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Mia cuvnBLIGUEVN KALVIKN TTEPITITWON

 Neapn yvvaika, 22 eTwyv, TIAPATIEUTIETAL OTO
. TEIN Aoyw €meicooiov anwAelag ouvveidnong.

B |

F\E«:q ' H 161a.6€ dlatnpel avauvnon Tou emelocodiov.
= o i .. : : ,

' ;’, ,‘A‘ ;’f | C . e O paprupec avadpePOLV OTIACHOUC.

e TimoTa A¢lOCAPEIWTO ATTO TO ATOUIKO TNG
AVAPVNOTIKO.

 Qailvetal KaTapxnv vying.



[leplypappua

Optopot: Tt ewvarn ETIANTITIKA KPION KAl TL TO CUYKOTIIKO ETIEICOOIO0
EruidnuioAoyia: [oco cuyxva anmaviovyV

Aladoplikn olayvwon

KAIVIKEC EKONAWOEIC: XAPOAKTNPIOTIKAONLEIO KAl CLUTTTWHATA
Video mapovotaocelc ( “pla eikova, XIAlEC/AgcelC”)

[TapakKAWVIKOC EAEYXOC

BaolkeC apxeC avTIETWTIIONG KAl Tt POoyvwon

2LuTIEPpACuUATA



Opiopotl

EMNIAHNTIKH KPI2H

2YTI'KOINIKO ETEIZOAIO

HAEKTPIKO PAIVOLIEVO:

[Tlapodikn epdavion cnUelwy n/Kat
OUUTITWHATWY ECAITIAC A avWpHAANG,
EKOEOCNUACHEVNC KAl LTIEPOLYXPOVNG
VEUPWVIKNG 6pAcTNPIOTNTAC OTOV
eEYKEDAAO.

Alpoduvautko atvopuevo:

[1apoOiKn, YEPIKN N TIANPN, ATIWAELA
ouVEIdNONG €&AITIAC PEIWPEVNC ALUATIKNG
ponc Kat rtapoxnc O2 otov eykedaAAo.



AtTioAoyla Kat Tta&ivounon

EMNIARINITIKH KPI2H 2YT'KOTIKO EMNEIZOAIO

ILAE Classification of the epilepsies (2017)
Reflex (neurally mediated) syncope
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Epilepsy types

' Combined U O | @J/ Primary autonomic failure e.g. Parkinson's disease
e ¥ Generalized U . @ Secondary autonomic failure e.g. Diabetes
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Cardiac syncope (cardiovascular)
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Structural disease e.g. myocardial infarction
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[TaBoduotloAoyla TNC CLYKOTING

Reflex Sympathetic nervous system
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Syncope

J. Gert van Dijk et al, 2013




AlaKplon oLYKOTING

Kapdloyevng opBooTaTLKn avTavakAaoTLK

ATIOTOMN UELWON KapdLlakKng

napoxnc A..U...O..Q..U.I..Q..V.Q.U.LQ. AyvelodlaoTtoAn kat Bpadukapdia
AppuBuliec NEUpOAOYIKES MIBN0ELS ®oBocC
. . ‘ : dapuaxa '
Aouikéc BAGBec (oTtévwon aopTthe) Névoc
PAELIXN avENUpKELQ
Muokapdlonafeleq Brixag

Qupnon-aeodeuon
[Jxwan Al

(ZAI >20mmHg AAT >10mmHQg

Jlogter T U T Tilt test




EruidnpuioAoyia

EMNARNTIKH KPI2H 2YI'KOINIKO ETEIZOAIO

10% mBavotnta epdavionc 1 eMIANTITIKNG KPIONG 50% mBavoTnTa CLYKOTING

2-5% n o61a Pov mBavotnTta emAnyiac,

=350 : '
1% maoxel aro ernAndia avtn tn oTiyun 2o £ B RS UL

Alpaocikn NAIKIAKN Katavoun (rratdikn-3n NAIKia) AlPaolkn NAIKIAKN KaTtavoun(edpnpeia-3n nAkia)

WHO., 2019 NICE., 2017
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AyXwoeElc eKONAwoelg Kal PUXOYEVEIC KPLOELC

Hyperventilation HVPOCapma

attack /
vaer\ enfilation

Somatic
Symptoms

Anxiety ? ,
T h reat >\ L / S) Inpathl(‘us %




Hulkpavia

OnTIKN aupa
IVIGKEQ KploEeIg

‘Migralepsy”

