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The natural history of epilepsy:

an evidenced-based approach
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1. Untreated epilepsy rarely remits(<5%) 25unSolu
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2. Placebo response is un-effected

by clinical features 95urSollJ
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3. Remission occurs more with

modern vs old drugs ¥5vnSollJ
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4. Remission occurs early, if it occurs 95VKSoNJ
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good outcome with terminal remission




5. Worsening of new-onset epilepsy

is rare (<2%) 95uKSolU
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start wazasUlaesandndl 33% # poor outcome without
remission @44 worsening of new-onset epilepsy AWy
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6. Drug-resistant epilepsy is reversible

in up to 80% VSuKSoll
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predictor a9 reversible drug-resistant epilepsy

7. Relapse off AEDs is more seen in

children vs adult 95vrSoll
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low risk of relapse (25%)

8. Relapse off AEDs after surgery

is uncommon (<10%) ¥SKSoll
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final follow up

Luncheon symposium:

“Modern epilepsy treatment”
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Major first generation AEDs

AED PRO CON |
. Interaction, sedation,
Phenobarbital Long experience, depression, rheumatism
gnqdar : intravenous, broad efficacy, P | Iff . !
/ Primidone low cost’ esse ectlve'
than Carbamazepine?
Long experience, Interaction, rash, >
Phenytoin intravenous, non-sedative, cerebellar toxicity,
well tolerated in the elderly’ non-linear kinetics'

1. Elger CE, Schmidt D, Epilepsy Behav. 2008; 12: 501-539

2. Mattson et al., N. Engl. J. Med. 1985; 313: 145-151 A\
. Major second generation AEDs
[ PRO CON |

Enzyme-inducer,
not as well tolerated
in children and elderly,
rash (HLA), aplastic
anemia’

Long experience,
Carbamazepine| in general well tolerated,
unsurpassed efficacy’

Long experience,
intravenous use, broad
efficacy, unsurpassed
efficacy for idiopathic
Generalized epilepsy’

Weight gain, liver failure,
high teratogenicity,
interaction?, VPA less
effective than CBZ
for CPS?

Valproate

1. Mattson et al,, N. Engl. J. Med. 1985; 313: 145-151
2. Schmidt and Beyenburg, 2009;
3. Mattson et al.,, N. Engl. J. Med. 1992; 327: 765-771
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P Third generation AEDs (1)
E
M AD PRO CON |
|
Gabapentin Well tolerfated, safe, T.i.d., weaker efficacy
no interaction, no rash vs. CBZ?

Interaction, rash. slow
titration

| L triai Well olerated, safe, mood-
‘ amotrigine | abilizer (Grumpy Old Men!)

Psychiatric adverse

effects

Well olerated, safe,
Levetiracetam few interaction,

Well tolerated, safe, .
‘ Interaction, rash,

Hyponatremia
(elderly, comedication)

better tolerated

Oxcarbazepine than Carbamazepine,

particularly in children

1. Elger CE, Schmidt D, Epilepsy Behav. 2008; 12: 501-539

‘ no idiosyncratic reaction 3

‘ 2. Mattson et al, trial; health Technol. Assess. 2007; 11: 1-134 “
| A y N
| . .
{ Third generation AEDs (2)
|
il AeD PRO CON |
|
Generally well tolerated, Congnitive side effects,
Tobiramate safe, no interactions weight loss, depression,
‘ P below 200 mg/d, nephrolithiasis (rare),
‘ broad efficacy metabolic acidosis
‘ Pregabalin Generally well tolerated, Weight gain, efema,
‘ 9 safe analgesic action no monotherapy
First line drug for focal
I, I 49 Cognitive side effects 4
} . . seizures, Well tolerated, . p
Zonisamide ) ) at higher dose,
safe, no interactions, L
i nephrolithiasis (rare)
once daily use «

Elger Ce, Schmidt D, Modern management of pilepsy: a practical approach;
Epilepsy Behav. 2008; 12: 501-539

Tl usn a1 nsUlsAaNTAU9 TR An15@FnEN
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naslvisiian childhood absence epilepsy misldfenlu 17

