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in patients under study for demyelinating disease, as in our
case.6,9,10 Additionally, administering high doses of IV corticosteroids after an LP was determined to be the main
risk factor contributing to the development of CVT in most
cases, especially if other associated vascular risk factors
were present.9—12 Authors have not found a causal relationship between demyelinating disease and CVT.6 In recent
years, however, experts focusing on disorders in intracranial venous haemodynamics have postulated that they may
be involved in the pathophysiology of MS.13,14
On the other hand, given that treatment with high-dose
corticosteroids is itself a prothrombotic risk factor, Kalanie
et al. suggest that it may even be appropriate to use prophylactic enoxaparin to prevent CVT in patients with MS who
will be treated with high-dose IV methylprednisolone.15
Early diagnosis is difficult, as CVT symptoms overlap with
those of PPH. We should suspect CVT in all patients with
typical PPH that intensifies after an initial period, does
not lessen with the patient in decubitus, or persists for
more than a week. This is especially true in patients with
demyelinating disease, vascular risk factors, or treatment
with high-dose corticosteroids immediately following LP.3
De novo appearance of a bilateral papilloedema associated
with PPH is consistent with a diagnosis of CVT. However, in
patients with MS, history of optic neuritis with peripapillary
atrophy may make interpretation of findings difficult.
For the reasons listed above, we believe it appropriate
to reserve a window of time between performing LP and
administering high-dose corticosteroids. We feel it is best
to start IV steroids to treat the clinical flare-up and wait at
least a month before performing LP.
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14. Gasca Salas C, Gómez Ibañez A. Insuficiencia venosa cerebroespinal crónica y esclerosis múltiple: revisión y actualización del
tema. Rev Neurol. 2011;53:555—60.
15. Kalanie H, Harandi AA, Alidaei S, Heidari D, Shahbeigi S,
Ghorbani M. Venous thrombosis in multiple sclerosis patients
after high-dose intravenous methylprednisolone: the preventive
effect of enoxaparina. Thrombosis. 2011;201:7854—9.

M. Sillero Sánchez ∗ , N. Rodriguez Fernandez, L. Sánchez
Vera, B. Gómez González, J.J. Asencio Marchante
Servicio de Neurología, Hospital Universitario de Puerto
Real, Cádiz, Spain
Corresponding author.
E-mail address: miriamsillero@telefonica.net (M. Sillero
Sánchez).
∗

Dear Editor:
Osteoclastoma or giant cell tumour of bone is an osteolytic
neoplasm which accounts for only 5% of all bone tumours. It
usually arises in the epiphysis of long bones and may very
rarely be found on the spinal column above the sacrum,
with an incidence of about 2.5% in a large series of cases.1
Only anecdotal cases of osteoclastomas originating in the
ribs have been described.2 This tumour is slightly predominant in women and the most frequent age of tumour onset
is between 20 and 40 years. Despite being benign, they can
be very aggressive locally; tumours may recur if complete
resection is not achieved, and there have even been published cases of metastasis.3

LETTERS TO THE EDITOR

Figure 1 Spine CT: osteolytic tumour lesion on the posterior
arch of the left seventh rib eroding the pedicle and the posterior
part of the vertebral body.

The histology of this tumour is characterised by multinucleated giant cells in a background of mononuclear and
spindle-shaped cells.
Clinical presentation of osteoclastoma in the spinal column consists of pain4 ; there may also be radicular symptoms
and, more rarely, varying degrees of paraplegia due to spinal
cord compression.3—5
We present the case of a 16-year-old boy with no relevant personal or family history. Over a period of 2 months, he
had experienced progressive symptoms of weakness in the
legs with a dull, mild ache in the medial spinal column. Over
the last 2 weeks, weakness had increased, which had caused
the patient to fall on several occasions. Weakness was associated with urinary urgency with decreased sensation in the
legs extending to the lower thorax. Neurological examination showed cortical functions and cranial nerve pairs to be
normal. Assessment of motor functions revealed mild lower
limb spasticity, global and symmetrical muscle strength of
4/5 in lower extremities, hyperreflexia, ankle clonus, and
bilateral Babinski signs. Hypoesthesia was present up to the
D8 level. Gait showed mild paraparesis and ataxia due to
sensory deficit in posterior funiculi.
On the spine CT (Fig. 1), we observed an osteolytic
tumour lesion seated on the posterior arch of the left seventh rib. The lesion was destroying the pedicle and the
posterior part of the D7 vertebral body. MRI scan (Fig. 2)
revealed a homogeneous, multicystic lesion with no contrast
uptake extending from the posterior arch of the left seventh
rib towards the chest and spinal canal, thereby compressing
the spine at that level.
The patient underwent surgery under general anaesthesia and with support from vascular surgeons. The left sixth,
seventh, and eighth ribs were resected and D7 vertebral
body was partially resected, including the lamina and pedicle. The entire extra- and intrathecal tumour mass was
removed. Surgeons then performed interbody arthrodesis
with vertebral body replacement using a plate and screws
(D6-D8). Anatomical pathology study of the lesion showed
nodular tissue adhering to a rib fragment and measuring
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Figure 2 Spine MRI in sagittal T2-weighted sequences: homogeneous, multicystic lesion with no contrast uptake, extending
from the posterior arch of the left seventh rib to the chest and
spinal canal and compressing the spine at that level.

