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A) Diagnosed as MS
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Figure. Brain MRIs of the patient. (A) Brain MRI at the time of diagnosis as MS. (a) Initial Brain MRI shows multiple high signal intensities in pons
and periventricular area of left posterior temporal lobe and upper horn of lateral ventricle. (B) Brain MRI of fourth attack shows new lesions in right

temporal lobe and periventricular area of posterior horn of lateral ventricle. (C) After interferon-beta started, there were more relapses. 15 months
later (2013.8), (a) brain MRI shows new lesions in right insula and pons. 21 months later (2014.2), (b) brain MRI shows new lesions in right pons.
(D) After switching interferon-beta to teriflunomide, there was no relapse. Brain MRI after 6 months shows no new lesion and decreased size of

previous lesions respectively. MS; multiple sclerosis, INF; interferon, FLAIR; fluid attenuated inversion recovery.
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