) A " & a a nd
generation UWAB ethosuximide UUUIINDIAATANIT 2

generation, valproic acid ¥i3a 3" generation, lamotrigine

PN bUlIAaNTN AU NLANA19AN epilepsy syndrome
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nugnnaulnantedu 3° generation AED 1uaUANEA
a4 Lancet Neurol 2012 e Bualac was@me Nensdsey
Wiey efficacy waz tolerability w@9 zonisamide 138y

Wig Uy carbamazepine CR wuL monotherapy 14 newly

e
September - Decomber, 2013 EPILEPSY DIGEST

diagnosed partial epilepsy miﬁﬂmﬁmaqumﬁﬂ%é@
a7y 18-75 1 Tudauas tolerability PDIENTIFDIF I
WU adverse events fidadmifisuingu 1 dose w89
Zonisamide SimUITa 300 mg/day ﬁ?mﬁumm@ﬁ@
mﬁauazmmzauﬁﬁﬂﬁ%ﬂwﬁ seizure free l@uwunin
6 18 Tupme? carbamazepine CR 3% dose 71l
seizure free 1@n11 6 1@auUAE 600 mg/day WLazINAINT
ldnaaguiisnanisdneidn zonisamide Audidaniia
WuAUERIULIAaNTNWLL partial seizure w312 luE drug
interaction fugNAuazaNNsaEeNIFLLUSSEURES

l?.j/ = U > v
ASILALIND T LA

aenglsnaunannisnaluues optimal dose of AED
Tudaadnu dose Na1nrsavinlwia seizure freedom L@
wazdinailiu dose M adverse effects ludnafisiaaian
uaﬂmﬂﬁué]’aﬁdw dose 21 AED lu@ntiugnaz@asnis
&, dl 1 a v VY o 3
2agdu mg/kg ‘m;mmwLLa:mwmaﬂwmmu@iwm

nslendaiuinitluglugineziand drug metabolize
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M3 wdiluaugeergndudesszTauduniamngg
f89N13UMIAL Mg/kg ﬁ@%nﬂdﬂuﬁiﬁ@ﬁ"ﬂﬂLﬁmmnmm
s8150k9MS metabolize B1UAZANSVIABNFNNIN FINH
Haeangazil side effects anelédranda Forimeniudnln
3rd generation %amﬁamﬂ‘ﬁﬁwgm enzyme-inducing L
13 gabapentin, lamotrigine 38 levetiracetam AazLWHNZ
dmTuiiaagenng enudndiuiidn 3rd generation U4

%

L1 oxcarbazepine flevinliAatTy®a hyponatremia ¢
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fodagtayNifadadgsuaetyn) anxiety Waz depres-
q ay a 1o v v = I v v
sion lagn@aiineawasulsEnuennuwEninuInaz by le
wintTaseFesuasn1saisiangluanldausiugantinue

Hrheautiufitiymn depression $an6s

3" generation AEDUN4@IAT189 1UIN8137I0 1917
depression wazanad iy suicidal behavior Lt leveti-
racetam, tiagabine, topiramate, vigabatrin ¢l a8 generation
AED 119612L7% oxcarbazepine, gabapentin, lamotrigine,

pregabalin Tadsaauluynii




'3mnﬂ'§vl,é1’l,l,uzﬁmluéﬂwﬁLﬁuﬂq'm drug-resistant
epilepsy (14 2 AEDs #lmsnzanlsdnazifiuuwuy mono-
therapy %38 combination W& lugnsnLia seizure free 16
ARSI Wasanile confirm diagnosis 8nfi SINTINNTSNEN
Tsaandnaneiasug daeimu 1idia, vagal nerve stimulation,
ketogenic diet #aNANNEHLLLITBINNTATIARLAHAN LGN
kU131 @371 MRI s;j:mn 2-5 muﬂajzd drug-resistant
epilepsy %aavi1 MRI Fnsdisinsu/asunlasuns seizure
type LaznN13in®1A23AATe non-epileptic condition ¢ias
f15nEIRseNutnua bl lena i?N%ﬂﬂmiMﬂﬂﬁUNﬂ@iN
L% vitamin B n3th serial seizures w38 status epilepticus

WA corticosteroid &1%131 limbic encephalitis

AInens lALanIn1s192898 T USNE NSNS drug-
resistant focal seizures Wag drug-resistant generalized
seizures TINIANNHRIUANNNUDIING NI LU Epilepsy

Behav 2008

Which AED for drug-resistant focal seizures?

v

Seizure diagonosis The big Three: Valuable options

Recommended

Carbamazepine,
valproate, Clobazam,
Lacosamide, Phenytoin,
Pregabalin, Zonisamide,
Topiramate, Vigabatrin,
Gabapentin, etc.

