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Abstract
Background: Acute transverse myelitis (ATM) in children is a rare and often severe disease for which there are few
known prognostic factors, particularly the subsequent risk of multiple sclerosis (MS) diagnosis.
Objectives: To determine the clinical course and prognostic factors after a first episode of ATM in children.
Methods: Thirty children below 16 years of age diagnosed with a first neurological episode of ATM were included
retrospectively. Clinical evaluation, treatment, laboratory, and MRI data were collected.
Results: Median age at onset was 11 years (range 3–15 years). Follow-up data were available for a median of 4 years (range
0.5–16.7 years). Five patients subsequently had a diagnosis of MS (17%), which was associated with acute partial transverse
myelitis (odds ratio 5; 95% confidence interval 2.3–11), with a 60% probability of having a relapse at five years (p < 0.01).
The 2011 Verhey criteria correctly identified MS in children with the highest specificity (96%) and sensitivity (80%).
Conclusion: Acute partial transverse myelitis and brain MRI abnormalities at initial presentation are significantly
predictive of a subsequent diagnosis of MS in children with ATM. These findings suggest that closer brain MRI monitoring
after acute partial transverse myelitis might make the earlier introduction of disease-modifying therapies possible.
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Introduction
Acute transverse myelitis (ATM) is a rare inflammatory
process affecting the spinal cord, which manifests as sensory, motor or autonomic dysfunction, with an incidence of
1.71 to 2 per million children.1,2 Precise diagnostic criteria
for idiopathic and non-idiopathic ATM have been proposed
by the Transverse Myelitis Consortium Working Group.3
The American Academy of Neurology (AAN) published
evidence-based ATM management guidelines in 2011,
focusing on two clinical settings: acute complete transverse
myelitis (ACTM), defined as acute or subacute inflammation of the spinal cord causing moderate or severe loss of
function, and acute partial transverse myelitis (APTM),
characterized by incomplete or patchy involvement of at
least one spinal segment, with mild to moderate weakness,
asymmetric or dissociated sensory symptoms and, occasionally, bladder involvement.4 In adult patients, this distinction is considered useful for determining ATM etiology
and relapse risk.
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We hypothesized that this might also be the case in
children. We investigated the prognostic factors of childhood ATM, focusing particularly on the risk of multiple sclerosis (MS) diagnosis and disability status at last follow-up.

Method
Patients
Inclusion criteria. All children under the age of 16 years
evaluated at Montpellier University Hospital (CHRU de
Montpellier), France, from January 1994 to December
2009, with a diagnosis of ATM as a first neurological episode, were included. ATM diagnosis was based on the
2002 criteria.3 If spinal magnetic resonance imaging (MRI)
showed an appropriately located high signal-intensity
lesion on T2-weighted sequences but no clear cut enhancement of the abnormality following gadolinium administration and no CSF abnormality, patients were considered to
have ‘possible ATM’ and were included.3
Exclusion criteria. Patients with a previous neurological history, systemic or metabolic disease, history of previous spinal radiation, extra-axial spine compression or thrombosis
of the anterior spinal artery on MRI were excluded.

Standard protocol approvals, registrations, and
patient consent
The parents of the patients gave written informed consent
to care. The procedures described herein are all part of routine care on our hospital. The study has been submitted to
the ethics committee of Montpellier University Hospital:
this observational and retrospective study did not require
approval of the institutional review board and no informed
written consent was required, in line with French law.

