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NMepintwon 1

¢ Q45 gtwv
— 07/2016: E€avOnua mPoowTou Kal tpocBiou BwpaKLkoU TOLXWHATOC LETA
amno £kBeon otov AALO
— AeppoatoAoyog: TorkeG aAoldpEg
— 10/2016: KepaAaAyieg
* CT eykedpalou: kP

— 11/2016: Evapén Statapaxwyv mpocshatng LVNING

— 12/2016: Aleyepon, EMIOETLKOTNTA, OTTLKEG KOl AKOUOTLKEG PeUSaLoONOELC
* MRI eykedpdalou: kp — EEG: kd

* Aloperidol, Quetiapine, Citalopram



NMepintwon 1

o @45 etwv

— 03/2017: KepoaAaAyio — OmioBoBoABiko dAyoc — AutAwrtia (ot PeudalobroeLg LOVO HEPLKWC
BeATLWHEVEC)

— Ewoaywyn NaBoloyikr KAwikn

—  KAwwka/Epyaotnplaka:

MNapeon AE amaywyol VEUPOU Xwpig AAAN E0TLOKH VEUPOAOYLKI onUeLOAoyia
* EpUBnua mpoowmou Kol Koppou
* MoAuapBpitida pkpwv apBpwoewv
* ESR 120 mm/hr, CRP x 2, S1dyutn untepyappacdatpvatpio

— ONM: AsUkwpa 67 mg/dl, Aouta kb

— MRl eykedalrou (2n): kd

— Avoooloyikoc éAeyxoc: ANA 1/1280, anti-ds DNA (+), anti-Sm (+), anti-Ro (+), anti-RNP (+)



Mepintwon 2

e Q44 sTwv

* JEA pe Nmieg ekbNAWOELC:

* ¢. Raynaud *  KOTIWON
* moAvapBpitida

* gpLONUa xpUoOAALOOG  ANA (+) 1:160

 HCQ 400 mg/d - XaunAéc dooelg mpedvilovng

* Néo eupnua: Kepaladyia xwplc avnouxnTka ocnueia,
duoOupioa/kataOAwWPn, alpwdieg akpwy, SLOTUPAXES LVANG

* MRI eykedpaiov



Mepintwon 2

MRI eykepalou

«OAyaplBuec eotiec mapatnpouvtol otn AEUKA oucia Tou eykedaAou,
KUPLwC uTtodAowdwce, Kapia ek Twv omolwv v MpooAapBavel Tnv
T POLULOYVNTLKA ovuoia.

Ot BAaBec miBavov amobdidovtal og uUTIOOTPWHA ayyeLiTidac OXETIOUEVO UE
N Baolki vooo tn¢ aacBevouc..»



Ta epwTAROTA TG KAWVIKAG TtPAENG

Etvat (veupo) puytatpikocg 2EN; Ti eivat o NYZEA;

— OLtpelc aoBeveic eival idLeg;

Molot eival ot mapayovteg Kivduvou yla tnv epdavion NWIEA;
MNwc mpemeL val ekTNBoUV oL aoBeveic pe PuxLATPLKEC
eKONAWOELC;

Mota n evdedeypévn Bepareia; Note mpemeL va xopnynOei

OVOOOKOTOLOTOAN;



Nevpouylotpikoc ZEA

K N z I-I N z SPECIAL ARTICLE
EotioKka THE AMERICAN COLLEGE OF RHEUMATOLOGY NOMENCLATURE
AND CASE DEFINITIONS FOR
Ayyelako eykepaAiko MoAAamAn povovevpitida NEUROPSYCHIATRIC LUPUS SYNDROMES
ENELOO810 ACR AD HOC COMMITTEE ON NEUROPSYCHIATRIC LUPUS NOMENCLATURE
Kplogig «E» MoAuveuponaBsia Arthritis Rheum, 1999;42
Xopeia Kpaviakn veuponddeia
MueglonaOsia Autovopun veuponadeia
MAefonaBsra