Levetiracetam,
Lamotrigine,
Oxcarbazepine,

Focal, tonic
clonic

Valproate,
Lamotrigine,
Levetiracetam,

Clobazam, Zonisamide,
Phenobarbital
Topiramate, etc. 4

Unclear, if focal
or generalized

Mod. from Elger CE. Schmidt D. Epilepsy Behav. 2008; 12:501-539 B

~ o A ald 4

k Which AED for drug-resistant generalized seizures?
+ Classification The BIG THREE Other ‘
. Phenobarbial ‘
Generalized, Valproate, )
. . . . Carbamazepine,
including tonic- Levetiracetam, o
. . .. Zonisamide,
clonic seizures Lamotrigine X
Topiramate etc.
Levetiracetam
. Valproate, . X
Absence seizures L Lamotrigine, Phenobarbital
| Ethosuximide Toi .
on opiramate,
Y Clobazam p. )
Zonisamide, etc. I
. Levetiracetam, Phenobarbital
Myoclonic o )
3 Valproate, Lamotrigine, Topiramate, e
seizures
Clobazam, Zonisamide, etc. ‘
? = Uncertain utility
Elger CE, Schmidt D, Epilepsy Behav. 2008; 12: 501-539
——— A e

nenslanatinisngaanudnly seizure-free
patients laawud1 30-60% vasithenlddnstnidusses
dl . aa ardl =

LIANNWIY (long-term seizure-free) H&NaNATH recurrent
seizure MaINNEALAUTNEN LA Lwﬂumjmu%lﬁmt,az
nau non-symptomatic (83w JME) azdl lower risk of
=3 v > U gj = idl 1

relapse (25%) uatsudmIvigaeiudniudlonmaidassa
ANSENT AL I FINADIDAITINITAN WA Seizure freedom
T4auae AIRINADINANTZNULIAIUFTIANLAZARTR A
WanaurSulsznmuenudnlrdnazldainisaaiaien
VLéT:ht;iijﬂwamauauaﬂlmmwaﬁ@%’ﬂlumﬂLLiﬂﬁ’uﬁ%%a
lelanunsnanaweieniu complete remission 1@ @9t
< a A dl % o = 1 %3
aududadslumsidanfiazngaaiuinnialdvgaaiu
dnleanlugihedlvgusan nstineuldldaansod
seizure- free 8NS5 UL IILINVDILNTUFNGILINA LA 134

izﬁmzi’ﬂumﬁm@maﬂwae

lsAantnuuL epileptic syndrome Un9riiaazinsna
avasdasuinulndnandnenguniigg West syndrome
AwMUALDIAE Vigabatrin, Dravet syndrome AaLE®aIa
Stiripentol Lag Lennox-Gastaut syndrome RNEPLNGR
1 =3 =3 U 1
Felbamate Bﬂ’]ﬁiﬁﬂ@ﬁ&la’mﬂ’]iLﬂ‘LIi’J‘Ui’JN’Umd@l%ﬂj’sx‘]
30-40 Tlvivdsil azwudmilsluauvaediag new-onset
. = N . L2 v A
epilepsy amﬁtym drug-resistant seizures wiHleLaen
Iﬁmﬁu%’ﬂﬂﬁjﬂmiuﬁ’;ﬁ@m aeruluanetasagylanly
Tagtiudeluialafiazassn control ngw drug resistant
. Y a A =) Ao | A A
seizures boase wnIaldlenlansulszniunauinanas
Hasiunisiieainisinluames vialudenlanazainiss
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Recruiting surgical candidates for epilepsy surgery
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Surgical Treatment for Epilepsy - Why Surgery?

