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KEIMENO OMOOQNIAX...

«H énpoaieuon dpBpwv atn NEYPOAOTIA bev dnAwvel anoboxn
TV andwewv kai BEoswv Tou ouyypapea and tnv Xuviakukn Enitponn f v ENE»

«TO MEPIEXSLEVO TWV KATaxwpnoewy gival eEuBUVN TV ETAIPEIDY MOU avapepovial
Kai oQeiel va akoNouBer tis npoBAendueves vOuILIES MPOUNnoBEoeis»

«H xprion epyaneiwy, KAIUdKwY kal NoyIouIKOU MoU avapePETal otis epyaoies eival euBuvn
WV OUYYPapewy, ol oriofol Mpemel va Exouv e€aopaniosl TS OXEUKES dOgIEs
Kai va ts kpatouv oTo Mpoowriiko ToUS apxeio»



6 Kwvotavtivos Badikonias kai cuv.

KEIMENO OMO®QNIAX

EAAHNIKH NEYPOAOTIKH ETAIPEIA, EAAHNIKH
ETAIPEIA AITEIAKQN EFKE®AAIKQN NOZQN,
HELLENIC ALLIANCE FOR STROKE SSO

2XEAIO APAXZHZ A TA AITEIAKA EFTKEDQAAIKA
EMEIZOAIA £THN EAAAAA: BAZIKOI AAONEL*

Kwvotavtivos BabikéAias, [ewpyios ToiByounns, XapikAgia MNpwiou, NikéAaos [pnyopidbns

(ex pepous twv A.X. kal tns Opddas Epyaaias s EAANvikhs Neupofoyikns Etaipeias,
s EAAnvikns Etaipeias Ayyeiakdv Eykepanikdv Noowv kal s Hellenic Alliance for Stroke sso)

MNepiAnyn

To Ix€bio Apdons yia ta AEE otnv Eupwnn yia ta éin 2018-2030 €ival éva koivd npdypapua nou npog-
Kuye anod tnv ouvepyaoia SAFE-Stroke Alliance for Europe pe tov ESO -European Stroke Organization. H
Hellenic Alliance-Action for Stroke (EAAnvikh Zuvepyacia yia ta AEE- €Bvikd pénos tns SAFE), pe thv EAAN-
vikn Neuponoyikn Etaipeia kar tnv EAAnvikn Etaipeia Ayyelakdv Eykepanikdv Néowv cuvepydlovtal yia tn
petapopd tou oxediou atnv EAANvikA npaypaukotnta. To AEE napapéverl pia and us kuples arties Bavatou
kal avannpias otnv Eupdnn kai ol npoyvaoels Ogixvouv 6T n enintwon, napd us npoondbeies, &g Ba pel-
wBei tnv endpevn Gekaetia. Xtnv EARGda npdogpata dnpocieupéva otaBuiopéva emidnpiodoyikd dedopéva
(Evros Stroke Registry) gixvouv pia noiu uynan enintwon ekdnAwons AEE: 587/100000 KaToikoUS/T0s.

To oxédio 6pdons yia v Eupwnn €8eoe 4 kUplous otoxous: (1) va peiwbei o apiBuéds twv AEE katd 10%,
(2) n avupetwnion toufdxioto tou 90% tou cuvonou twv acBevv pe AEE va yivetal oe Movédes Avupetm-
nions twv AEE (stroke units), (3) va avantuxBouv Bvikd oxédia dpdons yia tnv cuvonikh afucida evepyeidv
Kal (4) va eniteuxBei €Bvikh otpatnyikh yia noAunapayovukés napepPdoels otn dnudaia uyeid, nou apopouv
v NPOANYN Kal avUPEWDIoN.

v EAAGSa, napd tnv onpavukn npdodo chuepa kabws éxel autnBei Beapatikd o apiBuéds twv acBevov
nou avupetwnifovial ye ofgies Bepaneies (oxeddv 10 olvono twv veuponoyIkmY KAIVIKOVY Nou Xxopnyolv
nAnpn ei8IkGTNTa Napéxouv auth v duvatdtnta Onws Kai PiIkpds apiBuos didwv kAvikdv 1oo otnv ABH-
va 600 Kal oty NEPIPEPEIN) undpxouv onpavtkd npoPAnpata idikdtepa otnv avantuén twv stroke units
anndd kal oto B€ua ns anokatdotaons. Katd ouvéneia agionoywvias s 101a1tepdtntes oto ox€dio dpaons
yia ta AEE otnv EAAGSa tiBevtal 7 a&oves — npotepaidtnies : 1. H Opyavwon Movadwv AEE (stroke units) og
KGBe voookopegio nou voonAelel AEE, oto npdtuno twv otepaviaiwv Movadwv. 2. Eknaidsuon npoownikou
& oxedio evepyeidv. 3. Evnuépwon nanBuopou. 4. EBvikh otpatnyikh yia tnv npéAnyn. 5. Asutepoyevns
npoéAnyYn —uétpa napakoiouBnons acBevayv 6. Avantuén oxediou kal anyopiBuou yia tnv Anokatdotacn. 7

* Keipevo - nAaiolo opogwvias tns EAAnvikhs Neupooyikhs Etaipeias, tns EAANvikns Etaipegias Ayyeiakwv Eykepanikbv
Néowv kar ts EAANvikAs Zuvepyaaias yia ta AEE (Hellenic Alliance for Stroke).
Ye akonouBia e to:
Yxé610 Apdons yia ta Ayyeiakd Eykepanikd Eneicdbia otnv Eupinn 2018-2030.
Stroke Alliance for Europe & European Stroke Organization.
Mapouaiaon oto Eupwnaikd KoivoBounio 28 Maptiou 2019.

Emipéneia kelpévou:

Kwvatavtivos BabikéAias, KaBnyntris Neuporoyias AMO

lewpyios ToiByounns, KaBnynths Neupooyias EKIA

Xapikiegia Mpwiou, Enik KaBnyntpia Exknaibeutknis kar Kovevikns Moditikns MAMAK
NikéAaos pnyopidbns, Kabnyntis Neuporoyias Al

Ex pepous twv A.Z. kai tns Oudbas Epyaaias tns EAAnvikhs NeupoAoyiknis Etaipeias,
EAdnvikns Etaipeias Ayyeiakwv Eykeparikwv Noowyv,

EAAnvikhs Xuvepyaoias yia ta AEE/Hellenic Alliance for Stroke — SAFE National member
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Ayyelakd Eykepanikd Eneioodia: Baoikol A&oves yia tnv Avantuén EBvikoU xebdiou Apdons

Anpioupyia €Bvikhs Béons 6edopévwy Kal kataypadmv. Na kdBe évav and tous d&oves npoteivovial Npwra
P€tpa kal aneuBuvetal npdokAnon ous apxés uyeias kal AANous eNTNPOVIKOUS POPEIS yIa CUVEPYAoia.

H avéykn dnpioupyias EBvikoU Ixediou yia tnv Avupetdnion twv Ayysiakdv Eykepadikbv Engicobiwv eival
enitakukn yia tnv EAAGda. Or é€oves npotepaidtntas nou avagépbnkav sival cUpPwvol Pe 1o Eupwnaikd
ox€610 dpaons Kal cuvoyidouv Us BaoIKES EVEPYEIES MOU apopouyv tny EAANVIKA npayuaukotnta.

ACTION PLAN FOR STROKE IN GREECE: BASIC TARGETS

Konstantinos Vadikolias, George Tsivgoulis, Hariklia Proios, Nikolaos Grigoriadis

(on behalf of the Board of Directors and the Working Group of the Hellenic Neurological Society,
Hellenic Society of Cerebrovascular Diseases & Hellenic Alliance for Stroke)

Abstract

The European Stroke Action Plan (ESAP) for the years 2018 to 2030 was prepared by the European Stroke
Organisation (ESO) in collaboration with the Stroke Alliance for Europe (SAFE). The Hellenic Alliance-Action
for Stroke (national member of SAFE) together with the Hellenic Neurological Society and the Hellenic
Society of Cerebrovascular Diseases are currently working together to prepare the Stroke Action Plan for
Greece based on ESAP basic targets. Stroke remains one of the leading causes of death and disability in
Europe, and projections show that despite all efforts the burden of stroke will not decrease in the next
decade. Recent epidemiological data from Greece (Evros Stroke Registry) show a very high stroke rate of
about 587 new stroke incidents per 100000 inhabitants/year in Greece.

The ESAP has identified four overarching targets for 2030: (1) to reduce the absolute number of strokes
in Europe by 10%, (2) to treat 90% or more of all patients with stroke in Europe in a dedicated stroke unit
as the first level of care, (3) to have national plans for stroke encompassing the entire chain of care, (4) to
fully implement national strategies for multisector public health interventions, related to prevention and
treatment.

Despite the significant progress to-date while there is a substantial increase in the number of patients
that receive acute treatment (almost all neurology clinics that offer full specialization provide this capability
and the same holds for a small number of other clinics in Athens as well as in the rest of the country, there
are significant problems especially for the development of stroke units and for the issue of rehabilitation).
Consequently, assessment of the specific aspects of the Stroke Action Plan in Greece resulted in 7 axes or
priorities: 1. Organization of stroke units in every hospital that treats stroke in the standard of the coronary
care unit 2. Personnel training and action plan 3. Public awareness 4. National strategy for prevention.
5. Secondary Prevention and Patient Monitoring Measures 6. Development of a plan and algorithm for
Rehabilitation. 7 Creation of a national database and registry. First steps are proposed for each of these
axes and the health authorities and other scientific bodies are invited for cooperation.

The need for a National Plan for the treatment of Stroke is imperative for Greece. The priorities mentioned
above are in line with the European Action Plan and summarize the key actions specific to the Greek reality.
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Kwvotavtivos Badikonias kai cuv.

Eicaywyn

Ynonoyiletal 6u péoa oto 2019 nepinou 610.000
atopa ownv Eupwnaikn Evwon (EE) Ba unootolv Ay-
velaké Eykepanikd Eneioddio (AEE). Autd avuotoixei
0€ NEPICOOTEPO and éva eneloddio/Aentd. To eykePa-
Aiké eneloddIo pnopel va eival kataotpoeIkd Kal va
odnynhoel og Bavato h avannpia, afddlovias pidka
n (W TV NACXOVIWY Kal TWV ayannpévawy Tous.

To 2017 n SAFE -Stroke Alliance for Europe- padi
e tov ESO —European Stroke Organization- cuvéta&e
pia avaiutkh eniokdnnon tns katdotaons twv AEE
Kal NS VUPETONIONS Tous otnv Eupmnn. H «Avagopd
yla tnv Enintwon twv AEE otnv Eupwnny anokdiuye
onpavukes S1apopés Petatu xwpv afid kal péoa
ous i0Ies s xpPEs, o 6GA0 10 PACHA TNS AVUUETDMI-
ons Kal anokatdotaons.

