsynaptic potential (EPSP) 984 non-NMDA receptor agltitiantasnin ¥ila NMDA receptor

NMDA receptors f3aduvesiiinazannssaulaviassmiumus (3UN 9) wu zinc, glycine kag polyamines
JudeI1d1de1n15AIVAN receptor tBHIUMNLTEILANNAZAANIABUANBE glutamate kazn15UAVEY
channel 199ny19 W felbamate 23307 glycine LazUsulUasun1svinguees receptor 19 (32)

Uadu8us Naziinane NMDA receptors ¢ 1 pH, redox state ag phosphorylation Fadusnii
nneiuaulaveseilns inefiinane glutamate uptake Ailnanon15v191UY0e NMDA receptor lakag
nyadnmeuiY (33)

v v v v

5UM 9. uansihuvisnisesngns Suiudisu NMDA vasen

Ca% \/ Na*

Glutamate site
Glycine site NMDA

Glycine AP-5 Polyamine site

D-Serine Spermine

Cycleserine NASPM

5,7-DCK

Phencyclidine site M92+_I5'te
Phencyclidine Y Mg<*
Ketamine
Zn?* site
Zn?+

3. Metabotropic glutamate receptors

B receptor ¥iA G-protein-linked receptors wuadu 3 ﬂa:m Ao

Group | receptor axnudrulngjusin postsynaptic dadusariily calcium Wnelumadlduniy
e calcium mﬂmaluﬁ%gﬂﬂamﬂﬁaaaaﬂm 156! depolarization é’aamsé’ué’?aﬂizl,Lasuaa potassium Fai
Group | receptor fidnlunsyuiunisdennesveseadUszam laenui group | antagonists ina neuropro-
tective Wag funde  Tudwes group | receptors AUSIaL presynaptic @annsaLiun1snsedunITUan
UgneansieUszamld asefuduiu group Il Wag Il metabotropic glutamate receptors fiusvand presynaptic
sevhliAnnstudanisuantdesa GABA way elutamate miﬁmmaaLﬁaﬂaaﬂqwéﬂizﬁuiﬁLawwz group
Il receptors 7i GABA synapses YD4WAa interneurons ﬁﬂﬁlﬁmmié’ug’q interneurons L4 (ammiﬂsséjusuaa

LUU) Enméwﬁﬁﬁiﬂumsﬁwu%’ﬂmaqmjﬂsﬂau%’ﬂmwaﬂ’uqﬂSim (34,35,36,37,38)
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Synaptic Release

SV2A Ju membrane glycoprotein USKa secretory vesicle ilduuangansdeusvaniiioavUanlass
ganuenwad veawaduszam wadreulivie uazenalifiwadgisuviusiie Taluthwunenisesngns ves
levetiracetam (39,40) fAUTQNIE LASIHALLDEANALNINITIVUVDIEHD SV2A wartaanudnla deldaae
[ Y Y A @ o %Y a Y 1 1 £ 1 . |
Fauin nihnves SV2A esidalddnnulunnieaziden uriiteyauisdiudn dedld calcium Tadlunisuan
Uasgeonuanwad , Trslunisiivansdeuszameld Tu vesicles wazdnseidau vesicles wousianisuuane

vesicle 38 f8 levetiracetam lulldoangysegneguusase SV2A fatudsunladlasaing protein usoesla

ilormsmaseumsinatsen levetiracetam Tilfontsvuaneuinn synapse ludladifoidoaues (41)
wuinenlsliinareaisinenwes synapse 7 low frequency activation useniinaan n1sudsansaeUszam
ﬂjﬁmmzéjul,t,amﬁmé’ug'ﬂ 3¥I19T high frequency activation mi‘ffimaaﬂqm%“[m%{uﬁ’uszﬁummﬁ SRERYDR
fiveneniimneunsnwandnamzurssuantosn

