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Summary:

Multiple sclerosis (MS) is an autoimmune condition in which the immune system attacks the central nervous sys-
tem, leading to demyelination in time and space. Tumefactive demyelinating lesions are generally thought of as soli-
tary lesions greater than 2 cm, with MR imaging characteristics mimicking neoplasms. Without a history of multi-
ple sclerosis, surgical biopsy is often performed in suspected tumors. Herein we describe a case of a patient whom
over a six-month period developed relapsing-remitting tumefactive MS. Case: A 32-year-old woman presented with
progressive left hemiparesis. Magnetic resonance imaging revealed large solitary right periventricular lesions with
ring-like enhancement. Open biopsy via craniotomy was performed under the suspicion of tumor. A pathological
examination showed massive demyelination. Tumefactive demyelinating lesions will show a good response to corti-
costeroid therapy with disappearance of the lesions on follow-up imaging.
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