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Summary. Background and aim. Despite the increasing clinical data on anti-myelin
oligodendrocyte glycoprotein (anti-MOG)-associated inflammatory demyelinating dis-
eases, there are many unanswered questions. This article aims to elucidate the peculiarities of
clinical presentation, association with optic neuritis (ON), relapsing course, investigations,
treatment, and gender differences in pediatric anti-MOG-related disorders.

Methods. The study involved 51 patients: 46 patients described in publications and 5 pa-
tients treated in Vilnius University Hospital Santaros klinikos Pediatrics Centre between
2017 and 2020.

Result. Acute disseminated encephalomyelitis (ADEM) was the most common (61%)
clinical syndrome as the first presentation in anti-MOG-associated inflammatory
demyelinating diseases in children. ON was present in 23.5% of patients at the beginning of
the disease. 49% of children had relapses. ON was present in 49% of patients during the
course of the relapsing anti-MOG spectrum disease. There was a statistically significant dif-
ference in relapse rate between the patients with and without ON during the course of illness -
relapses occurred in 72% of patients with ON and 27% of patients without ON. We found a
statistically significant gender difference - girls were more likely to relapse than boys, regard-
less of the presence of ON. 76 % of patients reached full recovery during the follow-up period.

Conclusions. For the first time, the disease usually presents as acute disseminating
encephalomyelitis. About half of children with myelin-oligodendrocyte glycoprotein spec-
trum disease experience recurrence of the disease and ON. Girls are significantly more likely
to relapse than boys. Children with ON have a higher risk of the disease recurrence.

Keywords: myelin-oligodendrocyte glycoprotein, optic neuritis, acute disseminated
encephalomyelitis, children, gender differences.

INTRODUCTION

tis, optic neuritis (ON), and multiphasic disseminated
encephalomyelitis (MDEM). MOG-Abs are rarely de-

Myelin-oligodendrocyte glycoprotein (MOG) is ex-
pressed in the outermost lamellae of myelin within the cen-
tral nervous system (CNS). MOG antibodies (Abs) appear
in around one-third of children diagnosed with acute
demyelinating syndrome (ADS). MOG-Abs related disor-
ders have several clinical presentations, such as acute dis-
seminated encephalomyelitis (ADEM), transverse myeli-
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tected in children diagnosed with multiple sclerosis.
MOG-Abs-related disorders tend to recur, especially when
MOG-abs titers are high, although the presence of
MOG-Abs was initially thought to predict better outcome
[1-3]. MOG-Abs positive patients experience relapses
more often in the optic nerve or spinal cord [4, 5]. How-
ever, some data show the opposite, that the initial MOG an-
tibody titers do not help predict relapses, and in fact,
monophasic diseases like ADEM usually have higher titers
than relapsing disease [2, 6]. In children, MOG-Abs-re-
lated disorder, in most cases, is clinically manifested as
ADEM, while optic neuritis is more common in adults [7].
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Diagnosis of MOG-Abs-related disorders is based on
anamnesis, clinical presentation, and laboratory and radio-
logical findings. ADEM causes inflammation of the brain
and spinal cord. Clinical findings include multifocal neu-
rologic symptoms and encephalopathy. Usually, ADEM
presents as a monophasic disorder, so exacerbation, which
occurs within three months from the first attack, is consid-
ered as a part of the same episode. If two attacks occur three
months apart, the term multiphasic disseminated
encephalomyelitis is used [8]. Patients who do not meet all
ADEM criteria are diagnosed with an ADEM-like disor-
der. Optic neuritis is an inflammation of the optic nerve.
This can result in a sudden unilateral or bilateral loss of vi-
sual acuity, painful eye movements, visual field deficits, or
impaired colour perception [9, 10]. Myelitis damages the
spinal cord and causes symptoms such as paralysis of the
legs or arms, sensory deficits, and dysfunction of bowel
and bladder control. The appearance of a new clinical pre-
sentation or new radiological findings three months after
the previous attack is considered a relapse [8].