d3d

9

Nndeyaiiléfinanunaziiuimsliortuinlinssodumisoongrivedlsaautningaufagling
mssnulen agslsinueiudnenafinatiafes sautseraviliornisdnugasle uaﬂmﬂﬁmiaaﬂqwémaqm
ﬁ’usﬁ’ﬂmﬂﬁaawmaaamqwéﬁmmaaaqmﬁﬂﬁl,ﬁmmil,ﬂﬁauLLanmaﬂasmluﬁmaﬁw%’amﬁ’ulé’ PINUTAUINAY
feufarlianunsouansnszuaunseenguslétamuuinanisaaedidsludnitagfianunsongadnld aunso
e lgualunsujus é’qﬁ?umiwmﬂalﬂmsaanqwéuazﬁwLLﬁﬂﬂaaﬂqwémaaaﬁﬁu%ﬂﬁu ANUTAYIVWAIUN
delildandsenfidanuanenizaselsnaudnunniu dwaldifiuussavsnmmngadnldddu wazanuiso
annadraAssneadld Snianaidenlfoniivmnzausveinislsraudnvesiiheiaduldifesiuien vio
finnsanlfemaeiiftesngusdnaiuiu felagtuuusnilildonfudnfudasfoongrisiifuiognysyasd
‘Lumﬁ‘wqm%’ﬂaéwaﬁﬂszﬁw%mwmﬂsfu (50, 51)
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Interesting case: syncope or epileptic fits
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fuandafionnisyudunuaad vasudud 1-2 afsaiieu uenandgtiedidionnismuiinadisey
wisaselavtluindaduegifounasanan uwiliduiusiunsvunad Ssldsumsdsimiionsiamndy
Tihaves nansvaduliiatemul fdnvazvesriuaueRaunifivsdadsaaudnainauesiiuei (sharp
wave at right fronto-temporal region) fagl#Sun1ssnudeeiudn dewalieinisyu duvuaardaduy
91N137NAaAAY NAN1I7MSI9 MRI brain Wu13l prominent size of right amygdala with hypersignal intensity
in T2/FLAIR fa3uil 1

g‘dﬁ 1: Axial and coronal T2/FLAIR prominent size of right amygdala with hypersignal T2/FLAIR.

pdnldsunssnndsenauenstnld 12 U faedufionisinunnusifulssnueiudnedis
adianedwaliifesSufineniudn levetiracetam 3000 mg/day waz carbamazepine 1200 me/day au
16y Tsmandnadnnes (intractable epilepsy) U ad3un13m51a long term VEEG monitoring Lile
Useflumsdnwaudndaensinga Tnedunanisasiandulniiaues 'gﬂ‘ﬁ 2 uansndulrihasestisiilu base-

line recording
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g‘dﬁ 2: EEG-recording is shown baseline HR of approximately 70 bpm

3ENINNTIATIA VEEG WU baseline interictal EEG WU sharp wave at right fronto-temporal region
wagdeden13dn 1 asasuaindeinisimerindilenu automotor seizure AuNIIERUIENNAAR JUAIN
Weuarnan1snsInaulninauswudl AAUTNISNAUYINENDIEIU right fronto-temporal regions  &4LnAWU
J [ A a d' o a = A C% Y @ =% v o Ay U a @@
Tmaniiinadutn 13 3ui edulwimlawanstiviutenisisuresilantias aunseyiaia asystole 1Uu
VAW 10 JU (ictal asystole) Fansaiudnnigieiine1n153uaLas (seizure-related syncope) Uagyaeil
\Ain ictal asystole HUWU EEG Hdnwauy moderate to high amplitude diffuse slow interrupt EEG seizure
Fadunaann cerebral hypoperfusion secondary 210 asystole Fadusuansly E‘Uﬁ 3(1-2)
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gﬂﬁ 3(1-2): Progressive bradycardia starting approximately 13 s after EEG seizure-onset and developing

into asystole for 10 s. Then patient lost her consciousness and dropped forward to the bed.

AUl IAsun1sinwfien1siaen right anterior temporal lobectomy BAIUANDINTEN KA
ATIATULLENIINYITINYT 1WA lANUANBaZYa9 hippocampal sclerosis YAIIINNIARDINITTNAAAS AUAINIT
angnlaiiuesanis aufalagiul
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funelsnandn wuldFenay 1-3 andszrnssilan amsfiddnuassunsieegamidugtaelsaandn
APNT9LAA SUDEP (sudden unexpected death in epilepsy) wuldsovay 8-17 Iuﬁﬂaﬂiiﬂauﬁ?fﬂﬁtﬁa%ﬁm ugl
Tifagtiuanvnvesnisiia SUDEP dsliifufiuidn witadeniladedninainaaiaundvesszuulsyam
§nlusiA (autonomic alterations) Faiierdadlasnsafusnsnsiuresileifinlusewinainernsdn (heart

rate variability) (2)