ErnAnyla mavew o NUIKRAYIOEN Kpion

Hukpavia geTa v erAnnuxn xpion

Hutkpavia

3-4 popEg ouxvoTEpQ

Kolvn yYeveTLKN Baon

nx. To yovido TG QIKONEYOUS NHITANYISAS NHiKpavias JeeE) va NReKahes xal

EMIMEpPOUC XAPAKTNPLOTLIKA TOoUu (dlou
JUVORQMOL.
N.x. MELAS




Awadopikn Atayvwon

2NUeEla dlakpLong EruAnyia Huitkpavia

1. AsutepoAerta £we Alya Aertd 5-60 Aerrd

2. XapaktnploTika «gupag» Aaunepd, XpWUATIOTA, OTPOYYUAQ TeBAaouEVES YPAUMES TIOU avaBooBrivouy,
oxnuata rov Eexkivolv and To Eva EXOUV KEVTPLKY) EVAPEN UE MEPLPEPLKN

EMEKTAON KAl adprjvouv oKOTwHa

3. KedaAlaAyla

ETEPOMAEUPN, OdPUIOUOA HE QUVODO NXW
Kai dwIodoRia

Arovoa




Ayvelaka EykedaAlika Emteicoola

AEE

P Mapodika AEE

ApvnTIKa dalvopeva (NUIMAPEON) MOVO HETAKPLITIKA 1] OE OTIAVIESC HOPPEQ
£0TIAKNG MEeTWTHAlAS eTuANYiag

B Bapeld otevwon KapwTidwyv

Bpaxeieg emavalapupavoueveg KAovikeg ouoraoelg (limb shaking) Twv akpwv, L

Olwe TwvV KaTtw

[MTapodIKN oPalplKn auvnoia
MeyaAn dlapkela pe dlatapyxn HvVNUNg Kat oxt ouveidnong
MPOZOXH otnVv rnapodikn erMANTITIK) apvnoia




[MTapavrnviec

’

[lapaunviecg

B Non REM

2 UYXUTIKEC adunvioelg
NUXTEPLVOC TPOMOC

YrnvoBaoia

» REM

RBD




[TapoévoulkeC OLOKIVNOIEG

Mapo&EUOUNLKESG dUuOKLVNOlLEeC
(vuoTtovia, xXopelia, BaAAiLopupuocg)

Kivnoloyevng

[MoAAarmAa cuvTouQ o , ,
MeTa and ekouola Kivnon

(< 1AertTO)
KaBnueplva enelcodla

Mn Kivnotloyevng

SrnavioTepa Kapeivn
(< 1/eBdopada) AAKOOA
ueyaAuTtepng dlapKelacg Stépnon Unvou
(10 -60 Aertta) Strass

[TpoomnaBelac

[MolkiAng ouxvoTtnTag Mapatelvouevn aoknon

Kal dldpKelag

(arod sec ewe 2 WPEQ) Nnotela




‘IAtyvoc

|ALYYOCQ

B EANTITIKOC (Alyyog, aAn N euBoEC

MoAu omaviocg

Alapkel Alya sec

Kpotadikne ouvnBwe n Bpeyuatikng neotAeuong

supramarginal gyrus

precuneus

0O Penfeld and
Kristiansen, 1951

O Penfeld, 1957

O Smith, 1960

# Blanke 2000

* Blanke 2002

= Kahane 2003

A Wiest 2004

postenor insula

superior temporal gyrus

Lopez and Blanke, 2011




YToyAuvkawuia

HYPOGLYCEMIA:

YMOYAUKaAQlLlLuLla

loTOPIKO ZA- IVOOUAIlVOUATA;
Edidpwon

Erukeipevo aiobnua




YriepeKmAné&la




KatamnAnéla

YTVLIKN mapaAuon

KatanAné&la

KatanAnéia e o

[MTwon xwplc anwAela cuveidnong
Mponyeitat cuvalodnuatikn dieyepon

(r.x. Bnxag)
n e NapkoAnuvia

WeudaitoBnoeig




=
S
®
O
S
<]




KAWVIKN KAl TTAPAKALVIKN TIPOCEYYION

Maptupieg yia  EKAUTIKOI [podlaBeoikol AvTiKelpeVIKN [1apAKAIVIKQS  ATIOKAELIONOG
TO EMELOOBI0 TIAPAYOVTEQ MapayovTEeQ eEETAON EAEYXOC AAAWV aAlTlwV