H avapopd npoPnénel Béon twv otoixeiwv OT pe-
1agU twv etwv 2015 ka1 2035, o apiOpos twv
AEE avapévetal va au§nBei kata 34% otnv Eu-
PWNN. Y& autd cuviensi n au&non tns nAikias tou
nAnBuopoU av kal 1o eykepanikd apopd o NoNEs
NePINTWOEIs véa dtopa. O aplBuods Twv atdpwy PETE
10 AEE avapévetal va au€nBei katd éva ekatoupuplo,
@tévovtas tous 4.631.050 emilmvies. To tefikd KOOTos
twv AEE unonoyiCetal ota 45 Sioekatoppupia Eupm
Kal npokeital va au€nBei.

To Xxé6lo Apdons yia ta AEE otnv Eupnn eival
€va KoIvO NPpOypappa nou npogkuyes and authv t
ouvepyaoia. To Ix€dio gival tautdxpova koivo nAaiolo
avagopds annd kar npéokAnon yia dpdon. H SAFE
kanel 6Aous tous appddious yia th ANYN ano@acewy
va aglonoioouy t B€on tous Kal va KateuBuvouv v
adnayn otnv noAdiukn uyeias, va nynBouv gpguvnu-
Kov 6pdoewy, va BeATtmoouy tnv tonikh dlaxeipion
twv AEE kal tn gpovtida ecuacpévn otov acBevn.
Ytnv eknévnon tou Xx€diou Apdons yia ta AEE otnv
Eupwnn cuppeteixav €16ikoi oto Bépa and 6An v
Eupwnn, pénn tou ESO kar eknpéownol tns SAFE
(ano6 v EAAAda: T. Toifyoudns, KaBnynths EKMA,
eknpdownos €181khs enitponns ts ESO kar X Mpdi-
ou, Enik. KaBnyntpia MAMAK, eknpéownos AX tns
SAFE). Eyive enionun napouciacn tou oxediou ots
28 Maptiou 2019 ot €161kh cuvedpia oto Eupwnaikd
KoivoBounio.

H Hellenic Alliance - Action for Stroke (EAfAN-
vikn Xuvepyaoia yia ta AEE - eBviko péfos tns
SAFE), pe tnv EAAnvikh Neupofoyikn Etaipeia
kai tnv EAAnvikn Etaipeia Ayyelakwv Eykepa-
Aikwv Néowv ouvepyalovtal yia tn petapopd
tou oxediou otnv EAAnvikh npaypatikéwnta. Hon
Bpiokovtal o eEEAIEN onpavtkés Opdoels , Onws Nepl-
ypdgovtal otnv tefeutaia evdtnta tou napdvros. Eival
onpavuko va S1ekbiknBolv ol otéxol Nou EOnkav yia
ta AEE otnv Eupdnn dote va peiwBei kal va elaxioto-
noinBei o avtiktunos tou kdotous otov acBevn, tnv
OIKOVYEVEIG TOU, TNV KoIVwVia Kal to cUotnpa uyeias.

Eicaywyn: eménpiodoyikda 6edopéva

otwnv EAAada

To AEE napapével pia and us kUpies arties Bavatou
Kal avannpias otnv Eupdnn kai ol npoyvaoels Ogixvouv
OU n enintwon, napd us npoondBeles, 6 Ba peiwbei
v endpevn Gekaetia. Evas onpavukds napdyovias nou
eunnéketal eivar 6t péxpl 1o 2030, o nANBuopods twv
atopwv dvw twv 60 avapévetal va augnBei katé 23%.

Ltnv EAAGda npéogata octadpiopéva emdnpi-
onoyika 6edopéva pe Baon ouyxpovn pebodo-
foyia, ta onoia éxouv &npoociguBsi ota e161kOTe-
pa 81eBvin eniotnpovikda nepiodika (2018-2019),
Sgixvouv pia noAU uywnAn enintwon ekdhAwons
AEE otnv EAAG6a. Zuykekpipéva, unonoyifovrai
587 véa Ayyelaka Eykepanika Eneioc66ia ava
100.000 katoikous/étos otn xwpa pas. H eni-
ntwon auth cuykatadéyetal ous 3 peyanutepes
tns Eupwnns kai npoPnénel 64.570 véa AEE/étos
ownv EAAGda. To nocooté unotponns twv AEE
avépxetal oto 9,4% ava £€tos.

Yhpepa undpxouv anodeitels 6t ta AEE enibéxo-
vial npénnyn kar Bepaneia. Tautdxpova, e owotn
diaxegipion, undpxel duvatdtnta va peiwbei dpaouxd
10 KOOT0S, OUPNEPINAPPBAVOUEVWY TWV PAKPOXPOVI-
WV ouveneimy. Autd anaitel koives dpdoels twv Ap-
x@V nou kaBopiouv tnv NoAIKA UYEIas otnv XWwpa,
ENICTNPOVIKWV OPYAVICUWY, EVACEWV UNOCTNPIENS
aoBevav, enayyeNpaty uyeias, KAVIKGOV Kal Npo-
KAIVIKDV EPEUVNTADV.

To Zxé61o Apdons yia ta AEE otnv Eupwnn 2018-
2030 BaoiCetal kal enexteivel to Maykdopio Ixédio
Apdons tou Maykéopiou Opyaviopou Yyeias (MOY)
2013-2020 kai tous 1dxous Bikoiuns Avantuéns tou
OpyaviopoU Hvwpévwy EBvdv 2015-2030, napéxo-
vias éva &ekdBapo 0d1kd xdptn nou éxel tn SuvapikA
yia 6pacukn afdayn, oe Eupwnaikd eninedo, evéds
and ta peydna npoPAnuata uyeias Tou ohpEPa Kal
T0U aUplo, Twv Ayyelakwy Eykepanikmv Eneicodiwy.

O1 yevikoi otéxol yia tnv Eupwnn
ws to 2030: ouvonuka

To Ix¢610 Apdons yia ta AEE otnv Eupdnn napéxel
OTOX0US O€F EVOTNTES:
- TNV Npwtoyevh npdAnyn,
- NV avupetmnion oty ogegia gdon,
- wn beutepoyevh npodAnyn,
- v anokatdotaon,
- v a&loAdynon s ékBaaons,
- tn {wh petd 1o AEE.

TéBnkav téooepis yevikoi otdxol éws to 2030:

¢ Na peiwBei o ap1Bués twv AEE otnv Eupwnn
katd 10%.

¢ H avupetwnion toundxioto tou 90% tou cuvonou
twv aoBevav pe AEE otov Eupwnaiké nAnBuopd
va yivetal o Movaées Avupetwnions twv AEE
(stroke units).

¥ EAAHNIKH .
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Ayyelakd Eykepanikd Eneioodia: Baoikol A&oves yia tnv Avantuén EBvikoU xebdiou Apdons

¢ Na avanwxBouv €Bvika ox€d1a ota onoia Ba ev-
owpatwvetal n aduoida evepyeidv and v Npw-
toyevh npoéAnwn péxpl tn-{wh Petd to AEE.

¢ Na eniteuxBei €Bvikh otpatnyikn yia noduna-
payovukés napeppaoeis otn Snudoia uyeia, nou
aQopouV NV NPdANYN KAl avUPETWDNIoN.

MNpokelpévou va eniteuxBoulv ta napandvw, eniyé-
pOUS Otéx0l avd evotnta anotenouv:

A. Ztnv npwtoyevh npdéAnyn: Na avantuxBolv
€OVIKES OTPATNYIKES YIa TNV €yKaIpN aAvixveEUon Kal va
oxeblaoBoUv noAupétwnes napePPdaacels otn dnudoia
uyeia yia tnv npédANYN twv KUpIGTEPWY NAPayovIwy
kivbuvou yia ta AEE

B. Opydvwon twv unnpeciwv AEE: Na dnpi-
oupynBouv Bdoels kataypadmy Kal napakodoudn-
ons twv Bacikdv GeIKTDVY ENGPKEINS, VA ANOKINOOUY
PO o1 1aTPIKES EMICTNHIOVIKES ETAIPEIES KAl Ol ETAIPEIES
UNooTtAPIENS yIa TNV avantuén Kal tov éAeyxo twv
anapaitntwy npotunwv noidtntas. Na oxedlacBouv
npoypduuata ouvexous eyphyopons yia tnv npowen-
on éykalpns avayvoplions anod tov nAnBuopd yia ta
ouxvétepa oupntwpata AEE. Na oxediaoBei n eknai-
Heuon twv IaTP®V NS NpwtoBdabuias ppovtidas, tou
napaiatpikol NPoownikou, Kal Tou Npocwnikou twy
enelyoviwv. Na oxeblaoBei n opydvwon kal Yetagpo-
pd petagl twv kévipwy yia ta AEE kal ol diadpopés
wv aoBevopdpwy, Pe otdxo thv eAaxioTonoinon tou
xpovou petapopds. Na kabiepwBouv kateuBuvtnpies
obnyies evepyeiwv. Na opyavwBoulv og KGBe Kévipo
nou voonneUel aoBeveis pe eyke@anikd Movades Avu-
petwnions wv AEE. H voonieia oe Movabdes Avu-
petwnions twv AEE (Stroke Unit) éxel anodeix0si
6u gival kaBopioukhs onpaacias yia tn peioon
twv Bavdtwv Kai ths avanngpias. Tautdxpova pe 1
nponyoUpeva, va eEacpaniotel n 24wpn npdéoPacn
O€ VEUPOQMEIKOVIOUKES EEETATEIS yia Gous Tous aobe-
vels pe AEE, va avantuxBouv duvatotntes tnAgiatpikhs
UNOCTNPIENS YIA TS ANOUAKPUCOHEVES NEPIOXES. TéNOS
onpavukos Bewpeital o oxedlaopods yia v Katd 1o
duvatdv nio clvtopn voonieia o€ VOOOKOUEIO Kal N
eEaopdnion idiou eninedou @povtibas otnv kovoetnta.

I. O&eia ¢pdon tou AEE: Na €aopaniobei n avu-
pewnion nooootou > 90% twv acBevdv pe AEE o
6An v Eupwnn oe Movdades Avupetwnions twv AEE
(Stroke Units). Na undpxel duvatdtnta npéoPacns
ot Bepaneies evbopéPias kal evdaptnplakns ena-
vaiuydtwons (evoopnépia BpopdAucn kar pnxavikh
BpopPextopn) oto 95% twv aoBevmv nou nAnpouv
us npoUnoBeoels. Na peiwbel o yecos xpdvos anod tnv
évaptn s BAGRNs éws tn Bepaneia kdtw and 120
Aentd yia tnv evdopéPia BpopPBdnucn kar and v
évap&n s BAARNSs éws tnv enavaipdtwon os Niyotepo
and 200 Asntd yia tn unxavikh BpopPektoun. Na
eniteuxBolv nocootd Evbopnéfias BpopPRdiuaons
navw ané 15% kar Mnxavikns ©popRektopns navw
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and 5% oe 6nes Us eupwnaikés xwpes. Na peiwOef
n Bvnolpgdnta Yéoa otov NPWIo uhva os AlYOTEPO
and 25% yia us evdoeykepanikés aloppayies kai us
unapaxvoeldeis algoppayies kai va au&nBei 1o no-
000T6 evos kanou NeitoupyikoU anoteNéopatos o€
nepioodtepo anod 50%.