No gender differences of MOG-Abs associated disease
were observed in previous pediatric studies [11], while
gender differences with a higher female predisposition
were found in adult studies [7, 12, 13].

Despite the increasing clinical data on anti-MOG-re-
lated disorders, there are many unanswered questions. The
purpose of this article is to analyze MOG-related pediatric
single case publications (which are usually outside the
scope of aggregated data analysis), publications of retro-
spective analysis of patient groups, and our hospital cases.
Therefore, we carried out a study of clinical presentation
peculiarities of myelin oligodendrocyte glycoprotein anti-
body-related disorders in children, their association with
ON, the course of relapsing disease, investigations, treat-
ment, and gender differences.

MATERIALS AND METHODS

We analyzed data of children diagnosed with anti-MOG-
associated inflammatory demyelinating diseases de-
scribed in single case reports, retrospective analyses of pa-
tient groups published in the PubMed database from De-
cember 2009 to March 2020, and included five patients
that were treated in Vilnius University Hospital Santaros
klinikos Pediatrics Centre from 2017 to 2020. The search
keyword was anti myelin oligodendrocyte glycoprotein.
The initial search resulted in 864 articles. After we ex-
cluded articles older than ten years, duplicates, articles of
adult patients, non-English language studies, animal and
laboratory studies, we were left with 242 articles. We
closely reviewed the remaining articles to ensure they meet
our inclusion criteria. The inclusion criteria were: children
diagnosed with ADEM, MDEM, ON, myelitis, and their
combinations, with positive serum anti-MOG test results,
and studies in which we were able to obtain the following
data: demographic features (age and gender), clinical, lab-
oratory and radiological findings, and treatment. We ex-
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cluded articles that did not meet our inclusion criteria or
from which we could not extract the information we
needed. Eighteen articles met the inclusion criteria, includ-
ing 46 patients with pediatric anti-MOG spectrum disease.
Sixteen of the 18 articles were case reports (14 single case
reports, 1 two-case report, 1 three-case report) [1, 14-28],
and the remaining two articles were retrospective analyses
of patient groups (19 patients and 8 patients) [29, 30]. We
added five patients diagnosed with anti-MOG spectrum
disease treated in our hospital. Ethics: The study has been
approved by the Vilnius Regional Biomedical Ethics Com-
mittee (No. 158200-15-797-309).

We divided all patients into two groups: ON (+) and
ON (-) groups according to the presence of optic neuritis
during the course of the disease. We analyzed demo-
graphic and clinical data including initial diagnosis (diag-
nosis at first attack), final diagnosis (summed clinical diag-
noses of all episodes), symptoms, laboratory and radiolog-
ical findings, and treatment of these patients.

Data comparison between the groups was performed us-
ing 2-tailed t-test and Chi-Square test for discrete numeric
variables. We used The Mantel-Haenszel chi-squared test to
estimate the risk of relapse between the groups taking gen-
der into account. A value of p<0.05 was considered signifi-
cant. Analyses were performed using R version 3.3.2.

RESULTS

Materials

The study involved 51 patients: 46 patients described in
publications and 5 patients treated in Vilnius University
Hospital Santaros klinikos Pediatrics Centre between Jan-
uary 2017 and March 2020. Four of 5 patients treated in our
hospital were boys and 1 was a girl, with the mean age at
disease onset 5.2 years (2 tol3 years). The final diagnosis
was ADEM in 2 patients, MDEM in the other 2, and the re-
maining one was diagnosed with myelitis.

Clinical and demographic data

Clinical and demographic data, including initial diagnosis,
final diagnosis, patients with relapses, gender, and age at
onset of patients with anti-MOG spectrum disease are pre-
sented in Table 1.

The median age at onset was seven years (mean
7.5+4.0 years, range 1.5-16.5 years). 28/51 patients (55%)
were girls (Table 2).