2 0

TLEVOIWOE 0 aoBevng; 2TEPNON Urnvou KANPOVOUIKO 2uyyuon Neupoanelkovion

TLeldav ol padpTupeg; AAKQOA LOTOPLKO Eotiaka HEJ. ’?
[Molwa n dlapkKelq; To&lkEe ovoleg zuyvoonpeortnta eAAelupaTa




EMNIAHITIKH KPI2ZH
(ME 2IMA2ZMOY2)

KAWVIKEC EKONAWOELC

2YI'KOIH

Avupa

Evapén

Alapkela
OdOBaApol

Xpwpua OEPLATOC

Anypa yA\wooac

ATtwAE1a OLPWV

A\Ve\Viall)lg

[1pOKANON

KIvNTIKEC EKONAWOCEIC

[ToIKIAN, ouvNBWG ETILYAOTPIKN
2 bvNOwC arotoun
2UvNOwWG 1-2 Aemtta
2.LVNBWG avotol

2.LvNBwWC Kuavwon

2.uvNBWC TAAIVO & EVTOVO

2.0vnBeg
2. TAOLAKN

(@)

ALEOOL TTapATETAPEVOL, PUOULKOL &
OLYXPOVOL OTIACUOL

2 TEVWON opaong, epidpwon, vavtia,laAn
2.0VNOwWC AlyOTEPO ATIOTOMN
2uvnowc < 30 sec

2LVNBWC KAELOTOL OTNV ApXnN

2LvVNOwc wxpoTNTA
2 TIAvia PrtpooTivo & Nrio

‘Oxt ortavio
Apeon

Nau

KaBuotepnuéevol, ocuvtopol &
AoLYXPOVOL
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Alayvwon

EMNARHNTIKH KPI2ZH 2YI'KOINIKO ETEIZOAIO

KAWIKEG TTEPLYPADEC KAWVIKEC TIEQPLYPADEC
KAWIKN e€eTaon KALWVIKN €€€TO0N
HAekTpoevykepaloypadnua (HED) HKI
MRI eykepaAouv YTIEPNXOC KAPOLAG
Tilt test




AIAINQ2TIKEZ MEOOAOI

[MEPIOPIZMOI

KAWVIKEC TTANPODOPIEC
KAwvIkn eéetaon (ANE, All, opuéelc)
HAekTpoeykedbaloypadpnua (HEI)

HKI
MRI eykedpalouv
YTIEPNXOC KAPOIAG
Tilt test

MaAaén KapwTIOIKOU KOATIOU

AMNAa: tportovivn, BNP, amteikovion
KApOlaG/KapwTIOWV

To 1o xpnoluo aAAa rpoooxn:
apvnola acBevwy, “avaélotioTia” papTupwyv

2.UVNOBWG PLOIOAOYIKN

AuEnpevVN/OXL artoAUTN EI0LKOTNTA AAAQ
xapnAn evatocbnoia (50-80%)

AlayvwoTIKO oTo 3-5%

> 50% K.®. oTIC eTANYPILEG

XapnAnR - OlayvVwOoTLIKN Agla EKTOC AV LTTAPXEL
loTOPLKO N HKI avwpaAieg

[Tpoooxn otn-XapnAn €lKOTNTA

[Tooooxn oe npoodata AEE kat
AONPWATWOoN KApWTIOWV

XapnAn OloyvwoTIKN a&la EKTOC EVOEIEEWV

Krahn et al, 2013 Mendu et al, 2009
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Interobserver variability of seizure semiology between two neurologist
and caregivers

Gulcin Benbir”, Derya Yavuz Demiray, Sakir Delil, Naz Yeni
Istanbul University Cerrahpasa Faculty of Medicine, Department of Neurology, Istanbul, Turkey

ARTICLE INFO ABSTRACT
Article history: Purpose: We aimed to compare the extent of inter-observer variability in the description of seizure
Received 19 January 2013 semiology between both neurologists and caregivers.