Cardiac arrhythmia Tuﬂﬂw‘liﬂam%’ﬂﬁwdﬁﬂaaﬁa ictal tachycardia 39vanefenisifintuves heart
rate 271 baseline milsluanuyi (1) ¥SeHR Wuduunnnn 10 bpm 210 baseline i (6) wuls snnindeay
90 114@’1]3aiiﬂam%’ﬂLwiﬁﬂ%laiﬁﬂﬁﬁmmmsﬁé’umwmum Tueuzdi seizure-related bradyarrhythmia wu
tfoandn Sevanesauds sinus bradycardia (heart rate < 60 beats per min), atrioventricular conduction

blocks (2nd-3rd degree) waz asystole (RR intervals > 3-5 s) %ﬂﬂﬁayjaﬁﬂﬁumﬁwudﬂ prevalence U84 seizure

related bradyarrhythmia d1e91ueglugisiesnitsesar 6 wazaiusanulagauisfesay 13 luauldn

prolonged video-EEG monitoring (1)

N1531998 ictal bradyarrhythmia @1u15a9inlalanen1svin EEG-ECG recording (3) Lagns2anuing
bradyarrhythmia Tusasiinadudn nnsAnufinuunnidasesnldannnisy VEEG/ECG iie presurgical
evaluation Tungy drug resistant epilepsy wagnu ictal bradyarrythmia/asystole 5e%3139n Lwiﬁﬁﬁ:\fﬂ’wﬁﬁ
ictal asystole 1u first presentation lulspaudnlanazasianuanuianun@iain interictal EEG Joeku )
uaﬂmmjy N199929 EEG-ECG recording §3a1u130t28uen epilepsy-induced bradycardia/asystole 210
convulsive syncope Fuinan circulatory disturbance il cerebral hypoperfusion 16 Inen1g convulsive

syncope 1l 9In159zApaAnnauazdl EEG Haunflawe

Tu ictal bradyarrhythmia dnwelg ECG sudsundamdannfiiinndudn 10-30 3uft wazdnaziin
slenduinlatinisnszaneluiemeniandne szeznanmsinaaulniwhlafifiauniidy wuin mean duration
997134 bradycardia 88l 20-30 3und vauzdl mean duration ¥9sN5LAR asystole ogdl 13-24 Fuit T
YuzfiAn asystole é’ﬂwmﬂ?{ulw%auawawﬁﬂw%LU?{aumﬂ rhythmic patterns {Jugusuuves cerebral
hypoperfusion (bilateral high amplitude delta-slowing or background suppression/ generalized EEG

attenuation) (1)

911153V vunaRtugUlelsraudn (seizure-induced syncope) 1ina1n asystole Wugaeszagiianuu
IﬂaéﬂaEJﬁ]sﬁﬁﬂwmxmmimﬁﬂaﬁﬂﬁﬂﬁﬂ cerebral hypoperfusion 1168 U skin flushing , loss of muscle
tone/fall, brief bilateral asymmetric jerky limb movement (7) %38 last myoclonic jerk 1¢ saudelianueug
984 temporal lobe epilepsy semiology WU epigastric aura, automatism sauaelauiu (1) wsvseas
80 ¥94 ictal asystole cases wulu temporal lobe epilepsy wazsosag 20 WUIuﬂzju extra-temporal lobe
epilepsy iulu frontal lobe epilepsy (9)
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pathophysiologic ¥81 ictal-bradycardia vauzdidliiuidn annsinuludainnassteunthiidoind
asymmetrical function ¥8952UU sympathetic ag parasympathetic networks Tugues wWu thalamus,
hypothalamus, insular cortex, amygdala, hippocampus Wag brain stem YugAuINsAny o para-
sympathetic function sinasiinluatesileine (3) wimAdodunilsidadeinnisiia ictal-bradyarrhythmia
lduiusausumisfiianisdn (1) nquiniaded ictal-bradycardia inannsifisduves parasympathetic
activity 390 N1ITUNIUTZUU sympathetic activity NN propagative ictal activity 983 autonomic
cortical 3@ subcortical networks (1) vugludnnguiniadeinlifetesiussuusnlui@ usduiusiu
reflex pathways MAnA91NNNIATEAL vagal nerve tnmLAuly (4) Tufhuvesnieginim wui ictal-bradyarrhy-
thmia fnaziialudumis temporal lobe epilepsy unnnithusuvsdu (5)

