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Sustained Clinical Response of Pseudotumoral Lesion of the Central Nervous System in Behcet's
Disease After Treatment with Infliximab. Case Report.
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Introduction

Methods

Behcet's disease (BD) is a multisystem relapsing

The report of this case was submitted and

inflammatory immune-mediated disorder of unknown

approved by local ethics committee.

cause. The Central Nervous System can be affected

Case Presentation

involving parenchymal and/or vascular topography, such
as brainstem, basal ganglia, thalamus, cortex and white
matter,

spinal

cord

and

cranial

nerves.Peripheral

nervous system involvement is rare. The neurologic
presentations are uncommon, around 10% of historical
cases, may present as a primary manifestation or in
systemic involvement and more prevalent in younger
male patients. Neurobehcet is also associated with
abnormalities in complementary exams, like in imaging
studies,

laboratory

and

analysis. [1-5]

cerebrospinal

fluid

The present case refers to a 49-year-old
caucasian woman admitted to local hospital with a
3-month history of progressive holocranial headache,
gait instability and diplopia. Her medical history included
recurrent oral and genital ulcers, uveitis and erythema
nodosum

in both

phenomenon

and

legs.

Presence

HLA-B51

of a

were

pathergy
confirmed.

Hematological and serum biochemistry tests were within
normal-range values.
Family medical background was unremarkable.
Brain T2-FLAIR magnetic resonance imaging (MRI)
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showed an expansive mass lesion at the left capsular

treatment,

nucleus region, with mesencephalic extension (Figure

anti-TNF-alpha (Infliximab) was was administered at 0,

1A). Cerebrospinal fluid analyses showed 15 cells, all of

2nd and 6th weeks and then every eight weeks; Despite

them lympho-monocytes, and protein of 45mg/dL

cerebral atrophy, stable neurological evolution was

(lumbar puncture). All other tests on spinal fluid were

found after 18 months of anti-TNF-alpha therapy

normal.

(Figure 1B).
The patient was also referred to a neurosurgery

department, where a brain biopsy was planned for
diagnostic clarification. Meanwhile, the possible clinical
diagnosis of BD was postulated and started treatment
with 1 gram of methylprednisolone intravenously and for
a

period

of

5

days

with

satisfactory

results.

Neurosurgery was then discarded. Therapeutic follow-up
was instituted with azathioprine and after 2 months of

due

to

abnormal

liver

function,

Discussion
Neurological

involvement

occurs

in

approximately 10% of BD patients and is characterized
by an interval of 5 years since the onset of systemic and
the neurological symptoms. Clinical and neuroimaging
findings suggest parenchymal and extra-parenchymal
inflammatory involvement. Pseudotumoral lesion of the

Figure 1. Brain Axial-FLAIR-MRI- (A) Expansive mass lesion with hyperintense signal in the left
capsular nucleus region, with mesencephalic extension and enhancement by the paramagnetic agent
(white arrows). (B) Complete improvement of the expansive mass lesion with the presence of brain
atrophy.
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Central Nervous System demonstrates inflammatory
activity; Brain atrophy can coexist since the beginning of
the

inflammatory

course

and

demonstrates

neurodegeneration. [6] We reported a patient with BD
associated with a pseudotumoral lesion of the Central
Nervous System, a rare neurological involvement. The
patient

presented

adverse

effect

to

conventional

immunosuppressive treatment, with azathioprine and
had sustained clinical response with infliximab.
The present case highlights the difficulties in
diagnosing BD, which may leave incorrect diagnosis and
therapeutic delay.
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