Received in revised form 1 Apnil 2013

Method: We prospectively investigated 93 consecutive patients monitored over the past 5 years in our
Accepted 2 Apnil 2013

video-EEG unit. The videotaped seizures of the patients were reviewed independently by two
neurologists who were blind to the clinical data. The questionnaires were completed by neurologists and
Keywords: caregivers. Interobserver rate of agreement between neurologists and caregivers was analyzed by using
Seizure semiology . . . .
the kappa analysis and intraclass correlation coefficients.
Interobserver rate of agreement . : L, .
Results: There was excellent agreement for questions regarding whether the patient’s eyes remained
Kappa analysis . o . . .
Intraclass correlation coefficients open, laterality of head dgvnanon. arm movements, anfl ictal period. On thg other hand, interobserver
rate of agreement was fair to moderate for the laterality of hand automatisms, the presence of nose-
wiping, and oral clonic jerks.
Conclusion: Besides variability in interobserver agreement among clinicians, the variability or
concordance between physicians and caregivers are also of great importance, especially in case of
epilepsy, where the accurate description of the attacks is the major determinant of an accurate diagnosis.
© 2013 British Epilepsy Association. Published by Elsevier Ltd. All rights reserved.
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“AVOCOIAKPITEG” Ol AVTOMATIKEC KIVNOELC

Questions Analysis between Analysis between caregivers Reliability analysis
doctors and doctors

K value p value K value ICC value p value 95% Cl lower-
upper limit

1. Were the eyes open? 0.95 <0.001 Yes: 0.85 0.89 <0.001 0.85-0.92
No: 1.00

2. Was the head turning? 0.71 <0.001 Yes: 0.69 0.68 <0.001 0.55-0.72
No: 0.69

3. If yes, to which side? 092 <0.001 Right: 1.00 0.82 <0.001 0.69-0.89
Left: 0.85
Bilateral: 1.00

4. Was it forced? . Yes: 0.76 , 0.46-0.79
No: 0.73

5. Did the patient wipe his/her nose? . Yes: 0.81 X 0.51-0.76
No: 0.50

6. If yes, with which hand(s)? } Right: 0.42 . -1.66-0.90
Left: 0.38
No answer: 0.57

7. Did the patient make manual automatic . . Yes: 0.74
movements like playing his/her
clothes, stuff around etc.?
No: 0.50

8. If yes, on which side? . Right: 0.37 . -0.19-0.70
Left: 0.33
Bilateral: 1.00

9. Did the patient have oral movements . Yes: 0.96 X 0.70-0.85
like lip smacking?
No: 0.53

10. Did the patient have rhythmic jerks . Yes: 0.47
around his/her mouth?
No: 0.84




“AVCOLAKPITEC” EVIOTE KAl Ol EVTOVOTEPEC KIVNOELCG,
10lWC OTA KATW aKpa

11. If yes, to which side? . Right: 0.40 . 0.61-0.94
Left: 1.00
Bilateral: 1.00

12. Did the patient have stiffening in X Yes: 0.87 . 0.57-0.79
his/her arm(s)?
No: 0.52

13. If yes, on which arm(s)? . Right: 1.00
Left: 1.00
Bilateral: 0.77

14. Did the patient have rhythmic . Yes: 0.61
movements in his/her arm(s)?
No: 1.00

15. If yes, on which arm(s)? . Right: 0.36 s 0.71-0.95
Left: 0.57
Bilateral: 0.92

16. Did the patient have stiffening in . Yes: 0.57
his/her leg(s)?
No: 0.69

17. If yes, on which leg(s)? . Right: 1.00
Left: 0.92
Bilateral: 0.81

18. Did the patient have rhythmic X Yes: 0.25 X 0.63-0.81
movements in his/her leg(s)?
No: 1.00

19. If yes, on which leg(s)? . Right: 1.00
Left: 0.37
Bilateral: 0.63

20. Were the movements regular? . Yes: 0.94 X 0.60-0.84
No: 0.83

21. How long did the attack last? . Seconds: 0.88 } 0.77-0.89
Less than 5min: 0.73
Less than 10 min: 0.54
More than 10min: 0.54




"AUVOKOAN” EVIOTE KAl N EKTIYNON TOU ETUTTEOOU
ouveldNoNnG

Questions Analysis between Analysis between caregivers Reliability analysis
doctors and doctors

Kk value p value Kk value ICC value p value 95% ClI lower-
upper limit

22. Was the patient conscious? . <0.001 Yes: 0.59 . <0.001 0.49-0.75
No: 0.81

23. Did the patient cry after . <0.001 Yes: 0.56 . <0.001 0.48-0.74
the attack?

No: 1.00




Clinical Autonomic Research (2019) 29:215-230 Clinical Autonomic Research (2019) 29:215-230
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Aokpaoia avakAwong (Tilt table testing)

TEXVIKA:
Napapovn og unttia B€on ent 15 Aentta. AvakAwon o€ ywvia 70 popwv €ni 15
Aemtta. Xopnynon 500ug nitroligual unoyAwooiwc.

