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Abstract |

Multiple Sclerosis (MS) is the most common demyelinating disease affecting the central
nervous system of young adults living in western countries. The clinical suspicion of
demyelination, as a pathological process, is high when a young adult develops one or more
neurological episodes indicating a damage to white matter tracts within the central nervous
system, especially when the optic nerve, brainstem, or spinal cord is involved. The patient with
episodes disseminating in time, each of which can be attributed to demyelination, requires no
investigation prior to establishing the diagnosis of clinically definite MS, if the age of clinical
presentation falls between 20 and 50 years, if different anatomical sites within the central nervous
system have necessarily been affected on separate occasions, and if the clinical manifestation is
typical for MS. MS in Asian populations is characterized by selective and dominant involvement
of the optic nerve and spinal cords, as well as some incidence of brainstem lesion and symp-
toms. About 35~40% of cases of MS in Korea are of this optico—spinal type. Optico—spinal MS
(OSMS) generally has a higher female—to—male ratio than conventional MS. OSMS is also
characterized by frequent relapses, severe disability, few brain lesions on MRI, and a very lower
incidence of oligoclonal bands in CSF. Neuromyelitis Optica (NMO) (Devic syndrome), which
causes severe optic neuritis (ON) and longitudinally extensive transverse myelits either with a
monophase or relapse—remitting pattern, is rare in Korean. NMO — IgG was reported to be helpful
for the diagnosis of early—stage NMO and differential diagnoses of MS.
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Opticospinal MS

1ot

= o

-1 1 O

q_%%ﬂ%—g F2A3A ) FaHe HEAS Hol
2 % Aol o}y R

A2 B AR StARE T4 ] e & (myelin) o]

SH Al _g_ O-l : E|E|-O|7é!|—=é|'E|-|:|:|(EI- _7?(_/\'“:!1); |:|—

=}
A A FH LSS CIIM A SIS



252 258t ¥ A U5 2006.3.157:56 PMI °[ %253 NQ3 InPut 4$7

Multiple Sclerosis
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Figure 1. Multiple sclerosis lesions (arrows) depicted using (A ~ F) fast FLAIR, and (G, H)T1—weighted gadolinuim enhanced sequence
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Table 1. Diagnostic Criteria for opticospinal MS (1)

Criteria for opticospinal MS

1. Clinically estimated main lesions are confined to the optic nerve
and spinal cord

2. Neither cerebellar nor cerebral symptoms
3. Minor brainstem signs are acceptable
4. At least one relapse (=two attacks)

Table 2. Diagnostic Criteria for neuromyelitis optica (3)

Diagnosis requires all absolute criteria and one major
supportive criterion or two minor supportive criteria

Absolute criteria
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1. Optic neuritis
2. Acute myelitis

3. No evidence of clinical disease outside of the optic nerve or
spinal cord

Supportive criteria

Major
1. Negative brain MRl at onset

2. Spinal cord MRI with signal abnormality extending over
=3 vertebral segments

3. CSF pleocytosis of >50 WBC/mm?® or >5 neutrophils/mm?
Minor
1. bilateral optic neuritis

2. severe optic neuritis with fixed visual acuity worse than
20/200 in at least one eye

3. Severe, fixed, attack—related weakness (MRC grade
< in one or more limbs
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Figure 2. Multiple sclerosis. (A)~(C)T2—weighted Saggital MRI and (B—1,2,3) axial
MRI of the spinal cord shows multiple small to medium intrinsic lesions,
which involve only part of the cord cross—section and extend to the surface
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Table 3. McDonald criteria for multiple sclerosis: categories of multiple sclerosis (21)

Clinical presentation

Additional data needed for diagnosis of multiple sclerosis

Two or more attacks; None
Obijective clinical evidence of two or more lesions

Two or more attacks:

Objective clinical evidence of one lesion or

¢ Dissemination in space demonstrated by MR

¢ Up to two MRI detected lesions consistent with multiple sclerosis plus positive
cerebrospinal fluid

or

e await further clinical attack implicating a different site

One attack; e Dissemination in space demonstrated by MR
Objective clinical evidence of two or more lesions or

e Second clinical attack
One attack;

Objective clinical evidence of two or more lesions
lesions(monosymptomatic presentation; clinically
isolated syndrome)

or

e 1) Dissemination in space demonstrated by MRI or

2) Up to two MRI detected lesions consistent with multiple sclerosis plus positive
cerebrospinal fluid and Dissemination in time demonstrated by MRI

e second clinical attack

Insidious neurological progression suggestive of
multiple sclerosis

e Positive cerebrospinal fluid And Dissemination in space demonstrated by
1) nine or more T2 lesions in the brain or

2) two or more lesions in the spinal cord or

3) four to eight brain lesions plus one spinal cord lesion

or

e Abnormal visual evoked potential associated with four to eight brain lesions, or
with fewer than four brain lesions plus one spinal cord lesion demonstrated by
MRI and Dissemination in time demonstrated by MRI or Continued progression

for 1 year
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Table 4. Diagnostic Criteria for MS: MRI evidence for dissemination
in space (21)

Three of the following:

1. One or more gadolinium enhancing lesions or nine or more T2
hyperintense lesions if there is no gadolinium enhancing lesion

2. One or more infratentorial lesions
3. One or more juxtacortical lesions
4. Three or more periventricular lesions

Notes: i) one spinal cord lesion can substitute for one brain lesion;
i) two T2 lesions plus cerebrospinal fluid oligoclonal bands also
constitute evidence for dissemination in space
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Table 5. Diagnostic Criteria for MS: MRI evidence for dissemination
in time (21)

1.1f a first scan is >3 months after the onset of the clinical
event, the presence of a gadolinium enhancing lesion is
sufficient to demonstrate dissemination in time, provided
that it is not at the site implicated in the original clinical event.
If there is no enhancing lesion at this time, a follow—up scan
iIs required. A new T2 or gadolinium enhancing scan within 3
months then fulfils the criteria for dissemination in time.

2. If the first scan is performed <3 months after the onset of
the clinical events, a second scan done 3moths or more after
the clinical event showing a new gadolinium enhancing
lesion provides sufficient evidence of dissemination in time.
If no enhancing lesion is seen at this second scan, a further
scan e3 months after the first scan that shows a new T2 or
gadolinium enhancing lesion will suffice.
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