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Rezumat

Introducere. Poliradiculoneuropatia inflamatorie acutd demielenizanti (PIAD) constituie cea mai frecventd cauzd a paraliziei flasce in lume si este una
din urgentele majore neurologice. Incidenta acestei maladii in diferite iri variazi de la 0,89-1,89 cazuri/100.000 persoane pe an. Jn cele mai multe cazuri
PIAD este declansati de un proces infectios viral sau bacterian.

Encefalomielita acuti diseminati (EMAD) este o patologie demiclenizanti inflamatorie nonvasculard a sistemului nervos central caracterizatd prin semne
si simptome neurologice difuze. Incidenta anuali este de 1,5-3/100.000 persoane. EMAD debuteazi de obicei dupi o maladie febrild sau dupi imunizare.

Scopul: particularititile de diagnostic si de diagnostic diferential dintre PIAD si EMAD pornind de la 2 cazuri clinice.

Material si metode: au fost studiate 2 cazuri clinice: 1 copil (de 3,5 ani) cu PIAD si 1 copil (cu virsta de 5 ani) cu EMAD. Examenul clinic i neurologic
a fost completat cu investigatii paraclinice ce au inclus: examenul LCR, examen imunologic, ENMG, RMN cerebral si medulari.

Rezultate. In primul caz pacientul a fost internat in clinica de neurologie pentru deficit motor, durer si deregliri de sensibilitate in membrele superioare
si cele inferioare, asimetrie faciald, tulburdri de echilibru si de convergents, iritabilitate. Manifestirile clinice au debutat in urmi cu citeva zile la nivelul
membrelor inferioare. Simptomele s-au agravat progresiv pini la deficit motor si implicarea membrelor superioare. Examenul neurologic a relevat tulbu-
riri de convergentd, semne de afectare a nervului facial tip periferic, tetraparezd, imposibilitatea de a merge si mentine ortostatismul, hipotonie axiald si
ROT abolite. La investigatiile paraclinice s-au remarcat: punctie lombard (LCR: disociatie albumino-citologicd), ENMG (deregliri de velocitate si con-
ductibilitate a transmiterii impulsului nervos: prelungirea timpului de conductie al stimulului, semne de afectare motorie multipl), RMN cerebrali (firi
modificiri patologice), teste serologice pentru Borrelia (negative). Diagnosticul stabilit a fost poliradicuoneuropatiea inflamatorie acuti demielenizanti,
forma Miller-Fisher. Tratamentul: cure repetate de plamaferezi. Evolutia a fost favorabili cu deficit motor de grad usor.

In al TI-lea caz este vorba de o fetitd, care s-a prezentat cu cefalee, febrd, sindrom algic la nivelul muschilor membrelor inferioare si membrul superior
drept, incapacitate de a se deplasa si a sta in sezut, apatie. Examenul neurologic a relevat stare de somnolent3, lentoare in vorbire, hipotonie axiald si in
mugchii membrelor D<§, ROT diminuate D<S. Investigatiile paraclinice: ENMG (fird particularititi), RMN cerebral si medular a prezentat modificiri
difuze intramedulare cu caracter tumefactiv cu implicarea subtotald a cornului medular (in plan cranio-caudal, mai accentuat la nivelul C3-Th2), cu mul-
tiple focare difuze demielenizante intracerebrale supra si infratentoriale. Diagnosticul confirmat: Encefalomieliti diseminatd, evolutie acutd (faza de soc
medular), forma cerebro-spinald. S-a administrat corticoterapie, tratament simptomatic. Evolutie favorabild cu restabilire partiali a functiilor motorii peste
3-4 siptimini de la debutul bolii.

Concluzii. Paraliziile acute flasce imbraci mai multe patologii, diagnosticul cirora este unul dificil, gratie manifestirilor clinice apropiate. In studiul pre-
zent am precizat ¢i PIAD se caracterizeazi prin paralizie flascd simetricd si ascendentd, iar in ADEM - paralizie asimetrici. Confirmarea diagnosticului
necesitd efectuarea investigatiilor suplimentare imunologice, neurofiziologice, neuroimagistice etc. Abordarea terapeutici corectd a permis recuperarea
pacientilor.

Cuvinte cheie: polineuropatia inflamatorie acuti demielinizant, encefalomiclita acuti diseminatd

Summary

Background.. Acute inflammatory demyelinating polyneuropathy (AIDP) is the most common cause of flaccid paralysis in the world and is one of the
major neurological emergencies. The incidence of this disease in different countries varies from 0.89 to 1.89 per year cases/100.000. Usually, AIDP is
triggered by a viral or bacterial infectious process.

Acute disseminated encephalomyelitis (ADEM) is a nonvascular inflammatory demyelinating pathology of the central nervous system characterized by
diffuse neurologic signs and symptoms. The annual incidence is 1.5-3 / 100.000. ADEM usually starts after a febrile illness or after immunization.

Aim: to describe the diagnostic features and the differential diagnosis of AIDP and ADEM based on two clinical cases.
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Material and methods: two clinical cases were studied: a child (3.5 years) with AIDP and a child (age 5 years) with ADEM. Clinical and neurological
examination was supplemented by laboratory investigations that included: CSF examination, immunological assessment, ENMG, brain and spinal MRI.

Results. In the first case the patient was admitted to the clinic of neurology with motor deficit, pain and sensitivity disorders in the upper and lower
limbs, facial asymmetry, convergency disturbance, balance disorder, irritability. Clinical manifestations have started in the upper limbs a few days before.
The symptoms progressively worsened until the motor deficit of upper limb was installed. The neurological examination revealed convergence disturbance,
signs of peripheral facial palsy, tetraparesis, impossibility of walking and maintaining orthostatic position, axial hypotonia and absence of deep tendon
reflexes. The laboratory investigations noted: lumbar puncture (CSF: albuminocytologic dissociation), ENMG (disorders of conduction velocity and nerve
transmission: prolongation of conduction of the stimulus, multiple motor signs of damage), brain MRI (without pathological changes), serological tests
for Borrelia (negative). It was established the diagnosis: acute inflammatory demyelinating polyradiculoneuropathy syndrome, Miller- Fisher form. Treat-
ment: plasmapheresis . The evolution was favorable with mild motor deficit.

