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O&ePATTEUTIKN A@AIPECN OTN VEUPOAOYvia

* MAaocuaaipeon
* EKAEKTIK AVOOCOTTPOCPOPNON

Nla veupoAoyika voonuata
N'vwoTAG N TIBavA¢ autodvoong AITIOAoYiag
« Ogpatreia 1S ypappng
« Ogpatreia 2" yPAMMAG

 MovoOepartreia (€ HOVOQACIKA VOOT)HATO)
* 2UVOUNOHNOG ME AVOOOKATAOTOAN (O€ XpOVIO VOOHMATA)



AuTOoAdvoOoa VEUPOAOYIKA VOOMATO
OTTOoU £PAPMOCETAI N OEPATTEUTIKN Q@AIpEDT

 Movo@aoikd VEUPOAOYIKA VOO HATO

— O&cia roAuppifoveupiTida (o. Guillain-Barré — acute inflammatory
demyelinating polyneuritis — AIDP)
« Odcigg e€ApoeIc XPOVIWYV VOO NHATWYV

— Xpovia @AEYyHOVWONG ATTOMUEAIVWTIKK TTOAUVEUPITIOO
(chronic inflammatory demyelinating polyneuritis — CIDP)

— O&cia £€apon Bapeiag MuaoBévelag (MuaoBevikN Kpion)

— Bapia won MoAAaTtrAng ZkKAfRpuvong

— O1r1iIKN veupopueAiTida (NMO) kai ocuvageig Tradnoeig (NMO-spectrum)
« XpOVIEC VEUPOAOYIKEG AUTOAVOOEG TTOONOEIG

— MapaveOTTAAOUATIKEG EYKEPAAITIOES

— AUTOAVOOEG EYKEPOAAITIOES



O¢eia TToAUppIlOVEUPITION
(0. Guillain-Barre)

(Zuxvd) PeTaAOINWOEG VOO A

AvioUuoa XoAapn TETPATTAPEON

NMpooBoAn Kpaviakwyv culuylwv

NMpooBoAn auTOVOUOU VEUPIKOU OUCTAMOTOG
NMNapaAAayég TG vooou

« Aldyvwon
— ENY: AeUKWMATO-KUTTAPIKOG DIXAOHOG
— NOE: peiwpéveg TaXUTNTEG AYWYNAG, HTTAOK AyWYIHOTNTAG

— (evOexOMEVWG): AVIXVEUCT QUTOOVTICWHATWY EVAVTI
YayyAiocidwyv ) avTiIowPATwYV £vavTti campylobacter jejuni



2. Guillain-Barré

Guillain-Barré syndrome subitypes

Acute inflammatory Acute motor axonal nevropatiy Marmal motaor nerve

Or-acute motor ; nd 52N ¥

axonal mevropathy (axonal)




AUTOOQVTICWMOATA EVAVTI YOYYAIOOGIOWV:
NMNapaAAayécg Tou o. Guillain-Barre

Subtypes/Varianis lgG antibodies against
Acute inflammatory demyelinating None
polyradiculoneuropathy (AIDP)
Acute motor axonal neuropathy (AMAN)  GM1 and GD1a
Acute motor and sensory axonal GM1 and GD1a
neurapathy (AMSAN)
Acute motor conduction block neuropathy GM1 and GD1a
Pharyngeal-cervical-brachial (PCB) variantGT1a (less frequently
with GQ1b and GD1a)
Miller Fisher syndrome (MFS) GO1b and GT1a
Acute ataxic neuropathy (without GQ1b and GT1a
ophthalmoplegia)

Pure sensory ataxic variant GD1b (less frequently
with GQ1b and GT1a)

Bickerstaff brainsterm encephalitis (BBE) GQ1b and GT1a

lgG = Immunoglobulin gamma




KAipaka Hughes (GBS-disability score)

ACUNTTTWMATIKOG

EAGXIOCTO CUUTTTWHATA, TTARPWG TTEPITTATNTIKOG
AuTtovopuo Badiocua > 5 |, avikavog yia Epyacia
Badiopa utroBaoctalouevo, < S5 U

Aduvapia opBooTaciag

AVOTTVEUOTIKN OVETTAPKEIA

Oavarog

o 0 A WODN = O




2. Guillain-Barré

Antecedent
Event

Progressive Recovery phase

pariod
Plateau

period




2. Guillain-Barreé: O¢paTtreia

« 'Evdsign Oepatreiag: > oradio 2 katra Hughes

* NMAaocpagaipeon (~ 5 ocuvedpieg o€ TTAPHUEPO OXAMA)
* IVIG 2g/kg BW/5 pépeg

* Mapopuola atroTeAEoHATAO TWV OUO BepaTTeiwyY
* O cuvdUAOHOGS OUG OeV BEATIWVEI TA BEPATTEUTIKA ATTOTEAEOHATA

o 2TEPOEION: AVATTOTEAEOHATIKA
 Movo@aoiko voonua: dev xpelaletal AAAn Oepartreia