nsdesiusnwinneimilaruiaundniiaainnistnilvinlaleenisauldlviiineinisdn lnenisldendu
o CRY v o & - & a ' = &
FniwnzauvsendatugUieiilulsnaudniosn uenwileaintufen1siiarsanistd pacemaker Fadudn
& = v ay o v oA v A .. 1 A
madenuildlasiamglugtienldannsamuaueinistnlaviseludUisnnsiany peri-ictal asystole 5813197
monitor Feazdiaudssren1suinldusuwsailiefionn1syu du vuead dwmanedinUszdniu n15snuii
Qi a Ao Y U = A d‘ a .
WiNEaNaranANUFsaInN1sdsIndunduain SUDEP vinisinwnudidanudedunisiia ictal asystole
g1517508ay 40 (8) Feluenfinuulififuredrunilanilald cardiac pacemaker waglinanssnwnduniul
woly

#d5d

9

a & A Yo a ¥ ~ 1 1 o w
AMzau nuead Luangnnulavssuaziialaanvaganive anvavilennulaldinnudiniudiy
AeauninaInnstnuavdanalinauliinidladuinung (seizure-related bradyarrhythmia) n153tade
AsazfndslugUaengu temporal lobe epilepsy 71il91N15334 WU loss of muscle tone, fall brief bilateral
asymmetric jerking limb movements wagzo1asududodlasunisnsia VEEG/ECG iedaelunisidade uen
P . P 9 ) a Y Y] A Aa v
L1UBAN routine EEG LW@Mmammmgmmaq gusatesiunsidedinainasile
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A 6-year-old girl with history of epileptic spasms
followed by intractable focal epilepsy

H.AW.8). 80887 535UTENUNG
MAIVINUNTIVANEAS 19NEIUIBTINITUR

wnuedelng o1 6 U
deuninesdatiiaiu
WasanilannisiniauaNeIn

Uszdatagdu fuieduiionistndaudengussana 7 Weu oimsdndiusndudnvazusursedig
Safunsnfsusdurn q 5-6 adseund Whiumsinuillsmenuiadmiawiomils Taausald¥uen sodium
valproate waginmsuivgnduszey o1msthiFuasusuuuudediiseiguszana 2 3 Tagernisdn nud
SnvnsdotouszuruiensznuiuadosUssana 1w deufioinisnszanudluadeithsasBuiiseniou
fUreasdandnivinneouarlunthussaina 5-10 Junit sewriadnidainaen fonimntu 3-4 afyfu Vs

1@ [ [ 1

g1UTNWA19INSIRATY Y11 MRI brain NUAMURAUNRIIAIFILISUNITSNEIRNTN.SIUITUR

pudniiipelasuinluedn lawn carbamazepine, topiramate, levetiracetam wag vigabatrin

gnfudnAlglutagtu loun sodium valproate, lamotrigine wag clobazam

Uszifiefn Juynsmuiien raonnsuiinug dndnusniAn 3,200 n§u udaiedidymiamdos fesdesly
$nw1 2 Fu Uaslsauszdrmdug Wannmslutiusnund idedhlsdoudaunminiannnsdininiteuioden
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Vital signs: T 36.5 °C, PR 100 /min, RR 22 /min, BP 109/70 mmHg, BW 22 kg (P75-90), Ht. 118 cm
(P75-90)

GA: A Thai girl, alert, no dysmorphic feature or birthmark, not pale conjunctivae, anicteric sclerae
CVS: normal S1 and S2, no murmur

RS: clear and equal breath sounds

Abdomen: soft, no hepatosplenomegaly

Mental status: alert, oriented to time, place and person, right handed

Cranial nerves: pupils 3 mm RTLBE, full EOM, no facial palsy, tongue and uvula in midline,

positive of gag reflex
Motor: normal muscle tone, no weakness
Cerebellar: no truncal ataxia, no nystagmus, no ataxic limbs
Sensory: intact PPS