The next case is a young girl who presented headache, fever, severe pain in muscles of the lower limbs and right upper limb, inability to walk and sit,
apathy. The neurological examination revealed drowsiness, speech slowness, axial and limb muscles hypotonia D < S , decrease of deep tendon reflexes D
< §.The laboratory investigations : ENMG (without modifications), brain and spinal MRI showed diffuse medullar changes with local swelling of spinal
horn (more pronounced in the C3 - Th2 ) and multiple diffuse demyelinating supra and infratentorial intracerebral foci. The established diagnosis: acute
disseminated encephalomyelitis, cerebrospinal form (spinal shock phase). It was administered corticosteroids, symptomatic treatment. The patient had a
favorable outcome with partial recovery of motor function during 3-4 weeks after onset.

Conclusions. Several pathologies take acute flaccid paralysis, which is difficult to diagnosis, because of clinical manifestations. In the present study we
noted that AIDP is characterized by symmetrical and ascending flaccid paralysis, and ADEM - asymmetric paralysis. The confirmation of the diagnosis
requires requires more investigations (neurophysiological, neuroimaging, etc.). A correct therapeutically approach supported the patient to recover.

Keywords: acute inflammatory demyelinating polyneuropathy, acute disseminated encephalomyelitis

Introducere

Introducere. Poliradiculoneuropatia inflamatorie
acuti demielenizanti (PIAD) sau sindromul Guilli-
an Barre (SGB) constituie cea mai frecventi cauzi a
paraliziei flasce in lume si este una dintre urgentele
majore neurologice. Incidenta acestei maladii, in dife-
rite tiri, variazd de la 1-3 cazuri/100.000 persoane pe
an. De cele mai multe ori este declansatd de un pro-
ces infectios viral sau bacterian. Anticorpii indreptati
impotriva gangliozidelor aflate in structura microor-
ganismelor pot determina reactii incrucisate cu gan-
gliozidele din structura mielinei si a fibrelor nervoase,
forménd autoanticorpi. Acestia vor duce la distruge-
rea autoimund a mielinei cu blocarea conducerii im-
pulsului nervos, care va dezvolta paralizii si areflexii
osteotendinoase.

Scopul studiului: studierea aspectelor clinice,
electrofiziologice, neuroimagistice si imunologice de
afectare a sistemului nervos la copiii cu PIAD prin
prizma cazurilor clinice intalnite in clinica de neu-
rologie a Institutului Mamei si Copilului, Chisiniu.

Obiectivele studiului:

1. Evaluarea particularititilor clinice ale PIAD in
baza examenului clinic.

2. Evaluarea particularititilor electrofiziologice si

neuroimagistice in baza cercetirilor instrumentale.

3. Studierea influentei tratamentului imunomodu-
lator asupra evolutiei PIAD.

Material si metode: pe parcursul anilor 2010 —
2014 au fost investigati 23 de copii (bdieti - 13 , fete
- 10), cu vérsta cuprinsd intre 3 si 18 ani, care au pre-
zentat pareze periferice. Copiii au fost repartizati in 2
loturi: 13 copii (biieti - 7, fete - 6) cu PIAD (lot I),
10 copii (biieti - 6, fete - 4) cu alte tipuri de pareze
(lot II). Toti pacientii au beneficiat de examen clinic
general si neurologic, teste biochimice, bacteriologice,
virusologice si imunologice, punctie lombari cu exa-
menul LCR, examenul neurofiziologic (EMG) si ne-
uroimagistic (RMN cerebrald sau medulari).

Pentru realizarea scopului propus si obiectivelor
studiului a fost elaborat un chestionar de examinare
a pacientului cu polineuropatie pentru a facilita stu-
diul statistic. Fisa a inclus datele generale (date de
pasaport, antecedente personale si de boald), evalua-
rea simptomelor neuropatice pozitive si negative pre-
zentate de copil sau apartinitori, istoricul maladiei,
statusul somatic, statusul neurologic, examenul fortei
musculare conform scalei Medical Research Council
(MRC), examenele de laborator efectuate, rezultatele
cercetirilor electrofiziologice si imagistice.
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S-au studiat simptomele negative neuropatice, care
au inclus urmitoarele semne: slibiciuni in membre,
dificultati la mers, instabilitate statica si la mers. La
fel, s-au studiat si simptomele pozitive, care au inclus
urmitoarele simptome: dureri neuropate, senzatii de
amortire, furnicituri sau intepare, crampe musculare,
fasciculatii etc. Am cercetat cu prudentd primele ma-
nifestiri ale maladiei: varsta de debut a bolii, primul
simptom instalat, interrelatia cu un eventual factor
declansator (prezenta infectiilor virale acute si a celor
intestinale, prezenta infectiilor bacteriene).

Examenul statusului neurologic a fost axat pe stu-
diul aprofundat al sistemului motor si senzitiv. Am
gradat sldbiciunea musculara conform scalei extinse
MRC (tab. 1). Am apreciat forta diverselor grupe
musculare, cum sunt: muschii mimici, flexorii si ex-
tensorii gatului, membrelor superioare si celor inferi-
oare. Am considerat patologica slabiciunea la depis-
tarea asimetriei in cel putin doi muschi diferiti, cand
discrepanta era de cel putin un grad al scalei MRC.
Prezenta slabiciunii in muschii antebratelor, gambe-
lor, mainilor i picioarelor a fost considerata distala,
iar prezenta sldbiciunii proximale a fost considerata
la instalarea ei mai sus de cot si genunchi.

Tabelull. Scala MRC extinsi pentru testarea musculard manuali

Gradare Evaluarea puterii
5 Putere normali
5- | Slibiciune abia sesizabili
4+ Miscare impotriva rezistentei puternice
4 Miscare activd impotriva rezistentei moderate
4- | Miscare impotriva rezistentei ugoare
3 Miscare activi contra gravitatiei
2 Miscare activi cand gravitatia este eliminatd
1 Tremur sau schiti de contractie
0 Nici o contractie

Reflexele osteotendinoase (ROT) au fost gradate
conform scalei National Institute of Neurological Di-

sorders and Stroke (NINDS) (tab. 2).

Tabelul 2. Scala NINDS de gradare a reflexelor osteotendinoase

Gradare Réspunsul reflex
0 Absent
1 Diminuat, mai mic comparativ cu cel obisnuit,
apare de obicei numai dup sustragerea atentiei
2 Reflex mai mic decit cel obignuit
3 Reflex inviorat
4 Reflex exacerbat, include clonusurile

La fel, a fost examinata sensibilitatea superficiald
si profunda, conform tehnicilor traditionale existente
in neurologie.