Guillain-Barre
Awayuta MuaoBévela
Aonmtn pnviyyitida
ATOpUEAVWTLKO cUVEpPOLO
KedaAaAyia
Ofela cUYXUTIKN KatAotaon
Wuxwon
Awatapayn dtaBsong
Ayxwéng cuvdpoun

N'vwolakn ducAettoupyia




1ommaBng N “201madng” NWZEA ;

SPECIAL ARTICLE

THE AMERICAN COLLEGE OF RHEUMATOLOGY NOMENCLATURE
AND CASE DEFINITIONS FOR

N w € K6 r'lAwo rl OE z E /\ NEUROPSYCHIATRIC LUPUS SYNDROMES

ACR AD HOC COMMITTEE ON NEUROPSYCHIATRIC LUPUS NOMENCLATURE

Arthritis Rheum, 1999;42

-
lonaBrc NWEEA Mn oxet{opevn ) 2omadig
Anodoon otnv idla tn vooo Anodoon og dAAa altia (HeTaBOALKES
SratapaxEg, AOLUWEELS, PAPUAKEVTIKEG
TLAPEVEPYELEG KTA)
J

— —

< 40% > 60%




Nevpouxrtatpikoc ZEA — NN « ATTIKOV»

[ 501 aoBeveig

N

>1 Ny skén)\won
187 (37.5%)

Xwpic NW ekdnAwon
314 (62.5%)

JUvoho NW skén}\woswv

|

lomaBrn¢ NWIEA
111 (43.6%)

Mn oxeu(ousveq
88 (35.2%)

AB£Bailn anmodoon
53 (21.2%)

|

84 aoBeveig pe lomadn NWZEA: 16.6%

NikoAomoulog A, kal cuvepydteg. MaveAAnvio Zuvédplo Peupatoloyiog 2018

AEE
EmANTTIKEG KploELg
Kpaviakn veupondBeila

ATIOLUEALVWTLKO
olVSpopo

MuglondbeLa
KepalaAyia

Wuxwon

I'VWOLOKNA EKTTTWOoN
Alatapayég d1abeong
MoAuveupomndBeLla
O¢tela ouyxuon
Ayxwéng Statopdxn
MoAAamAr povovelpLtida
Xopeia

Aonmtn pnviyyitida

MuaoBgvela
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lonma®nc vs. «2omaOnc» ZEA

* EXEL ONUOCLa OLUTOG O OLAXWPLOWOG;

o “After all, they are all lupus patients suffering from
neuropsychiatric manifestations...”

* ExeL povo oto BaBuo nov Ba emnpedoeL TLg
BepamevuTikeC amodACELC KAl TN Xopnynon N Un
QVOOOKOTOOTAATLKN G Bepareiog



MRAnwc¢ va opll{ape Hovo Ttic «ooBapec» ekdnAwoelc we NWIEA;

Definition of NPSLE: Does the ACR
Nomenclature Still Hold?

Jessica Fernandes Vivaldo %, Jaqueline Cristina de Amorim *, Paulo Rogério Julio '?,
Rodrigo Joel de Oliveira™ and Simone Appenzeller™**

Vivaldo JF, et al. Front. Med. 2018;5:138

Oupwc, oha ta {wika povteda ZEA/NWIEA (MRL/lpr, 564 Ig, NZB/W) &gv epdavilouv ovte

AEE, oUte puehomnaBela, oute kpioelg E | «puxwon”...

*  Ayxwdnc ouvumneptdopad - Nvwaolakr EKmTwon - Atatapaxec dStabeong
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Bialas AR, et al. Nature 2017;546(7659):539-543



To peilov epwtnua...

2€ ULOL XpOvLa VOOOC OTtwG 0 ZEA, mw¢ Hmopel va TekpnpLwBel
av pla puxlatplkn ekdnAwon (ouxvn oto yeviko mAnBucouo)
odpeiletal mpaypatt otn vooo (kat apa xpnlet €&LOLKNG
OVOOOKOTAOTOATIKAC aywyng) kot 6ev eival plo “puoikn

OUVETELA” ULOG XpOVLIOC VOOOU;

To YAtnpa tne «anddoonc»




... KOlL TO KALVIKO ITPOBANHa

2to NWZIEA, tirnota 6gv ival ELOKO

— [oAAEC ekdnAwoelc epdavilovtal ApKETA cUXVA
KOlL OTO YEVIKO TANBUOO

e KatabAwn, KedpalaAyia, N'vwolakn EKmTwon

— MRI geykedpalou: Qucotloloyikn oe < 40% Twv
TMEPUTTWOEWV

e AkOMO KaL av (+), To eupripata eival pn elOKA

* Juxvotepo gupnua: Mn eldkéG BAABEG TNG AEUKNAG
ouoiag



MRI eykedalou: ..oUte evaiocOntn, ovte eldkn!