Initial diagnoses were ADEM (n=31, 60.8%),
ADEM-like (n=1, 1.9%) (this patient did not meet all
ADEM criteria), ON (n=9, 17.6%), ADEM+ON (n=2,
3.9%), myelitis (n=5, 9.8%), myelitis+tON (n=1, 1.9%),
MS (n=2, 3.9%). Optic neuritis presented in 12 patients
(23.5%) at the time of the first attack, half (50%) of them
had a relapse.

Final diagnoses were ADEM (n=15, 29.4%), MDEM
(n=6, 11.8%), ON (n=6, 11.8%), ADEM+ON (n=12,
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Table 1. Clinical and demographic data of patients with anti-MOG spectrum disease

Group Final diagnosis Initial diagnosis Patients with relapses | Gender m:f | Age at onset (years)
ON() |ADEMn=15 ADEM n=15 0/15 (0%) 11:4 2-15
n=26 MDEM n=6 ADEM n=5, MS n=1 6/6 (100%) 1:5 4-145
Myelitis n=5 Myelitis n=5 1/5 20%) 3:2 5.5-13
ON (+) |ONn=6 ON n=6 2/6 (33%) 3:3 6-13
n=25 ADEM+ON n=12 ADEM n=9, ADEM+ON n=2, 11/12 (92%) 39 1.5-12
ON n=1
MDEM+ON n=2 ADEM n=2 2/2 (100%) 0:2 4.5-8
Myelitis+ON n=3 Myelitis+ON n=1, ON n=1, 2/3 (67%) 1:2 9-16.5
MS n=1
ADEM like +ON n=2 | ADEM like n=1, ON=1 1/2 (50%) 1:1 7

m - male, f - female, ADEM - acute disseminated encephalomyelitis, ON - optic neuritis, MDEM - multiphasic disseminated
encephalomyelitis, MS - multiple sclerosis, ADEM like - these patients did not meet all ADEM criteria.

Table 2. Data on age and gender

Females (n=28, 54.9%) Males (n=23, 45.1 %)

Average age at the beginning of the disease

7.75 years 7.2 years

Average age of patients who had relapses

7.38 years 8.2 years

23.5%), MDEM+ON (n=2, 3.9%), myelitis (n=5, 9.8%),
myelitis+tON (n=3, 5.9%), ADEM-like+ON (n=2, 3.9%).
Optic neuritis presented in 25 patients (49.0%) during the
course of the disease. Initial and final diagnoses are shown
in Figure.

According to the final diagnosis, the patients were as-
signed to the ON (-) group (n=26) or ON (+) group (n=25)
(Table 1, Table 3).

History of previous illnesses or vaccinations

Seven patients (13.7%) had a history of infection (upper
respiratory tract, varicella, influenza), three patients
(5.8%) were vaccinated (influenza, MMR, Japanese en-
cephalitis vaccines) in 4 weeks period before the first
symptoms, one patient (1.9%) had a history of autoim-
mune thyroiditis, one patient (1.9%) had a family history
of autoimmune diseases - MS, and one patient (1.9%) had
a developmental disorder.

Clinical symptoms and disease course

Data about clinical symptoms were available from 31 pa-
tients. Most common symptoms at the first attack were
encephalopathy n=17 (54.8%), vision disturbances
n=12 (38.7%), gait disturbances n=11 (35.5%), fever
n=10 (32.3%), seizures n=8 (25.8%), and motor dysfunc-
tion n=8 (25.8%). Other symptoms were headache
n=7 (22.6%), bowels or bladder dysfunction n=5 (16.1%),
vomiting n=5 (16.1%), cranial nerves dysfunction
n=4 (12.9%), speech disorders n=4 (12.9%), pain
n=4 (12.9%), and dyskinesia n=1 (3.2%).

