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likelihood of adverse events.® Levetiracetam is excreted
largely by the kidneys and a positive correlation has been
reported between creatinine clearance and drug clearance.
In fact, the elderly have been shown to require a 40% dose
reduction in order to achieve the same serum concentration
and also to have a greater risk of side effects even at the
same serum levels in comparison with young individuals.®

Consequently, with this case we have wanted to illustrate
that before prescribing levetiracetam in elderly patients,
kidney clearance must be calculated and the dose must be
titrated up gradually in order to prevent adverse events;%"°
in addition, electrocardiographic monitoring is also needed
after initiating de novo treatment in patients at risk for
developing QT prolongation.
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Balo’s concentric sclerosis

Esclerosis concéntrica de Balo
Dear Eitor,

Balo’s concentric sclerosis is a demyelinating disease
described for the first time by Jozsef Balo in 1928 as
“periaxial concentric sclerosis”.!

The classical clinical presentation is that of a sub-acute,
fulminating, fatal encephalopathy, albeit in recent years
cases have appeared in the literature with a fairly benign
course, including full recovery from the disease.?

Historically speaking, the diagnosis has been made post
mortem, by the characteristic pathological anatomy with
lesions consisting of concentric rings of demyelination
alternating with normal white matter. However, the most
recent revisions support the role of magnetic resonance of
the brain for early and definitive diagnosis, which has had a
dramatic impact on the prognosis of the illness, improving
the morbi-mortality it entails.

We present the case of a female patient with a sub-acute
syndrome of neurological focality and a magnetic resonance
image of the brain compatible with Balo’s concentric
sclerosis.

A twenty-seven-year-old female without any history of
interest was admitted to our hospital due to a progressive

course of weakness on the right side of the body, difficulty
in co-ordinating the upper right limb and gait alteration for
the last three months.

The general examination is normal and the neurological
examination yields the following findings of interest:
hemiparesison the right side with signs of pyramidalism and
spasticity of the lower limbs, accompanied by postural and
kinetic tremor of the right arm. Three diffuse, rounded
hypodense areasin the sub-cortical white matter with ring-
shaped uptake of contrast are seen on the computerized
tomography taken in the Emergency Room.

A complete magnetic resonance (MR) scan was performed
of the brain and spine revealing several lesions in the
supratentorial sub-cortical white matter (the largest
measuring 4 cm) with an onion-like structure, displaying
hypointense concentric rings in T1-weighted sequences (fig.
1) and hyperintense in T2 (fig. 2), alternating with isointense
layers. After injecting paramagnetic contrast, they display
ring enhancement (fig. 3). These images show no associated
oedema surrounding the lesion or increased relative blood
volume in the perfusion sequences. On spectroscopy, the
choline spike isincreased to 3.2 ppm and lactate is evidenced
at 1.3 ppm (fig. 4). No infratentorial lesions are evident.

The cerebrospinal fluid (CSF) study rules out the presence
of oligoclonal bands of IgG and malignant cells.

After the results of the complementary testing and with
the diagnostic suspicion of Balo’s concentric sclerosis-type
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Figure 1 T1-weighted axial magnetic resonance image. Three
hypointense areas are seen, one of which is rounded, with
hypointense concentric rings.

demyelinating disease, treatment was initiated with
1-gramme intravenous boli of methylprednisolone for 5
days, with gradual improvement of the clinical syndrome.
The patient remains asymptomatic with good evolution at
the subsequent check-ups.

Balo’s concentric sclerosis (BCS) is an unusual demyelinating
disease, although its true incidence and prevalence is not
known, given the fact that the vast majority of cases have
been diagnosed post mortem. To date, 70 cases have been
reported in the scientific literature.3*

The aetiopathogenesis of the disease is unknown: it
sharesclinical and pathological characteristicswith multiple
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Figure 2 T2-weighted axial magnetic resonance image. Three
hyperintense areas are seen in the sub-cortical white matter,
without any mass effect. Two of them, right fronto-parietal,
rounded lesions with hyperintense concentric rings alternating
with isointense bands.
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Figure 3 T1-weighted axial magnetic resonance image, after
administration  of intravenous contrast.  Ring-shaped
enhancement of the lesionsis seen revealing the typical “ onion-
like” image.

sclerosis and acute disseminated encephalitis, which points
to a possible autoimmune origin.

Clinically, it debuts as a sub-acute encephalopathy with
signs of focal neurological dysfunction. The clinical course
is monophasic in most patients, rapidly evolving towards
mortality weeks to months after onset; nevertheless, in
recent years cases have been reported with a relatively
benign course of disease and even full remission.®

Classically, the diagnosis has been made by specific
pathology study, where we find lesions comprising concentric
rings with alternating demyelinated and normal white
matter.®

The appearance of MR has made it possible to describe
findings deemed to be pathognomonic, which makes early
diagnosis and treatment possible. The MR scan exhibits the
typical “onion-like” image, of hypointense concentric rings
on T1 sequences and hyperintense on T2-weighted
sequences, alternating isointense normal white substance;
after injecting gadolinium, the demyelinated layers reveal
ring-shaped enhancement. The spectroscopy reveals an
increase in the choline spike with a decrease in
Nacetylaspartate, a finding not specific to BCS, and
representing an increase in membrane turnover and
neuronal damage.”®

The analysis of the CSF did not yield the specific
characteristics of BCSand an increase in IgG and oligoclonal
bands was found.

Givenitslow prevalence, there are no placebo-controlled,
randomized studies demonstrating the efficacy of any
specific treatment agent for BCS. Due to the similarities
with multiple sclerosis, some authors support treating the
acute episodes of neurological dysfunction with high doses
of corticosteroids and plasmapheresis in the case of a poor
response.'® There is no evidence regarding long-term
immunosuppressant treatment.

Qur case report supports the latest reviews indicating
that Balo’s concentric sclerosis may be a self-limiting
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Figure 4 Spectroscopic study. An increase in the choline spike and decrease in the Nacetylaspartate is seen in the lesions, which

represents increased membrane turnover and neuronal damage.

disease, following a fairly benign course of disease, and the
importance that brain MR scans have taken on as a non-
invasive method enabling early diagnosis of the disease with
the aim of beginning early treatment with corticosteroids.
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