Data collection
All the information collected was coded to protect
confidentiality.
Clinical data. Retrospective clinical data during acute phase
were collected from our hospital database in a standardized
manner: demographic, personal, and familial history of MS
and other autoimmune disease, factors preceding ATM,
such as vaccination, trauma, or infection. The acute illness
description included first symptoms, time to diagnosis and
maximal clinical expression, and plateau duration. Patient
management, particularly the need of bladder catheterization, and the type of treatment were also recorded.
Walking ability during the acute phase was assessed
with a modified version of the Hughes Functional Disability
Scale (HFDS) previously used in Guillain–Barré syndrome,5 and in the largest published pediatric ATM series:6
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0 = normal, 1 = minor symptoms, fully capable of manual
work, 2 = able to walk more than 30 feet without assistance,
3 = able to walk more than 30 feet with assistance, 4 = bedbound/wheelchair-bound, 5 = requiring assisted ventilation, 6 = dead.
Laboratory and MRI data. We collected the results of cerebrospinal fluid (CSF) tests, including white blood cell
(WBC) count, biochemistry findings, and oligoclonal band
detection. Serum samples were tested for 19 infectious pathogens, with convalescent titers for the same pathogens
determined within six weeks of the acute phase, when possible. An infectious disease was defined by two recorded
oral temperatures above 38.5°C (101.3°F), two recorded
serum WBC elevations above 11,000 cells/mm3, or positive
PCR or IgM converting to IgG against a specific pathogen.
Magnetic resonance images were acquired on 1.5 T
scanners. MRI data included scans of the spine and brain at
the same time during the acute phase and follow-up: localization, extent and type of spine lesions, gadolinium
enhancement on T1-weighted images (T1W). Patients with
lesions at least three segments long were classified as having ‘longitudinally extending transverse myelitis’ (LETM).7
MRI brain images were examined for the presence of
T2-weighted (T2W) lesions (supratentorial, infratentorial,
basal ganglia/thalamus) and were classified according to:
(1) the 2010 McDonald dissemination in space and time
criteria;8 (2) the 2011 Verhey criteria;9 (3) the KIDMUS criteria;10 (4) the CHAMPS criteria.11 Criteria definitions are
shown in Table 1.
All baseline images were reviewed retrospectively, with
a standardized MRI record form, by an experienced neuroradiologist (NL) and neuropediatrician (FR) blinded to
clinical symptoms, disease progression, and initial MRI
analysis, to obtain a consensus. Visual evoked potentials
(VEPs) were also considered, when performed.
Outcome data. Outcome data were collected from our hospital database for patients having ongoing care provided by
our department, or from physicians caring for other children in the community. Outcomes included subsequent
diagnosis of MS and Kurtzke Expanded Disability Status
Scale (EDSS) score at last follow-up, focusing on scores
≥4, defined as limited walking ability but able to walk for
more than 500 m without assistance or resting.12

Definitions and classification
Patients with incomplete or patchy involvement of at least
one spinal segment, with mild to moderate weakness,
asymmetric or dissociated sensory symptoms and, occasionally, bladder involvement were defined as having
APTM.4 Patients with symmetric, moderate or severe loss
of function due to a spinal cord lesion were considered to
have ACTM.
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P9,10,29–31a
8–57
95–100
82–94
63–87

Our series
80
87.5
57.1
95.5

A32b
78
69
58
84

Diagnosis at presentation and most recent assessment
was classified as: isolated transverse myelitis, i.e. clinicoradiological TM with no clinical brain disease and normal
brain MRI; clinically isolated syndrome (CIS), i.e. clinically isolated ATM with abnormal brain MRI but no
encephalopathy; polyfocal CIS, i.e. multifocal neurological
deficit including ATM, without encephalopathy; acute disseminated encephalomyelitis (ADEM), i.e. clinical ATM
with encephalopathy;13 or MS fulfilling the 2010 McDonald
criteria.8

Statistical analysis

Values are percentages. All four criteria correctly identified patients at risk of transition to MS (p < 0.05). aP = Pediatric study bA = Adult study.

Our series
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50
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55
100
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58–100
86–100
59
100
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20
92
50
85.7
Our series
20
88
25
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Our series
80
96
80
96

≥ 2 brain lesions at
least 3 mm in diameter
with ≥ 1 lesion being
periventricular or ovoid
2 of 2: - ≥ 1 T1
1 of 2:- lesions
hypointense lesion - ≥ 1 perpendicular to the
periventricular lesion
long axis of the corpus
callosum - presence
of well deﬁned lesions
only
Both dissemination
in space and
dissemination in
time
Dissemination
in time criteria:
Simultaneous presence
of asymptomatic
gadolinium-enhancing
and non-enhancing
lesions at any time
Dissemination in
space criteria: ≥1
T2 hyperintense lesion
in ≥2 of the following
regions: periventricular,
juxtacortical,
infratentorial, spinal
cord (symptomatic
spinal cord lesion
excluded)

McDonald (2010)8
Definition

Table 1. Test properties of brain MRI criteria for predicting conversion to multiple sclerosis.

Verhey9

KIDMUS10

CHAMPS11
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Descriptive data were compared in χ2 tests or Fisher’s exact
tests for proportions, and t-tests or Wilcoxon tests for continuous measures. Kaplan–Meier curves were plotted and
the significance of differences was assessed in log-rank
tests. Statistical significance was reached with a p value of
less than 0.05. We were unable to conduct multivariate
analysis due to the small size of our population.