A. Agutepoyevins npéAnyn: Na cupnepiAnpOei
ota €Bvika oxédia yia ta AEE. Na diaopadiotei 6t
toundxiotov 1o 90% tou nAnBuopou pe AEE nao-
pakodouBeital and évav €16ik6 yia ta AEE kal €xel
npoofaon oe deutepoyevh npoAnnukh diaxeipion
(6igpeivnon kai Bepaneia). Na Siaopaniotel n duva-
16tnta NpdoPBaons yia ENAVENEYXO OE EPYATTNPIAKES
e€etdoeis-kneldid: aovikn (A payvnukn) tTopoypagia,
VEUPOUMEPNXOYPAPia Twv ayyeiwv, niektpokapdio-
ypaonua, 24wpo niektpo-kapdioypdenua, unepn-
xokapdioypdenpua (61abwpakikd kar 810IcoPAYEIO),
argatooyikés e€etdoels. MNa va peiwbei o kivduvos
yia véo AEE 6nor o1 emi{ivies npénel va pnopouv va
AdBouv v evbeikvudpevn napéuBaan.

E. Anokatdotaon: Na eniteuxBei nocootd tound-
xiotov 90% tou nAnBucpou nou Ba éxel npoéoacn
O€ NPWIPN anokatdotaon péoa otn Movdada Avtipe-
wonions v AEE, va napéxetal n Suvatdtnta npwipns
€€6dou and 1o voookopeio os toundxiotov 20% twv
enidwviwy and AEE pe idia noidtnta gppovtidas otnv
OUVEXEIQ, Va NMAPEXOVTAl NPOyPAPUata GUOIKNS 10TPI-
KAs anokatdotaons o€ dNous tous enidovies and AEE
nou Couv otnv Koivotnta. Na napéxetal éva tekunpl-
wpévo ox€d1o yia tnv anokatdotacn kal duvatdtnta
autodiaxelpildpevns unootnpiEns yia 6AoUs Tous
aoBeveis nou éxouv unootel AEE pe unoneinopeves
duokonies petd 1o e€ItNPIo and To0 VOOOKOEIO.

Na Siacpaniotel éu 6Aor acBeveis pe AEE kai ol
PPOVUOTES Tous Ba éxouv enavagiondynon ns Katd-
Otaons Tous Kal dAfwv avayKov Tous enopevous 3-6
phves petd to AEE kal ethola extote.

XT. H Zwh petd to AEE: Eival anapaitnto va
aflofoynBei coBapd n noidétnta {whs 1ou peydnou
nAnBuopol nou Ba anoteAoly ol enifihoavies and
AEE. Na aflofoynBoUv o1 Jakpoxpdvies avayKes Kal
Va €EQAPUOCTOUV KATMTEPES NPOodIaypapés pe duvato-
nta NpdoPacns e UNNPEGIES Kal Napoxés avetdptnta
anod tov TOno KAtoIKias Kal Us KOIVWVIKOOIKOVOUIKES
ouvbnkes. Na 60Bei oxetkds poAos GTous opyavi-
opouUs unootpigns. Kabws ival duokoin n napoxn
UNNPECIV NPOOWNOo e NPOOWMO, va vIOXUBEi n
autodiaxeipion péow twv VEwV TEXVoAoyIhY Kal n
EQAPPOYN NPOYPAPUATWY WNPIOKDY NANPOPOPIMY
autofonBeias.
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Kwvotavtivos Badikonias kai cuv.

O1 yevikoi otoxol yia tnv EAdada

- n Katdotaon chPEPA, NPOTEIVOUEVOI

agoves yia apeon dpaon

Ta oUyxpova enidnpionoyikd dedopéva yia tnv EA-
A&da beixvouv peydin enintwon Kal Tautéxpova ol
npoPnéyeis tns «The Burden of Stroke in Europe»
npofnénouv v eménpiodoyikh katalyiba nou
€épxetal. H katalyida auth, pe tov peyano apiBud
AEE nou avapévetal, gival kpiolgo va Bpel 1o ouon-
pa uyeias kaAUTePa OPYAVWPEVO YIa TNV AVUUETDNI-
on, YE KUpIo otoxo tov aoBevh anid tautdxpova v
ano@uyh ekTGEEUONS TOU OIKOVOUIKOU KAl KOIVWVIKOU
kéotous (peiwon mBavétntas avannpias, eMNdopatkn
noAitkA, pApUaKa, KOOTOS ANOKATACTAONS, CUVENEIES
otwnv gpyaocia). Me Bdon tous yevikoUs otdxous nou
npoava@épBnkav yia tnv Eupwnn, eival avaykaio éva
ox€010 pe npocappoyn otnv EAAnvikA npaypaukétnta.

Yhpepa, napd us duokodies, oe peydno apiBud
veuponoylkav KAviKmV (oxeddv oto olvonio 6owv
xopnyouv nAnpn g1bikétta) oo otnv ABhva 600 Kal
oy nepipgpeia and kai og KANoIes NEPINTMOEIS KAl O
naBonoyikes kAVIkES h oe MES, napéxetal duvatdtnta
o&€wv Bepaneitv (evbopePia BpoupdAucn, unxavikn
BpopPextopn). AveEaptnta dpws and v duvatdtnta
auth n napakoouBnon Ts NPWTES WPES PeTd To AEE
akopn kal oe aocBeveis otous onoious Ogv €xel npon-
ynBei ofeia Bepaneia eival onpavukn kal Ba pnopouce
va Npoo®épetal oe peydno apiBud VOoOKOoUEIwY NS
xpas opyavwpéva oto nAaicio avanwéns Mova-
Odwv Avupetwnions twv AEE. Opyavwpéves Movades
Avupetwnions twv AEE undpxouv e€aipeukd niyes ota
Anpooia Noookopgia kal 1o cuvodiké Nocoatd acBe-
Vv e AEE otn xdhpa nou €xouv npdofacn os autés
(unonoyidovtas kar us Movdédes 16iwtkwy Bepaneu-
Npiwv) ekupdtal eviunwolakd pikpd, nepi 0,3%, étav
oty Eupnn og apKeTés xwpes NAéov 1o i1o voUupEePo
unonoyietal oto 33% (Fandia), 77% (Fepuavia) 88%
(Xounbia). Evannakukd otnv EANGda, 161aitepa dtav
aoBeveis AapPavouv Bepaneies ofeias gpaons kai dev
undpxel Movaba Avupetwnions twv AEE, voonAegtovtal
Katoniv cuvewwdnons kal SiaBeoipdtntas oe kAivn og
ouvageis Movades («stroke unit bed»).

Aappdavovtas undyiv ta napandvw kar akonoubm-
vias oto NAaiclo Tou eQIKToU PE NPOCAPUOYN otnv
edAnnvIkh npaypatkotnta 1o Ixedio Apdons yia tnv
Eupmnn, npoteivetal katapxhv éva niaiclo pe 7 kU-
plous GEOVES yIa GUECES EVEPYEIES:

ATIONEX - NPOTEPAIOTHTEX lNA AMEZEX
ENEPTEIEZ THN EAANAAA

P 1. H Opyavwon Movadwv Ofeias Avupetw-
nions twv AEE o€ kGO voookope€io, oto npo-
wno twv otepaviaiov Movadwv
- Kpivetal ws nptn npotepaidtnta kabws 1o no-

00016 Twv aoBevav pe AEE nou éxouv npdoPaon oe

Movades tonoBetei tnv EAAGSa ous tefeutaies Béoels

otnv Eupwnn pe peydnn diagopd. H opydvwon twv
Movédwv AEN éxel 181aitepo kOOTOS apoU anaitef
KUpla pévo napakodouBnon (monitoring) xwpis e&el-
bikeupévo e€onniopd. O anaIthoels o€ NPOowNIKS
gival unapktés annd Oxi anayopeutikés KaBws atnv
NpPAyHatKkotnta Npokeital yia avadlopydvwon s
voonneias kar tou 1pénou diaxeipions aoBevy, nou
¢tol h anfios Ba voonieuBouv annd oe diagopeu-
Kés KAIVIKES, XWPOUS, UE Npoownikd pe noAannd
napddinia kaBnkova.

- H voondeia oe Movades Avupegtwnions twv AEE
oupPdnel ouclacukd otny Peiwon Tou KOOTOUS Kal
twv danavay yia TNy uyeia kal tnv anokatdotaon.
Kand oxediaopéves penétes anodeikviouv 1o 6Qenos
s voondeias (kadUtepn anokatdotaon, PIKPOTe-
pn avannpia, Alyotepes ACIPMEEIS Kal ENINAOKES) o€
6Aous tous tnous twv AEE kai og énes us nAikies. H
opyavwon opddwv avupetwnions (Neuponoyos kal
1aTPOf OXEUKWV €161KOTNTWY), KaBoplopds diadikaaias
niotonoinons kai enonteias twv Movadwv pe fdon
US EUPWNAikés 0dNyies YETA TNV NPocapuoyh otny
enAnvikN npaypaukétnta, 6a cupPaniouv onpavikda
own Bénuotn Bepansutkh diaxeipion acBeviv pe AEE.

» 2. Eknaibeuon npoownikou

Kal oX€B10 EVEPYEIDV

Exnaideuon kal evnpépwon npoownikou. Ixe-
biaopods evepyeidv kal avanwén ypantou npwrto-
kéNAou evepyeldv and 1o eninedo s NPOVOCOKO-
PEIOKNS €yKalpns avixveuons kal eidonoinons twv
VOOOKOWEIOKMV dopv. Ixediaouds dpoponoyiwv
petagopds avdnoya pe v neploxn kai ta diabéoiya
péoa. Opydvwon tns diadikaoias diafoyhs acbeviv
oto TEM, npwtékonAo evepysidv kal diaxeipions yia
n voondeia kal tnv anokataotacn twv acBevav pe
XOpPNYNON OUYKEKPIPEVWY 0ONyIMV Katd tnv €£006
TOUS and 10 VOOOKOUEIO.