DTRs 2+ all extremities, no response of Babinski, negative sustained clonus

MRI brain: Wanasa U7 1

;J‘U‘ﬁ 1 1@my cortical thickening, blurring of gray-white matter junction, and shallowing sulcation with
abnormal hypointense T1/hyperintense T2-FLAIR signal intensity, which extends along transmantle

from the cortices to the periventricular regions of the right postcentral gyrus.
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n13aAUs1egUae

pn1sinlutaausnuesitae el nullenisuenfsvesmiueursaduga dildfuernsdnuu
epileptic spasms Mﬂﬁqﬂ wara 1y EEG \Wudnwauy hypsarrhythmia sauiufigymiauinistrasdilanu
N&NIN15 West syndrome %4 epileptic spasms ﬁumﬂ%’agﬂuﬂwﬁuwudﬂLﬁuié’ﬁy’q focal W@y generalized
onset kagiAnINaLvelavaInmane fausinnzrnoandiau mfnderesszuuUszam anuinunfivesaes
WweinLeim WU schizencephaly, cortical dysplasia, 15An19ugNTsY W1 Down syndrome, mutation of ARX
gene, 15A neurocutaneous syndrome 11 Tuberous sclerosis complex, neurofibromatosis %38 inborn
errors of metabolism LHusiu (1) iiesnngihenounthillineiss Fdute Lifidnsusivdansfisunims
FusiugnsTUY3e inborn error of metabolism wagmsialimusesTsameiamtsndnlffuny neurocutaneous
syndrome (’ﬁjﬂﬁ?umimi’ﬁwﬂﬁ’]LMG}LW&JL@NI@EJMWTW MRI brain tieUszifiuaufinunfivesauesiausfiiney
Prglunmsiladuavsmedsaaudnuaruannismeinsallsaludtaemeildfitetu efsdmuin EEG i focal vio
hemispheric hypsarrhythmia %ﬁﬂﬁﬁmﬁqmmmaammasﬁ’ﬂLi‘;Jumﬂm’mﬁmﬂﬂﬁLawwzﬁmaaamaQMWﬂﬁuLLaz
onafiasanmsshwdemsrdndiuluseildnevauasensinudee (2) msdnwves Kang wazaaely
Qﬂ’amﬁﬂﬁmﬁw epileptic spasms 41U7U 401 578 WU cortical dysplasia 31NN15I59838IAY MRI LaZH30
%ul,ﬁamﬂmsshﬁﬂﬁgqéu 51 578 Tmawusdy multilobar 26 378, unilobar 20 519 way bilateral 5 78 9518
aviunlunsnad 1

A1519% 1 wand location of FCD Iu@:ﬂ’sﬂ epileptic spasms 51 18 (3)

Location of FCD % (N=51)
Multilobar 51
Fronto-temporal 53.8
Temporo-occipital 11.6
Temporo-occipito-parietal 7.7
Hemisphere 26.9
Unilobar 39.2
Frontal 65
Temporal 20
Occipital 10
Parietal 5
Bilateral 9.8

Q} (%Jomfafmﬁ, CDWX 2018 ; issue 1 : January-April



wazanmsAneilag Serino wazanrludiniiionistniinduneusny 1 Tduwuth in 10 990 11 98l epi-
leptic spasms tHuoinsinudn agwu FCD luusina frontal lobe (4) Q’ﬂwiwﬁ MRI WA lafuanweazues
focal cortical dysplasia fisuiaves risht post central gyrus ﬁqmmma%m8@1ﬂ1'§%’ﬂ%ﬂp§ﬂ38§1&1§1é’
omsinluraausnidinléiu focal onset epileptic spasms (ILAE 2017) 4aga1nn1sWu transmantle sign Tu
MRI vilsiAadia FCD type Iib maﬁq@ (5)

fheseihinevausstemsinudesfudnuaevianarenmsdnlunendsldlinaisuguuuy
Jufledreunsurudnenszan InedeuflemansznnuuaiaiiisasBuiunemiloudtaasddniniuinune
waglunih uagithediinaonennstn enstnlumendsd3adiléfu focal awareness seizure (ILAE 2017)
Fadnwarainstnluszesudaain symptomatogenic zone U13¥dE UL right fronto-parietal area lnafiu
sensory-motor cortex Lﬁa&ﬁ]’lﬂmmsé}mﬁ’;Li']méj’laf{lgﬂgﬁauf\]zﬁa’]ﬂ’ﬁﬂiwlﬂ 119wy sensory aura dau
aguoseInistinlumeiiunaresuigldann lesion fiwuain MRI wuitu Losngihelinouaussionisinm
Fuevianazunnfivanzaudas 2 fauluedmdy drug-resistant focal epilepsy iamﬁu@ﬂwlﬁluﬁﬁwm
nsitaiininte fanandusaainernisindiaueuen uazenasiunadrafeinsfudniilédu Faindu
Tasaufuiinwnnduazasaunsiinissnulaeniseisn (epilepsy sureery) 3afin1susuiiufiuiuiionauny
Tunssidingail

1. MRI brain with DTI (diffusion tensor imaging) with tractography: \ioUsziliu white matter
integrity Tae1aTaeEususwIs lesion 715l subcortical connectivity wazanelunisasusilunissinga (6) Tu
ﬁﬁﬂwi’mﬁwudﬂﬁ paucity of the white matter fiber at the FCD area, and medially extended toward the
posterior aspect of the right corona radiata and right centrum semiovale. There is also decreased white

matter fiber in the right corona radiata and right centrum semiovale, compared to the left side.