Cercetdrile electrofiziologice au fost efectuate la
Institutul de Neurologie. S-a efectuat examenul de
stimulodetectie, completat cu potentiale evocate mo-
torii si examenul electromiografic.

La 19 pacienti luati in studiu a fost realizat exa-
menul imagistic prin rezonan{a magneticd nucleard. A
fost studiata prezenta, localizarea, numarul si dimen-
siunile focarelor de afectare ale substantei albe sau
prezenta altor focare patologice.

Am analizat particularitatile de evolutie a mala-
diei, eficienta tratamentului imunomodulator admi-
nistrat.

Rezultate. Din lotul de 23 copii la 13 a fost con-
firmat diagnosticul de polineuropatie demielinizanta
inflamatorie acuta (PIAD) (in baza studiului clinic si
electrofiziologic), urmatoarele forme clinice: 10 paci-
enti - neuropatie acutd motorie axonald; 2 pacienti —
neuropatie acutd motorie-sensorie axonald; 1 pacient
— sindromul Miller-Fisher, exprimat prin triada clini-
ca ataxie, areflexie si oftalmoplegie. 10 copii au fost
diagnosticati cu urmatoarele maladii: 1 — poliomielita
postvaccinald; 2 — encefalit; 2 — tumori medulare; 2
—encefalomielitd acuta infectioasd (EMAD); 1 —neu-
ropatie medicamentoasd; 1 — ocluzia arterei bazilare;
1 — intoxicatie acuta cu substante toxice.

{n urma analizei istoricului maladiei s-au remarcat
antecedente la majoritatea pacientilor. La 10 pacienti
a fost mentionata o infectie acutd a cdilor respirato-
rii, suportatd cu 2-3 saptamani inainte de instalarea
manifestdrilor neurologice propriu zise. 3 pacienti au
suferit de o stare febrild asociatd cu manifestdri gas-
trointestinale, inclusiv diaree. In urma evaludrii clini-
ce a copiilor din lotul I s-au constatat urmatoarele: 13
copii au avut debut post-infectios, precedat de simp-
tome ale cdilor respiratorii (10) sau gastroenterita (3).

Instalarea neuropatiei a fost precedatd de urmatoa-
rele infectii: 3 — CMV, 2 — Epstein-Barr, 3 — virus-
herpetic, 2 — varicelo-zoosterian, 2 — Campilobacter
jejuni, 1 — Mycoplasma penumoniae. Manifestari-
le clinice intdlnite la acesti copii au fost: slabiciune
proximald in membre — 92,3%; dificultati la mers —
100%, parestezii — 74%, instabilitate — 56%, cram-
pe — 15,2%, sldbiciunea muschilor mimici — 7,6%,
dereglari sfincteriene — 7,6%, pareza faciald — 7,6%;
diplopie — 7,6%, simptome senzorii — 81%; dureri
musculare — 93%; disfunctie autonoma — 68%, tre-
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mor — 7,6%, diminuarea tonusului muscular — 96%,
abolirea ROT — 100%, sindrom bulbar — 7,6%, oftal-
moplegie — 7,6%, afectarea nervului facial — 7,6%.

Diagnosticul PIAD a fost stabilit in baza criteriilor
elaborate de Asbury A K. et al. in 1978, modificate in
1990 [1] (tab. 3).

Tabelul 3. Criteriile de diagnostic ale sindromului Guillain-Barré

Nr. d/o Manifestari clinice
Manifestari necesare pentru stabilirea
diagnosticului
1 |Slibiciune progresivi in ambele maini si ambele
picioare
2 | Areflexie

Manifestiri care elocvent suporti diagnosticul

Progresie rapidi a simptomelor pini la 4 siptimani

Simetrie relativd a simptomelor si semnelor
Simptome si semne sensorii moderat exprimate

NG FOCN I NS N

Implicarea nervilor cranieni, cu predilectie slibiciune
bifaciald
5 |Recuperare care incepe la 2-4 siptimani dupd apogeul
maladiei

Disfunctie vegetativi
Absenta febrei in debutul maladiei
Majorarea concentratiei proteinelor LCR
Numirul celulelor mononucleare in LCR mai jos de
10 intr-un mm*
Manifestari care induc dubii diagnosticului
Asimetrie evidentd, persistentd in membre
Disfunctie sfincteriand persistenti

O OO [~J [

Prezenta tulburirilor sfincteriene la debut

Nivel de tulburare a sensibilititii

G| [N |

Numirul celulelor mononucleare in LCR mai mare de
50 intr-un mm’

6 | Prezenta leucocitelor polimorfonucleare in LCR
Manifestiri care exclud diagnosticul

1 |Diagnosticul unei neuropatii toxice, —porfiriei,
poliomielitei sau paraliziei isterice

Difterie recenti
3 | Sindrom pur sensor

(dupa Asbury A.K., 1978, 1990)

Diagnosticul de PIAD a fost stabilit in 4 cazuri la
debut, in 5 cazuri la 2-3 zile de la debutul bolii, in 4
cazuri — peste 7-10 zile de la debut. Maladia a evoluat
la 5 copii cu dereglari motorii grad usor, 4 — grad mo-
derat, 2 — grad sever si in 2 cazuri a survenit decesul.

La majoritatea pacientilor examinati au fost dia-
gnosticate simptome negative. Toti pacienfii au
mentionat dificultati la mers, in 12 cazuri (92,3 %)
mersul era imposibil. 12 pacienti (92,3%) au prezen-

tat slabiciuni 1n maini si picioare, 1 pacient (7,8 %)
— slabiciuni doar in muschii membrelor inferioare,
2 pacienti (15,6%) — slabiciuni in muschii mimici. 2
pacienti (15,6%) intimpinau dificultéti la mers nu nu-
mai datoritd slabiciunii, dar i instabilitatii. Dificul-
tati la respiratie a prezentat 1 copil (7,8%). 1 copil a
prezentat disfonie, dizartrie, disfagie. In 7,8% cazuri
(1 pacient) s-au constatat dereglari sfincteriene. 7,8%
cazuri (1 pacient) a prezentat tulburdri oculomotorii
si ptoza palpebrala.