P 3. Evnpépwon nAinBuopou

Opydvwon evnpepwtKmY dpdoewy yia TNV eKnai-
beuon tou NANBuoPoU otnV €yKalpn avixveuon twv
OUPNTWPATWY Kal TNV avaykn €ykalpns Npoocéneuons
OTO VOOOKOEIO.

P 4. EBvikn otpatnyikh yia tnv npéAnyn

210 €0vIkd ox€d10 dpdions anartouvial NOAUPETWNES
napepPaceis otn Gnpdoia uyeia e otdxo OPATEIS Mou
Ba npoocavatodifovial otn puBuion twv KUpIOTEPWV
napayéviwy kivéuvou yia to AEE.

P 5. Asutepoyevhs npéAnyn

‘Evta€n tns deutepoyevous npodAnyns oto €OVIKS
0x€010, OUYKEKPIPEVA PUETPa yia napakofouBbnon twv
aoBevv nou Ndn éxouv unootel AEE yia t peiwon
ToU KIvOUvoU unotponns.

P 6. Anokatdotaon

Avantuén oxediou evepyeidv Nou apopouv tnv
anokatdotaon, EEKIVAVTas Np@IPa Katd t voonneia
KQI OTN OUVEXEIQ EITE OE OPYAVWUEVO KEVTPO, EQOCOV
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xpeladetal, eite otnv kovétnta. E€aopdnion tins duva-
101ntas npdéoPacns oe 6oous aobeveis petd 1o AEE
éxouv €vOeIEn Kal yId 1o Xpdvo Nou anaiteital. Evioxu-
on &pdoewv yia v autodiaxelpi{Opevn UNOCTAPIEN.

P 7. Baoels 6ebopévwyv - kataypaPés

Kataypapn twv dedopévav Eekiviovtas and ones
US ANAITOUPEVES PETPAOEIS MOU aPopoUlv Kataypa-
en xpovwv nNpoofaaons, el066ou, NPooéAguons oTo
Noookopgio-epapuoyhs Bepaneias (door to needle
time) yia tnv epappuoyh Bepanei@v ofeias enavaipd-
wwons, kataypaen apiBuou acbevav nou voonieu-
ovtal g€ Movabes Avupetwnions twv AEE h Movades
au€npévns epovtidas. H kataypagn twv dedopévwy,
€KTOS ToU OU anaiteital and tous SeikTes NoIGTNTAS,
Ba BonBnoel otnv eKTiUNoN NS KATAoTAoNS Kal TNs
Pentiwons nou avapévetal Yetd tnv opydvwon twy
OXEUKDV UNNPECIWV.

Zuvoyilovtas

H avéykn dnpioupyias EBvikoU Ixediou yia tv Avu-
HETNION Twv Ayyelak®v Eykepanikmv Eneicodiwv €i-
val ENITAKTKA ot Xx@pa pas. Or agoves npotepaldtntas
nou ava®gpBnkav gival cUPPwvol pe 1o Eupwnaikd
oxéblo 6pdons kar cuvoyilouv Ts BACIKES EVEPYEIES
nou agopouv v EAAnvikn npaypatukdnta.

Ytnv npoondBeia auth n EAAnvikh Neuponoyikn
Etaipeia (n eniotnpovikn etaipeia koppou tns e16IKGTN-
tas tns Neuponoyias) pe i ouvepyaoia tns EAANVIKAS
Etaipeias Ayyeiakmv Eykepanikdv Néowv (uénn 1atpof
Twv e1dikothtwy nou aoxofouvtal pe ta AEE) kai n
EANnvikh Xuvepyaoia yia ta AEE (opyaviouds unooth-
pIENS pe pénn aoBeveis, PPOVUOTES Kal enayyenpaties
uyeias yia ta AEE, enionuo €Bviké pénos tns SAFE), un
kepbdoaokonikoi popels, €xouv NdN Eekivhoel Opdoels
oto eninedo nou euniékovial:

- Apdoels yia evnuépwon tou ninBuopou vyia
Bépata npwtoyevous kal deutepoyevous NpdANYNs
(avoikth ekdbhiwaon oty Bgcoanovikn PE T ouvepya-
oia Tuhpatos tou Maveniotnpiou Makedovias kai tns
SAFE, evnuepwtikés OpAoels ToniKa o€ enayyeApates
uyeias kal Kovod Pe In cuvepyaoia latpikdv Zuiddywy,
Anpowv Kal MNepipepeimv) akofouBhvtas t diebvn
€KOTPATEIO KOl OE OUVEPYAOIia PE eupwnaikous go-
peis, eknaideuon e1dikwv NANBuopwy (Npdypappa
Tuhuatos tou Maveniotnpiou Makedovias), napayw-
yh Bivieo-onot yia evnpépwaon Kolvou otnv éykaipn
avayvaopion kal v avaykn duecns NPooEneuons oto
VOOOKOpEI0, 010 NAAICIO KOIVWVIKNS MPOcpopds (hon
ot diabikacia napouaciaons-npomOnans).

- Opydvwon s eknaibeuons twv 1atpwyv. Me 1o
npdogato OEK (Téuos B7 4138/20-9-2018) nou ago-
P34 us 1atpIKés €10IKdTNTES, otV €1bIkdTNTa TS Neupo-
Aoyias npoPAénetal e€eibikeupéva n eknaideuon o€
Movdbes Avupetwnions twv AEE kal th veupoune-
pnxoypaoia. Eviaén oe npoypdupata cuvexi{Opevns
eknaideuons EeIbIKEUPEVWY CEPIVAPIWY Kal oxonegiwy
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yIa TS ayyelakeés eykeanikés vooous (npdopatn diop-
yévwaon oxodegiou yia s Movades AVUEIDNIONS TwV
AEE andé tv EAAnvikh Neuponoyikh Etaipeia kal tnv
EAAnvikh Etaipeia Ayyeiakdv Eykepanikhv Noowvy,
3/2019). Evioxuon tns petantuxiakns eknaideuons
OUuS ayyelakeés eyKeEPANIKES VOOOUS e ouvepyaoia
€16IKOTATWV.

- MNpwtoPounies cuvepyaaoias peta&l KAIVIKDV Kal
oxeuldbpevwv Popéwv (Npdopatn opyavwaon eniotn-
govikns ouvavinons EKAB kal uneuBuvwy veuponoyl-
K@V KAIVIKQDV yia Bépata opydvwons Tou CUCTAPATOS
diakopidns v aoBeviv ota dnudaia voonigutkd
16pUpata tou Aekavonediou ATUKAS).

Mapapévovtas otn 61dBeon twv uneubBuvwy Tou
oxedlaopou s NoAIKAS UYEias yia éykalpn yVwUo-
b6o6tnon kal éunpaktn Bonbeia pe eEeIbIKEUPEVOUS Kal
niotonoinpévous ouvadénpous, oe oudnnote KpIBei
XPAGCIPO Kal Je npdokANon yia cuvepyaoia pe dAous
TOUs QopEis nou aoxoAouvtal PE T0 avUKEIPEVO, OU-
viax0nke 10 napandvw keipevo-niaiclo opgopwvias
ws apxikh Béon.

Evéeikukn BipAioypagia

1. Npwiou X., Tolakipn A., Kupiakidou A., Xapa-
Aapnoénounos K., Toaknouvidou K. Or enintaoeis
tou Eykepanikou Eneicobiou otnv Eupwnn. Avago-
pd. King’s College of London - Stroke Alliance for
Europe. Ekb60¢ls Gutenberg, 2018.

2. Stroke Alliance for Europe and European Stroke
Organization: Stroke Action Plan for Europe 2018-
2030. https://www.safestroke.eu/wp-content/up-
loads/2018/10/SAFE-SAP-ebook-compressed.pdf.

3. Norrving Bo, Barrick J., Davalos A., Dichgans
M., Cordonnier C., Guekht A., Kutluk K., Mi-
kulik R., Wardlaw J., Richard E., Nabavi D., Mo-
lina C., Bath PM., Sunnerhagen K.S., Rudd A,
Drummond A., Planas A., Caso V., On behalf of the
Action Plan for Stroke in Europe Working Group.
Action Plan for Stroke in Europe 2018-2030. Eu-
ropean Stroke Journal 2018.

4. Tsivgoulis G., Patousi A., Pikilidou M., Birbilis T.,
Katsanos A.H., Mantatzis M., Asimis A., Papanas
N., Skendros P, Terzoudi A., Karamanli A., Kourou-
michakis I., Zebekakis P., Maltezos E., Piperidou
C., Vadikolias K., Heliopoulos I. Stroke Incidence
and Outcomes in Northeastern Greece, The Evros
Stroke Registry. Stroke. 2018 Feb;49(2):288-295.
doi: 10.1161/STROKEAHA.117.019524. Epub
2018 Jan 15.

5. Tsivgoulis G., Katsanos A.H., Patousi A., Pikilidou
M., Birbilis T., Mantatzis M., Yavropoulou M.,
Zompola C., Triantafyllou S., Papanas N., Skend-
ros P, Terzoudi A., Georgiadis G.S., Zebekakis P,
Maltezos E., Piperidou C., Heliopoulos I., Vadikolias
K. Stroke recurrence and mortality in northeastern
Greece: the Evros Stroke Registry. J Neurol. 2018

3§ EAAHNIKH
7| NEYPOAOQTIKH
2=J ETAIPEIA



12 Kwvotavtivos Badikonias kai cuv.

Oct;265(10):2379-2387. doi: 10.1007/s00415- sias P., Hadjigeorgiou G.. Intravenous throm-
018-9005-6. Epub 2018 Aug 20. bolysis for acute ischemic stroke in Greece: the
6. Tsivgoulis G., Kargiotis O., Rudolf J., Komnos Safe Implementation of Thrombolysis in Stroke
A., Tavernarakis A., Karapanayiotides T., Ellul registry 15-year experience. Ther Adv Neurol Dis-
J., Katsanos A.H., Giannopoulos S., Gryllia M., ord. 2018 Jun 28;11:1756286418783578. doi:
Safouris A., Papamichalis P., Vadikolias K., Mit- 10.1177/1756286418783578.
7] EAAHNIKH o
NEYPOAOQTIKH Neuponoyia 284-2019, 6-12
P ETAIPEIA



ApOpa...