At least one relapse (range 1-9) was reported in
25/51 (49.0%) patients. 7/26 patients (27%) in ON (-)
group and 18/25 (72%) patients in ON (+) group had at

least one relapse (Table 2). There was statistical signifi-
cance between the groups (p=0.003). The risk for females
torelapse was significantly higher than the risk for males in
both ON (-) and ON (+) groups (p=0.02).

Cerebrospinal fluid (CSF) analysis

33/51 (64.7%) patients had at least one lumbar puncture
performed at disease onset or relapse. 10/33 (30.3%) had a

Initial diagnosis

Myelitis+ON

ADEM+ON

Myelitis

Final diagnosis

ADEM-like+ON
3,9%
Myelitis+ON
5,9%
MDEM+ON
3,9%

ADEM+ON

11,8%

Myelitis

Fig. Initial and final diagnoses of patients with anti-MOG
spectrum disease
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Table 3. Clinical data of patients of ON (-) and ON (+) groups

Group ON (-) Group ON (+)
Patients (n, %) 26/51 (51%) 25/51 (49%)
Age at onset (years) mean+SD 7.1+4.1 (range 2-15) 7.9£3.9 (range 1.5-16.5)
Gender m:f 15:11 8:17
Relapses (n, %) 7126 27%)* 18/25 (72%)*
Relapses (gender m:f) 1:6* 6:12*
Changes in brain MRI/performed MRI (n, %) 22/26 (85%) 21/24 (88%)
Changes in spine MRI/performed MRI (n, %) 7/18 (39%) 5/16 31%)
Residual deficit (n, %) 8/26 (31%) 4/25 (16%)

m - male, f - female, MRI - magnetic resonance images, * - statistically significant difference between groups (p<0.05).

CSF pleocytosis and 10/33 (30.3%) had an elevated CSF
protein. The glucose level in all 33 patients was normal.
IgG index was tested in 23/51 (45.1%) patients, and in
3/23 (13%) patients it was found to be elevated. All three of
these patients were from the ON (-) group. Oligoclonal
bands were found in 4/23 (17.4%) patients, half of them
were from the ON (-) group. Myelin basic protein was ele-
vated in 2/5 (40%) patients.

Neuroimaging

Brain magnetic resonance images (MRI) were performed
in50/51 (98 %) patients, spine MRIin 34/51 (67 %) patients
(Table 2). Demyelinating brain MRI changes were found
in 43/50 (86%) patients. Demyelinating spine MRI
changes were found in 12/34 (35%) patients.

Control MRI was performed in 23/51 (45 %) patients. A
complete or nearly complete radiographic resolution was
found in 16/23 (70%) patients and incomplete in 7/23 pa-
tients (30%). Five of these 7 patients were from the ON (-)
group. Control MRI was usually performed 3 to 6 months
after the attack.

Anti-MOG antibodies

Serum anti-MOG test results were positive in all patients.
Anti-MOG antibodies were re-tested in 10/51 (19.6%) pa-
tients. They remained positive in 6/10 (60%) patients, 3 in
the ON (+) group, and 3 in the ON (-) group. Only one pa-
tient whose anti-MOG antibodies remained positive had
no relapse.

Infectious agents and immunologic markers

Various infectious agents were tested in 12/51 (23.5%) pa-
tients, and almost all were negative. One patient had a pos-
itive CFS polymerase chain reaction for human herpes vi-
rus 6. Immunologic markers, such as antinuclear antibod-
ies, anti-double-stranded DNA, peri-nuclear and cytoplas-
mic anti-neutrophil cytoplasmic antibodies, thyroglobu-
lin, thyroperoxidase, etc., were tested in 4/51 (7.8%) pa-
tients, and one patient’s antinuclear antibody test was posi-
tive.
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Treatment

At the first attack, 47/51 (92%) patients were treated with
glucocorticoids (most often intravenous pulse methyl-
prednisolone) and 2/51 (4%) with intravenous immune
globulin (IVIG). 7/47 (15%) patients who received
glucocorticoids also received IVIG. 1/47 (2.1%) patients
were treated with rituximab. Plasmapheresis was per-
formed for 2/47 (4.3%) patients. During maintenance
treatment, oral prednisolone taper was used for
28/51 (54.9%) patients - 13/26 (50%) from the ON (-)
group and 15/25 (60%) from the ON (+) group.