Results
General overview
In total, 30 patients with acute transverse myelitis before
the age of 16 years were included in the study, with a mean
follow-up of 5.1 ± 4.4 years (median: 4 years, range: 0.5–
16.7 years). Median age at onset was 11 years (range 3–15
years), but was lower in cases of ATM following infection
(7.7 vs 12.7 years, p < 0.01). The female:male ratio was
1.13:1 and 47% of cases (14/30) occurred during the winter. The main clinical, CSF, and MRI characteristics are
shown in Table 2.
At first presentation, 53% (16/30) had isolated ATM,
17% (5/30) had monofocal CIS, 17% (5/30) had ADEM,
13% (4/30) had polyfocal CIS, and none had MS according
to the 2010 McDonald criteria. At most recent assessment,
five of the 30 patients were diagnosed with MS fulfilling
the 2010 McDonald criteria (see Figure 1).

Descriptive data (Table 2)
Clinical characteristics. In 60% (18/30) of cases, neurologic
manifestations developed after an infection occurring a
median of 6 days (range 2–28 days) before the onset of neurologic symptoms: isolated fever (7/18), otolaryngologic
infection (6/18), gastroenteritis (2/18), influenza-like illness (2/18), pneumonia (1/18), or measles (1/18). No
patient had been immunized or had an allergy shot within
30 days of the first symptoms. All patients were investigated for infectious agents in blood and CSF at ATM onset,
and 67% (20/30) underwent serological testing after three
to six weeks. Minor trauma (fall or twist) up to one day
before ATM onset was described in 17% of cases (5/30).
Clinical findings (no clear arterial distribution clinical
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Table 2. Main clinical, CSF, and MRI characteristics of the patients during the acute phase.
Clinical data

Median age at onset [y] (range)
Preceding infection (%)
Median duration to maximal
functional symptoms [d]
(range)
Pain (%)
Fever (%)
Complete paraplegia (%)
Pyramidal signs (%)
Sensory loss (%)
Sphincter deficit (%)
Bladder catheterization (%)
APTM (%)
Median HFDS score (range)
Median CSF WBC count
[cells/mm3] (range)
Median CSF protein
concentration [g/l]
Median lesion length on spinal
MRI [segment] (range)
Abnormal brain MRI (%)

Total

Diagnosis at the end of follow-up
Isolated ATM

CIS

MS

ADEM

Other*

n = 30

n = 14

n=5

n=5

n=4

n=1

11 (3–15)
60
5 (1–17)

12 (3–15)
53
3 (1–12)

5 (3–14)
100
6 (3–7)

13 (6–15)
20
5 (4–5)

10.5 (6–11)
75
6 (2–12)

4
100
17

67
40
46
50
60
77
47
33
3.5 (1–4)
15.5 (0–700)

71
40
53
47
79
47
71
21
4 (1–4)
10 (0–700)

100
60
40
40
40
20
40
40
3 (2–4)
30 (2–76)

40
20
20
75
60
20
20
100‡
3 (2–4)
11 (2–64)

50
25
75
50
25
25
25
0
4 (3–4)
200 (30–530)

100
100
100
0
100
0
0
0
4
20

0.45 (0.15–1.79) 0.39 (0.21–0.89) 0.38 (0.15–0.79) 0.44 (0.21–0.67) 0.69 (0.42–1.79)
5 (0–15)

3 (0–15)

10 (4–16)

4 (0–9)

6 (0–7)

45

0

100

80

100

0.58
20
0

*Final diagnosis of connective tissue disorder; ‡Significantly higher in MS than in the non-MS population; ¶Significantly lower in MS than in the non-MS
population. ATM = acute transverse myelitis; APTM = acute partial transverse myelitis; CIS = clinically isolated syndrome; MS = multiple sclerosis;
ADEM = acute disseminated encephalomyelitis; CSF = cerebrospinal fluid; WBC = white blood cell; HFDS = Hughes Functional Disease Scale.