- .
Xpovog | ZuotoAwkn AN | AraotoAky | KapSiakn

(min) (mmHg) ' Al (mmHg) | Zuxvotnta (bpm)
Baseline | 100

0 Aento | 105
2 | 100
4 95
6 60
8

.

Iupnépaocpa: Avanapaywyn tng und SlEPeLVNON CUUNMTWHATOAOYLAG ME
kapSioavaotaAtikou tunov Il B anavinon (navAa >15 sec) kat epdavion
TOVIKOKAOVIKWY OTIACUWV.

Zuotaon: ZUVTNPENTLK AVTILETWITLON






[TpoyvwoTIKOL TTAPAYOVTEC GUYKOTING

YWHAQY KINAYNOY XAMHAOQOY KINAYNOY

High risk (hospital admission recommended)*

Clinical history suggestive of arrhythmic syncope (e.q., syncope during exercise,
palpitations, or syncope without warning or prodrome)

Comorbidities (e.g., severe anemia, electrolyte abnormalities)

Electrocardiographic history suggestive of arrhythmic syncope (e.g., bifascicular  Low risk (outpatient evaluation recommended)$
block, sinus bradycardia < 40 beats per minute in absence of sinoatrial block  Age less than 50 yearst
or medication use, QRS preexcitation, abnormal QT interval, ST segment No history of cardiovascular disease
elevation leads V, through V, [Brugada pattern], negative T wave in right
precordial leads and epsilon wave [arrhythmogenic right ventricular dysplasia/
cardiomyopathy])

Normal electrocardiographic findings
Symptoms consistent with neurally mediated or orthostatic hypotension syncope

Family history of sudden death Unremarkable cardiovascular findings

Hypotension (systolic blood pressure < 90 mm Hg)

Older aget
; : . The European Society of Cardiology guidelines for the diagnosis and management of syncope. Eur Heart J. 2009
Severe structural heart dlsease, congestlve heart fallure, Or coronary Sheldon RS, Morillo CA, Krahn AD, et al. Standardized approaches to the investigation of syncope: Canadian

artery disease Cardiovascular Society position paper. Can J Cardiol. 2011




ESaipeoelg (1)

Ictal asystole: A systematic review

*Dalma Tenyi, *Csilla Gyimesi, fPeter Kupo, *Réka Horvath, *Beata Boné, [Péter Barsi,
*§Norbert Kovacs, fTamas Simor, {Zsuzsa Siegler, **Laszlo Kornyei, Y{Andras Fogarasi, and
*§)ozsef Janszky

Epilepsia, 58(3):356-362, 2017
doi: 10.1111/ep1.13644

Enilepsy & Eehavior 90 (2019) 168-171
Contents lists avallable at SclenceDirect
Epilepsy & Behavior

journal homepage: www.elsevier.com/locate/yebeh

Review

Epileptic seizures associated with syncope: Ictal bradycardia and
ictal asystole

Carlos Paul Monté **, Carlos Jules Monté °, Paul Boon *¢, Johan Arends ¢

 Kplokn Bpadvkapdia: 5%, cuvnbwc oe
bappaKoavBleKTIKN, E0TIAKN eTIAQPIa TOUL
APlOTEPOL KpoTadpikoL Aoffou

Kpiolkn acvotoAia: 0.5% (EMU)
ewc 2-15% (ILRs)

Epilepsia. I8(1118-121. 1997
Lippencout-Raven Publishers, Philadelphia
D Ineernational League Against Epilepsy

Brief Communication

Complex Partial Seizure Provocation by Vasovagal Syncope:
Video-EEG and Intracranial Electrode Documentation

Gregory K. Bergey, Allan Krumholz, and C. Pam Fleming

Maryland Epilepsy Center, Department of Neurology, University of Maryland School of Medicine and Medical Center,
Baltimore, Maryland, . S.A.