Among children with relapses, glucocorticoids were
used in 12 patients, IVIG in 6, and plasmapheresis in 3. Ad-
ditional long-term therapy with azathioprine, myco-
phenolate mofetil, fingolimod, rituximab, tocilizumab, or
interferon beta was used in 16/51(31.4%) patients, 12 of
which (75%) were from the ON (+) group.

Outcomes and follow-up

39/51 (76%) patients reached full recovery. 8/26 (31%)
ON (-) group patients and 4/25 (16%) ON (+) group pa-
tients had residual deficits, such as visual impairment n=3,
motor deficit n=5, seizures n=1, cognitive impairment
n=2, speech disorder n=1, sensory deficit n=1, and bladder
dysfunction n=1 (Table 2).

Minimum follow-up duration was 3 months, maximum
252 months (21 years), and mean 45.5 months (data were
available from 42 patients). Average duration of follow-up
was 43.9 months in the ON (-) group and 66.6 months in
the ON (+) group.

DISCUSSION

In this article, we focused on patient reports and retrospec-
tive analyses from the PubMed database, as well as data
from our hospital patients with pediatric onset of anti-
MOG antibody disorders. As the course of the disease can
be very diverse, it is still unclear how to predict the severity
and recurrence of the disease. Pediatric Anti-MOG relaps-
ing diseases appear to represent age-dependent pheno-
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types: brain involvement only is more common in younger
children, and ON and NMO spectrum disorders in older
children (mean age 4.1 and 8.9 years) [6, 31-33]. There
were no differences in age of onset between the groups in
our study.

Approximately 37% of ADEM patients and 57-74 % of
pediatric ADEM patients are associated with various pre-
vious infections, suggesting that it is immunologically me-
diated [34-36]. We found a history of previous infection in
aminority of patients (13.7%) and a history of vaccination
in 5.8 % of patients. No acute infectious agents were found,
except for one case that tested positive for herpesvirus 6 in
our study.

Predominant anti-MOG syndromes differ in children
and adults. Anti-MOG disorders in children usually are
seen clinically as ADEM phenotype, whereas bilateral op-
tic neuritis usually predominates in adults. In a study of
59 patients with relapsing anti-MOG syndromes (33 chil-
dren and 26 adults), the main presentations in the pediatric
group were ADEM (36%), bilateral optic neuritis (24%),
and unilateral optic neuritis (15%) [7]. Initial diagnoses
were ADEM in 60.8% of cases in our study; 12 patients
(23.5%) had optic neuritis at the time of the first attack.

The symptoms were very diverse and varied in each an-
alyzed case. Symptoms during exacerbations were often
different from previous symptoms in the patients we ana-
lyzed. The most common symptoms were encephalopathy,
vision disturbances, gait disturbances, fever, seizures, and
motor dysfunction. Similar symptoms were found in a
multicenter observational pediatric study of Thais
Armangue et al. [37].

Abnormalities were found in 73.3% of pediatric MOG
Ab patients on brain MRI and in 33.3% of patients on spi-
nal MRI [38]. Approximately 45% of patients had abnor-
mal brain MRI scans at the onset of the disease [39]. We
found nearly similar results in the patients we analyzed.
We did not find substantial differences in MRI data be-
tween the groups. Control MRI was usually performed 3 to
6 months after the attack, 69.6% of MRI showed complete
or nearly complete radiographic resolution.