Table 3
Brain MRI findings in 108 patients with neuropsychiatric lupus. . 40-50% aGOsVOV ne NWSEA E'XOUV «¢UO’lOAOVlKI‘|» MRI

Normal MRI 44 (40.7%)

Abnormal MRI 64 (59.3%) , , .
Inflammatory-like lesions 7 (6.5%) * Juxvotepo elpnua: AN T2/FLAIR BA&Beg otnv
Vascular lesions 63 (58.3%) (6 both inflammatory-like and ) ) ) ) )

vascular) urtopAowwdn kot Atyotepo merpikotAtaki Asukn ovoia
Large-vessel disease 14
Small-vessel disease 60 (11 both large and small vessel disease
Inflammatory-like lesions 7 ( & ) *XapnAn ewdwotnta (dtopa >50 etwv kat oe 18-40%
Supratentorial/Infratentorial 5/5 (3 both supra- and infratentorial)
Contrast-enhancement 5 Twv ZEA pr'LC Ny EKGH}\(bUELC)
Diffusion restriction 1
Large-v 1di 14 (13%
asfgglff;ilfi;eease 3 /6( 3%) *[twyxr ouoxEtion Ue Tuno/coBapotnta cuvsépopoU
Acute/chronic 2/13 (1 both acute and chronic)
Vascular territor MCA 8, PICA 3, cortical border zone 4, y ’ ' ,
y striatocapsular (>2 cm) 2, PCA 1, ACA 1, AICA 1 * EykedaAikn atpodia (dAowdng, kevipikn): 30-40%
Small-vessel disease 60 (55.6%) ,
White-matter hyperintensities 58 (53.7%) Twv NWZEA (ELGLKO'LT]'L'(X 40'60%)
Location:
E“’.“tal . 48 (44.4%) * Anauteitat £L61KGG VEUPO-OKTIVOAOYOG
arieto-occipital 42 (38.9%)
Temporal 8 (7.4%)
Basal ganglia 6 (5.6%)
Infratentorial 8 (7.4%)
Degree of involvement
Focal 48 (44.4%)
Beginning confluence 7 (6.5%)
Diffuse 3(2.8%)
Lesion burden:
Low (<5) 25 (23.1%)
Medium (5-25) 21 (19.4%)
5-15 16 (14.8%)
16-25 5 (4.6%)
High (>25) 12 (11.1%)
Lacunes® 12 (11.1%)
Recent small subcortical infarcts 2 (1.9%)
Microbleeds? 10 (13.7%)
Brain atrophy (GCA scale)? 20 (18.5%)
GCA 1 (mild) 17
GCA 2 (moderate) 3 . .
GCA 3 (severe) - Slide G. Bertsias

Luyendijk. Arthritis Rheum. 2011; 63:722; Zivadinov R, et al. Lupus. 2013; 22: 675-683; Sarbu N, et al. Autoimmun Rev. 2015; 14: 153-9
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Slide G. Bertsias

diffusion tensor imaging

. Neuroimage Clin. 2015; 8: 337-44; Magro-Checa C, et al. Arthritis Rheumatol. 2016; 68: 1945-54; Mikdashi JA, et al. Semin Arthritis Rheum. 2016;



Npwtomadng NWIEA: Aldyuta
HELWUEVN OULUATWON OLKOUN KOl O€
bUGCLOAOYLKA ATTELKOVI{OUEVN
AguKn ouoia

Normalized CBF (ml/min/100gr)
Normalized CBF (ml/min/100gr)