ORIGINAL ARTICLE

Anoxic-epileptic seizures: observational study of
epileptic seizures induced by syncopes

| A Horrocks, A Nechay, J B P Stephenson, S M Zuberi

Arch Dis Chid 2005;90.1283-1287. doi: 10.1136/adc.2005.075408

e Mepovwpeg avadpopecg (case reports)
* 2TIAVIA OTIC AVOEIKNG alTioAoylac

ugg-Gunn FJ, Simister RJ, Squieell M, et al. Cardiac arrhythmias in focal epilepsy: a prospective long-term study. Lancet 2004



ESaipeoelg (2)

Ungar et al. BMC Neurology (2017) 17:45
DOI 10.1186/s12883-017-0822-5 B M C N euro I Ogy Autosomal dominant nocturnal frontal lobe epilepsy: mutations in CHRNA4, CHRNA2, CHRNB2 Long QT syndrome: loss-of-function mutations in KCNQ1,

Benign familial neonatal seizures: mutations in KCNQ2 KCNQ3 KONH2, KONE1, KONE2 and gain-of-function mutations in
SCNSA, SON4B, CANALC

Occasional associations of juvenile myoclonic epilepsy with GABRA 1 mutations,

idiopathic generalised epilepsy with KONMA 1 mutations, temporal lobe epilepsy Short QT syndrome: gain-of-function mutations in KCNH2,

with SCN1B mutations, and partial-onset epilepsieswith K(NA1 mutations KONQL K(NJ2

(!)(mm,k Genes: (HRNA4, CHRNA2,  GABRG2, GABRB3, KONMAL, KONQZ, KONj2  KOND KCNE2  KONQ1  KQNJ2
CHRNB2 GABRA1 KONAT ~ KONQ3 family KCNH2  KONE1

Syncope and Epilepsy coexist in ‘possible’

and ‘drug-resistant’ epilepsy (Overlap R > o Cos s s
between Epilepsy and Syncope Study -

OESYS)

Andrea Ungar', Alice Ceccofiglio', Francesca Pescini?, Chiara Mussi®, Gianni Tava®, Martina Rafanelli’,
Assunta Langellotto®, Niccold Marchionni', J. Gert van Dijk®, Gianlugi Galizia’, Domenico Bonaduce®
and Pasquale Abete®

Cortixcal neuron

Abstract

Background: Differential diagnosis between syncope and epilepsy in patients with transient loss of consciousness
of uncertain etiology is still unclear. Thus, the aim of the present work is to evaluate the prevalence of syncope in

patients with “possible” or “drug-resistant” epilepsy.

Methods: The Overlap between Epilepsy and SYncope Study (OESYS) is a multicenter prospective observational study
designed to estimate the prevalence of syncope in patients followed in Epilepsy Centers for “possible” or *drug-resistant”
epilepsy and assessed according the European Society of Cardiology (ESC) guidelines of syncope diagnosis.

Results: One hundred seven patients were evaluated; 63 (58.9%) had possible and 44 (41.19%) drug-resistant epilepsy. A
final diagnosis of isolated syncope was in 45 patients (42.1%), all with possible epilepsy (45/63, 71.4%). Isolated epilepsy Genes: (ACNAH SCNIA SAN2A CACNAIA SCN5A CACNA1C

was found in 21 patients (19.6%) and it was more frequent in the drug-resistant than in the possible epilepsy group SCN1B* SANEA SCN1B, SCN4B

(34.19 vs. 9.5%, p = 0.002). More importantly, syncope and epilepsy coexisted in 37.4% of all patients but the coexistence Generalised epilepsy with febrile seizures plus (GEFS+), febrile seizures: Brugada syndrome: loss-of -function mutations in SONSA;
was more frequent among patients with drug-resistant than possible epilepsy (65.9% vs. 17.5%, p < 0.001). mutations in SONTA, SCN1B, SON2A, GABRG2 loss-of-function mutations in SON1B

Conclusions: Isolated syncope was diagnosed in = 70% of patients with possible epilepsy. Syncope and epilepsy Severe myodonic epilepsy of infancy: loss-of-function mutations in SONIA
coexisted in = 20% of patients with possible and in =609 of patients with drug-resistant epilepsy. These findings Benign familial neonatal-infantile sezures: mutations in SON2A (Progressive) cardiac conduction disease: loss-of-function

highlight the need of ESC guidelines of syncope approach in patients with possible and drug-resistant epilepsy. Childhood absence epilepsy: mutations in CACNATH, CACNAIA, GABRE3, GABRG2 mutations in SCNSA

Conductance: (3** Na* Na* ™ Na* G*
(soma, dendrites) (soma, dendnites) (presynaptic)