In our study, more than half of the patients had at least
one lumbar puncture performed at the disease onset or dur-
ing relapses. There were no specific changes in CSF. Al-
most one third of the patients had pleocytosis and elevated
protein level, IgG index and oligoclonal bands were ele-
vated in a minority of patients. In a study of 8 MDEM
MOG positive children, 87.5% showed CSF pleocytosis
and oligoclonal bands were elevated in 12.5% of patients
[31].

Relapse ratio data in pediatric MOG Ab-positive pa-
tients are contradictory. The duration of follow-up re-
ported in the studies varied significantly. A monophasic
disease course was found in 61-87 % of patients [5, 6, 11].
The relapse ratio was 28 % in 116 patients after a median
follow-up of 42 months [37]. In a study of patients with
ADEM, 54% of children experienced a relapse over time
(followed up for a median of 6 years (range 1-16 years)
[40].

It seems that relapsing MOG antibody-associated
demyelination is strongly associated with ON in children.
Relapsing NMOSD was the main relapsing clinical syn-
drome in the pediatric cohort (21% and 46 %) followed by
ON (18%) and ADEM-ON (12%) [4, 5]. Relapses in anti-
MOG antibody-positive participants were more com-
monly restricted to the optic nerve or spinal cord [5]. In a
study of 31 pediatric patients (median follow-up
80 months), the relapsing disease occurred in 74%, the
most common attack among patients was ON (80.6%) [4].
Our study demonstrated that the relapsing course of the
disease was strongly associated with ON in children. Op-
tic neuritis was present in nearly half (49.0%) of the pa-
tients during the course of relapsing anti-MOG spectrum
disease, while it was present in 23.5% of patients during
the first attack. Our study revealed a significant difference
in relapse ratio between the groups: relapses occurred in
72% of patients with ON and in 27% of patients without
ON.

No gender differences of MOG Ab associated disease
were observed in previous pediatric studies [11]. Some
gender differences with a higher female predisposition
were found in adult studies. Jarius et al. found a gender ra-
tio of 1:2.8 (m:f) in pediatric and adult patients with
NMOSD [12]. Women accounted for 57% of the patients
analyzed in the UK adult study of MOG-antibody diseases
[13]. We found gender differences when examining re-
lapses in the ON (+) and ON (-) patient groups: girls were
significantly more likely to relapse than boys in both
groups. It is known that girls are more likely to have
chronic autoimmune diseases that are observed after pu-
berty, but there was no age difference between our study
groups.

Persistent MOG-IgG positivity during follow-up ex-
amination indicated a risk of subsequent relapse [4], but
not in all studies. According to a study of Waters P et al.
[5], of 16 children who were positive for anti-MOG anti-
bodies at presentation and experienced clinical relapses,
9 (56%) were persistently seropositive (representing 28 %
of all persistently seropositive participants). We found
that all patients, except one whose Anti-MOG Ab re-
mained positive, had at least one relapse, equally in both
groups.

To date, there are no evidence-based guidelines for the
acute treatment of children with MOG-Ab. At the begin-
ning of the treatment, the focus is usually on the removal of
systemic antibodies and immunosuppression. The expla-
nations for the heterogeneity in treatment response may be
that MOG-Ab-specific damage is induced by multiple
pathogenic mechanisms [41]. A study by Hacohen et al
showed the effectiveness of azathioprine, mycophenolate
mofetil, rituximab, and especially intravenous immuno-
globulins, but not multiple sclerosis disease-modifying
drugs, in managing relapses in children [33]. We found
that most patients received glucocorticoids and a minority
received IVIG, glucocorticoids together with IVIG/
plasmapheresis, or rituximab during their first attack as
first-line treatment. Oral prednisolone taper was used in
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more than half of the patients. Treatment during relapses
was very diverse, with first-line treatment followed by sec-
ondary prevention treatment in two thirds of patients in the
ON (+) group. Residual deficits did not differ between the
groups in our study.