deficit consistent with thrombosis of the anterior spinal
artery, time to reach maximal severity > 4 hours from onset)
and spinal MRI findings in these five patients were not consistent with infarction.
The main clinical characteristics are shown in Table 2.
Acute partial transverse myelitis was present in 33% of the
patients (10/30). By definition, the five patients initially
diagnosed with ADEM had encephalopathy during the
acute phase.13
CSF and MRI characteristics. Cerebrospinal fluid (CSF) was
obtained by lumbar puncture, 1 to 13 days after symptom
onset (median 2.5 days). Abnormalities were found in 17
patients (57%, see Table 2). CSF oligoclonal bands were
detected in 4 of 16 patients tested (3 MS and 1 postinfectious polyfocal CIS) and were not significantly associated with MS.
All patients underwent a first cerebral and spinal MRI
between 1 and 11 days after symptom onset (median: 4
days) and images were available for 29 patients. Spinal
MRI was abnormal in 93% of cases (27/29): T2-weighted
(T2W) signal abnormalities were identified at cervical level
in 55% patients (16/29), thoracic level in 72% (21/29) and
lumbosacral level in 24% (7/29). Multifocal lesions were

detected in 26% of patients (8/29) and hypointense lesions
on T1-weighted (T1W) sequences were found in two
patients. LETM was found in 20 of 29 patients (69%). Total
median segment length was 5 segments (range 0–15 segments). Lesion count did not differ significantly between
patients with and without MS (p = 0.283). Gadolinium
infusion demonstrated lesion enhancement on T1W images
in 31% (9/29) of cases. Both patients who had a first normal
spinal MRI showed lesions on T2W sequences without
gadolinium enhancement on a second scan performed 5 and
7 days later.
Cerebral MRI evidence of white matter lesions was
obtained in 45% (13/29) of cases: the hypersignal areas on
T2W images were supratentorial in 38% (11/29) of cases,
infratentorial in 31% (9/29), and in the basal ganglia/thalamus in 28% (8/29) of cases. One patient (final diagnosis:
MS) had a T2W hypersignal on optic nerves. The test properties of the 2010 McDonald, Verhey, KIDMUS, and
CHAMPS criteria are shown in Table 1.
Visual evoked potentials (VEP) and immunochemistry. VEP
was carried out during the acute phase in 60% of patients
(18/30) and optic neuritis was found in 13% of cases (4/30).
Serum anti-aquaporin 4 IgG was absent in all four children
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Figure 1. Patient diagnosis flow chart. ATM = acute transverse myelitis; ‘possible’ ATM = clinical ATM with T2 hyperintensity
on spinal MRI without gadolinium enhancement, and normal CSF;3 CIS = clinically isolated syndrome; monofocal CIS = ATM with
abnormal brain MRI, without encephalopathy; polyfocal CIS = multifocal neurological deficit including ATM, without encephalopathy;
ADEM = acute demyelinating encephalomyelitis; MS = multiple sclerosis.

tested: only 1 of 4 had optic neuritis, with LETM and a
subsequent diagnosis of MS. None of the patients presented
serologic evidence of connective tissue disease at presentation but, during follow-up, one patient displayed antinuclear antibodies, lupus anticoagulant and ANCA, suggestive
of this condition.
Type of treatment. All patients were prescribed treatment at
ATM presentation: 87% (26/30) received high-dose IV
methylprednisolone, 50% (15/30) received IV immunoglobulin, and both were prescribed in 37% of cases (11/30).
Mean interval between treatment beginning and MRI was
of 0.5 days (median: 0 days, range: 4 days before MRI to 5
days after first MRI). We found no correlation between type
of treatment and outcome.

Prognosis factors
Follow-up duration was 5.1 ± 4.4 years (range: 0.5–16.7)
and exceeded one year in more than 96% of cases (29/30).

Most (80%) patients (24/30) were able to walk independently within one month of onset. The other six patients
who were unable to walk independently within one month
of onset had a median HFDS score of 4 during acute
phase (range: 3–4), a median plateau duration phase of 10
days (range: 5–20 days), and a median lesion length of 6
segments on spinal MRI (range: 2–15 segments).
Outcome was not related to seasonality, sex, age at onset,
time to maximal symptom expression, fever, pain, pyramidal signs at the time of presentation, CSF findings or
spinal MRI characteristics during acute phase.
Diagnosis of MS. Acute partial transverse myelitis at initial
presentation was a significant prognostic factor for subsequent MS diagnosis (odds ratio [OR] 5, 95% confidence
interval [CI] 2.3–1, p < 0.01) with a 40% probability of
being relapse-free at five years (p < 0.01, see Figure 2).
Higher acute-phase HDFS score (3 or 4) was associated
with significant protection against diagnosis of MS (OR
0.048, 95%CI 0.01–0.54, p < 0.05).
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Figure 2. Acute partial transverse myelitis and conversion
to multiple sclerosis. Survival over time to conversion to MS,
according to the presence of APTM during the acute phase (p <
0.01, in a log-rank test). All 5 MS patients had APTM, whereas
only 5/25 of non-MS patients had APTM (P < 0.01). APTM =
acute partial transverse myelitis; MS = multiple sclerosis.