2. Long-term video-EEG recording: WioUsiy epileptic focus NaRail

Interictal: There were frequent spikes and run of spike-waves maximally over the right centro-
parietal region (C4P4), frequently showed wide field to involve right temporal (T6) region, and occasionally

spread to involve mid-central and left central region. gﬂﬁ 2 (1-3)

Ictal: Total of 5 electro-clinical seizures were captured. The patient made giggling sounds, using
right hand to hold left hand, followed by left face grimace, left arm tonic and then clonic seizures
lasted for 1-2 minutes. She had persevered awareness throughout the seizure and had transient left
arm weakness. Ictal EEG showed rhythmic slowing with electrodecrement at the right parietal area,
followed by repetitive sharp wave in the right centro-frontal region, and evolved to rhythmic spike-wave

discharges at 0.5-2 Hz, maximally right central area.
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\eaangUaelaldl focal neurological deficit uazgtheangtoglisiuilelun1svi1 functional MRI Sy
lesion ag/lnariu eloquent cortex Mt Sn¥AwWAFULAYI two- stage epilepsy surgery 371 intraoperative
finding WUI1AILIUIVDY lesion Hanwazdalazudanitileausddanssay 3991n15379 subdural electrode
UFhal lesion wazld depth electrode USt lesion a1nnsUuiin electrocorticography wui1 epileptic
focus 8guTIN lesion waxN19YN electrical stimulation LiteUseiliu eloquent cortex WUFWMUAYBY motor

A v oA oa . A @ o a ) K2 v . = '
area vasiladnefiuTnuaured lesion MugafLlineIN1sENuAABslY stimulation gefis 10-12 mA. waglyl
WURUIUIUBY sensory area FaoradudediinndUaelisiiowarlianunsaesuieauidniinunila
NdeyatwunIndumiinsianueialaily primary motor cortex MUViase Al srdnUsIN lesion

v 1 o A = o | o a v v v a a = v o
gon wawdafinaT 1 heu JUielifienn1stndn anunsaldiledelalndifusnd uaglaiiinizunsndoudu

HaN1IRS9TUL AN cortical dysplasia type llb
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Hypothalamic Hamartoma and its Secondary
Epileptogenesis Beyond the Lesion

W.8Y. NIEYIUT DUIA
University Medical Center Knappschaftskrankenhaus Bochum

Bochum, Germany

=L F 2
nIaANINU®

Arendgdanynigasiueny 25 U lasun15iliade simple partial, complex partial with secondarily
generalized tonic clonic seizures Lﬁamq 11 Y 90ty 2 YseunldZunisirgin hamartoma 7 hypothamus
#18 gamma-knife 71 Tsang1uiauisuildly Toronto winevdadansiionnistney emstnlutiaguul 3 wuu
wuuil 1 $anFouanluensemnnszangluiam fananla faa Tuln uazledu mevdseradienniseaulduay
Frdunuan sveze 2-15 wii anuivansadadedUanyi uuud 2 Wienadrsdnensern mudeyun
srovnamasininasvgaedld ldngatiivun S wasnnseaniiie enaduddienierivansing
arwi 5-12 adadtaiien wazdudutnuussiianuluivunisaosdiould 3 adily 2 3 wuudl 3 uaseiu Bu
Fasing vievseds Tnefanuidnayntaudetng szesna 1 unit el o-vaneadsioidio 91n139h
L‘Via'ﬁ‘fl’ %@ﬁnﬂm’ﬁ'ﬂwﬂuaamﬁw carbamazepine, carbamazepine+valproate, carbamazepine+lamortrigine,
carbamazepine+levetiracetam, Wag oxcarbazepine+lamotrigine fjﬁ]ﬁ;ﬂ’u%ﬂméf’w oxacarbazepine 900 mg