Y NUAVTIKA LELWMEVN OLUATIKA PON
(cerebral blood flow, CBF) o€

lomaBn NWIEA cuykpLtika pe SEA

Normalized CBF (ml/min/100gr)
o oe oz
Normalized CBF (ml/min/100gr)

Haptupeg (p<0.001)

Papadaki E, et al. Ann Rheum Dis 2018;77:441-8



TeAwka, etvat NWIEA;
Artodoon NW ouvédpournc oto ZEN

* Agv UTIAPXEL «XPUOOC KOLVOVOLCH

e Gold standard mapoapével n «yvwpn tou tatpou» (physician judgment)...
— Alemotnuovikn npooéyylon (multidisciplinary approach)
— Avixveuon napayoviwv kwvduvou yla NWIEA (EULAR risk factors)

— MRI — CSF — AAAeC SLOYVWOTLKEC TIPAEELC

* [lpoomabelec yla dnplovpyia povteAwv anodoonc (attribution models)

— Amnoapaitntn n olvykplon ue to gold standard



ItaAiko povtédo anodoong NW cuvépounc otov ZEA

Table 3
Algorithm of the attribution model of the Study Group of the Italian Society of Rheumatology.
Score
Item 1. Time of the onset of NP event with respect to SLE clinical onset
o Before (>6 months before SLE onset) 0
o Concomitant (within 6 months of SLE onset) 3

o After (>6 months after SLE onset) 2
Item 2. Minor or not specific NP events as defined by Ainiala et al. [10]

o Present (i.e. minor or common NP events as proposed by Ainiala et al. [10])* 0
o Absent (i.e. NP events other than those proposed by Ainiala et al. [10])? 3
336 NW kb nA(bo'g o Item 3". Confounding factors or not SLE-related associations as defined by the ACR glossary |8]
o None or not applicable 2
s o Present (one confounding factor) 1
242 NW £kd nkwcstc o Present (more than one confounding factor) 0
, Item 4°. Additional (or favouring) factors
* 136 10Tl'.aenq NW2EA o None or not applicable 0
! Present (one additional or favouring factor) 1
° o
106 20T[ael']q o Present (more than one additional or favouring factor) 2
'OAeg oL ekbNAwoELg EAdoooveG \ Meilovec
a) b) <)

EvaicBnoia yia Eldotnta yia

i NWIEA* NWIEA*
i | 3 Skop 26 88% 69%
W Zkop 27 82% 83%
e o | \ J L ZIkop 28 43% 93%
V 1 - Specificity l 1 - Specificity a . 1 -‘Sucof(n‘v N -
AUC 0.862 0.731 0.893 * To “gold standard” ftav n yvwun twv edtkwv

Fanouriakis A, et al. Clin Exp Rheumatol 2016;34:910-917; Bortoluzzi A, Fanouriakis A, et al. BMJ Open 2017;7:e015546



2.

Etvat NWZEA;
Kamnoleg mpakTikEG odnyiec

[ote éekivnoe n Yuytatpikn ekdbnAwon;

—  Av &ekivnoe €tn pLv tn dtayvwon tou ZEA, n mBavotnta anodoonc
QTTOMOKPUVETOL

[Mooo coBapn eivatl n ekbnAwon;

—  'Hreg ekbnAwoelg mBavotepo va pn oxetilovtal Ye Tn vOoo
JOPELC CUVUTTAPYOVTEC N EKAUTIKOL TP AYOVTEC,

—  Xpnon ¢appakwv/ovcilwv

—  MpoBANHATIKO KOWWVLKO/OLKOYEVELOKO TtEPLBAANoOV (KatabAupn)
[EVIKEUUEVN EVEPYOTNTA VOOOU;,

lMaGoAoyikn MRI;

AvtipwopoAunidika avtiowuarto (aPL);



2019 update of the EULAR recommendations for the
management of systemic lupus erythematosus

Antonis Fanouriakis,” ' Myrto Kostopoulou,zAIessia Alunno,” * Martin Aringer,4
Ingeborg Bajema,” John N Boletis, 5 Ricard Cervera,” Andrea Doria,” ®