Simptomele pozitive au fost prezente in 10 cazuri
(77 %). Sindromul algic a fost relatat de 2 pacienti
(15,6%) sub formd de dureri de-a lungul coloanei
vertebrale cu iradiere In maini i picioare. O senzatie
de amortire, furnicdturi, prezenta unor intepdturi in
membre au inregistrat-o 5 copii (38,5 % cazuri), in
majoritatea cazurilor initial in picioare (46,5%), apoi
si In maini (23,5%). Prezenta crampelor a fost inre-
gistratd la 2 copii (15,6%), 2 copii (15,6%) au rela-
tat fasciculatii in muschii membrelor. Diplopia a fost
prezentd la 1 copil (7,8%). La 1 copil (7,8% cazuri) au
fost prezente miscari involuntare In mugchii mainilor
— atetozice. La 1 copil (7,8 %) s-a constatat tremurul
in membre. Simptomele Inregistrate la copiii studiati
sunt expuse in tabelul 4.

Tabelul 4. Simpomele prezentate de pacientii cu PIAD

Simptome negative Pacienti Simptome Pacienti nr.,
nr., (%) pozitive (%)
Dificultitilamers | 13 (100%) |  Dureri de-a 10 (77%)
lungul coloanei
vertebrale cu
iradiere in mAini
si picioare
Mers imposibil 12 Senzatie de 5(38,5%)
(92,3%) amortire,
furnicituri,
intepdturi in
membre
Slibiciuni in maini | 12 (92,3%) Crampe 2 (15,6%)
si picioare
Slibiciuni doarin | 1(7,8%) Fasciculatii 2 (15,6%)
muschii membrelor in muschii
inferioare membrelor
Slibiciuni in muschii | 2 (15,6%) Diplopie 1(7,8%)
mimici
Dificultiti la 1(7,8%) Migciri 1(7,8%)
respiratie involuntare in
muschii minilor
- atetozice
Disfonie, dizartrie, | 1(7,8%) Tremur in 1(7,8%)
disfagie membre
Deregliri 1(7,8%)
sfincteriene
Tulburiri 1(7,8%)
oculomotorii i
ptozd palpebrali
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Astfel, copiii din lotul I de studiu au fost expusi
unui examen obiectiv evolutiv. La 10 copii (77% cazu-
ri) boala a debutat cu deregliri senzitive. 5 copii au
prezentat amortirea picioarelor, senzatii de arsuri si
intepdturi in ele. Durerile au fost prezente, cel mai
des, de-a lungul coloanei vertebrale cu iradiere in pi-
cioare si au fost inregistrate la 10 copii. In 7 cazuri
din start s-a instalat slibiciunea in picioare, in 2 cazu-
1i — slabiciunea mugchilor mimici. Evolutia maladiei
a fost monofazici in majoritatea absoluti a cazurilor
(la 13 copii). Dupi faza de progresie a manifestirilor
clinice cu durata de la cateva zile pani la 8 siptimani
urma faza de platou, apoi faza de regresiune a mani-
festirilor clinice. In 2 cazuri (15,6%) s-a determinat o
evolutie recurenti. A fost efectuat examenul nervilor
cranieni. Au fost obtinute modificiri patologice la 2
copii (15,6 % cazuri). Cel mai frecvent s-a constatat
afectarea nervului facial cu prezenta slibiciunilor in
mugchii mimici (forta musculard apreciatd cu 1 si 4
puncte). Afectarea unilaterald a muschilor mimici a
fost apreciatd la 1 copil (7,8 %). Sindromul bulbar
(disfonie, disfagie si disartrie) s-a apreciat la 1 copil
(7,8 %).La 1 copil (7,8 %) a fost prezentd insuficienta

respiratorie. Abolirea reflexului faringian sa constatat
la 1 copil (7,8%).La 1 copil (7,8 %) a fost determinati
ptoza palpebrald, iar limitarea migcirilor globilor ocu-
lari la 1 copil (7,8%).

La toti copiii a fost studiatd motricitatea. La copiii
din lotul I de studiu au fost apreciate urmitoarele mo-
dificdri: slibiciuni in membre — la 13 copii (100%),
dereglarea mersului —1la 12 copii (92,3%), tulburiri de
coordonare cu deregliri de echilibru - 2 copii (15,6%),
instabilitate in poza Romberg - 2 copii (15,6%). Sci-
derea semnificativi a fortei musculare conform scalei
MRC s-a determinat la majoritatea copiilor, diminua-
rea tonusului muscular —1a 12 copii (92,3%), absenta
sau diminuarea simetrici a ROT (reflexele achiliene
si rotuliene) — la 13 copii (100 %). Tulburiri ale sen-
sibilititii tactile au fost apreciate la toti copiii, hipo-
estezii sub formd de “ciorapi” i “minusi”. Dereglirile
vegetative au fost determinate la 9 copii (69,2 % cazu-
ri), dintre ele tahicardie —la 6 copii (46,2 %), tulburiri
sfincteriene — la 1 copil (7,8%).

La copiii din lotul I si II de studiu au fost obser-
vate urmitoarele manifestiri clinice, neurofunctionale
si imagistice, expuse in tabelul 5, 6, 7.

