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diagnoses, MRI, treatment methods,
and follow-up.

This retrospective case analysis
hopes to further contribute to the
growing library of research dedicated
to tumefactive demyelination, to
continue to take steps towards
reducing rates of misdiagnosis and
use of unnecessary, invasive
diagnostic tests, as well as improving
treatment management for patients
affected by this rare demyelinating Figure 6. Luxol Blue
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Multiple Sclerosis (typical MS lesion
seen in Figure 5) Is the most common
cause of tumefactive demyelination® ©),
For those with a tumefactive lesion as
their first presentation, about 2/3 will go
on to follow a relapsing remitting course
of MS®), Frequency of TDL'’s in cases of
MS Is estimated to be around 2-3
per 1000 individuals®).

Depending on the location and size
of the lesions, symptoms
can include: headaches, cognitive abno-
rmalities, mental confusion, aphasia,
apraxia, visual field defects,
and seizures®,

This study will be a retrospective chart
review of patients with

Identified tumefactive demyelinating
lesions. The source of records to be
reviewed will be from the NYU Multiple
Sclerosis Care Center. Study population
will iInclude people ages 18-60 seen at
NYU Langone Medical Center with
radiologically or biopsy

proven tumefactive demyelinating
lesions (See Figure 6 for biopsy results
evident of TDL). An estimated 20 patient
charts are expected to be reviewed.

Radiographic and clinical data will be

collected for all eligible patients. Current ACKNOWLEDGEMENTS

and previous medical status will have
been established by neurologists at
NYU Langone Health. Lesion
enhancement patterns will be identified
as megacystic, infiltrative, ring-

like, balo-like, and non-specific based
on the MAGNIMS recommended
classifications for atypical demyelinating
lesions.
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