Caroline Gordon,® Marcello Govoni, ' Frédéric Houssiau,"' David Jayne,
Marios Kouloumas,® Annegret Kuhn," Janni L Larsen, " Kirsten Lerstram, "®
Gabriella Moroni,'” Marta Mosca,'® Matthias Schneider, Josef S Smolen,?
Elisabet Svenungsson,”' Vladimir Tesar,” Angela Tincani,> Anne Troldborg,?*

Ronald van Vollenhoven,” Jérg Wenzel,*® George Bertsias,”” Dimitrios T Boumpas"**%°

3.2 Neuropsychiatric disease

Recommendation LoE | GoR | LoA

3.2.1 Attribution to SLE - as opposed to non-SLE - related
neuropsychiatric manifestations, can be facilitated by neuroimaging,
investigation of cerebrospinal fluid, consideration of risk factors [type
and timing of the manifestation in relation to the onset of lupus, patient
age, non-neurological lupus activity, presence of antiphospholipid
antibodies (aPL)] and exclusion of confounding factors.

2b C |9.65

3.2.2 Treatment of SLE-related neuropsychiatric disease includes
glucocorticoids/immunosuppressive agents (CYC, RTX, AZA) for| 1b A
manifestations considered to reflect an inflammatory process 9.85

and antiplatelet/anticoagulants for atherothrombotic/aPL-related

2
manifestations. £ <

Fanouriakis A, et al. Ann Rheum Dis 2019 Mar 29. pii: annrheumdis-2019-215089.



Cyclophosphamide use in NPSLE

Psychosis
Polyneuropathy

Stroke

Seizures
Cranialtheuropathy
Transversenyelitis
Mononeuritis@multiplex
Aseptic@neningitis
Headache

Mood@isorder

Cognitive@ysfunction

* CYCadministered as IV pulses

* Median 8 pulses (7.2 g)

* Follow-up: median 46.5 months
* AZA for maintenance (66%)

254

46.0%

Completelesponse Partial@esponse Stable Worsening

Fanouriakis A, et al. Lupus. 2016; 25: 627-36



Possible NPSLE

AAyopLOOC MpooEyylong acBevoug
’ Exclude non-SLE related causes
Me ZEA ko NW ekbnAwon Infections (CSF, MRI with gadolinium), metabolic

disturbances (blood chemistry), drug adverse effects

Favoring factors for primary NPSLE
* Generalized disease activity
« Previous major NPSLE
* (+) APAs
« Abnormal CNS imaging
« Abnormal CSF

y A 4

Primary NPSLE likely Secondary NPSLE likely

h 4
Presumed immune-mediated Presumed thrombotic Treat accordingly
(eg. myelopathy, psychosis, ACS) |

. .

aPL (+) aPL ()
GC + IS drugs Anticoagulants Antiplatelets
+ + +
Adjunct therapy

Antidepressants, antipsychotics, anticonvulsants, anxiolytics

Fanouriakis A, Bertsias G & Boumpas D. Management of systemic lupus erythematosus.
Kelley’s & Firestein’s Textbook of Rheumatology, 11t Edition (in preparation)



Nepintwon 2

? 21 etwv, NBomolo¢ - YopeuTpLla
Mntepa kot adbepdpn pe MS — 1" Beia: OAvatoc oo eMUTAOKES 2ENA

2015: Atayvwon “opo(-) PA” (* + eéavinua)
— HCQ + GC yia 6 prveg — Atakomnn Aoyw Udeong
— ANA ntoAAakig (-)

08/2016: ApBpalylec Kal YanAn TIUPETLKN Kivnon

— MovobBeparneia pe GC

1n extipnon 10/2016: Hmia apBpitida — Mn €166 epuOnua napswwv, TKE, CRP (-)

.........................................................................................................................

ktipnon — Npoypappatiopog-Oepaneia:

Mcwaw ........ URI66TTELR. ... u(’(D’SLG-\\uz ......... e B . ceeciie A A G
L aaaae ol 0 WO ot = U ) DO SOl B SRS 3 1
.......... W ko £ Booiofd o e e R
i ey b FE ol q*%"kp\d—v—“g ....................................................................
TAVEREYXOG: . or o B \keos...... 12