Tabelul 5. Rezultatele examenului neurologic la copiii luati in studiu

Lotul I Lotul IT
Manifestari PIAD EMAD Poliomielitd | Encefalita | Tumori me- | Neuropatii | Intoxicatii
clinice dulare iatrogene acute
(nr. 13) (nr. 2) (nr. 1) (nr. 2) (nr. 2) (nr. 1) (nr. 1)
Tipul Simetrica si | Asimetrica Acuta, Asimetrica Simetrica, Simetrica, Simetrica
paraliziei distala asimetrica, in distala si afecteaza
flasce zonele proxi- numai memb-
male rele
Tonusul Hipotonie Hipotonie Redus sau Hipertonie | Hipotonie in | Hipotonie | Hipotonie
muscular generalizata | asimetrica absent la asimetrica MI generalizata | generali-
membrul zata
afectat
Reflexele Total absente | Reduse/ Scazute sau | Hiperactive | Hiperactive | Scdzute spre | Scazute
osteo- absente absente asimetric | simetric la MI absente simetric
tendinoase
Sensibilitatea Dureri Pastrata Dureri Pastrata Dureri Scazutd sau Scazuta
musculare, musculare musculare, pastrata sau pas-
fasciculatii, severe, dar fasciculatii tratd
hipoanestezii fara modificari in membrele
palmare si de sensibilitate inferioare
plantare (cald-rece )
Afectarea Afectarea +/- Numai in ca- +/- - - +/-
nervilor nervilor VII, zul Tmplicarii
cranieni IX, X, XI, XII bulbului
LCR Disociatie Aspect Initial diso- | Modificari | Lipsa LCR Normal Normal
albumino-ci- | normal sau | ciatie cito-al- |nonspecifice: | sau poate fi
tologica pleiocitoza | buminoasa, | pleiocitoza, disociatie
usoard apoi disociatie | proteino- | albumin-cito-
albumino-cito- | rahie usor logica
logica crescuta
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Tabelul 6. Manifestirile electrofiziologice la copiii studiati
. Intoxicatie
Tumori me- Neuropatie acuta cu
PIAD EMAD Poliomielita Encefalita medicamen-
dulare « substante
toasa .
toxice
Viteza d? N OIld].JC.e\I:G Anormala: Normal/
nervoasa incetinita, . .. <
lezati neuronii Anormala Normal/
cresterea latentelor Normal > Normal o < Normal
L T coarnelor ante- fara valoare Anormala
distale, amplitudine . . I .
LoE rioare spinale in diagnostic
motorie scazuta
Tabelul 7. Manifestirile imagistice (RMN cerebrali +/- medulard) la copiii studiati
. Neuropatie Lo
. . Tumori medu- . Intoxicatie
SGB EMAD Poliomielita Encefalita medicamen .
lare . acuta
toasa
Focare multiple o
. . Leziuni hiperin- . .
difuze demiele- R . ) . Evidentierea
) ] tense in regimul | Evidentierea ) o
nizante intrace- . unei formatiuni
Aspect . T2-ponderat gradului de
rebrale supra si . ) de volum la - -
normal | . ) de cercetare in inflamare a ) )
infratentoriale +/- ) . nivelul coloanei
o coarnele medu- creierului
modificari difuze ) vertebrale
) lare anterioare
intramedulare
CAZURI CLINICE Diagnosticul ~ stabilit: poliradiculoneuropatie

Caz clinic 1. Copilul in virstd de 3,5 ani a fost
internat in clinica de neurologie a IMC pentru urma-
toarele acuze: deficit motor, dureri si deregliri de sen-
sibilitate in membrele superioare si cele inferioare, asi-
metrie faciala, tulburiri de echilibru si de convergenti,
iritabilitate. Din istoricul bolii: manifestirile clinice
au debutat in urmi cu citeva zile cind dupi o stare
pseudogripald au apirut dureri la nivelul membrelor
inferioare, de caracter ascendent, care in 3-4 zile au
implicat toate grupele de muschi a membrelor inferi-
oare. Simptomele clinice s-au agravat progresiv pind
la deficit motor si implicarea membrelor superioare.
Anamneza vietii este fird particularititi, fiind un co-
pil de la I sarcind, I nastere, care au decurs fird pa-
tologie. Pini la imbolnivirea prezentd n-a prezentat
probleme de sinitate. S-a dezvoltat conform varstei
cronologice.

Examenul neurologic a relevat tulburiri de
convergentd, semne de afectare a nervului facial tip
periferic, tetraparezd, imposibilitatea de a merge si
a mentine ortostatiunea, hipotonie axiali si ROT
abolite. La investigatiile paraclinice s-au remarcat
urmitoarele: punctie lombari (LCR: disociatie albu-
mino-citologicd), ENMG (deregliri de velocitate si
conductibilitate a transmiterii impulsului nervos: pre-
lungirea timpului de conductie al stimulului, semne
de afectare motorie multipld), RMN cerebrald (firi
modificiri patologice), teste serologice pentru Borre-
lia (negative).

inflamatorie acuti demielenizanti, forma Miller-
Fisher. Tratamentul: cure repetate de plamaferezi.
Evolutia a fost favorabili cu deficit motor de grad
usor.

Caz clinic 2. Copil (fetitd) cu vérstd de 5 ani s-a
prezentat cu acuze la cefalee, febrd, sindrom algic la
nivelul muschilor membrelor inferioare si membrul
superior drept, incapacitate de a se deplasa si a sta
in sezut, apatie. Istoricul bolii releva ci este bolnavi
de 2 siptimini, primar a suportat angini foliculari,
tratatd cu antibacteriene 7 zile. A urmat o perioadi
de acalmie a semnelor clinice. Dupi 5 zile starea se
agraveazi cind fetita a inceput s prezinte dureri in
membrele inferioare, in special in MI drept si coloana
vertebrald. A fost internati in Spitalul Raional. Starea
cu agravare- apar dureri si slibiciuni musculare in MS
drept, peste 2 zile copilul este transferat in sectia de
reanimare, IMSP IM si C, Chisindu. Din anamneza
vietii: este de la I sarcind, I nastere, care au decurs fird
particularititi. Antecedente patologice: dermatiti
atopici din prima luni de viati.Ultima jumitate
de an- 2 episoade de angini catarali. Examenul
neurologic a relevat stare de somnolentd, lentoare
in vorbire, hipotonie axiald si in muschii membrelor
D<S, ROT diminuate D<S.

Investigatiile ~ paraclinice: ~ ENMG  (fird
particularititi), RMN cerebral si medular a prezentat
modificiri difuze intramedulare cu caracter tumefactiv
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cu implicarea subtotald a cornului medular (in plan
cranio-caudal, mai accentuat la nivelul C3-Th2), cu
multiple focare difuze demielenizante intracerebrale
supra si infratentoriale.

Diagnosticul confirmat: Encefalomielita disemi-

I Diagnostic German

Concluzii. Paraliziile acute flasce caracterizeaza mai
multe patologii diagnosticul cdrora este unul dificil, gratie
manifestarilor clinice apropiate. PIAD este acompaniata
de simptome clinico-functionale caracteristice. Confir-

Background. Acute inflammatory demyelinating
polyneuropathy (AIDP) or Guillain Barre syndrome
(GBS) is the most common cause of flaccid paralysis
in the world and is one of the major neurological
emergencies. The incidence of this disease in diffe-
rent countries varies from 1-3 per year cases/100.000.
Usually, AIDP is triggered by a viral or bacterial in-
fectious process. The antibodies directed against
the gangliosides from microorganism’s structure can
cross-react with the gangliosides from myelin struc-
ture and nerve fibers, forming autoantibodies. They
will lead to autoimmune destruction of myelin by
blocking nerve impulse conduction, which will deve-
lop paralysis and areflexia of tendons.