The 2010 McDonald dissemination in space, Verhey,
KIDMUS, and CHAMPS criteria correctly identified
patients at risk of MS diagnosis (p < 0.05; see Table 1).
Disability scale score at last follow-up assessment (EDSS). EDSS
score at last follow-up was significantly higher in patients
taking more than one month to walk independently (mean
of 4.3 vs. 0.9, p < 0.01) and in cases of complete paraplegia
during acute phase (mean 2.3 vs. 0.8, p < 0.05). The need
for urinary catheterization during acute phase was significantly associated with a final EDSS score ≥4 (OR 2.5, 95%
CI 1.5–4, p < 0.05). Patients with idiopathic ATM were
more likely to have an EDSS score ≥4 at one year (OR 24,
95% CI 1.5–395, p < 0.05), but this difference was not significant at the end of follow-up.

Discussion
This retrospective series of children below the age of 16
years with single episodes of ATM at a single academic
center included 30 patients over a 15-year period. Previous
series specifically studying pediatric ATM concerned eight
to 47 patients included over four to 25 years. Apart from
one,2 all were monocentric and retrospective,6,14–18 and not
all used the 2002 diagnostic criteria.6,14 Other larger studies
of pediatric cases of acute CNS inflammatory demyelination did not include details of clinical symptoms at presentation.1,10,19 It is difficult to compare our results with those
of previously published series, as the 2002 criteria (including markers of spinal inflammation) were not used in five
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of these studies. The clinical presentation and course of
ATM in our patients was similar to those in previous pediatric series, in terms of age at presentation, initial course
and preceding infection (see Table 3). Surprisingly, none of
our patients was under three years old, contrasting with the
two largest published series,2,6 which described a bimodal
incidence distribution, with peaks before the age of five
years and during adolescence. We also found a bimodal distribution, but with peaks in the 3–5 years and 10–15 years
age groups. Unlike some other studies, we found no relationship between young age at presentation and prognosis.2,6,14,20 Sex did not influence outcome. As previously
reported,14 none of our patients was vaccinated or had an
allergy shot within 30 days of the first symptoms of ATM,
by contrast to a previous center-based analysis of 47 cases.6
Idiopathic ATM had the worst prognosis at one year
(EDSS ≥ 4), but this difference was not significant at the
end of follow-up. In a study of idiopathic ATM in adults
with a mean follow-up period of 3.6 ± 3.1 years, 30% of
patients had a poor outcome, defined as death or a loss of
walking ability.21 Consistent with previous reports,6,15 we
observed potential functional recovery after one year. It
remains unclear whether this is due to primary neurological
recovery, reeducation or both.
The main finding of this study was the five times higher
risk of subsequent MS diagnosis in children with acute partial transverse myelitis at initial presentation. To our knowledge, this is the first study to focus on APTM and MS risk
in children. Since 1992, ATM has been divided into two
subgroups by several authors: acute complete transverse
myelitis (ACTM) and acute partial transverse myelitis
(APTM), which differ in terms of clinical presentation,
prognosis and course.22–24 This clinical dichotomy was
highlighted in 2011, in the American Academy of Neurology
(AAN) evidence-based guidelines.4 The 2002 criteria classified patients into relatively homogeneous groups in terms
of clinical and MRI data, but outcome remained unpredictable (except for ‘spinal shock’ with complete paraplegia).21
It should also be noted that all four of our initial clinical
scenarios wound up including MS cases. It was therefore
necessary to identify other prognostic factors in ATM. In
the AAN evidence-based guidelines, a review of two studies of APTM with normal brain MRI in adults reported subsequent diagnosis of MS in 10.3% of cases (95% CI
4.1–23.6), whereas two studies of adults with ACTM and
normal brain MRI suggested a significantly lower subsequent diagnosis of MS (0% to 2%), over about five years of
follow-up, as in our study. For adults with APTM and cerebral lesions on MRI, the subsequent diagnosis of MS was
significantly higher, at 59 to 90%.4,11,25–28 By comparison,
subsequent MS diagnosis in our pediatric series was of 20%
for APTM with normal brain MRI, 66% for APTM with