6 cm in diameter at its widest point. Serial slices showed the
tissue to be multicystic. Analysis of the tumour revealed a
biphasic pattern with multinucleated giant cells and spindleshaped stromal cells lacking atypical features, consistent
with osteoclastoma.
Clinical outcome has been positive and neurological
symptoms disappeared with no relapses in 4 years of followup.
Radiological appearance of osteoclastomas is relatively non-specific and differential diagnosis must rule out
aneurysmal bone cyst, osteosarcoma, brown tumour of
hyperparathyroidism, and carcinoma metastasis.4 From the
histological viewpoint, osteoclastoma can resemble Paget
disease of bone.6
Surgical treatment for osteoclastoma is commonly
aggressive, given that tumours are locally invasive and their
course is unpredictable. The global risk of recurrence for
this type of spinal tumour is between 25% and 45%.1,7 Partial resection, location in the cervical spine, male sex, age
younger than 25 years, and local radiation are considered
risk factors for tumour recurrence.3 Use of adjuvant radiotherapy in osteoclastomas is controversial due to the risk of
malignant transformation into sarcoma.1,6,8
Resection of a tumour is generally associated with obvious remission of neurological symptoms of spinal cord
compression given that this tumour exerts pressure but does
not infiltrate.9 Incomplete resection has sometimes caused
major sequelae.10
Our case, in addition to providing exceptional findings,
highlights the differential diagnosis necessary in cases of
osteolytic bone lesions. It also shows how benign lesions,
such as osteoclastoma, can cause important neurological
symptoms that can elicit significant sequelae if doctors do
not indicate an appropriate diagnosis and aggressive treatment.
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pattern. Test results for rheumatoid factor, anti-Ro antibodies, anti-SM antibodies, and anti-DNA antibodies were
negative. The coagulation test showed a high activated partial thromboplastin time at 78.1 seconds. The patient was
positive for lupus anticoagulant (LA) and had elevated lev-

Dear Editor:
Antiphospholipid syndrome (APS) is a systemic autoimmune
disorder characterised by venous and/or arterial thrombosis and recurrent miscarriage and other complications in
pregnancy; these events are associated with the presence
of antiphospholipid antibodies (APL).1 Neuroretinitis is an
inflammation of the retina with papilloedema and starshaped macular exudates. It is rarely associated with APS.
We describe an unusual case in which APL presented as neuroretinitis and intracranial venous thrombosis.
The patient was a 16-year-old girl with no relevant medical history. She reported to the emergency department due
to holocranial headache, nausea, and vomiting in the previous week, accompanied by decreased visual acuity. She
reported no prior treatments and no systemic or infectious
symptoms.
Visual acuity was 8/30 in the right eye and 8/40 in the
left. Doctors detected a bilateral afferent pupillary defect.
Fundus: papilloedema and star-shaped macular exudates in
the retinal pigment epithelium compatible with neuroretinitis; macular star was present in both eyes (Fig. 1). Optical
coherence tomography (OCT) displayed papilloedema with
extravasation into the macula and photoreceptor damage
(Fig. 1). Blood analysis revealed a moderately low white
blood cell count. The patient tested positive for antinuclear
antibodies (ANA + titre 1:640) with a homogeneous speckled
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Figure 1 Above: Optical coherence tomography (OCT) displaying papilloedema with extravasation into the macula (a)
and photoreceptor damage (b). Below: View of fundus showing
papilloedema and macular star pattern.