Aim: to study the clinical, electrophysiological, ne-
uroimaging and immunological damages of the ner-

vous system in the children with AIDP by studying

clinical cases hospitalized in the neurology clinic of

the Institute of Mother and Child, Chisinau.

natd, evolutie acuta (faza de soc medular), forma
cerebro-spinala. S-a administrat corticoterapie, tra-
tament simptomatic. Evolutie favorabild cu restabili-
re partiald a functiilor motorii peste 3-4 saptdmini de
la debutul bolii.

Fig.1 Modificari difuze intramedulare cu
caracter tumefactiv cu implicarea subtotald
a cornului medular (in plan cranio-caudal,
mai accentuat la nivelul C3-Th2), cu multi-
ple focare difuze demielenizante intracere-

rst_sag_2mm_L brale supra si infratentoriale
'/ Spine_TA ’

marea diagnosticului necesitd efectuarea investigatiilor
suplimentare imunologice, neurofiziologice, neuroima-
gistice etc. Tratamentul imunomodulator (PIAD- plas-
maferezd, EMAD- corticoterapie) este unul indicat.

Study objectives:
1. The evaluation of the clinical features of AIDP

based on clinical examination.

2. Assessment of electrophysiological and neuroi-
maging features based research tools.
3. Studying the influence on the development of

immunomodulatory therapy of AIDP.

Material and Methods: during the years 2010
- 2014 were investigated 23 children (boys - 13 gir-

Is - 10) aged between 3 and 18 years who presented
peripheral paresis. The children were divided into 2
groups: 13 children (boys - 7 girls - 6) with AIDP

(group 1), 10 children (boys - 6 girls - 4) with other

types of paresis (group II). All patients were examined
by clinical examination (general and neurological)
and by biochemical, bacteriological, virological and
immunological tests, lumbar puncture with CSF exa-
mination, neurophysiological examination (EMG)

and neuroimaging (brain and spinal MRI).
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To achieve our aim and objectives of the study it
was developed a questionnaire for examination the
patient with polyneuropathy to facilitate the statisti-
cal study. The medical record included general data
(passport data, personal history of disease), positive
and negative assessment of neuropathic symptoms
shown by the child or caregivers, disease history, so-
matic status, neurological examination scale of mus-
cle strength as Medical Research Council (MRC),
performed laboratory tests, the results of electrophy-
siological and imaging research.

It was studied the negative neuropathic symptoms,
which included the following signs: weakness of the
limbs, difficulty walking, static and walk instability.
Similarly, we studied and positive symptoms, which
included the following symptoms: neuropathic pain,
sensations of numbness, tingling or stinging, muscle
cramps, fasciculation etc. We looked cautiously the
first manifestations of the disease: age of onset of the
disease, the first symptom installed, interrelation with
a possible trigger (acute viral infections and the pre-
sence of intestinal bacterial presence).

The neurological examination was focused on
depth study of motor and sensory system. It was gra-
duated the muscle weakness according the extensive
scale MRC (Table 1). We appreciated the strength
of different muscle groups, such as mimic muscles,
flexors and extensors of the neck, the upper and the
lower limbs. It was considered pathological weakness
in detecting asymmetry in at least two different mus-
cles when the gap was at least a degree MRC scale.
The presence of muscle weakness in the forearms,
legs, hands and feet were considered distal and proxi-
mal weakness presence was deemed to install it above
the elbow and knee.

Table 1. Extended Scale MRC for manual muscle testing

Gradation Evaluation of power
5 Normal power
5- Equivocal, barely detectable weakness

4+ Definite but slight weakness

Able to move the joint against combination

4 . .
of gravity and some resistance
4- Capable of minimal resistance
3 Active movement against gravity
2 Able to move with gravity eliminated
1 Trance contraction
0 No contraction

The deep tendon reflexes were graded according
to the National Institute of Neurological Disorders
scale and Stroke (NINDS) (Table 2).

Table 2. NINDS scale for tendon reflex assessment

Score Description
0 Reflex absent

1 Reflex slight, less than normal: includes a trace
response or a response brought out only by
reinforcement

2 | Reflex in lower half of normal range

3 | Reflex in upper half of normal range

4 | Reflex enhanced, more than normal: includes a
clonus if present which optionally can be noted
in an added verbal description of the reflex

Similarly, it was examined the superficial and deep
sensitivity according to existing the traditional tech-
niques in neurology.

The electrophysiological investigations were per-
formed at the Institute of Neurology. It was perfor-
med the stimulodetection examination, completed
with motor evoked potentials and electromyographic
examination.

In 19 patients studied was performed the magne-
tic resonance imaging examination. It was studied the
presence, the location, the number and the size of foci
in white matter, damage or presence of other patho-
logical foci.

We analyzed the particularities of evolution of the
disease and the effectiveness of immunomodulatory
therapy administered.

Results. From the group of 23 children in 13 ca-
ses was confirmed the diagnosis of AIDP (based on
clinical and electrophysiological study), the following
clinical forms: 10 patients - acute motor axonal neuro-
pathy; 2 patients - motor-sensory axonal neuropathy
acute; 1 patient - Miller-Fisher syndrome expressed
by clinical triad of ataxia, areflexia and ophthalmo-
plegia. 10 children were diagnosed with the following
diseases: 1 - polio after vaccination; 2 - encephalitis;
2 - spinal tumor; 2 - acute infectious encephalomye-
litis (ADEM); 1 - drug neuropathy; 1 - basilar artery

occlusion; 1 - acute poisoning with toxic substances.
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By analyzing the history of disease it was noted
the antecedents in most patients. 10 patients were re-
ferred to an acute infection of the airways, supported
by 2-3 weeks before the installation of neurological
manifestations. 3 patients suffered from a febrile state

Table 3. Criteria for diagnosis of Guillain-Barré syndrome

N. Clinical manifestations

Features Required for Diagnosis

1 | Progressive motor weakness of more than one limb

2 | Areflexia

Features Strongly Supportive of the Diagnosis

1 | Rapidly progression of symptoms and signs of motor
weakness - by 4 weeks

Relative symmetry of symptoms and signs

Mild sensory symptoms or signs

Cranial nerve involvement, frequently facial weakness

[, T I SO B O B NS

Recovery begins two to four weeks after progression
stops

Autonomic dysfunction

Absence of fever at the onset

Increase in CSF protein

O [0 | | &

Counts of 10 or fewer mononuclear leukocytes/mm3

in CSF

Features Casting Doubt on the Diagnosis

1 | Marked, persistent asymmetry of weakness

Persistent bladder or bowel dysfunction

Bladder or bowel dysfunction at onset

Sharp sensory level

More than 50 mononuclear leukocytes/mm3 in CSF

N | | Lo

Presence of polymorphonuclear leukocytes in CSF

Features That Rule Out the Diagnosis

1 | Adefinite diagnosis of a condition such as poliomyelitis,
botulism, hysterical paralysis, or toxic neuropathy

2 | Ahistory or finding of recent diphtheritic infection

3 | The occurrence of a purely sensory syndrome
(Asbury by A. K., 1978, 1990)

associated with gastrointestinal symptoms, including
diarrhea. The clinical assessment of the children in
group I have found that 13 children had post-infec-
tious onset preceded respiratory symptoms (10) and
gastroenteritis (3).