Mepintwon 2

PMHXx: Movnpnc kpion «E» (cuvBetn
€0TLOKA) , LAAAOV ATILA XWPLg avaykn ANYNng
TX

e 2017-2018: MNeplotaclakd eEAPOELC UE
OEKATIKA TTUPETLKA Kivnon Ko apBOpalyieg
* TxpuelIM GC

« 07-08/2019

* AEKATLKN TUPETLKN Kivnon
* ApBpalyiec Evtovec

e E&avOnuo mpoowrou

* 'Evtovn kOmwon

MRI eykepalrov (2018): 2 OTIKTEG
gotiec avénuévou onpatog AE kat AP

, Bpeyuatoiviaka
* Kploeig «E» x4

* Enewoodia veupadyiag tptdupov (ER x 2)



Nepintwon 3
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Nepintwon 3

02/2018 07/2019

ReY. ¢ Pem: MR
NG Bludydat: 6
™~ "\Ezl.n',' Ime:

» A

P

=

Eivai JEA; Eivat MS; Eivat kot ta SUo;



Patient presenting with demyelinating syndrome:
Is it NPSLE or an overlap of two diseases (SLE and MS)?

1. Clinical and MRI findings are often indistinguishable, even for an experienced

neuroradiologist
2. Intrathecal IgG production is not pathognomonic for MS
3. Currently, only long follow-up (years) can answer this question

* Significance: Therapeutic choices are different between SLE and MS (MS-specific Tx)

* Some therapies (eg. IFN-based regimens) may carry a risk for SLE exacerbation/flare

Patient in no man’s land




MRI yopaktnplotika yo AA
Ayyelaknc BAABNC vs. MoAAatAng okAnpuvong

— Katavoun kot oxnpa BAapwv

— NpooBoAn:
MePLKOLALOKEG EOTLEC
U-fibers
OnicBlog BoBpo¢
MeooAoBLo

MpooBoAn vwrtiaiov pveAou

— Zuvoba svpnpata:
MKPOQLUOPPAYLEC

AYVELAKEC EKTOOLEG OTEVWOELG ...



Katavoun eotiwv

MNoapokotAtaKkd

Small-vessel disease

Slide M. Papathanasiou



CTD ko anopveAivwon — NN Attikov

5 (8%)
AplOpoG acOesvwv m
ruvaikeg Tpéxouoa nAikia, Léon 33 £t
AVSpEC HAwia 1n¢ veupoloylkng ekdnAwong, HEon 26.5 €1n
54 HAkia Stayvwong voorpuatog cuvoetikou Lotou  30.5 €tn
(92%)
| 4 ’
KAWLKEG eEkKONAWOELG
ApBpitida 50 (84.7 %)
AloBnTIKEG SLaTapayEg 39 (66.1%) ANA 41 (69.5%)
E€avOnua 40 (67.8%)
) Nupaudikn cuvdpopr 29 (49.1%) anti-PL 10 (16.9%)
QOwtogualodnoia 30 (50.8 %)
Omtikr) veupitiba 15 (25.4%) J c3/ca 9(15.3 %)
EpuBnua xpuoaAAidag 21 (35.6 %)
ZMACTIKA TOPANAPESN 9 (15.6%) anti-SSA 7 (11.9%)
Raynaud’s 17 (28.8 %)
Arwria 8 (13.6%) anti-SSB 3 (5.0%)
A\wrekia 17 (28.8 %)
Znpeio Lhermitte 4 (6.8%) anti-dsDNA 3 (5.0%)
‘EAKN BAgvvoyovwv 12 (20.3 %)
_ Muelitida 1(1.7%) anti-U1RNP 2 (3.9%)
Sicca 11 (18.6 %)
, U1RNP 2
Neukomevia 8(13.6 %)
Mupetog 6 (10.2 %)
AlK'tuwtr'] ne)\'uvaon 6 (10.2 %) 7 “If it’s not multip.le sclerosis, look for a connective tissue disease”: Atypical demyelinating disorders v}:%
vi¥ referred to a tertiary rheumatology centre 4
OpouBOHGVia 2 (39%) :Z;‘:l’;;stlmer Erden’, f ja Katsimbri', Dimitrios éx::::l.s < o Destasi TRl AP tsmnish Dimita RS, F 58S
Opoyovitisa 1(1.7%) e Ay oo o ok s