ZuvoTtapén ocvykormn Kat eruAnyiacg oto 60%
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EruAnmTikn Kpton vs ETuAnyia

A practical clinical definition of epilepsy

*Robert S. Fisher, TCarlos Acevedo, ;Alexis Arzimanoglou, §Alicia Bogacz, ¥J. Helen Cross,
#Christian E. Elger, **Jerome Engel Jr, ¥¥Lars Forsgren, {iJacqueline A. French, §§Mike
Glynn, {YDale C. Hesdorffer, ##B.l. Lee, **Gary W. Mathern, ¥¥¥Solomon L. Moshe,
tiiEmilio Perucca, §8§Ingrid E. Scheffer, ¥“YTorbjorn Tomson, ###Masako Watanabe, and
#¥¥Samuel Wiebe

Epilepsia, 55(4):475-482,2014

Epilepsy is a disease of the brain defined by any of the following conditions

/1 . A least two unprovoked (or reflex) seizures occurring >24 h apart

2. One unprovoked (or reflex) seizure and a probability of further seizures similar to
the general recurrence risk (at least 60%) after two unprovoked seizures, occurring
over the next 10 years

3. Diagnosis of an egpilepsy syndrome

Epilepsy is considered to be resolved for individuals who had an age-dependent epilepsy syndrome but are now past
the applicable age or those who have remained seizure-free for the last 10 years, with no seizure medicines for the
last 5 years.




[1pokANTES KPIOEIG

MupeTikol onacuoi

MeTaBoAIkeg diaTapayxeg
Na, Ca, Mg, Glu, O2

O&UC TPAQUUATIOHNOG

(acute concussive convulsion)

"Mpwipeg” KPIOEIC HETA ANO
ocela eykepalikn BAaf

Co-morbidities

AnpOKANTEG KPIOEIG

—_ T

Seizure types Etiolob

Generalized Unknown
onset onset

Structural

e
=3
e
—
3
e

/

Lenetic

Epilepsy types

Combined
& Focal
Epilepsy Syndromes

ILAE classification 2014

Metabolic

immune

Unknown




Cumulative risk for recurrent unproveked seizure, Rochester 1955-84: Structural Etiologies: CNS jnfection, stroke, TBI.
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Univariate RR=0.2, 95% CI=0.1-0.3
Adjusted RR=0.02 (95% CI=0.2-0.4), adjusting for age gender and SE

Hesdorffer et al. Epilepsia 2009
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BAOIKEC APXEC AVTIHETWTILIONG ETUANTITIKWV KPLOEWV

Types of Seizure Emergencies

Seizure Duration

Most Seizures: <1min

Prolonged: >5min

SE: >)0 min >5min

ARS: Cluster/12-24hrs

5-29 min 30-120 min 12 -24 hrs 2448 hrs

Lowenstein DH, Bleck T, Macdonald RL: It’s time to revise the definition of status epilepticus. Epilepsio 1999, 40:120-122.
Mitchell WG Status Epilepticus and Acute Serial Sezures in Children. JCh Neur 2002;17-536.




Status Epilepticus gival pia kKatGotaon o TIPOKAAEITAL £TE QMO AMOTLXIA TWV PNXAVIOUWY EKEVWY
IOV €ival LTTIELBLVOL YIA TOV TEPUATIONO TWV KPICEWV EiTE Ao Evapén AAAWV PNXAVICUWY TIOL 0ONYyOLV
O€ QVWHAAEC TIAPATETAPEVEC KPIOEIC (XPOVIKO onueio t1).

—ival £1TioN¢ PIa KATAOTAOoN TIOU PTTOPEL VA EXEl LOKPOTIPOBECPEC CUVETIEIEC (XPOVIKO onueio t2) onwe
VELPWVIKOC BAvaTo, TpauuaTioyd Kal aAAayr VELPWVIKWY OIKTOWY, eEapToLuevwy ard Tov TOTO Kal
TN OIAPKEIQ TWV KPIoEWV

Tonoc SE

[‘evikevpevo SE
LUE OTIAOUOUG

S5min 30min

EoTiako 10min 60min

Trinka E et al. A definition and classification of status epilepticus —report of the ILAE Task Force on Classifi- cation of Status Epilepticus. Epilepsia. 2015