This study has some limitations. First, this is not a reg-
istry-based study and we could not assess the incidence
and prevalence of MOG antibody-associated ON and re-
lapses. Second, publications on single cases usually in-
clude distinct cases, therefore, our study presents a diverse
group of patients, with almost half of the patients having
non typical disease courses. The duration of follow-up in
the ON (+) group was longer, so there may be a possibility
that patients in the ON (-) group may experience a relapse
or optic neuritis in the future.

CONCLUSIONS

1. The course of pediatric MOG Ab associated disease
can be very diverse, and symptoms during exacerba-
tions often differ from previous symptoms.

2. ADEM was the most common clinical syndrome as the
first presentation of anti-MOG spectrum disease in
children (61%).

3. Nearly half (49%) of the children with anti-MOG-asso-
ciated inflammatory demyelinating diseases had re-
lapses.

4. Optic neuritis was present in nearly half (49%) of pa-
tients during the course of the relapsing anti-MOG
spectrum disease, while it was present in 23.5% of the
patients at the beginning of the disease.

5. The relapsing course of the disease was strongly asso-
ciated with ON in children: relapses occurred in 72 % of
patients with ON and in 27% of patients without ON.

6. A statistically significant gender difference was
found - girls were more likely to relapse than boys, re-
gardless of the presence of ON.

7. Full recovery was observed in 76% of patients during
the follow-up period.
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AUTOANTIKUNU PRIES MIELINO
OLIGODENDROCITU GLIKOPROTEINA SUKELTU
LIGU YPATUMAI VAIKAMS: RYSYS SU OPTINIU
NEURITU IR LYCIU SKIRTUMAI

Santrauka

Tikslas. Nepaisant vis daugéjanciy klinikiniy duomeny apie uz-
degimines demielinizuojancias ligas, susijusias su autoantiki-
nais prie§ mielino oligodendrocity glikoproteing (MOG spektro
ligas), islieka daug neatsakyty klausimy. Siuo straipsniu siekia-
ma issiaiskinti pediatriniy MOG spektro ligy klinikiniy simpto-
my ypatumus, rysi su optiniu neuritu (ON), recidyvuojancia ligos
eiga ir tyrimy, gydymo bei ly¢iy skirtumus.
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Metodai. Tyrime analizavome publikacijose rastus 46 pa-
cienty duomenis ir Vilniaus universiteto ligoninéje Santaros kli-
nikos, Pediatrijos centre nuo 2017 iki 2020 m. gydyty 5 pacienty
duomenis (i$ viso 51 pacientas).

Rezultatai. Vaikams MOG spektro liga dazniausiai pirma
karta manifestuoja kaip iminis diseminuotas encefalomielitas
(61 % atvejuy). ON ligos pradzioje buvo nustatytas 23,5 % pa-
cienty. Liga atsinaujino 49 % vaiky. 49 % pacienty, kuriems
MOG spektro liga atsinaujino, buvo diagnozuotas ON. Statistis-
kai reikSmingai dazniau liga atsinaujindavo tiems pacientams,
kuriems buvo diagnozuotas ON, - ligos paiméjimai nustatyti
72 % vaiky su ON ir 27 % ON nenustatytas. Recidyvuojanti li-
gos eiga statistiSkai reikSmingai yra daznesné mergaitéms, ne-
priklausomai nuo to, ar joms buvo diagnozuotas ON ar ne. Ste-
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béjimo laikotarpiu be liekamyjy reiskiniy pasveiko 76 % pa-
cienty.

ISvados. Pirma karta liga dazniausiai pasireiskia kaip iminis
diseminuojantis encefalomielitas. Recidyvuojanti eiga ir ON pa-
sireiskia apie pusei vaiky, serganciy MOG spektro ligomis. Reci-
dyvuojanti ligos eiga yra daznesné mergaitéms ir daznesné vai-
kams, kuriems pasireiské ON.

RaktaZodziai: mielino oligodendrocity glikoproteinas, re-
gos nervo uzdegimas, iminis diseminuotas encefalomielitas, vai-
kai, ly¢iy skirtumai.
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