«H énpoaieuon dpBpwv atn NEYPOAOTIA bev dnAwvel anoboxn
vV anowewv kai Béoewv tou ouyypapéa and ty Zuviaktukn Emitponn n v ENE»

«TO MEPIEXSLEVO TWV KATaxwpnoewy gival eEuBUVN TV ETAIPEIDY MOU avapepovial
Kai oQeiel va akoNouBer tis npoBAendueves vOuILIES MPOUNnoBEoeis»

«H xprion epyaneiwy, KAIUdKwY kal NoyIouIKOU MoU avapePETal otis epyaoies eival euBuvn
WV OUYYPapewy, ol oriofol Mpemel va Exouv e€aopaniosl TS OXEUKES dOgIEs
Kai va ts kpatouv oTo Mpoowriiko ToUS apxeio»
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REBOUND YNAPOMO META TH AIAKOIH
OINTKOAIMOAHZ £TH tKAHPYNXZH KATA MNAAKAZ
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2 Department of Neurology, The University of Tennessee Health Science Center, Memphis
3 Aeutepo Epyaotipio Akuvoroyias, EOviké kai Kanodiotpiakd lNaveniotiuio ABnvav

MNepiAnyn

Eicaywyn: H @ivykoMipodn €ival n npmtn and tou otépatos Bepanegia n onoia éxel ndpel éykpion yia
v unotponidlouca okAnpuvon Katd nAdkas. Xe aviiBeon pe tnv avadutikh nepiypaen tou rebound ¢ai-
vopévou tns vatanifoupdunns, ta dedopéva oxeukd pe v miBavn enavevepyonoinon ts vooou kai v
avantuén oykopopewy annolmoswy Petd T diakonh s @ivykoAiuddns npoépxovial Yévo and avapopés
NEPIOTATKMDY KAl PIKPES OEIPES NEPIOTATIKDV.

Mé£Boboi: Mapouaidletal éva NePIOTATIKO E ENAvevepyonoinon tns vooou, Baciopévn o€ KAIVIKA Kal anel-
Kovioukd kpithpia, 4 phves petd tn dlakonn s @ivykofipédns. Enions yivetal avaokdnnon s OXEUKAS
BiBRioypaias yia tnv agioAdynon twv KAIVIKDVY XapaKINPICUK®V Twv 81aB€0ipwy NapOpoIwy NEPICTATKWDY.
Anoteféopata: fuvaika 31 €y, pe didyvwon unotpornidloucas okAnpuvons katd nAdkas, SIEKOYE tn
Bepaneia ye @ivykoNipodn Adyw avantuéns olwdous Aeppoeidols unepniacias Tou otopdxou. TEooepIs
pAves petd tn diakonn, n aoBevhs napouaciace veuponoyikh enibeivwon pe diatapaxés tns Badions, alpwdi-
€s Kal abuvapia 6e€imv dkpwvy. H payvnukn topoypagia eykepdiou €0€1Ee onpavukn au&non otov aplBuo,
Tov GYKO Kal tnv evepyodtnta twv nponyoupevwy anfoimoswy. H cofapdtnta ths KAIVIKAS KAl aKTVOAoYIKAS
enmdeivwons unepéPn oe peyano Babud tn dpactnpidtnta tns vooou katd to didotnua npiv i Bepaneia
pe ivykonipédn. H avaokonnon s BiBAioypagias avédeite ouvonikd 46 napoduola NEPIOTATKE aoBeviv
nou napouciacav aivépevo rebound petd tn Siakonh s QivykoNipoddns, evids XpovikoU dIaothpatos nou
Kupaivovtav peta&l 4 kai 16 €Boouddwyv and m diakonh. H nAgiovotnta twv NEPINTWOEWY avianokpionkav
otn Bepaneia pe otepoeldn.

Zupnepdopata: H diakonn ms @ivykoMiuddns pnopei va odbnyhoel oto gpaivopevo rebound os aoBeveis pe
unotponidlouca okAnpuvon Katd NAAKas, PJe anotéAsopd onuavtkn KAIVIKA Kal aneikoviotkn emdeivawon.
Mapd tov aufavopevo apiBud twv dNPOCIEUPEVWY NEPICTATKDY, N akpIPNs enikpdtnon Kai ol niBavoi npodi-
abeoikol napdyovies napapévouv dyvwotd. Meyanes npoonukés A nAnBuopiakés Ye€tes analtouvial, Wote
va neplypagei ue akpipeia 1o eaivopevo rebound kal va npoadlopiotel n BEAtotn Bepaneutikh avtpetmnion.

Né€eis eupetnpiou: Oivykoniyddn, rebound, okAnpuvon katd nAdkas

REBOUND SYNDROME FOLLOWING FINGOLIMOD
DISCONTINUATION IN MULTIPLE SCLEROSIS

Lina Palaiodimou', Georgios Tsivgoulis' 2, Dimitrios Kitsos', Aikaterini Theodorou', Georgia Papagiannopoulou’,
Matilda Papathanasiou®, Konstantinos Voumvourakis'

! Second Department of Neurology, National and Kapodistrian University of Athens, School of Medicine, «Attikon» University Hospital
2 Department of Neurology, The University of Tennessee Health Science Center, Memphis
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Abstract
Obijectives: Fingolimod is the first oral medication approved for relapsing-remitting multiple sclerosis ther-
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apy. In contrast to the thorough description of the rebound effect of natalizumab, data about a possible
disease re-activation and development of tumefactive lesions after fingolimod discontinuation results only
from case reports and small case series.

Methods: We present a case with disease reactivation, based on clinical and radiological evidence, 4
months after fingolimod withdrawal. We also reviewed the relevant literature to evaluate clinical charac-
teristics of similar cases that were available.

Results: A 31-year-old woman, diagnosed with RRMS, discontinued fingolimod treatment due to nodular
lymphoid hyperplasia of the stomach. Four months after fingolimod cessation, the patient experienced
neurological worsening with gait disturbances, numbness and weakness in her right extremities. Brain-MRiI
showed substantial increase in the number, volume and activity of pre-existing MS lesions. The severity of
clinical worsening and of radiological exacerbation largely exceeded the disease activity during prior fingo-
limod treatment. Literature review disclosed a total of 46 similar cases that presented with rebound phe-
nomenon following fingolimod discontinuation, with the elapsed time ranging between 4 and 16 weeks.
The majority of the cases were responsive to steroid treatment.

Conclusions: Cessation of fingolimod may result in rebound effect in patients with relapsing multiple scle-
rosis, whichmay cause substantial clinical deterioration and neuroimaging exacerbation of disease activity.
Despite the increasing number of published case reports, the exact prevalence or precipitating factors
remain unknown. Large prospective or population-based studies are needed to accurately describe this

phenomenon and identify optimal therapeutic management.

Key words: Fingolimod; rebound; multiple sclerosis

Objectives

In the recent years, several new immunomodulat-
ing drugs have been approved for the treatment of
patients with relapsing-remitting multiple sclerosis
(RRMS). A major concern when using those therapies,
that have a significant effect on immune pathways,
is their possible rebound effects after discontinua-
tion. Rebound syndrome after stopping natalizumab
treatment, for example, has been well documented
and described as a return of disease activity exceed-
ing predrug activity approximately 8 to 24 weeks
after cessation!'.

Fingolimod, another well-established, highly ef-
fective immunomodulatory treatment for patients
with RRMS, is widely used either as escalation ther-
apy or as primary therapy in highly active disease.
Fingolimod is a sphingosine-1-phosphate receptor
(S1P1) modulator, that selectively retains certain im-
mune cells in secondary lymphoid organs, thereby
preventing their infiltration of the central nervous
system, and is the first approved disease-modifying
drug(DMT) that can be orally administered. Recent
reports and limited case series have described pa-
tients with increase in clinical and radiographic dis-
ease activity after fingolimod cessation???, but the
potential rebound activity is less understood. We
present a case of RRMS with disease reactivation,
based on clinical and radiological evidence, 4 months
after fingolimod withdrawal. We also reviewed the
relevant literature to evaluate clinical characteristics
of similar cases that were available.

Neuponoyia 28:4-2019, 14-20

Methods

We reviewed the PubMed database for similar
cases of fingolimod rebound syndrome, using the
search terms “fingolimod” and either “rebound”
and “reactivation”. Rebound was defined as a new
and unexpectedly severe relapse shortly after fin-
golimod discontinuation (< 6 months), inconsistent
with previous disease course and with radiological
findings consisting of contrast-enhancing or tume-
factive lesions [17:20,

Results

A 31-year-old woman was diagnosed RRMS ten
years ago. She was initially treated with beta inter-
feron, which was discontinued four years later due to
lack of efficacy. Afterwards, fingolimod was started
as an escalation therapy. During this treatment pe-
riod, the patient was free of clinical and radiological
signs of disease activity and had a stable Expanded
Disability Status Scale (EDSS = 1).

Despite the initial good response, the patient had
to stop fingolimod treatment three years later, be-
cause of nodular lymphoid hyperplasia of the stom-
ach that was treated with total gastrectomy. Four
months after the fingolimod cessation the patient
was admitted to our hospital with gait disturbances,
numbness and weakness in her right extremities. Her
EDSS-score had increased to 2.5. Brain MRI revealed
substantial increase in the number, volume and activ-
ity of pre-existing MS lesions (Figure). More specifi-
cally, there were new periventricular and juxtacortical
lesions, limited in the supra-tentorial white matter,
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Brain-MRI (axial FLAIR sequence) showing periventricular and juxtacortical lesions (arrows) during fingolimod treatment (A).
Follow-up brain-MRI (axial FLAIR sequence) (B) showing a substantial increase in the number and size of lesions (arrows)
four months after fingolimod discontinuation. Post-contrast axial T1-sequence (C) shows numerous active lesions with
gadolinium enhancement.
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and additionally pre-existing lesions were increased
in volume, having a tumefactive appearance. More-
over, new contrast enhancing lesions were revealed,
reflecting the disease re-activation. Cervical spine
MRI was normal. It was evident that the severity
of clinical worsening and radiological exacerbation
largely exceeded the disease activity prior fingolimod
treatment.

This case was considered as rebound syndrome
following fingolimod withdrawal and the patient
was then treated with intravenous methyl predniso-
lone (1000mg for 5 days)with substantial symptom
resolution following steroid treatment (EDSS = 1).

Motivated by the aforementioned case, we further
reviewed the PubMed database for similar cases of
severe disease reactivation after ceasing fingolimod
treatment, using the search terms “fingolimod” and
either “rebound” and “reactivation” (Table). We de-
tected a total of 46 published MS cases with rebound
syndrome following fingolimod discontinuation (43
women and 3 men). Fingolimod treatment duration
varied between 2 to 96 months, with the majority
of the patients being stable whilst on the treatment.
The reasons for discontinuation of fingolimod were
side effects or adverse events in 19 patients (43%),
the desire to become pregnant or pregnancy in 12
patients (26%), disease progression in 4 patients
(9%) and the patient’s choice in 8 patients (18%). All
reviewed cases demonstrated onset of reactivation
phenomenon between 4 and 16 weeks after fingo-

limod discontinuation. In addition, 78% of patients
were responsive, totally or partially to steroid treat-
ment, while the remaining cases (23%) were steroid
resistant, necessitating rescue treatments including
plasma exchange, immune adsorption or rituximab. In
two cases therapeutic abortion had to be performed
[ Finally, fingolimod rebound syndrome was fatal
in two cases (4%)'821.

