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sensitivity for detecting cystic components and fluid-fluid levels.7,9
The treatment is mainly surgical, in the attempt to resect the
entire lesion whenever possible, especially if there may be neurological involvement.1,5,10 However, the recurrence rates are high
(26%–50%).10 A number of adjuvant therapies have been utilized
in the case of recurrence or inoperable lesions, including radiotherapy, selective arterial embolization, cryotherapy, argon plasma
coagulation, bisphosphonates, interferon ␣-2b and denosumab.5,10
In conclusion, although the GCT in cervical spine is rare, it should
be taken into account in the differential diagnosis of patients with
neck pain and lytic lesions in vertebrae, especially when there are
associated neurological signs.
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Fig. 2. Histopathology of the lesion in C2 vertebral body showing that the bone
marrow has been replaced by a proliferation of round or fusiform mononuclear
cells and osteoclastic-type multinucleated giant cells (arrow head). A few residual
bone trabeculae can be observed among the tumor cells (asterisks) (hematoxylin
and eosin, original magnification 20×).

fusion. Histopathology confirmed that the lesion was a GCT with
extensions to neighboring soft tissue (Fig. 2). The patient recovered satisfactorily after the procedure, and has had no recurrences
or complications after a follow-up period of 21 months.
The GCT is a benign neoplasm, characterized by the presence
of osteoclastic-type multinucleated giant cells expressing CD68,
that represents 4%–5% of all primary bone tumors.2 Although it
can be locally aggressive, it rarely undergoes malignant transformation (approximately 2%) and it generally metastasizes to lung.3
It occurs most frequently between 20 and 40 years of age, slightly
more among women and it has a predilection for the metaphyseal/epiphyseal region of the long bones.4 It affects the spine in
2.7%–6.5% of cases, but it is rarely located in the cervical spine.1,5
The most common symptoms are pain and the limited mobility,
although neurological involvement is also common and occurs in
up to 70% of the cases.1,5 The differential diagnosis includes other
giant cell bone tumors such as ABC, simple bone cyst, chondroblastoma, osteoid osteoma, osteoblastoma, osteosarcoma, giant cell
reparative granuloma and brown tumor of hyperparathyroidism.4,6
In this case, the presence of hyperparathyroidism had been ruled
out, as the association between GCT and that disorder has been
reported, including cases in which the cervical spine is involved.7
Up to 14% of GCT exhibit cystic components consistent with secondary ABC, but this occurs with less frequency in the cervical
spine.8 The presence of osteolysis and trabeculations in imaging studies are suggestive of GCT, but the definitive diagnosis
requires histopathology.7 Magnetic resonance imaging has the best

Axial Spondyloarthritis: Can All Be Classified?夽
Espondiloartritis axiales: ¿se pueden clasificar todas?
To the Editor,
The history of ankylosing spondylitis (AS) has evolved since the
first descriptions (2000 years BC), passing through the Middle Ages
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and, especially, the second half of the 20th century, with the discovery of HLA B27 (1973). In the fifties of the last century, there were 2
opposing schools of thought: the North American (“lumpers”) and
the European (“splitters”), which considered AS to be a variant of
rheumatoid arthritis (RA), or as a different entity, respectively. Then
evidence arose that was favorable to their separation, grouping AS
and other similar diseases as “seronegative arthritides” or “spondyloarthritides” (Moss and Wright, 1976). At the present time, we
prefer calling them “spondyloarthritis” (SpA), a name that indicates
its inflammatory nature.1
With respect to the diagnosis, classification tools have been
appearing, from the criteria of Boland and Present (1945),2 then
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Table 1
Classification of Spondyloarthritis With the Introduction of the Concept We Refer
to as Radiographic axSpA That Is not AS.
Axial SpA

Peripheral SpA

AS (+ radiographies)
nr axSpA (MRI+ radiography−)
Radiographic axSpA not AS
(radiography+ not AS, MRI−)

Reactive arthritis
Psoriatic arthritis
Arthritis associated with CIBD
Undifferentiated SpA

