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Fig. 1
A: Axial images of brain MRI at relapse after fingolimod introduced. FLAIR (TR 10,000 ms, TE 117 ms, TI 2,300 ms)
and T,WI with gadolinium enhancement images (TR 601 ms, TE 11 ms) were upper and lower rows, respectively.
Multiple enhanced lesions were observed in the periventricular white matter, juxta-cortical white matter, and cerebellum.
B: Axial images of MRI T, WI with gadolinium enhancement (TR 480 ms, TE 10 ms) after 3 courses of methylprednisolone
(mPSL) pulse therapy. Multiple enhanced lesions were improved.
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Table 1 Reported cases of relapse after induction of fingolimod (FTY).
Interval Duration . Activity EDSS EDSS .
References after the  MRI findings/region of MS Trel:g(:lren ¢ (Maximum (Remission (Relapse AHUZ?JQP[I
induction (year) frequency) before FTY) after FTY)
Pilz G.” 32wk  Tumefactive/brain 9 IFN p-1a, 2y NA NA —
GA, NZB
Visser E? 20wk  Tumefactive/brain 45 IFN B mild with 0 NA NA
low frequency
Jander S.Y 8wk  Tumefactive/brain 2.3 NZB 3/0.5y NA NA NA
Kinney MO.” 4wk Tumefactive/brain 6 GA NA NA NA NA
Hellmann MA.” 2m severe opitic neuritis 13 GA, IFN B-1b 2.4/y 4.5 NA NA
Castrop E? 6 wk Multiple active leasions/ 1.3 IFN B-1a, 6/y 2.5 4 —
brain and spinal cord IFN B-1b
19d Multiple active lesions/ 6 IFN B-1a, NZB 2/y 1.5 5.5 NA
brain
Centonze D.” 16d Multiple active lesions/ 4 IFN B-1a, NZB 1y 2 4 NA
brain
6d Reactivation and 13 IFN B-1a, NZB 2y 2 5 NA
demensional increased
lesions/brain
Daelman L.? 11d Extensive active 21 IFN B-1a, 2/y 1.5 3 NA
10 d* leasions/brain GA, NZB
Yokoseki A.” 10d  Active lesions/brain and 9.5 IFN B-1b, 21y 0 3 —
spinal cord IFN B-1a
Our case 20d Multiple active leasions/ 14 IFN B-1b 2/y 7.5 8 —

brain

*: Second relapse after the reintroduction. Abbreviations: MS = Multiple sclerosis; EDSS = Expanded disability status scale; GA = Glatiramer
acetate; IFN B = Interferon 8; NA = Not available; NZB = Natalizumab; AQP4 Ab = Aquaporin 4 antibody.
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ANBEIICZ IR % A & o7z FUIIBERE 1AL, RIG
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A case of multiple sclerosis who relapsed early after fingolimod therapy introduced

Hironobu Endo, M.D.”, Norio Chihara, M.D.", Kenji Sekiguchi M.D.",
Hisatomo Kowa, M.D.", Fumio Kanda, M.D." and Tatsushi Toda, M.D."

"Division of Neurology, Kobe University Graduate School of Medicine

The patient was a 46-year-old woman having a history of multiple sclerosis (MS) for 14 years. She had been treated

with interferon B-1b since 2001, but discontinued because of psychiatric problems in 2006. Thereafter relapses were
observed 1-2 times a year, and EDSS became 2.5 to 6.5. In April 2012, relapse of MS was noticed and the patient
received introduction of fingolimod (FTY) after methylprednisolone (mPSL) pulse therapy. Twenty days later, dysarthria

and lower limb weakness were appeared. Brain MRI showed more than 20 several millimeter Gd enhanced lesions in

periventricular white matter, juxta-cortical white matter, and cerebellum. Careful determination and observation are
required upon the FTY administration into the MS with high frequency of relapse.
(Rinsho Shinkeigaku (Clin Neurol) 2015;55:417-420)
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