The installation of neuropathy was preceded by
the following infections: 3 — CMV, 2 - Epstein-Barr,
3 - herpes virus, 2 - Varicella Zoster, 2 - Campylobac-
ter jejuni, 1 - Mycoplasma pneumoniae. The clinical
manifestations seen in these children were: proximal
weakness in the limbs — 92,3%; difficulty of walking
- 100%, paresthesia - 74%, instability - 56%, cramps
- 15,2%, mimic muscle weakness — 7,6%, sphincter
disorders — 7,6%, facial paresis — 7,6%; diplopia —
7,6%, sensory symptoms - 81%, muscle pain - 93%,
autonomic dysfunction - 68%, tremor — 7,6%, decre-
ase muscle tone - 96%, abolishing of deep tendon re-
flexes- 100%, bulbar syndrome — 7,6%, ophthalmo-
plegia — 7,6%, facial nerve damage - 7,6%.

The AIDP diagnosis was established based on cri-
teria developed by Asbury AK et al. in 1978, amen-
ded in 1990 [1] (Table 3).

The diagnosis of AIDP was established in four
cases the onset, in 5 cases in 2-3 days after onset of
disease, in 4 cases - over 7 to 10 days after onset. The
development of disease was in 5 children with easy
grade motor disorders, in 4 cases— moderate degree,
in 2 cases- severe degree and in 2 cases the death was
occurred.

At the majority of examined patients it was di-
agnosed negative symptoms. All patients noted dif-
ficulty of walking, in 12 cases (92,3%) the walking
was impossible. In 12 patients (92,3%) we found
weakness in hands and feet, 1 patient (7,8%) - only
weakness in the muscles of the lower limbs, 2 pati-
ents (15,6%) - weaknesses in the mimic muscles. 2
patients (15,6%) had difficulties in walking not only
because of weakness, but and of instability. The bre-
athing difficulties were presented in one child (7,8%).
One case presented dysphonia, dysarthria, dysphagia.
In 7,8% of cases (1 patient) were found sphincter di-
sorders. 7,8% of patients (1 patient) had eyelid ptosis
and oculomotor disturbances.

The positive symptoms were present in 10 cases
(77%). The severe pain was reported by 2 patients
(15,6%) as pain along the spine irradiation in hands
and feet. A feeling of numbness, tingling, prickling
presence in the limbs were recorded in 5 children
(38,5% cases), in most cases initially in the feet
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(46,5%), then in the hands (23,5%). The cramps pre-
sence was recorded to 2 children (15,6%), 2 children
(15,6%) reported muscles twitching in the limbs. The
diplopia was present in 1 child (7,8%). 1 child (7,8%

cases) were present involuntary movements in the
muscles of the hands - athetosis. In one child (7,8%)
was found trembling in the limbs. The symptoms re-
gistered in children studied are shown in Table 4.

Table 4. Symptoms presented by patients with AIDP

Negative symptoms Pacients num., (%) Positive symptoms Pacients num., (%)

Difficulty of walking 13 (100%) Pain along the spine irradiation in | 10 (77%)
hands and feet

Walk impossible 12 (92,3%) A feeling of numbness, tingling, | 5(38,5%)
prickling

Weakness in arms and legs 12 (92,3%) Cramps 2 (15,6%)

Muscle weakness only in the | 1(7,8%) Muscle twitching in the limbs 2 (15,6%)

lower limbs

Weakness in the mimic | 2 (15,6%) Diplopia 1(7,8%)

muscles

Difficulty of breathing 1(7,8%) Involuntary movements in the | 1(7,8%)
muscles of the hands - athetosis

Dysphonia, dysarthria, | 1(7,8%) Trembling in the limbs 1(7,8%)

dysphagia

Sphincter disorders 1(7,8%)

Eyelid ptosis and oculomotor | 1(7,8%)

disorders

Thus, the children in group I of the study were
exposed to a physical examination evolution. In 10
children (77% cases) the disease started with sensory
disorders. 5 children had leg numbness, burning and
stinging sensations in them. The pains were present,
most often along the spine irradiating in the feet- in
10 children. In 7 cases the weakness started in the
legs, in two cases - mimic muscle weakness. The
evolution of the disease was monophasic in most of
the cases (13 children). After a further progression of
clinical events lasting from a few days to 8 weeks,
it was attended the plateau phase, then the phase of
the regression of clinical manifestations. In 2 cases
(15,6%) was determined a recurring trend. The cra-
nial nerve examination was performed. Pathological
changes were obtained in 2 children (15,6% cases).
The most commonly found facial nerve damage with
the presence of mimic muscles weakness (muscle
strength assessed by 1 and 4 points). The unilateral
impairment of mimic muscles was assessed in 1 child
(7,8%). The bulbar syndrome (dysphonia, dysphagia
and dysarthria) was appreciated in 1 child (7,8%). In
1 child (7,8%) was present respiratory failure. The

abolition of the pharingeal reflex was found in 1 child
(7,8%). In 1 child (7,8%) was determined eyelid pto-
sis and limitation of eye movements in 1 child (7,8%).
In all children it was studied the motility. In the
children in group I of the study were assessed the
following changes: weaknesses in the limbs - in 13
children (100%), walk disturbance - 12 children
(92,3%), abnormal coordination with balance disor-
ders - 2 children (15,6%), instability in the Romberg
test - 2 children (15,6%). The significant decrease in
muscular strength according to the scale MRC was
determined by the majority of children, decreased
muscle tone - to 12 children (92,3%), the absence or
reduction of symmetrical deep tendon reflexes (achil-
les and patellar reflexes) — in 13 children (100%).
The tactile sensitivity disorders were assessed in all
children, hypoesthesia as "socks" and "gloves". The
vegetative disorders were determined in 9 children
(69,2% cases), of which tachycardia - in 6 children
(46,2%), sphincter disturbances - in 1 child (7,8%).
In the children in group I and II of the study were
observed the following clinical, neurofunctional and
imaging manifestations presented in Table 5, 6, 7.
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Table 5. The results of the neurological examination of children in the study

