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Table 1 Brain MRI lesions of CIS and at the first presentation of those later developed to CDMS (a).
No brain MRI lesions satisfy Barkhof’s criteria were shown in 11/21 CIS (46%) patients. Only one
CDMS patient at the first presentation satisfied more than three of four of the Barkhof's criteria.
Brain MRI at the first presentation of CDMS was not examined in 13/32 MS patients.

(a) (b)
At the first : 23) : 23)
No of Pts CIS presentation of MS Conversion to MS * No conversion to MS 3
21 8 64 94
Paty criteria 9 (43%) 2 (25%)
B. kh f‘ et 10
dr%med 11 (52%) 1(13%) 14 (22%) 30 (32%)
1/4 7 (33% 3 (38%
(33%) (38%) 18 (28%) 39 (42%)
2/4 3 (14%) 3 (38%)
3/4 0 1 (13%
(13%) 32 (51%) 25 (27%)
4/4 0 0

% Brain MRI findings of 158 patients with CIS in the Netherland (b)?. Among the total of 170 patients with a
first attack suggestive demyelination, 3 patients developed NMO. A total of 158 patients included in the analysis
were followed at a median time of 39 months. Twenty-four patients (24/158: 15%, 18 with no conversion and 6
with in conversion to MS) had a normal MRI scan. The 57 (37%) patients satisfied more than 3/4 of Barkhof’s cri-

teria regardless of conversion to MS.

Pts: patients, MS: multiple sclerosis, CIS: clinically isolated syndrome,
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Abstract
Brain MRI findings in Japanese patients with clinically isolated syndrome

Masami Tanaka, M.D.”, Rie Motoyama, M.D.”, Masayuki Tahara, M.D." and Keiko Tanaka, M.D.?
"Multiple Sclerosis Center, NHO Utano National Hospital
*Department of Neurology, Kanazawa Medical University

Treatment of patients with clinically isolated syndrome (CIS) with disease modifying drugs including inter-
feron B delays conversion to clinically definite multiple sclerosis (MS). However, CIS patients do not necessarily de-
velop MS even after 20 years. Brain MRI lesions were required for CIS patients to include in clinical trials such as
CHAMPS study and BENEFIT study. CIS patients with brain MRI lesions compatible to MS were considered as
high risk to convert to MS in western countries. Previously we reported that asymptomatic enhancing brain le-
sions (AEBLs) were found in 9/23 (39.1%) of MS patients who had suffered at least one relapse in the preceding
year or two relapses in the preceding 2 years, and the number of AEBLs per scan was 0.37, suggesting low dis-
ease activity of Japanese MS patients. We examined brain MRI findings in Japanese CIS patients and compared
with those of Japanese MS patients at the first presentation.

We reviewed brain MRI of 23 CIS visited our clinic from December 2007 to October 2010 who fulfilled the cri-
teria proposed by Kappos et al. (2006) and Dalton et al (2002). Thirty two clinically definite MS (CDMS) patients ful-
filled the first McDonald criteria (two or more attacks and objective clinical evidence of two or more lesions) pro-
posed by Polman et al. (2005). Patients with neuromyelitis optica (NMO) and patients with NMO spectrum pro-
posed by Wingerchuk et al. (2006) and Wingerchuk et al. (2007), respectively, were excluded. Patients with anti-
aquaporin4 antibodies or with contiguous spinal cord lesion extending over three vertebral segments on MRI
were also excluded.

We could not obtain MRI of 11 patients with CDMS because of very long disease course, and 2 CIS and 13
CDMS patients had not been examined with MRI. So we examined 21 CIS and 8 CDMS patients at the first pres-
entation using Paty criteria and Barkhof criteria. Eleven CIS patients did not meet any of the Barkhof criteria.
Seven and 3 CIS patients met one and two of Barkhof criteria, respectively. No CIS patients showed fulfilled more
than 3 of Barkhof criteria. Seven of eight CDMS patients at the first presentation showed more than one of the
Barkhof criteria, however, only one CDMS patient at the onset fulfilled more than 3 of the Barkhof criteria. Japa-
nese CIS patients seemed to show less brain lesions than those in western countries.

(Clin Neurol 2012;52:725-729)
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