Xpovia gAEYyHOVWONG ATTOMUEAIVWTIKA
mToAuveupiTida - CIDP

« Xpovio (> 2 uNAVEG) VOO NHO ME ECAPOEIG-UPETEIG

o JUMMETPIKEG XOAAPEG TTOPETEIG

o JUMMETPIKEG DlaTapaXEC AIoONTIKOTNTAG (TTOVOI, AIMWOIEG)
« XQPIZ TTpoo oA KPAVIOKWY CUUYIWYV

« XQPIZ TpooOAR} AUTOVOMOU VEUPIKOU CUCTHHATOG

* MapaAAayég TG vooou

« Aldyvwon
— ENY: AeUKWMATO-KUTTAPIKOG DIXAOHOG
— NOE: peiwpéveg TaxUTNTEG AYWYNAG, HTTAOK AYyWYIHOTNTAG




CIDP: Bepatreia

« 21epoe1dn (1 mg/kg BW/d yia ~15 pépeg, apyn peiwon d6ong)

« 2g amroTu)ia oteposidwyv: Evapén Bepartreioag pe
— MAaopagaipeon ( ~ 5 cuvedpieg o€ TTAPHEPO OXAMA) N
— IVIG 2g/kg BW/5 pépeg

* Ogpatreia OIAPKEING:
— EtravaAnyn IVIG 0,4g/kg BW/epaTtrag pia gopa 1o uRva
— AvoookaTtaoToAn (alaBgloTrpivn K.a.)




Bapegia pjuaoBeveia — puaocBevikn Kpion

 AutOodvooo voonua
* MpooBoAn veupouUIKAG ocuvayng
* Avtiowpata EévavTti uttodoxéwv AChE, MuSK k.a.

 O@POOAMIKA HUOOCOEVEIO
e [eviIKEUPEVN HUOOCOEVEIO

* AIOKUMAVOEIC MUTKAG OOUVAMIOG KATA TN OIAPKEIA NUEPAG

« ESApoEIC PE KPIOIUN ETTIOEIVWOT APECEWYV Kl
OVOTTVEUOTIKI) OVETTAPKEIO (MUACOEVIKE Kpion)




Bapeia puacOsvela: BepaTreia

Baoikny Ogpatreia

* AvTaywvioTéG XoAlveoTepdaons (Mestinon®)
o 2TEPOEION

« AvoookataoToAn (1r.X. alaBgioTrpivn)

MuaocOevikn Kpion

* NMAaocpagaipeon ( ~ 5 ouvedpieg o€ TTAPNMEPO OXAMA)
* IVIG 2g/kg BW/5 pépeg

* Ymootnpign CWTIKwvV Asitoupyiwyv o MEO




[MoAAaTTAR ZKAnpuUvon

 AutOodvooo voonua |
¢« AYVWOTA OUTOAVTICWMATO L

* Qoeig — upeoelg — oTadlakn
EYKATACTAON HOVIMNG aVATTNPIOG -

* A1TO I.‘ U SA | V(A)O' I‘| ((A)O'SI g) | Secondary - Progressive multiple sclerosis

* EK@UAION aiOVWYV KAl VEUPWVWV
(MOVINN avaTTnpia — aTtpo@ia
EYKEPAAOU)

Prima ry - Pr{}g ressive mu Itiple sclerasis

Anti-inflammatory Meuroprotective
therapies theraples

P

Increasing Disability

 S—
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MN: ogciec ka1 xpoviec BAARES

MMsar L

Month 12 Manth 18

O&cia pAeypovi Xpovia BAaBNn (atpo@ia)
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Qon NMoAAatTAng 2ZKARnpUvoNng

Oepartreia ogeiag wong

* Solu-Medrol® 1000 mg i.v./ d / 5-7 pépeg

e 2& TTEPITITWON ATTOTUXIOG
— MAaopagaipeon (~ 5 cuvedpieg o€ TTAPHHEPO OXAMA)
— IVIG 2g/kg BW/5 pépeg




AAAEC ATTOMUEAIVWTIKEG TTOBNOEIG:
OTTTIK VEUPOMUEAITIOX

* Neuromyelitis optica (NMO)
2UMTTTWHATO

— OTTIKA VeEUpITIOO +

— Eykdapoia JUeAITIOA (EKTETAMEVN)
Artia

— Avticwpuata EévavTi utTtodoxéa AQP-4 (aoTpokUTTAPO)