Conclusions

We present the case of a patient who was free
of relapses during fingolimod treatment, but had
severe clinical and radiological disease reactivation
four months after its discontinuation. The question
arises whether the severe disease reactivation and
fingolimod cessation is coincidental or it suggests a
rebound phenomenon. The term “rebound” is de-
fined as disease activity exceeding that at baseline,
as has been previously reported in a subgroup of
MS patients after suspension of long-term natali-
zumab therapy®?3l. Sometimes, the inflammation that
comes back is so intense that patients can develop
tumefactive demyelinating lesions (TDLs) on MRI
scans. TDLs are defined as large lesions (> 2cm), that
are associated with cerebral edema or mass effect.
They usually exhibit an open-ring enhancement, but
other uptake patterns are possible?#2*. Qur patient
presented similar clinical and neuroimaging disease
exacerbation following fingolimod discontinuation

Neuporoyia 28:4-2019, 14-20
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that exceed his baseline disease activity status (in-
crease in EDSS-score from 1.0 to 2.5 and increase
in the number and size of both non-enhancing and
enhancing demyelination lesions).

Two recent large retrospective analyses, investigat-
ing more than 2000 patients from the TRANSFORMS,
FREEDOMS and FREEDOMS Il studies, failed to find
a difference between previously placebo and fingo-
limod treated patients after study drug discontinu-
ation with regard to a possible rebound effect 26271,
Notably, some cases of placebo-treated individuals
had a disease reactivation after drug discontinuation
exceeding the pre-treatment activity!26:27!.

On the other hand, there are mounting evidence
from single case reports and case series regarding
disease reactivation after fingolimod cessation, high-
lighting the possibility of a rebound effect (Table).
Unfortunately, the small number of reported patients
prohibits reliable statistical analyses. Moreover, it
remains unclear whether there are particular risk
factors predicting potential disease reactivation af-
ter drug discontinuation. It has been reported that
a beneficial therapeutic response to fingolimod "%
and higher disease activity prior to therapy " might
predispose to a severe MS rebound after withdrawal,
but more research is needed. A large prospective
multicenter MS registry may document the preva-
lence of fingolimod rebound syndrome and detect
potential contributing or predisposing factors, includ-
ing specific immune biomarkers that may increase
the risk of fingolimod rebound syndrome. Finally, it
may help establish the optimal therapeutic strategy
beyond corticosteroids

One proposed mechanism leading to the rebound
phenomenon is the release of lymphocytes after with-
drawal of fingolimod, with subsequent rapid influx
of lymphocytes into the cerebrospinal fluid (CSF)
and reconstitution of the immune system. Remark-
ably, rebound is preceded by a burst of S1P1 over-
expression in lymph node-entrapped lymphocytes
that correlates with subsequent massive lymphocyte
egress and widespread CNS immune infiltration, as
was shown in animal models®®. Overexpression and
dysregulation of sphingosine 1 phosphate receptor-1
(S1P1) signaling on astrocytes were also indicated by
neuropathological study of an autoptic case of fatal
rebound after fingolimod cessation 2". This patho-
genic mechanism of post-fingolimod rebound could
be a possible target for therapeutic intervention.

In conclusion, physicians should keep in mind that
abrupt discontinuation of an immunomodulating
therapy, such as fingolimod, might lead to rebound
effect with subsequent catastrophic disease reactiva-
tion. Additionally, patients should be duly informed
of that risk and closely monitored, both clinically
and radiologically. Finally, the next appropriate im-
munomodulatory treatment should be selected and

Neuponoyia 28:4-2019, 14-20

initiated as soon as possible especially in cases for
which fingolimod was discontinued due to side ef-
fects or poor patient compliance.
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AYXZTONIA OOEINOMENH XE ENAOMYEAIKH
AANOIQZH THX AMzI QF NMPOQTH EKAHAQZXH
NMOAAANAHZ ZKAHPYNZHXZ - ANAOOPA AYO
MEPIZTATIKQN KAI ANAZKOINHZH THZ BIBAIOIPA®IAL

Mavayiwtns M. MNAwpapitns, Kwvotavtivos A. Xwtnpiou, Apyupd I. Kiauidn, ©wuds N. Bwuaidns

Neuporoyiki Kivikri, TNA Kopyianéveio-Mnevdkeio EAnvikés EpuBpds Ztaupds

MNepifinyn

H duotovia ouvhBws oxetiCetal pe andoioels ota Baoikd yayynia, 1o 8dAapo, ta napeykeanidikd okénn n
v éow kaya. 1o dpBpo autd avapépoupe dUO NePINTMOEIS aoBeviv e Npwtn ekdnwon duotovias nou
tenikd diayvotnkav pe noAnanih okAnpuvon. H payvnukn topgoypagia eykepdnou kal otous duo aoBeveis
avébeie anopueAivwtikés eoties otnv nepikolAiakn kar uno@Aolkddn poipa s Agukhs ouoias, to pecodpIo
A kal ta napeykeanidikd npiopaipia xwpis wotdoo Npoofonn twv NEpIoxmv Nou cuvhBws eubuvovtal yia
v npokAnon duatovias énws neplypdenke nio ndvw. AkoNoUBnoe payvnukh topgoypagia ths AMEY nou
Kal otous duo aoBeveis anokdAuywe neploodtepes and pia evbopueikés anAoIMOEIS Pe evidnion KUPiws
OTOV aVATEPO auxevikd puend. H duotovia unoxwpnoe onpavukd Petd v xophynon aywyns pe pebun-
npedviCoAdvn kal otous duo aobevels. Bewpolpe du n ductovia pnopei va anotefel v Npdn ekdhnwaon
nondandns okAhpuvons kal va opeifetal oe affoiwon Tou auxevikoU puenod.

Né€eis eupetnpiou: Auctovia, npwtn ekdniwon, nondanih okAUpnvon, auxevikds puends, pebuinpedviCondvn

DYSTONIA DUE TO CERVICAL MYELITIS AS PRESENTING
SYMPTOM OF MULTIPLE SCLEROSIS - REPORT OF TWO
CASES AND REVIEW OF LITERATURE

Panayiotis M. Plomaritis, Konstantinos A. Sotiriou, Argyro I. Kiamili, Thomas N. Thomaidis

Neurological Clinic, Korgialenio-Benakio Hellenic Red Cross Hospital, Athens, Greece

Abstract

Dystonia is usually associated with lesions in the basal ganglia, thalamus, cerebral peduncle or internal
capsule. We report two patients who presented with dystonia as first symptom and were diagnosed with
MS afterwards. Brain MRI showed demyelinating lesions in the periventricular or subcortical white matter,
the corpus callosum and the cerebellum without any involvement of the usual sites responsible for dystonia
mentioned above. MRI of the cervical spine showed in both patients more than one lesions mostly at the
upper level of the cervical spinal cord. Dystonia improved after administration of methylprednisolone in
both patients. We consider that dystonia may be the presenting symptom of multiple sclerosis caused by
cervical spinal cord lesions.

Key words: Dystonia, first symptom, multiple sclerosis, cervical spinal cord, methylprednisolone

’ ] EAAHNIKH
Neuponoyia 284-2019, 21-24 NEYPOAOTIKH
2=J ETAIPEIA



MNavayiotns M. MAwpapitns kai cuv.

Introduction

Multiple sclerosis (MS) is an autoimmune inflam-
matory demyelinating disease of the central nervous
system characterized by dissemination of the lesions
in time and space. While tremor is frequently seen
in patients with multiple sclerosis, other movement
disorders such as dystonia or paroxysmal dystonia
are less frequently reported [1]. Dystonia is a neuro-
logical syndrome characterized by involuntary, sus-
tained, patterned and often repetitive contractions
of opposing muscles, causing twisting movements or
abnormal postures [2]. (MS)-related dystonia can ap-
pear during the course of the disease or even as the
presenting symptom and is usually related to lesions
of the basal ganglia, thalamus, cerebral peduncle or
internal capsule [3-7]. We report two patients who
were diagnosed with MS after presenting with dys-
tonia as first symptom, that might be correlated to
the demyelinating lesions in the cervical spinal cord.

Case 1 presentation

The first patient is a 60-year-old woman who ex-
hibited episodes of painful left hemidystonia lasting
each one about 30 seconds, which started two weeks
before admission to hospital (see Video, Supplemen-
tal Digital Content 1, which demonstrates an episode
of hemidystonia). The episodes were always triggered
by cervical movement and accompanied by a pre-
ceding electrical sensation running down the spine
(Lhermitte’s sign). During each episode consciousness
was preserved.

Her medical history was negative for cerebrovas-
cular disease, seizures, head trauma, hypertension,
diabetes or any other neurological disorder. She de-
nied any alcohol or drug use. From her family history
she had one stepbrother diagnosed with MS.

The neurological examination showed right ab-
ducent nerve palsy, no limb weakness and increased
right-limb reflexes. Plantar response was extensor on
the right and the heel to shin test revealed dysmetria
on both lower limbs. No decrease in light touch or
pin prick senses was found. Patient’s gait was wide
based.

Magnetic resonance imaging (MRI) of the brain
showed several demyelinating lesions in the peri-
ventricular and subcortical white matter. Smaller de-
myelinating lesions were also present at the corpus
callosum and the cerebellum. There were no lesions
in the basal ganglia or thalami. A subsequent MRI
of the cervical spine revealed several intramedullary
lesions from which the largest one at C3 enhanced
after i.v. administration of gadolinium [Figure 1].

Laboratory studies including routine chemistries, a
complete blood count, sedimentation rate, thyroid
function tests and protein electrophoresis were all
normal. Anti-nuclear antibodies, anti-dsDNA, an-

tiphospholipid and anti-AQP4 antibodies were nega-
tive. Electrocardiogram and EEG were also normal.
CSF analysis showed normal protein levels but IgG
index was elevated and oligoclonal bands were pres-
ent (type 3). The patient was diagnosed with MS and
symptoms improved significantly after administra-
tion of intravenous methylprednisolone. Later on
immunomodulary treatment with glatiramer acetate
was started and the patient remains since then (two
months) asymptomatic.

Case 2 presentation

The second patient is a 44-year-old woman who
was admitted to our clinic complaining for numb-
ness of her left limbs since two weeks followed by
dystonic posture and movements of her left hand
since 1 week. Her medical history was negative for
any neurological or other disease except for hetero-
zygous beta thalassemia.

The neurological examination showed involuntary,
sustained flexed posture of the left hand together
with minor choreiform movements of the fingers
(see Video, Supplemental Digital Content 2, which
demonstrates the focal dystonia and the choreiform
movements). There was slight weakness of the left
upper limb. No cranial nerve palsy was observed.
The sensory system examination was normal. Plantar
reflexes were flexor bilaterally. Cerebellar tests were
normal.