Seizure-free Rate in Children with Drug-resistant TLE

i
1 s
- e

W Ko ssTunes ans -c.lu'm (Cow) Improving quality of life

Several reports documented epilepsy surgery's
safety and efficacy in both adults & children

==

+ Epilepsy surgery is superior to long-term
- medical treatment in many epilepsy
syndromes esp in TLE
+ Drug effect is restored in previously resistant

r:‘ii%i??g‘

[ S —— patients

Schmich [ ot ol Exslepsy es 2004.60-187- 501

o1 0L DO sz D Beam (20071 150, N34 34

Talsbe § Lomg-serm AT oaninmes crerall proporses by group of e

REVIEW ARTICLE T s e e O ot 1 T T

Oy o ey = TH g S S
T - z A e (5 3 B W " w1 ]
Lorrg term outcomes in ep_)llepsy surgery: % I 22 fhare
antiepileptic drugs, mortality, cognitive TLE: g
and psychosocial aspects 14% long-term AED discontinuation, 17221
nakis
|oss I Taller Zarmmne, ' Hane Dhaw? Laseth Mernardes-Rongaio’ and Som sl Wata' 50% manotherap',r. T RN
33% on polytherapy £ o
" Crg s |l P o, Lwserwriay o _q-“{..m-- D e B L e I;.::In
Non-TLE: o
- i 1 20% longt AED di t ti e
Systemic review of articles from 1991 - 2005 Lird, engrerm fscontinustion, |i-
Pr >30 41% monotherapy, -y
age yrs 31% polytherapy e
Mean/median follow-up > 5 yrs e T
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Pediatric Issues Predicting pharmacoresistance in pediatric epilepsy

Elaine C. Wirrell

Driwmny of psbopsp arsl Dhild snd Addeur e Mrumiagy, Departmnes of Neursingy,

« “Timing" should be considered HonEn ey Mo WL
. . Y . Consiszent Inconsistent
* Duration for "intractable” depending on the - — —

L B R Syndrome: symptomatic generalized > Febrile seizures
specific epilepsy syndrome, natural history of nonidiopathic focal > Idiopathic Status eplleptious
Epi|Ep$‘V, and SE\.I'EI'itv High initial selzure frequency EEG discharges or focal

. ical Iliati d Meonatal seizure slowing
Surgical treatment as a palliative procedure or Ageatonset >12 years
prevention of deterioration of developmental Intellectual disabilicy
functions Abnormal gxam
) Lo . . Mﬂbﬂlﬂllmwf@
* Evaluation is individualized Failura of first AED or failure to

respand in first year

Wiylie £, et ol Epdepsis 1996,37-625-537
Croas M. Epilepsn J001-45 Suppd %)85-T0.
Lrorid JH et all Epedipaan 2006 47 952955 icres £ Fojimpmis 301824 S ppl £33 0%

Initial Investigation

Initial Clinical Evaluation of a Potential Candidate

1. Parent's or patient’s attitude & knowledge on * Determination of seizure semilogy
treatment of epilepsy * Prolonged interictal scalp EEG

2. Etiology of epilepsy * Brain imaging: high resolution MRI

3. Current seizure pattern « Exclusion of neurodegenerative diseases or

4. Drug history: failure of at least 2 AEDs genetic epilepsy

5. Determination of co-morbidities * Neuropsychiatric evaluation

6. Physical examination
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Initial Investigation

Initial Clinical Evaluation of a Potential Candidate

1. Parent’s or patient’s attitude & knowledge on * Determination of seizure semilogy
treatment of epilepsy * Prolonged interictal scalp EEG

2. Etiology of epilepsy * Brain imaging: high resolution MRI

3. Current seizure pattern * Exclusion of neurodegenerative diseases or

4. Drug history: failure of at least 2 AEDs genetic epilepsy

5. Determination of co-morbidities * Neuropsychiatric evaluation

6. Physical examination
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Mesial Temporal Lobe Epilesy & Temporal Plus Epilepsy