— Avticwpuata évavti MOG (oAlyodevOopoKUTTAPAQ)
Paocpa TnG oTrTIKNG VEUPOMUEAITIOOS (NMO-spectrum)

— MapaAAayég TnG vooou

— OpoapvnTtikil NMO




|[Race/ethnicity

NMO vs. MS

|Gender

Attack severity

Attack residua

[Brain MRI

Spinal cord MRI

ICSF cell count and differential

[CSF immunoglobulin

NMO-lgG

Non-white ancestry

Predilection for women (80% in NMO versus
65% of MS)

More severe than MS

Greater residual impairment than MS attacks

Normal or nonspecific
Hypothalamic lesions

T2-weighted lesion >3 vertebral segments

>50x10° WBCI/L; neutrophil predominance

lgG index nl; absent oligoclonal bands

Seropositive

++

++

++

++++

++++

+4+++




OTTTIKN VEUPOMUEAITION: OgpaTreia

Solu-Medrol® 1000 mg i.v./ d / 5-7 pépeg, peTd
Prednisone 1mg/kg BW/d

2 & TTEPITITWOT ATTOTUXIAG:

NMAaopyapaipeon (~ 5 cuvedpieg o€ TTAPAMEPO OXNHO)
AvoookaTtaoToAn (1r.X. alaBgioTrpivn, rituximab)




AUTOAVOOEC KOI TTOPAVEOTTAOOMATIKES
EYKEQOAAITIOEG

Neogp@avi(OpEVA EOTIOKA VEUPOAOYIKA onMUEia
Neogp@avi(OpeEva YUXIATPIKA CUUTTTWHATO
Neogpu@aviCONEVES ETTIANTTITIKES KPIOEIG

Apyn €EEAIEN PE OIOKUUAVOEIG

EpyaoTtnplaka
— MRI cupBati pe eyke@aAiTida
— ENY peg mTAgIoKUTTApWON
— AvixXveuon €I10IKWV OQUTOAVTIOWHATWY € 0pO f/kal ENY
— ATTOKAEIGNOG AAANG (TT.X. AoIJwdOoUG) aiTIoOAoyiag




AUuTOAVOOEC EYKEPAITIOES
(MeTOaIXMIOKR EYKEQOAAITION)

"%




AuTOoAVvOoOEeC EYKEPAAITIOEG: BepaTTEia

Clinical, neuroimagin i
; ging, | Exclusion of other

serum and CSF evaluation disorders*

-~ ~

Antibodies to intraneuronal Antibodies to cell surface/
proteins synaptic proteins

1 1

Onconeuronal antibodies NMDAR, AMPAR, GABA(B), GIyR,
(Hu, Ma2, CRMP5, amphyphisin) Caspr2, LGI1, unknown antigens**

1 1

Oncologic treatment + Corticosteroids, 1VIg, plasma exchange +
T-cell suppressiont tumor removal if present

Response / \ No responsel

Tumor surveillance, chronic Rituximab,
immunosuppressiontt cyclophosphamide




OepATTEUTIKN aQaAipEoN
O& VEUPOAOYIKA VOO UOTO

o ATTOTEAECHATIKA OepaTtreia TTPWTNG YPOAMMNAG
— 2. Guillain-Barreé
— MUaOOevIKA Kpion

 AmroTteAeoHaTIKN BepaTreia OeUTEPNG YPAMMNG
— AvOekTIKEG Woelg MoAAaTTANG ZKARpPUVONG
— AvOekTIKEG Woelig NMO — NMOSD

* «KAVOOUOMEVEC» EVOEILEIC
— AUTOAVOOEC EYKEPAAITIOEG
—MoapaveoTTAACHATIKEG EYKEPAAITIOEG




OePATTEUTIKN OPAIPEON OE VEUPOAOYIKA
VOONMATO — AVOIXTA {NTAMOTA

 M£Bodo¢
—MAaouya@aipeon N EKAEKTIKA avoooTTpoopo®non ;
— Aldpkela Oepatreiag / apiOPoOg ocuvedpiwy ;

* AlIQYVWOTIKA KEVA:

— ATTOTEAECHATIKOTNTA OTIG TTIO OTTAVIEG OUTOAVOOEG
VEUPOAOYIKEG TTOONOEIG ;




Ag OEAW TiITTOTE AAAO TTOPA VO MIAROW ATTAQ,
va Jou 000¢gi eTouTn N XAapn.

KI €ival KAIPOS va TTOUME TA AIlyOOTA HaG Adyia
YiaTi N Yuxn MOg auplo KAVEI TTAVIA.
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