ApXIkn avtipetwriion: BevCoodlalertiveg

Medication

Formulation Dose

Diazepam

Diazepam

Lorazepam

Midazolam

Oral tablet Frequently prescribed as a dose of 2.5-10mg for adults
Oral solution 1.0-2.5 mg pediatric >6 months
Rectal gel 0.5mg/kg for ages 2-5
Intramuscular 0.3mg/kg for ages 6-11
0.2mg/kg for age at least 12
Oral tablet Frequently prescribed as a dose of 0.5-2.0mg
Sublingual 0.05-0.1 mg/kg in children
Intranasal 0.1 mg/kg in children
Buccal Studies have examined 0.2-0.5 mg/kg

Marketed in 2.5-10mg prefilled syringes
Intranasal Not specified; studies have examined 0.2-0.3 mg/kg

Seizure clusters: characteristics and treatment, Sheryl Haut Curr Opin Neurol 2015



Time Line

0-5 min
Stabilization
phase

5-20 min
Initial therapy
phase

20-40 min
Second therapy
phase

40-60 min
Third therapy
phase

[TpwTtOKOAAO avTtipyeTwriionG convulsive status epilepticus

Interventions for emergency department, in-patient setting, or ing with trained paramedics

Stabilize patient (airway, breathing, circulation, disability - neurologic exam)
Time seizure from its onset, monitor vital signs
Assess oxygenation, give oxygen via nasal cannula/mask, consider intubation if respiratory assistance needed
Initiate ECG monitoring
Collect finger stick blood glucose. If glucose < 60 mg/d| then
Adults: 100 mg thiamine IV then 50 m| DSOW IV
Children 2 2 years: 2 ml/kg D25W IV Children < 2 years: 4 ml/kg D12.5W
Attempt IV access and collect electrolytes, hematology, toxicology screen, (if appropriate) anticonvulsant drug levels

Does Seizure
continue?

A benzodiazepine is the initial therapy of choice (Level A):

Choose one of the following 3 equivalent first line options with dosing and frequency:
Intramuscular midazolam (10 mg for > 40 kg, 5 mg for 13-40 kg, single dose, Level A) OR
Intravenous lorazepam (0.1 mg/kg/dose, max: 4 mg/dose, may repeat dose once, Level A) OR
Intravenous diazepam (0.15-0.2 mg/kg/dose, max: 10 mg/dose, may repeat dose once, Level A)

If none of the 3 options above are available, choose one of the following:

Intravenous phenobarbital (15 mg/kg/dose, single dose, Level A) OR
Rectal diazepam (0.2-0.5 mg/kg, max: 20 mg/dose, single dose, Level B) OR
Intranasal midazolam (Level B), buccal midazolam (Level B)

Does seizure
continue?
There is no evidence based preferred second therapy of choice (Level U):
Choose one of the following second line options and give as a single dose

Intravenous fosphenytoin (20 mg PE/kg, max: 1500 mg PE/dose, single dose , Level U) OR
Intravenous valproic acid (40 mg/kg, max: 3000 mg/dose, single dose, Level B) OR
Intravenous levetiracetam (60 mg/kg, max: 4500 mg/dose, single dose , Level U)

If none of the options above are available, choose one of the following (if not given already)

Intravenous phenobarbital (15 mg/kg, max dose
Does seizure
continue?

There is no clear evidence to guide therapy in this phase (Level U):
Choices include: repeat second line therapy or anesthetic doses of either thiopental, midazolam,
pentobarbital, or propofol (all with continuous EEG monitoring).

If patient at baseline,
then symptomatic
medical care

If patient at baseline,
then symptomatic
medical care

If patient at baseline,
then symptomatic
medical care

FIGURE 1. Proposed treatment algorithm for status epilepticus.

American Epilepsy Society guidelines 2016



 Ta ertelcodla anwAelac GuUVEIGNONG ATTAITOLV TTPOOCEKTIKN ailoAoynon

e 2UYKOTIN Kal eTuAnyla gyropet va “pipnouv’” N uia tnv aAAn aAAa ac ynv
EEXVOULUE Kal TOLC AAAOULG “UIIRTEC™

 TOo KAIVIKO IOTOPIKO OlATNPEL TTPWTELOVTA AOYO.EVW O TIAPAKAIVIKOC EAEYXOC
¥PNCEL MPOOEKTIKNG AloAoynonc

e AIETIIOTNUOVIKN OCLUVEPYAOIA KAl TIAPATIOMUTIN O€ EI0IKA KEVTPA Ba XpelacOel
O€ ETIAEYUEVA TIEPIOTATIKA
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