Mesial temporal lobe epilepsy (mTLE) K

1811371 hippocampus FYLAENITAIVANAINAIT

neuronal hyperexcitibility wenSaniwiinulavas

|
a

waﬁmﬂumm@;mm mTLE @a hippocampal sclerosis

q

na
3
=
H
=1

(HS) ﬁai’ﬂmﬂﬁuqﬂﬁuﬁd@L&%N‘Lﬁﬁ@ mTLE 12 gen-
eralized epilepsy with febrile seizures plus (GEFS+),

sodium channel defect, familial mTLE

Initial precipitating factors (IP1) W&y mTLE G?%\ﬁﬁmﬁ@
naw 818 5 Tleiun febrile seizures, trauma, hypoxia, CNS
infection laeaniz1ls23 febrile seizure wu'lavasia 2 Tu
3 maﬁ@u‘ﬁlL‘fJu mTLE lunsel mTLE-HS habitual seizures
FniAalugseny 4-16 U wIvenaianiuinenas IPl uas

naganduasaznanaLy refractory seizure

Abdominal aura %%WUVLé]JﬁaiJﬁQ@ﬂ% mTLE ofn
WINAINAIE Oral/manual automatism azd ANMNINNIZAD
mTLE ©19 98.3% &% emotional, autonomic, nonspecific
auras waz illusion of familiarity wuletassosasnn a@au
o nnsEnAnUsasazduuny automotor was dialeptic
(motionless stare) lummzﬁl lateralizing signs ‘ﬁwuﬁaﬂ Ao

dystonic posture aaduanAIUATINU duiuaediladn

| v
=8 a

FIVNLAATUNS BN automatism VBILIUENTNI (F1ULAED
nuaanLiiadn) azfianuduwizaniu mTLE mmiﬁ'wj
L% ictal speech, vomiting Was preserve awareness Wu
1&l% nondominant-mTLE Iu"umz‘ﬁ postictal aphasia Wy
"1#l54 dominant-mTLE %enannii fisiiennisuansisssas
seizure propagation l1¢s suprasylvian 419t@83% TN
contralateral tonic, clonic, version, figure of four (contralat-
eral arm extension) L&z postictal Todd’s paresis 8111340
fazenuiinlalifin secondarily generalized ¥30n12 status

epilepticus Hunulalaivaslu mTLE

e —
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Interictal epileptiform discharges (IEDs) 1 mTLE
WU maximum ﬁlmfsnm anterior temporal (F7, FT9/Sp1,
T3) 'leseanns 96% &aw bitemporal independent IEDs
wule 42% LL@iwuai’mmmrm’HLué'mﬁLﬁugﬂﬁwLﬁ@%’ﬂ
Temporal intermittent rhythmic delta activity (TIRDA) WU
1&lw TLE 19 80% uag postictal slowing wulatiaeluain

LWAEINU seizure onset

Siaalasa sphenoid (sphenoidal electrode) Auszleash
lunsuaneunisaas IEDs teanIandiaalasa scalp (scalp
electrode) laaannzan ’cﬂ@ﬁ%ﬁ@ IEDs agjﬁl basal temporal
gmmuﬁlwuﬂawm ictal EEG 1 mTLE Léuawn diffuse
%30 unitemporal attenuation ATNAIE rhythmic, crescendo
theta activity 71#l frequency anasuas amplitude SN
unilateral anterior temporal rhythmic theta (5-9 Hz) activity
vHu hallmark wae mTLE ehwuneli 30 Jndineuainisdn
S uazansnsarneduAiliu seizure onset léHe 95%
intracranial EEG (ICEEG) &1:13060333WL epileptic activity
IEANTuRe 25% auBiaalase (depth electrode) 818190
msauend19uas hippocampus Ml seizure onset 16
n11 scalp electrode 8n#ag &@auhigh frequency oscillation
(HFO) asanulee ICEEG azwumwﬁlu‘%wm seizure onset
snnnlusudl seizure propagation wona il ICEEG s
§IN1INATIANWU maximal ictal baseline shift (DC shift) Lﬁja

1ia high-pass filter

logasunsidiasds mTLE ffuvl,éimm”agja Tudu
electro-clinical Fefianuusiugie 75% minlisanniudaya
Y114 neuropsychology was anatomical ba functional imag-
ing aanndasiuudn azhglamaniiasglagnaasge