Group | Group I1
Clinical | AIDP ADEM | Poliomyelitis| Encepha- | Medullary | Iatrogenic | Acutein-
manifesta- (n.1) litis tumors | neuropathi- | toxication
tions (n.13) (n.2) (n.2) (n.2) es(n.1) (n.1)
Typeof | Symmetrical | Asymmetrical Acute, Asymmetrical | Symmetrical | Symmetrical | Symmetrical
the flaccid and distal asymmetrical and distal | and affects only
paralysis in the proximal the limbs
areas
Muscle tone | Generalized | Asymmetrical | Reducedor | Asymmetric | Hypotoniain | Generalized | Generalized
weakness hypotonia absentinthe | Hypertonia the feet hypotonia hypotonia
affected limb
Deep tendon | Total absent Low/ Low/ Hyperactive | Hyperactiveand| ~ Low to Low
reflexes absent absent and symmetrically absent symmetrically
asymmetrically | in the feet
Sensitivity | Muscle pain, Preserved Severe muscle Preserved Muscle pain, Low or Low or
twitching, pain, without twitching in the | preserved preserved
fasciculations, changes of legs
palm and sensitivity (hot-
plantar cold)
hypoanesthesia
Cranial nerve | VILIX X, +- Only in case of +/- - - +/-
damage XTI, X1I nerve involvement of
damage the medulla
CSF Albumino- Normal Initially Nonspecific The lack Normal Normal
cytological | appearance or | cyto-albumin changes: of CSF or
dissociation | mild pleocytosis |  dissociation pleocytosis, albumin-
then albumino- | proteinorahie |  cytological
cytological slightly dissociation
dissociation increased
Table 6. Electrophysiological manifestations in studied children
Poliomyelitis Encephalitis Medullary Tatrogenic Acute
AIDP ADEM tumors . intoxication
neuropathies
Slowed nerve conduction | Normal Abnormal: injured | Normal Normal /| Normal /| Normal
velocity, increased distal the  neurons of Abnormal  no | Abnormal
latency, low  motor previous  spinal diagnostic value
amplitude horns
Table 7. Imaging manifestations (brain + /- spinal MRI) in studied children
. . . Medullary Iatrogenic | Acute intoxi-
AIDP ADEM Poliomyelitis Encephalitis . .
tumors neuropathies cation
Normal Multiple Hyperintense Prominence Prominence of a - -
appearance and diffuse lesions in T2- the degree of | tumor of the spine
demyelinating | weighted regime | inflammation of
supra and in the previous the brain
infratentorial medullary horns
intracerebral
foci +/- diffuse
medullar changes
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Clinical Cases

Clinical case 1. A 3.5 years old child was
admitted to the clinic of neurology of IMC for
the following complaints: motor deficit, pain and
sensitivity disorders in the upper and lower limbs,
facial asymmetry, convergency disturbance, balance
disorder, irritability. The history of the disease: the
clinical manifestations have started a few days ago
when after a flu-like illness, the child have emerged
pain in the legs, with ascending character, that in 3-4
days involving all muscle groups of the lower limbs.
The clinical symptoms progressively worsened until
the motor deficit and upper limb involvement. The
history of life is with no particularities, being a child
of the first pregnancy, first birth, which went without
pathology. Until the present illness he did not present
any health problems. He was developed according to
chronological age.

The neurological examination revealed convergence
disturbance, signs of peripheral facial palsy, tetraparesis,
impossibility of walking and maintaining orthostatic
position, axial hypotonia and absence of deep tendon
reflexes. The laboratory investigations noted: lumbar
puncture (CSF: albuminocytologic ~ dissociation),
ENMG (disorders of conduction velocity and nerve
transmission: prolongation of conduction of the
stimulus, multiple motor signs of damage), brain MRI
(without pathological changes), serological tests for
Borrelia (negative).

The established diagnosis: acute inflammatory
demyelinating  polyradiculoneuropathy syndrome,
Miller- Fisher form. Treatment: plasmapheresis. The

I Diagnostic German

Conclusions. Several pathologiestakeacute flaccid
paralysis, which is difficult to diagnosis, because
of clinical manifestations. AIDP is accompanied
by clinical characteristic functional symptoms.

evolution was favorable with mild motor deficit.

Case 2. A child (girl) aged 5 years presented with
complaints: headache, fever, severe pain in the muscles
of the lower limbs and right upper limb, inability to
walk and sit, apathy. History of the disease reveals
that the child is sick for 2 weeks, primary underwent a
follicular angina, treated with antibacterial drugs 7 days.
There was a quiet period of clinical signs. After five
days the state worsens when the girl began to present a
pain in legs, especially in the right limb and spine. She
was admitted to the District Hospital. The worsening
status- pain and muscle weakness in upper right limbs,
over two days the child is transferred to the intensive
care department, IM and C, Chisinau. The history of
life: first pregnancy, first birth, which went without
pathology. The medical history: atopic dermatitis from
the first month. The last half year- 2 catarrhal angina
episodes. The neurological examination revealed
drowsiness, speech slowness, axial and limb muscles
hypotonia Right< Left, decrease of deep tendon
reflexes Right< Left. The laboratory investigations :
ENMG (without modifications), brain and spinal MRI
showed diffuse medullar changes with local swelling
of spinal horn (more pronounced in the C3 - Th2 ) and
multiple diffuse demyelinating supra and infratentorial
intracerebral foci.

The established diagnosis: acute disseminated
encephalomyelitis, —cerebrospinal form  (spinal
shock phase). It was administered corticosteroids,
symptomatic treatment. The patient had a favorable
outcome with partial recovery of motor function during
3-4 weeks after onset.

Fig.1 Diffuse medullar changes with local
swelling of spinal horn (more pronounced
in the C3 - Th2 ) and multiple diffuse
demyelinating supra and infratentorial
intracerebral foci.

The confirmation of the diagnosis requires more
investigations (neurophysiological, neuroimaging,
etc.). The immunomodulatory treatment (AIDP-
plasmapheresis, ADEM-corticosteroids) is indicated.
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