AS, ankylosing spondylitis; CIBD, chronic inflammatory bowel disease; MRI, magnetic resonance imaging; nr axSpA, non-radiographic (or pre-radiographic) axial
spondyloarthritis; radiographic axSpA no AS, radiographic axial spondyloarthritis
no ankylosing spondylitis; SpA, spondyloarthritis;

in those cases in which MRI is positive for sacroiliac involvement,
according to ASAS criteria, with normal radiographies or minimal
changes in these joints, but do not meet the modified New York
criteria. However, on the other hand, radiographic axSpA that is not
AS, patients in whom there are initial radiographic changes in the
sacroiliac joints (without meeting the modified New York criteria)
and whose MRI is negative (Table 1).
In any case, studies in which the sensitivity and specificity of
these modifications is evaluated are necessary. They could make
it easier to achieve a better classification of those patients with
incipient radiographic changes during the initial stages who have
a negative MRI study.
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those of Rome (1961),3 New York (1966)4 and their modification
(1984).5 Their major drawback is the limited sensitivity in the initial
stages, as they require the radiographic diagnosis of sacroiliitis. To
make up for these limitations, in the nineties we had the publication
of the criteria of Amor6 and those of the European Spondyloarthropathy Study Group (ESSG),7 which included radiographic
sacroiliitis but not as a necessary requirement, extending the diagnostic spectrum to the group of undifferentiated spondyloarthritis.
Recently, the criteria of the Assessment of Spondyloarthritis International Society (ASAS) have enabled us to improve its early
diagnosis, classifying SpA into 2 groups. One group is comprised
of predominantly axial SpA (2009),8 which includes classical AS
(radiographic sacroiliitis, meeting the modified New York criteria)
and pre-radiographic or non-radiographic axial SpA (with the support of sacroiliac magnetic resonance imaging). The other consists
of predominantly peripheral SpA (2011),9 including psoriatic and
reactive arthritis and arthritis associated with inflammatory bowel
disease and undifferentiated SpA.
Nevertheless, there are patients who cannot be classified using
the new ASAS criteria, although their clinical data suggest SpA, as
occurs in the following clinical setting: a 40-year-old man with a
1-year history of inflammatory low back pain, HLA B27-negative,
normal levels of acute-phase reactants, good response to nonsteroidal anti-inflammatory drugs (NSAID) and 2 earlier episodes of
uveitis. First-degree family history of psoriasis. Radiographs showing bilateral sacroiliitis (left, grade 2, and right, grade 1), with no
MRI evidence of edema/osteitis in sacroiliac joints.
Within the group of non-radiographic “or pre-radiographic”
axial spondyloarthritides (nr axSpA)10 includes those patients with
a normal radiography or initial sacroiliitis, that does not meet the
modified New York criteria (no AS), have MRI-evidence of edema in
sacroiliac joints; however, what would occur if we found patients
without edema in MRI and without radiographic damage in the
sacroiliac joints? How would they be classified?
Introducing certain small changes into the nomenclature, we
could speak of non-radiographic (or pre-radiographic) axial SpA

Parsonage–Turner Syndrome: A Case Report夽
Síndrome de Parsonage-Turner: a propósito de un caso
To the Editor,
Parsonage–Turner syndrome (PTS) is a neuritis of the idiopathic
brachial plexus.1 We report the case of a patient affected by this
disorder, which had no triggering factor.
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The patient was 67-year-old man with type 2 diabetes mellitus,
with good metabolic control and obstructive sleep apnea hypopnea syndrome. He had been diagnosed with a lung squamous cell
carcinoma, stage pT1 apN0 , in March 2015. He was treated with left
upper lobectomy and lymphadenectomy. He was admitted to our
hospital in November after several days of severe pain in the right
scapular region, followed by paresis involving extension of his 4th
finger, with no history of traumatic injury or infection. Physical
examination revealed weakness in dorsal interossei and in all the
extensor carpi, with slight amyotrophy. He underwent cervicothoracic computed tomography, which ruled out lung apex disease, as
well as cervical magnetic resonance imaging (MRI), which revealed