Pulylaan




Temporal plus epilepsy (TPE) ESYIBBIFER

Tspandnfidodn®l multilobar origin @95in137i191U39H
AuUDd complex epileptogenic network flsznavludqe
temporal lobe, orbito-frontal, insula, frontal L& parietal
operculum Was temporo-parieto-occipital junction (TPO)
IuaaméﬂwmjmﬁﬁﬂgﬂﬁﬁaﬁmwL'ﬁu TLE lun13finmn
299 TPE 33 778WLI1 8% U8 %’ﬂaaﬁ%’%’umimﬁ@
anterior temporal lobectomy vigadniiauAy 65% Va9
%ﬂwﬁi@%’u N13%11 temporal and extratemporal resec-
tion ﬁmaua@u seizure onset N1ILLNIZHING TPE Uz
TLE fanwddniilosanwudt TPE lomaiiin SUDEP
(sudden unexpected death in epilepsy) lumsdnuIvasy
g TPE 22 5129l seizure free wasnsHda 5 T wu
Jyanani seizure onset # temporal lobe Ww&1 9 5@l
seizure onset ‘71' inferior frontal cortex 7 iw‘ﬁl suprasylvian
opercular cortex uaz 6 318# TPO a1msnsadanfinylé
Unelu TPE laun gustatory waz vestibular auras, version
289 head/eyes, postictal dysphoric state &IUANBULNING

o w

FEG nwulexnnnin Tu TPE wWisudy TLE agneilsiadnaa

[

1@un bilateral wag precentral spikes /slow waves, fronto-
anterior, temporo-parietal a2 precentral seizure onset
TunsTiesnziuuL cluster analysis wudn TPE ilasing
auditory LaZ/138 vertiginous aura ANA3E ipsilateral tonic
sign Wwaz/%5a contralateral version luswnizd TLE H1hadn

IINA8INTT abdominal auras AMNAQE postictal amnesia

lowasd TPE L‘]“Jumjmmmiﬁﬁé’ﬂwmzm@ electro-
clinical fivsfis N33 initial involvement was perisylvian
region, orbitofrontal cortex w3a TPO junction &N
114 MRI 21atUn@n3adiue hippocampal sclerosis s
LANAIAINEIT19AUIZHINe TPE AU TLE 2ra@aaaan
Hihe TPE fensazldn1snsaa intracranial EEG Aaunis

NIAA LN LA LANATIA

LONA13A198Y

1. Wieser HG for the ILAE Commission on Neurosurgery of Epilepsy. ILAE Commission Report:
Mesial Temporal Lobe Epilepsy with Hippocampal Sclerosis. Epilepsia 45(6):695-714, 2004.

2. Barba C, Barbati G, Minotti L, Hoffmann D, Kahane P.Ictal clinical and scalp-EEG findings dif-

ferentiating temporal lobe epilepsies from temporal ‘plus’ epilepsies. Brain 130: 1957-1967, 2007.

Scar and porencephaly

1. Scar and epilepsy surgery

Uw.o0NWs Ungina

“Scar’ WUNTHANINAFINT HHSUNITUIALALVDILHLDFND S %emmﬁ@%mﬂmwmm@; L% traumatic brain injury,

status epilepticus, post anoxic encephalopathy, stroke 1Ju@u nalnfvilFiina n1sEnaIn Scar HulunI VLU WuINI

nssnEa M Idn lduandrsanannaan MRI finazwu hypersignal intensity in FLAIR sequence LasNaZutilanInyias

ANSENAALAN Scar apn bALA

e residual hippocampus after anterior temporal lobectomy

e residual amygdala after selective amygdalohippocampectomy

e recurrent low grade neoplasm, not enhance
e superficial hemosiderosis
e residual dysplastic tissue in cortical dysplasia

o (gliosis

netlanautaladinmsridaessusnaralaildnsaungu epileptogenic zone Mavinadeanadn99 vilHAA recurrence

of seizures, arising of secondary epileptogenic zone

#
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2. Porencephaly and epilepsy surgery

“Porencephaly” a rare cephalic disorder associated with encephalomalacia (1859) TaLAAAINRAINT bAVINA1EUDS
WaaNDg L 7u perinatal stroke[1], traumatic brain injury &34 “Schizencephaly” wu1899 malformative nature of the brain

defect d9anadl cyst vinalrgliinsandale

E‘Uﬁ 1 L&A operative finding for perinatal MCA stroke tiag MRI findings
(Atrophic brain parenchymal and smaller hippocampus

