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RESULTS

TABLE 2. Tumefactive lesion location

INTRODUCTION

Tumefactive (TF) multiple sclerosis TABLE 1. Patient Demographics

Treatment history:
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patient demographics, clinical .
presentation, treatment, prognosis
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CSF oligoclonal bands (OCBs) were assessed in 8/12 pts, and CSF-specific OCBs were present in 5/8 pts
« 7 pts had CSF cell counts available for review: 4/7 had a CSF pleocytosis (ranged 8-29/cmm)
« 7 pts had CSF protein levels available: 2/7 had mildly elevated protein (52, 88, RR: 15-50 mg/dl)

DISCUSSION/CONCLUSION

TFMS had a variable disease course.
TFMS was more common in women than men.

TABLE 3. MRI features 4 pts had brain biopsy: Al
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axonal injury on pathologic analysis.
* |n cases that began with RRMS, TF lesions occurred

Clinical course: during times of transition between DMTs or off DMTs

Subjects were identified using the
Duke Enterprise Data Unified
Content Explorer. Brain lesions were
considered TF and included In
analysis if 2 2 cm in diameter.

Basic patient information including
gender, race, age, and detaills of
disease modifying therapies (DMTSs),

disease course, magnetic resonance

Imaging (MRI) findings, pathology
and cerebral spinal fluid (CSF)
analysis were collected from the
hospital electronic medical record.

TFMS was the initial presentation in 8/12 pts

1 pt had a clinically isolated syndrome (CIS) (optic

neuritis) 1 year before TFMS

3 pts had a preexisting diagnosis of RRMS prior to
TF development (These all continued with RRMS,

but 1 also had recurrent TFMS)

Time from CIS/previous RRMS diagnosis to TF MS
ranged from 1-20 years

Of the 8 pts who had TF MS at onset:

o 1 pt was immediately lost to follow-up
o 2 pts later developed RRMS
o 1 ptdied from recurrent TFMS
o 4 pts had no further relapses (follow-up
ranged from 1-12 years)

¢ Of note: 2 pts were documented to have had

recurrence of TF lesions

TABLE 3. Frequency of neurologic
symptoms at presentation

Symptoms at presentation N/Frequency (%)
Headache 5/41.7
Sensory changes 5/41.7
Weakness 5/41.7
Aphasia 4/33.3
Dysarthria 2/16.7
Vision loss 2/16.7
Dysphagia 1/8.3
Confusion 1/8.3
Vertigo 1/8.3

*Symptoms at presentation greatly varied based on
lesion location

all together.

 DMT approaches following TFMS onset varied widely,
with more aggressive strategies employed by MS
specialists.

« Further studies are warranted to investigate
efficacious long-term therapies and develop markers
to predict recurrent MS following TFMS onset.
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