MRI of the brain showed few in number demy-
elinating lesions in periventricular, subcortical white
matter and corpus callosum. There were no lesions
in the basal ganglia, thalami or the cerebellum. MRI
of cervical spine revealed three intramedullary lesions
at C2, C4 and C7 level [Figure 1]. None of the lesions
were enhancing after intravenous administration of
gadolinium.

CSF analysis showed a slight increase in protein
levels, IgG index was also elevated and oligoclonal
bands were present (type 2). The rest laboratory
tests including routine chemistries, a complete blood
count, sedimentation rate, thyroid function tests and
protein electrophoresis were all normal. Anti-nuclear
antibodies, anti-dsDNA, antiphospholipid and anti-
AQP4 antibodies were negative. The patient was
diagnosed with MS and showed improvement of
symptoms after receiving a 5-day treatment course
with methylprednisolone. Afterwards the patient
was started on natalizumab.

Discussion

Both patients reported, had a movement disorder
as presenting symptom of MS. The first one had ki-
nesigenic paroxysmal dystonia (PKD) and the second
one sustained focal hand dystonia which are both
rare clinical presentations of MS. We believe that
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Auotovia opeindpevn og evbopuenikh adfoiwon ths AMZY ws npwtn ekdndwaon noddandns okAnpuvons

Figure 1. MRI images of the patients reported. Arrows show demyelinating plaques in cervical spinal cord

there is a correlation between cervical myelitis and
dystonia because of the following indicating oberva-
tions: 1)The MRI of the brain in both cases did not
show any lesion in basal ganglia, thalamus, cerebral
peduncle or internal capsule which are the usual sites
responsible for movement disorders such as dystonia.
2) On the other hand both patients had intramedul-
lary lesions (the first one contrast-enhancing) of the
upper cervical spinal cord. 3) Moreover the episodes
of hemidystonia were triggered only after cervical
movement and accompanied with Lhermitte’s sign.
4) The clinical syndrome in both cases was resolved
after treatment with steroids.

Neuponoyia 284-2019, 21-24

PKD and other forms of dystonia associated with
cervical lesions have rarely been described in MS
especially as presenting symptom. In 1992 Previdi
and Buzzi reported a case of paroxysmal dystonia
with a single MRl lesion of unknown etiology in the
cervical region [8]. In 1994 Uncini et al reported two
patients with hand dystonia associated with cervical
demyelinating lesions in the absence of basal ganglia
or thalami lesions [9]. After two years Cosentino et
al reported another case of paroxysmal kinesigenic
dystonia as the first presentation of MS in a patient
who had only a cervical spinal cord lesion [10]. In
2000 Ydicesan et al described an MS patient with
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cervical C2-3 and C4 demyelinating lesions who pre-
sented left hemidystonia without any basal ganglia
lesions [7]. Two years later Schmidt et al also reported
kinesigenic dystonia in 4 patients with neuromyelitis
optica and cervical or cervicodorsal myelitis [11]. In
2014 Ocek et al reported three cases of paroxysmal
focal hand dystonia in MS patients who had contrast
enhancing demyelinating lesions at the level C2-3
without any basal ganglia involvement [12].

In all cases reported the lesion to which dystonia is
ascribed is located at the upper cervical spinal cord.
Beside our patient with PKD, we found only two more
cases in literature in which dystonia is precipitated by
stimulus like Lhermitte’s sign [10, 13]. In most of the
cases including ours dystonia was improved after ad-
ministration of steroids although in some of the them
other drugs like carbamazepine or acetazolamide
were added for better results. The pathogenesis of
dystonia associated with cervical demyelinating lesion
remains yet unclear. The most widely accepted theory,
proposed by Osterman and Westerberg in 1975, is
that ephaptic transmission between demyelinated
axons might be responsible [14].

Conclusion

Dystonia due to cervical myelitis is a rare initial
presentation of multiple sclerosis. However during
diagnostic work up of a patient presenting with dys-
tonia, when typical findings in brain MRI are absent,
MRI of cervical spine should be considered as this may
be a presenting symptom of an MS related syndrome.

Patients

Both patients gave informed consent for recording
them and using their medical data.

List of Supplemental Digital Content

Supplemental Digital Content 1.wmv
Supplemental Digital Content 2.wmv
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2YNYINAPEH MYAZOENEIAX GRAVIS ME OINTIKH
NEYPOMYEAITIAA: MAPOYZIAZH MNEPIZTATIKOY
KAl ANAZKOINMHZH THZ YMNAPXOYZAZ BIBAIOIPA®IAX

lewpyios Euotabiou’, Kwvaotaviivos Ntaodnoudos', lcwpyia Kapapavi(idvvn', Kwvotaviivos Zwtnpiou', lwdvvns T{dptos?,
Apyupw Kiauiin', BapBdpa Adiunéptn’

" Neuponoyikn KAvikr, TNA «Kopyianéveio-Mnevdkeio», EAAnvikés EpuBpds Xtaupds
2 T{apros Neupodiayvwatikn, ABnva

NepiAnyn

v napouaoa gpyacia napouciddetal éva oXeUKA aolvnBes nepiotatkd ouvunapéns puacBéveias gravis
UE avuowpata évavu AchR kal onukhs veupopueAiudas pe avuowpata évavu akouanopivns-4.

H onukh veupopueniuda (NMO 1 vdoos Devic) eival pia pAgypovadns vooos tou KNZ, n onoia npoofddel
Katd KUplo Adyo to onukd veUpo Kal 1o vwuaio puend. MAnTtel Kupiws to yuvaikeio puio. To uneuBuvo avti-
owpa eival tagews IgG-1 kal otpépetal evavtiov tns akouanopivns-4 twv aotpokuttdpwy. O eninoAacpéds
s véoou unonoyicetal og 5/100.000 nAnBucpou’.

H puaoBéveia gravis €ival pyia autodvoon vooos tns VEUPORUIKAS alvayns, Nou otny nAgiovotnta twv Me-
pINtoEwy Npokafeital and v Unapén autoaviowpdtwy 1Eews IgG-1 kal IgG-3 évavu tou unodoxéa s
akewnoxonivns (oto 70-80% twv nepintoswy). H véoos npokafel puikn aduvapia kal kdnwaon kabms Kal
biatapaxés s opBanpokivnukdntas. O eninofacpéds tns vdoou eival nepinou 15/100.0002,

Mapd i onavidétnta twv dUo voonudtwy €xouv NEPIYPAPEl JEPIKE NEPIOTATKE e cuvUnapén puacbéveias
gravis kal NMO kai pe Bdon ta KAVIKE Kal Epyactnpiakd Xapakinpioukd tous niBavonoyeital aruonoyikn
ouoxéuon twv dUo voonpatwy.

Né€eis eupetnpiou: Muaobéveia, onukn veupopueniuda, cuvinapén

COEXISTENCE OF MYASTHENIA GRAVIS
WITH NEUROMYELITIS OPTICA: A CASE REPORT
AND REVIEW OF THE LITERATURE

Georgios Efstathiou’, Konstantinos Ntasopoulos', Georgia Karamantzianni', Konstantinos Sotiriou’, loannis Tzartos?, Argyro Kiamili',
Varvara Alimperti’

" Department of Neurology, Red Cross Hospital «Korgialeneio-Benakeio», Athens
2 Tzartos Neurodiagnostics, Athens

Abstract

The present article presents a relatively unusual case of coexistence of myasthenia gravis with AchR an-
tibodies and neuromyelitis optica with AgP-4 antibodies.

Neuromyelitis optica (NMO or Devic's disease) is an inflammatory CNS disease that primarily affects the
optic nerve and spinal cord. It mainly affects the female sex. The antibody responsible for the disease is of
IgG-1 class and is directed against aquaporin-4 in astrocytes. The prevalence of the disease is estimated at
5/100000'.

Myasthenia gravis is an autoimmune disease of the neuromuscular junction, which is in most cases
caused by the presence of IgG-1 and IgG-3 antibodies directed against the acetylocholine receptor (70-
80% of cases).The disease causes muscle weakness and fatigue as well as oculomotor disorders. The preva-
lence of the disease is 15/1000002.

Neuponoyia 28:4-2019, 25-28
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Despite the rarity of the two diseases few cases of coexistence of myasthenia gravis and NMO have been
described and according to their clinical and laboratory characteristics, a causal relationship between the

two diseases is possible.

Key words: Myasthenia, neuromyelitis optica, coexistence

MEPIFPA®H MEPIZTATIKOY

Mpokertal yia yuvaika 37 €twv nou €I0nxBn otn
Neuponoyikn kiivikn yia diepedvnon opBoKUGTUKDY
diatapaxwv (aduvapia oupnaons kal apddeUons) and
€BOoAd0s. AN 10 ATOUIKG TNS 1I0TOPIKO AVAPEPETA
o6u ndoxel ané MuacBéveia gravis diayvwopévn and
20¢etias pe dinAwnia, BAepapdntwaon kal duokata-
nocia. And tov napakAdivikd éleyxo aveupébnoav
avuowpata évavu AchR kal unepniacia BUpou. Aev
unePAnBn oe Bupektopn. EAaBe aywyn pe npedvido-
Aovn eni 10 xpdvia nou ev cuvexeia Adyw UPECNS TwV
oupntdtwy Kal cUPewva pe odnyies tou Bepdno-
vta 1atpou diekénn. Mpo 10etias (2009) avagépetal
€nelcddIo pe Bappos 6paons AO nou anoddéBnke o
onuKN VEUPItUda Kal UNoXWPNOE e ANYN CTEPOEIBDV.
Agv €yIve aNeIKOVIOUKOS €Qgyx0s. AN TO OIKOYEVEI-
akoé 1otopikd dev avagépetal autodvooo véonpa. H
UNTEPA TNS NACXEl and YUXwolkn ouvopoun Kai €xel
voonAeuBei katd nepiddous ae PUXIATPIKES KAIVIKES.

Ané v kAivikn e€€taon dianiotwBnkav uphpata
pueAikoU cuvdpdpou: Ynaiobnaoia kopuoU and 1o 64
deppotdpIo Kal KEtw Kal agpotepdnAsupn NUPAPISIKN
ouvbpoph Pe auEnon tevovtiwy aviavakAaouKoy,
kAdvo dkpou nodoés kal . Babinski. Enions &iani-
OTWONKE KATdpynon twv KOINIAK®Y aviavakAaouKmv
apeotepdnisupa. H KIvNTKOTNTA Twv KATw AKpwY
Atav guaiodoyikn [o. Mingazzini (-)]. AlaniotBnke
enions peiwon onukns ofutntas (8/10), wxpdnta
onukhs BnANs kal atpogia onukoUu veupou (RNFL)
AO, npogavws unodsiypatkd and tnv npo 10¢gtias
onukn veupiuda. And tnv Aoinn veuponoyikh ¢étaon
bev dianiotwBnkav naboAoyikd euphpata. H Badion
s aoBevous htav pualofoyikn.