BID tigadified n339s1enegagluinaeiung

N15M529UT2IEUAIY Video-EEG WU 6 JU WU intermittent slow M1UShad fronto-temporal 1389914
Laiwy interictal epileptiform discharges fU3edionnsdn 2 AT ASwsNYaEAu Jo1n1siiseing uuussun
5 319l Tnggthenadu seizure alarm wagsieauinlidaninesnisie (3UA 1: snapshot video+EEG) A3
govaizueuvdy fthenuiundedlunthauwesty naeaniudlunimudienseanaiuu wudseuna 10 3w
FniiaesnsaUaesandan waraiunsalanouldegegnies uasviufiniendsdn (3UN 2: snapshot video+EEG)
TinunisiasunUaswss EEG Adaauluseningis 2 4n n15as1an1esed (MRI) wuseslsa?l hypothalamus
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Mitte 231 t2_sFRe_dark-fluid_sag_iso MPR_cor_1mm i 77 t2_sPbce_dark-fluid_sag_iso MPR_tra_1mm

sU# 3 amany MRI

mﬂmmﬁ%’ﬂmaqtﬁﬂaaiwaﬁmmsmwﬂlﬁlﬂu 2 WUU A9 gelastic seizure uae left face clonic seizure
% gelastic seizure WWuiinsruiuiinduiusiu hypothalamic hamartorna (HH) Lﬁuﬂduaﬁﬂﬁﬁﬁﬂwmﬁw
pharmacoresistant epilepsy with multiple seizure types, focal Lag#3e generalized epileptiform abnor-
malities, precocious puberty, behavioral disturbance ILa¥ cognitive impairment daummqw,wwaﬂsﬂﬁ
Faursnenheluaude epileptic encephalopathy (1) %a‘u'q‘uaﬂdﬂﬂﬁﬁ%ﬁﬂiﬂh@ﬁﬁﬁaﬁ?urfmmju progressive

course

Tuneisse 90 NM3ANYIMY stereotactic intracerebral EEG Way functional imaging wuin HH ﬁ?uﬁ‘]u
intrinsically epileptogenic (2) wio1n158niindus (wu left face clonic seizure Iuﬂiﬁéﬂ’sﬂﬁaaéﬂﬂiﬁﬂﬁ)
thionaduusifu various neocortical onset FausTasnsil secondary epileptogenesis wonaniiszaunsel
epilepsy surgery luthaaneduliinuanyiildmsiuin sureical outcome AemdInN1sHITA hamartoma 1
Tilafunidn Sufies 50% fAvneann 51873 partial improverent $n9dl electroclinical seizure TAIRGHR
neocortical involvement (3) ngufiiermglisiusundngiuuasiausanuigiunamnuives Morrell 7131
secondary epileptogenesis Ty HH tuduugiuuuiunis kindling (Iamaﬁamawzgﬂmﬁ'mﬂﬂﬁﬁ@mauﬁa
epileptogenic lﬁmﬂmiﬂizﬁwgﬂ Py intensity fignin threshold 7iviloiAn epileptic potentials) (4) W1y
anatomical uag functional connectivity 984 hypothalamus tazanasluusiaumiee Wi hypothalamus &
anatomic proximity Wag connections fiu mammillary bodies, fornices, mamillothalamic tracts, cingulate
gyrus kay amygdala @u functional connectivity 581314 hypothalamus iU cingulate Wag limbic circuits
uru anterior thalamic nucleus was hypothalamus AU orbitofrontal, premotor, parietal Furiu

mediodorsal nucleus
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Additional clinical seizures M.ina1n secondary epileptogenesis fnintudmaulugaenamds
gelastic seizures (5) Gﬁ/aaﬂaﬁ]’m scalp e intracranial EEG Wu neocortical interictal epileptiform discharges
WAy EEG seizure aglutnanediu HH (6) Tu Strasbourg-Kork series (n=15) wu11 surgical outcome vy
Fuiusifu duration edlsraudn Taedh duration vedlsraudniudatwdunaiiosnin 10 9 Sevas 80 vos
A U382 M8YININDINTTNNAINITHIGA hamartoma €1 duration mmhﬂam%’ﬂﬁuagiwdw 11-20 U way
1111731 20 U lonaeunniliies3osay 60 waysasay 20 auasau (7)

Tunsdldaeens left face clonic seizure WAATUAEWES gelastic seizure wa18U wil EEG luwu
epileptiform abnormalities s hamartoma lesion 910 MRI fud eslumefuem Lﬁaamm@wimﬁﬁ
secondary epileptogenesis Aaduuds amandedlafiezfodd stereo-EEG Tunns explore epileptic
network flo19iiendosiianun
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cephalogram (EEG) in order to rule out non-convulsive seizure due to TMSE score drop from 17 to 14

A

EEG quiz

W, ASNFI7T 2EREITUNS
MAIIEIAENT AST1TneIUIa

70-year-old right-handed male with history of vascular dementia was performed electroen-

in over a year. He has not had history of convulsion or blank stare episode.