abnormal brain MRI, and 0% for ACTM. Our results suggest that, as in adults, cerebral MRI status at presentation is
the most reliable indicator of the risk of subsequent MS
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Table 3. Comparison with seven other pediatric ATM series.
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diagnosis in children with APTM. Yearly cerebral MRI for
at least five years, with clinical assessments, has been suggested, to monitor adult patients with APTM for MS diagnosis.22 Our results support this suggestion, which also
appears reasonable for children, to optimize the early diagnosis of MS.
We compared the performances of the 2010 McDonald,
Verhey, KIDMUS, and CHAMPS criteria for predicting
subsequent diagnosis of MS (see Table 1). Table 1 also
shows previous published series studying these criteria,
but it is to note that none of them focused specifically on
acute transverse myelitis.9,11,29–32 In our series, all criteria
had low sensitivity, but high specificity, the highest values
being those for the Verhey criteria. These properties have
already been reported for children, particularly those
older than 10, for KIDMUS criteria.9,10 It has also been
shown that the 2010 McDonald had high sensitivity and
specificity (100% and 86%, respectively) or children
older than 11 years with non–ADEM presentations.30 The
greatest advantage of the Verhey, 2010 McDonald, and
KIDMUS scales was their high negative predictive value.
Moreover, the low positive predictive value (PPV) of the
2010 McDonald criteria (50%) highlighted the need for
specific pediatric scales, such as the Verhey criteria, with
a higher PPV (80%). This is the first time that the
CHAMPS criteria have been studied in a pediatric population, but they were not found to be particularly useful,
particularly given their very low PPV.
Gadolinium infusion demonstrated lesion enhancement
on T1W images in 31% of spinal MRI scans and may
explain the low McDonald Dissemination in Time criteria
in our cohort. Gadolinium enhancement in pediatric ATM
series is of 24 to 74%,6,14 leading to suggest that the 2002
consortium guidelines may underdiagnose pediatric ATM,
but this needs further studies.
One of the five patients manifesting with an ADEM phenotype at onset had two relapses, without encephalopathy,
during follow-up and was diagnosed with MS. ADEM-like
episode as a first event of MS is reported in 2 to 18 % of
cases in published pediatric series of patients with
demyelination.9,19,33
As reported for both adult and pediatric ATM, a ‘spinal
shock’ presentation (complete paraplegia, hypotonia, and
areflexia) was associated with a poor EDSS score at the end
of follow-up.2,15,21,34 However, unlike other studies, we
found no relationship between poor prognosis and higher
sensitive level,6 pyramidal syndrome,20 or supraspinal
symptoms.15 We confirmed that taking more than one
month to walk independently was associated with a poor
EDSS score at the end of follow-up.15
We found no correlation between spinal lesion length
and subsequent diagnosis of MS, probably due to our small
number of MS cases, or EDSS score at the end of followup. In adult MS patients, the risk of such diagnosis is
higher in patients with spinal lesions less than two sections
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long23, but this result has never been confirmed in children.14,15,35,36 We found no association between oligoclonal
band detection and MS in our series, probably due to the
small number of patients tested. Unlike Pidcock et al.,6 we
found no relationship between poor prognosis and lower
lesion level and T1 hypointensity on spinal MRI. Most
children had LETM, as previously reported,6,36 and none
had neuromyelitis optica according to the Wingerchuk criteria.7 Neuromyelitis optica antibody tests were negative
in all four children studied.

Conclusion
Our single-center analysis of 30 pediatric cases of acute
transverse myelitis highlighted the significantly higher risk
of multiple sclerosis diagnosis in cases of acute partial
transverse myelitis, as previously reported for adults.4 This
simple clinical dichotomy (mild to moderate weakness,
asymmetric or dissociated sensory symptoms), which can
be assessed at the patient’s bedside during the acute phase,
provided valuable clinical decision support. Together with
brain MRI data, it could help to identify children at higher
risk of subsequent diagnostic of multiple sclerosis, leading
to closer brain MRI monitoring or to early disease-modifying treatment.
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