Anoé tov gpyaotnpiako éAgyxo

O ouvnBns aipatodoyikds €neyxos (yevikn aiyatos
Bloxnpikos, euidikéd oy, Bitapivn B12, Bupeosidns)
Atav xwpis naBodoyiké eupnpata. Anoé tov Aoind
aipgatonoyiké éleyxo aveupédn augnpévos titnos
avunupnvikawv avtiuowpdtwy (1/640). Eyive ONIM nou
avédeife 48 Neukd kkx pe 75% nepgokuttapa, yiu-
k6N 51mg/dl (84mg/dl opou) kai Agtkwpa 93mg/
dl. Ané tov éneyxo tou ENY &g dianiotwBnke n na-
pouaia oniyokAwvikwv {wvav (IgG index = 0,352).
AveupéBn uynnos titnos aviowudtwy opou évavt
Akouanopivns-4 (1.8 nM pe péBodo RIA). Avtompata
évavu Akouanopivns-4 aveupéBnoav kal og Geiypa
opou npo 5 ewwv nou eixe puiaxBei. Eyive MRl 6M

Eikéva 1

Eikova 2

NM kai 6ianiotwBnke nabBonoyikh aneikdvion tou
puedoU nou agopouce 6AN tnv M (and 1o Uyos
0U O1 péxpl 10 ©12) pe didxuto oidbnpa kar Ania
bianAdtuvon pe augnpévn katd tdnous evioxuon 16i-
ws and 1o UYos tou B4 kal nepipepikdtepa. O MRI
eYKEPANOU-AMII-OMXIY bev avédeiEav naBonoyikd
gupnuata.

Neupofoyia 28:4-2019, 25-28
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Eikéva 3

BOepaneutkd, n aoBevihs €RaBe 7npepn aywyn pe
1g pebunnpebvidondvn evboPAéRia kal ev ouvexeia
1€0nke o€ per os aywyn enions pe pebunnpedvilo-
Advn. TéBnke oupokaBEeTNPAs yia AVUPETDONION TS
enioxeons. Eyive oupoduvapikos éneyxos kal diani-
otwBnke drovn kuotn. Katd tv Sidpkeia tns voon-
Aeias tns ev napouciaoe onpavukh BeAtiwon twv
opBokuaoukwv diatapaxwv kal ghnbe e olotaon yia
bianeinovies kaBetnpiacuous oupodOxou KUCTEWS Kall
XPAON UNAKUKAS aywyhs. ZuothBnke enions evapén
avoookataotadukns aywyhs pe alaBeionpivn, v
onoia n aoBevhs dev €6¢xOn.

LYZHTHZH

Eival yvwotd 6u aoBeveis e puacBéveia gravis
éxouv augnpévn niBavétnta epgdavions kal dAfwv
autoavéowy voonudtwy? 4 énws LEA, peupatosidn
apBpiuda, autdvoon Bupeoeldituda Kal cuvdpouo
Sjogren. Ztous avwtépw acBeveis dianiotwvetal
uynAods titdos autoavuowPdtwy ONws avunupnvi-
k& avuowpata, anti-dsDNA kal avukapdiodiniviké
avuowpata. v SikA pas acBevi dianiotwonke 161-
aitepa auénpévos TtAos avunupNVIKMOY avIIoWHATWY
(>1:640).

H ouvunap&n 6pws puacBévelas gravis Kal onukns
veupopueniudas (NMO) eivar oxetkd ondvia otn Pi-
Brioypagia. Evid n ouxvotnta s puacBévelas eival
0.02% otov yevikd nAnBuouod, otous acBeveis pe
NMO eival noAy peyadutepn (2-3%)3.

H peyaddtepn oeipd aoBevav pe tov ouvduaoud
puacBéveias gravis kal NMO éxel neplypagei 1o 2012
and tov Leite et al.® ye 16 ocuvonikd aoBeveis. Lnv
nAgiovoTNTa WV NEPINTMWOEWY, N puacBéveia nponyei-
tal oxeddv naviote s ekdniwons ths NMO ouvhBws
10-20 xpdvia. Ta xapakinpiouké s puacBéveias og
QUTES TS NEPINTDOEIS €ival OU aveupiokovtal aviom-
pata évavu AchR, n nopeia s vdoou gival Oxetka

Neuponoyia 28:4-2019, 25-28

Eikova 4

kanonBns, cuvundpxel unepniacia BUpou h Bupwa
Kal otnv nisioyngia €xel yivel Bupektopn 5. Av kal
€xouv NEPIYPAQES kal Neplotatkd xwpis Bupektoun?
Bewpeital onpavukéds o péAos ths Bupektopns yia v
ekdbniwon tns NMO. Eva anno evdiapépov onpeio
ms avwtEpw pegns gival Ou ol acBeveis napou-
ofalav augnpévo titio anti-AgP4 otov opd noAnd
xpovia npiv tnv ekdnAwon ts NMO. Znv dikn pas
nepintwon n NMO Siayvwotnke 20 xpdvia petd v
gU@avion tns puacBévelas, n puacBéveia ntav 161-
aitepa kadohBous nopeias pe diakonn s aywyns
and 10¢etias, pe aveupeon unepniacias BUpoU kal e
Beukd avuompata évavu AchR. H Siagopd and thv
nAgioyn®ia twv NePICOOTEPWV MEPINTWOEWY, Eival
ou Oev eixe yivel Bupektopn.

‘Ooov agopd v aluofoyikh cucXEUuon s Jua-
oBéveias kal tns NMO, éxel diatunwBei n undBeon
ou ta pubpioukd T-kUttapa (T reg) tou BUpou adéva
gival avaykaia yia v pUuBPIon twv autoavudpwvIwy
KUTt@pwV Kal TNV Kataotodn tns napaywyns autoa-
vuowpdtwy. H Bupektopn éxel ouoxeuotel pe avuénon
s ouvonikhs IgM avocooalpivns, Twv aviowudtwy
gvavu kapbioninivns kai évavu ds-DNA kaBms kal twv
QVUNUPNVIKOV aviowpdtwy®. AcBevels pe puacBeé-
vela napdyouv autoavudpwvta T-kUTtapa évavu s
akouanopivns-4 oto BUpo adéva tous?. Luppwva
pe pia Bewpia’, n NMO o€ aobeveis pe puacbéveia
unopei va anotenei napaveoniaopatkd avouUevo
oxeuldpevo Pe BUPwpa kal n avooonoyikh andkpion
évavu tns akouanopivns-4 va &ekivd and to Bupo
adgva. Xta nAaicia auths tns undBeons n eueavion
s NMO xpovia petd tn Bupektopn eEnyeital and
N PETAVACTEUON TWV auToavtdpvIwy T-KUTtdpwy
évavu tns akouanopivns-4 oe anda Aepgikd 6pyava
Kal ge autév tov 1péno n NMO ekdnAwvetal oo
apyd. A&ilel akdpn va ava@Eépoupe tn PeAEn twv
Wakayama et al.8, 6nou dianiotdvetal n napoucia
akouanopivns-4 otn VEUPOPUIKA cUvayn NAapexovias
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Fewpylos EuctaBbiou kal cuv.

€101 éva onpeio ouykAgions yia tnv niBavh KoivA na-
Boyévela twv duo voowv (edw atilel va avapepBei 6t
0 avooonoylkds pnxaviopos tns diacnopds eniténou
anotenei éva evdiagépov onpeio ouykAgions tns na-
Boyéveons twv SUo voonudtwv)®. Exel Bpebei enions
1a teneutaia xpovia, 6t n NMO éxel cuoxetotel Kal
Ue npoékAnon puondBeias'®, yeyovéds nou Oeixvel évav
akoépa 1pono €kBeons avuydvwy tns VEUPOUUIKNS
olvayns oto avooonolntké cuotnua. Enions agicel
va avagepBei n penétn twv Mizrahi et al.’®, 6nou éyive
€yXuon avuowpatos Evavu akouanopivns-4 A tou
nenudiou tns akouanopivns-4 o€ NEIPAPATKE novtikia
pe puaoBévela. Kal ous U0 nepINTMOEIS Ta Nnovtikia
napouciacav enideivwon tns puikhs aduvapias Kal
au&non npoeneypovmdwy napaydviwy onws N IL-6.
Ténos doov apopd tnv KAIVIKA €ikdva, Bewpeital ot
eV N puaoBévela gival oxeukd kadonBns, n NMO
teivel va anotenel tnv kUpia aitia avannpias 3 ' yeyo-
vOs Mou ev PéPel 1I0XUEl Kal yia v OIkN pas acBevh.

YMNEPAZMA

Map’ éu n cuvinapén puacBéveias gravis kal NMO
€lval OXeTKa ondavia, PE ta Yéxpl tpa dedopéva niba-
vofoyeital 6u undpxel artoAoyIkh cuoxéuon twv dUo
vOOoWwV, yeyovos nou pével va anodeixBei oto pénnov.
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XUvédbpLa - Huepideg - 2upndola
- Entotnpovikég ekbnAwoelg

< 1-3 NogpPpiou 2019: NMaveAdnvio Eknaideutiké Zepivapio EEAEN. ZUyxpovn
OepaneutKN KAl AVUPEIOMION TWV AYYEIAKWV NaBnoswv tou eykepdanou, ABnva

% 7-10 NogpBpiou 2019: 8° NMaveAdnvio Zuvédpio tns Etaipeias KAivikhs
Neupoguaionoyias, Apdxwpa

% 14-17 NogpPpiou 2019: 6° Maveddnvio Xuvédpio tns EAANvikns Etaipeias Avolas,
Moptapid, MnAio

< 15-17 NogpPpiou 2019: 9° Xeipepivé ®povuothpio ous Kivntikés Alatapaxés
wns Akadnpias Neupoeniotnpwv, Moptapid, Mhfio

% 13-15 AekepPpiou 2019: 4° NaveAdnvio Zuvédpio Tphpatos Medétns
ka1 Anokatdotaons BAafav Nwuaiou MugAou, 6scoafovikn

< 12-15 May 2020: Joint European Stroke Organization and World Stroke Organization
Conference (ESO - WSO 2020), Austria

» 23-26 May 2020: 6" Congress of the European Academy of Neurology, France
» 18-21 louviou 2020: 31° MaveAAnvio Zuvédpio Neuponoyias, HpdkAgio Kphtns

< 5-8 NogpBpiou 2020: 8° NMaveddnvio Tuvédpia Ayyelakwv Eykepadikwv Nécwyv,
©eooanovikn
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