EEG is shown with a sensitivity of 7 uV/mm.
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What is the most likely diagnosis for the EEG finding?

A: 14 and 6 Hz positive spikes

B: Rhythmic mid-temporal theta of drowsiness
C: Subclinical rhythmic EEG discharge of adults (SREDA)
D: Subclinical EEG seizure arising from right centro-parietal region

E: Intermittent rhythmic theta-alpha slowing, bilateral frontocentral regions
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Answer C: Subclinical rhythmic EEG discharge of adults (SREDA)

970 EEG 919611 page 1agwiulaanil dnwaugwss background Un@fi 8-9 Hz Tuiag 4 3undiusn 970
NN 5-6 wIFUNU low amplitude sharply contoured rhythmic theta discharge [FUAINUSIUUDY right
centro-parietal region La%91191N page 1-3 AzAvYe) Un1siUasuwUas (evolution) el

1. distribution to bilateral frontocentral regions followed by generalized cortex
2. morphology; sharply contoured mixed arciform and notch in between

3. frequency; mixed theta and alpha activity

v & Lo v | o v o 1 < . =& 1 o &
ndoyanevuntlyinli EEG Yrausnonvvilviasdedndu EEG seizure Fedsvazinanageiuuidy
Uszanas 1wt usiegalsfimuaziiulaan madmihiieswauldneneudanirednigiedadulniiaues
A o & = A A o oa o vy vl = o .. 2
Miasdedl (page 4) Fawud JUreAwiuil vieudals yaawsizes liflonisasduvesnidg subclinical #3e
nonclinical seizure usiagnsla Belunintu e 9naUARYeY activity azLiiulaand abrupt offset waz EEG ndy
\ig normal background uaglainy focal slowing Tuusauas activity fana1n ANwANasaesiIwinli
ARDY EEG seizure togad

anwazYe EEG asnanuudilanuniziiieni Subclinical Rhythmic Electrographic Discharges of
Adults (SREDA) MﬂﬁEjﬂ %ﬁﬂagﬂumjmaﬂ normal variants wafala31idu normal variants ﬁwul@fﬁaaﬁqﬂ

%

aa o a & . [ a
LLagllﬂQ%Qﬂ'J‘HQQEJﬂa'W]Lﬂa@u’nU.Ju EEG seizure lﬂUf’JEJ'V]q@
QI dl o Yo = = ¥ U
a\TWVHELWSU’JEJUﬂﬂQ SREDA 1@LLﬂ

- SREDA sihmulunguiitheglvg Tnsannzessda@ifienguinnia 50

- dnwaizved EEG finding avsludnuaiyues sharply contoured theta activity siniEuaInusinm
temporal #39 parietal

- 919388 evolution ¥84 frequency ¢l lnesinazeglumie delta to theta range wsisinaglyiny
evolution ¥e4 distribution 11NN FaLUANAIE true partial seizure

. diodliiflonsfinund msiinsasiannudanmvessitasvasiifindu SREDA iefusuitdiaelsid
91NSHAUNADTY

. svezna1ves SREDA wulddwsisyiuiduiuniteudadunan 1-2 wiil

- Sinssnulutisanfidedendulddn

. MIVigATRY activity i NvmgALUUIEEUNEL (abrupt onset) wdAdY normal background
activity Fefiussleviagnsunntunisuaninlally EEG seizure
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fafidamBninnuneiiddlinsudmeudaeu Ssn1sia SREDA # Tungladasslufgeony shlufaae
aulugluuinaues temporal 39 parietal %ﬂﬁﬂué’jﬂamuagmﬁuamaiﬂmilﬁm SREDA 711192Aina1n chronic
cerebral hypoxia or ischemia desnusnasingnifiu watershed area vagii anterior, middle, posterior
cerebral artery winganuvaslugaiengsiueig

1987994 subclinical rhythmic EEG discharge of adults (SREDA)
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