anwaueaulilunguinddny Ny

e pre-existing focal neurological deficit correlated with MRI. 2% hemiparesis, hemi-visual field defect

e associated with hippocampal atrophy/sclerosis[2, 3]

e seizures can occur from encephalomalacic change around cyst, hemosiderin deposit and associated hip-
pocampal sclerosis ez EEG 813wy generalized onset with maximal amplitude on the good hemisphere

o challenging for invasive monitoring for these types of pathology Lﬁa@mﬂ‘ﬂ‘m@‘wm%amwﬁﬂﬁ"um@imy

o« EEG findings can be confused depends on the nature of the underlying cortex.

s NMINIAA Lﬁla%fﬂmmmiu temporal lobectomy[4], disconnection procedures 1% hemispherotomy, posterior

v vy

quadrant disconnection VI9HAUAY origin of seizures
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LANA13D 19D
1.Prayson RA, Hannahoe BM: Clinicopathologic findings in patients with infantile hemiparesis and epilepsy. Hum Pathol 2004, 35(6):734-738
2.Ho SS, Kuzniecky R, Gilliam F, Faught E, Bebin M, Morawetz R: Congenital porencephaly and hippocampal sclerosis. Clinical features and epileptic spectrum. Neurology 1997, 49(5):1382-1388.
3.Ho SS, Kuzniecky R, Gilliam F, Faught E, Bebin M, Morawetz R: Congenital porencephaly: MR features and relationship to hippocampal sclerosis. AUNR Am J Neuroradiol 1998, 19(1):135-141.
4.Burneo JG, Faught E, Knowlton RC, Martin RC, Bebin M, Morawetz R, Kuzniecky R: Temporal lobectomy in congenital porencephaly associated with hippocampal sclerosis. Arch Neurol 20083,

60(6):830-834.
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Management in transient loss of consciousness

ANNNTHRNAFATINTNINIB transient loss of conscious-
ness wu'ldtaslunsnrufianall awnenwudas laun
15AN9TZUUAALASHADALNDN LAZITATZULLTZEN L%
lsPaNtnTIl oD A wmﬁummqﬁwﬂé}’ﬁaﬂﬂdﬂ UNANH
1;1 U =1 a wa lﬂl Yo dl v a
dnananswnlfiaianugisiundigainmmvuead
PFINTI

. %’ﬂﬂiﬁ@%ﬂwﬁa%wmﬁuﬁa . m@;mimiggmﬁam
dilsagluvilanauvnead a1msi wu wle
aaﬂ‘ﬁ%aﬁﬁﬂ%au AAUANAIDANAT FRD UUVINTE

= 1 o 1 | c{‘ =3 dl
anvisald AnIVRITNMENIUIAIRY T2821IA7

a o

HANARA ﬁuau%&’ﬁa@ﬂaumw%aw LAZANNDUD S
DINITUNAF G

2 GRUTLIALANLAN - 1U52IAlsalseandd Useiflse
o =} =1 aa =} % o wa £
FIRANI AR TIADLUNIWUATOUATY UL TANT b

. .

SN LALLANIZENNNHAF DI L AR AN NAULARR

3. A59339ME - WHUNTNAT NN5HNela anNaulane
IUDULAZYINEY TINTIATIANTLUUUTEEN

4. d995330aubnH1Ila 12-lead ECG hazddy
wIANNAALNAAsa 11 - complete right/left bundle
branch block, heart block (any degree), long/short

QTc interval (>450/<350 msec) taz ST/T segment

abnormalities

WUV FIADLWN LT ITI YA UA L ALAZ A DAL DA
aiieUszifuanaaigiiaanii 40 T luasauasIas
aa a % a dl a
FIADLUNAY HDINITHBUMALDE Ha1NITLENI2Y heart
failure 333U heart murmur @S3ANUANNHALUNAVDI
ECG f9na1It196i1 anumieaIn13Nasdeniiy vasovagal

syncope @a 3P

WEY. MIOYIUT SUDVF
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1. Posture E]’]ﬂ’]i'ﬁN@&@]‘ﬂﬁNW%ﬁﬁUﬂ’]iguLﬁ%L’Ja’]