Fanouriakis A, et al. EULAR 2017 abstract kot [N «Attikov», adnuocisuta Sedopéva



TeMKEC SLAYVWOELG

ZUvoAo acBevwv: 59

/\

Y
28 (47.4%)

®

®MS = EmkdAvyn MS/uCTD = ErukdAvyn MS/SLE

[ No MS ]
31 (52.6)

|

® uCTD pe anopueAivwon

= ASLayvwota

= JEA pe anopvelivwon (oxL MS)

= uCTD pe LEHOVWHEVO KAWVIKO oUvSpopo (CIS)
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O acBeveic TnC LotopilaC HOC...

Nepintwon #1 Nepintwon #2 Nepintwon #3
IV pe@uAnpedvilolovn + IV * MOVO CUUMTWHATLKA * Twtnv wpa, «KNWIEA»
CYC (7 unviaieg woelg) aywyn  MNpog ONM kat MRI

, , * Auotnpog €Aeyxoqg AMZ2Z kal OM2Z2

ANOTEPLOOAN + Aagenaun TaPOASOCLAKDY + Qoelg IV-MP 500 x 2 Kot

o  Behe AP OYOVIWV PO GC

Eof”aum BeAriwan KapSlayyelakoU

2uvtnpnon pe AZA KWWSOVOU

6 pveg petd — Eviovo * AZA 2mg/Kg

ouvaLoOnuaTLko stress

Grand mal seizure pe * Inpavukn BeAtiwon,

eruAnmTikopopdo HErN OXL OHWG TTANPNG

Enavayopriynon CYC + avrtt-
IIE)I avwvr’]



Elpat oAU TIoAU KaAUTEPa ato TPV aAAd oxL akopa 100% KaAg,
Ta Sekata TENOG, HoOVo £wg 37.2 kamola Bpddia.

Eixa duo dopEg vevpaldyia oto Tpidupo peoca otnv efdouada
kat ipea Neurontin-Lonarid aAAd &gv sixav dlaitepo
ATOTEAEC AL

To mpwi akoua Svokappia TOAD kKat TIovo SAXTUAA-KaPTIOl-
odLa. (40+AemTd)

AMA nUIKpavieg, ETUANTITIKES Kpioelg, TaAASEeG, Kal 0 TIOVOG
OTO oAayOVL KAl TO VEVIKO UTIEPSEUA OTNV OMALa Kal 1] EAAEWN
OUYKEVTPWONGS £duyav teAeing!

Emtiong kaBoAou s€avBrjuata, ctapdtnoav va epTouy ta
MAAALA Kal Kolpdpatl GuoloAoyIKA XWEIC va elpal KOLPACUEVN
OAnN pEpPQl

Nepintwon #3

Ma tnv wpa, «<NWIEA»

NMpog ONTI kot MRI
AMZ2 koL OM2Z

Qoelc IV-MP 500 x 2 kot
PO GC

AZA 2 mg/Kg

YnUavTLkn BeAtiwon,
OXL OpWG TTARPNG



Zupnepacpota — Mpaktika pnvopata yia tov NWIEA

Anapaitntn n dlenotnuovikn tpooeyylon (multidisciplinary approach)

2NUAVTLKA N ToPOoUCLa YEVIKEUUEVNG EVEPYOTNTA TOU VOO LATOG

— EE4vOnua, apBpitda, AN TKE, W C3/C4

MRI kot Aouteg SLayvVwOoTIKEG EEETAOELG: 2UVABWCE oCUVNYOPNTLKH, OTIAVLOL
SLayvwoTIKN

AudiBoAec epUTTWOELG: OgPATEVUTIKO trial pe kopTiKoELdN

YEA/Antopuelivwon/MS: Eviote (moAu) SUokoAn n AA — AcBeveic pe
oTolxeia Kal amo ta 2 voonuata