WUNRIBNTUNARARINITOL B INUA LN TUBUI

2. Provoking factors msnnea@gnnazaualgilase

f199 LU ANHLAULIANIaHANITNIINTHINE

3. Prodromal symptoms 1% tviiaaan 3anTau &A1
i3 mﬂmwma@gﬂﬂizﬁuéﬁm A ba and @edenag
situational syncope {thendansmzassialudunizyrnaad
FIRYDNNTENLULIN ARG UTZENLANE b8 Ho1N1580

>3 ng L™ = v dj = o 1 v
(aura) NAAW HueIwe lUa1Unrile giFaANNAY Naunih
AR %%af’umzl,ﬁ@m@;mﬁzﬂ NNN9VBITINENRALUNG
NINTTANEIUVDITIMETENIWIU (WT]) LazeINITTUAY

WAALAALAANITT

nsassananinvhanas 30 Wl (EEG) Tuiiafiun
AeansuNead taasia bl liislunisitasy wWiesan
fanuhwazanudwwizilidgs mIesialinuanuie
Un@dwan epileptiform activities lalldagdnlallalsnas
o =< % . . . I =3 M Y éfl )
7N DIHATIANY epileptiform activities Alulaverandu

a ad & A A
ANNAAUNATILIUAIME 2a9aIMInNeER Liasanlae
M2l epileptiform activities Hug1H1saNL Lo luanlnd
M3RTIARAUINAT anaIlsznaUMNWIRTNAL (Video-EEG
monitoring) aazRa1n1suueaAiaNlazaNNAILNE
guwm'w Lmzﬁﬂﬁmaﬂmwaﬁméfﬁdwmm@yummi%maa
NIANNDINTTN WANINNUIZHININITATIAINARE Video-
EEG monitoring a2iin13m37a single-lead ECG 53N#3839

axnsanenlsarlalduRaUnAuIsTne taanae

LANE1IB19DY
1. Calighan PO. Syncope: risk of sudden death. 10" European Congress on Epileptilogy,
London 2010
2. Transient loss of consciousness (‘blackouts’) management in adults and young people

Issue date: August 2010. NICE clinical guideline
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A 6-year-old, right-handed boy without significant past medical history presented with a one-year history of recurrent spells of right sided numbness and weakness. During

the events, the patient was unable to lift his right arm, unable to write, and occasionally had difficulty walking due to could not move the right leg. Each episode lasted approxi-

mately 5-10 minutes and resolved spontaneously in one minute. Physical examination was unremarkable.

The EEG was obtained given the episodic and stereotypical nature of the patient’s events.

Figure 1 is the EEG during the patient’s wake state, while Figure 2 is the EEG when the patient had his typical event.

What is your most likely explanation of his symptoms?

A. Todd’s paralysis B. Psychogenic event C. Hemiplegic migraine
D. Negative motor seizure E. Transient ischemic attack
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E. Transient Ischemic Attack

Figure 1: The awake background of the EEG revealed a posterior dominant rhythm of 8 Hz over the right hemisphere,
which was reactive to eye opening and closure. There was no discernible posterior background in the left hemisphere.
Continuous slowing of the theta frequency (4-7 Hz) can be seen over the left hemisphere throughout the recording. No

epileptiform activity was presented.

Figure 2: During the typical event of right arm numbness followed by right arm weakness, there was a more promi-
nent slowing in the delta range (1.5-3 Hz) over the left hemisphere. The EEG returned to its typical background activity

after his symptoms resolved.

MRI/MRA of the brain was obtained given the fact that the EEG shows continuous slowing at baseline, and was

consistent with Moyamoya disease.

Todd'’s paralysis is unlikely, since this patient’s transient paralysis was actually the “ictal” event, and there was no

evidence of electrographic seizures in this patient. Negative motor seizure is a very rare condition, which is hypothesized

to arise from the negative motor area; therefore, the EEG findings should reveal an electrographic seizure arising from

the frontal region. Patients with hemiplegic migraine should have normal EEGs at baseline, although intermittent slowing

in one hemisphere can be observed during the attacks. Psychogenic event is a diagnosis of exclusion and all the EEG

findings should be within normal ranges.
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