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Calcifying pseudoneoplasm of the neuraxis

Dear Editor,

A 17-year-old male patient with a 12-year history of general-
ized tonic-clonic seizures was referred to our clinic for diagnos-
tic investigation. Magnetic resonance imaging (MRI) showed an 
expansile lesion in the left frontal lobe, with a hypointense signal 
in T1-weighted sequences, a hyperintense signal in T2-weighted 
sequences, a halo of hypointense signal in both sequences, no 
contrast enhancement, and mild edema in the surrounding tis-
sue (Figures 1A and 1B). The lesion was completely resected 
(Figure 1C), after which it was sent for histopathological and 
immunohistochemical analysis (Figure 1D), which resulted in 
a diagnosis of calcifying pseudoneoplasm of the neuraxis (CAP-
NON). At this writing, the patient has been followed for two 
years since the surgical procedure, with no clinical or radiologi-
cal signs of recurrence.

A CAPNON, also known as a fibro-osseous lesion of the 
central nervous system (CNS), is a rare benign lesion, first re-
ported by Rhodes et al. in 1978(1). A CAPNON is a slow-growing 
calcified lesion, usually solitary, which can arise in any part of 
the CNS. Although its origin is not yet fully known, on the basis 
of its benign clinical evolution and histopathological findings, it 
is believed to occur in response to factors such as trauma, infec-
tion, inflammation, and even neoplasms(2,3). According to Duke 
et al.(4), the majority (59.38%) of the cases reported in the litera-
ture have occurred in men, intracranial (mainly supratentorial) 
lesions accounting for 54.20% of all cases. The main symptoms 
related to this type of lesion are headaches, seizures, and focal 

neurological symptoms. However, the clinical presentation will 
depend on the location, size, and consequent mass effect of the 
lesion(4,5).

Imaging examinations are important tools for the diagnosis 
of CNS tumors(6–10), also serving to characterize a CAPNON 
and to include it in the differential diagnosis of calcified lesions 
of the CNS. On conventional radiography and computed to-
mography, most CAPNONs reportedly present as solid lesions 
that are completely calcified or have peripheral calcifications. 
On MRI, a CAPNON typically shows a hypointense signal in 
T1- and T2-weighted sequences, with minimal or no contrast 
enhancement, rarely causing edema(11,12). However, there have 
been reports of CAPNONs with varying signals in T1- and T2-
weighted sequences, or even with edema and significant con-
trast enhancement(12).

The diagnosis of a CAPNON depends on the histopath-
ological study showing nodules with chondromyxoid matrix 
and fine calcifications, containing psammomatous bodies and 
varying quantities of fibrous stroma, as well as epithelioid and 
fusiform cells in the periphery. The presence of each of those 
components is highly variable among the cases reported. The 
most common immunohistochemical findings are the presence 
of epithelial membrane antigen and vimentin, together with the 
absence of glial fibrillary acid protein and of S-100 protein(3,12).

Surgical resection is the treatment of choice for CAPNON 
and usually improves the prognosis, there having been no re-
ports of recurrence after complete removal of the lesion(11). 
Some of the differential imaging diagnoses are cavernoma, me-
ningioma, infectious lesions (neurocysticercosis, tuberculosis), 

Figure 1. Preoperative MRI. Unen-
hanced T2-weighted sequence (A) 
and contrast-enhanced T1-weighted 
sequence (B) showing an expansile 
lesion in the left frontal lobe, with a 
halo of hypointense signal in both 
sequences, together with an internal 
component showing a hyperintense 
signal in T2-weighted sequences and 
a hypointense signal in T1-weighted 
sequences, without contrast en-
hancement and with mild edema in 
the surrounding tissue. C: Intraopera-
tive image of a CAPNON after total re-
section. D: Histological slice showing 
numerous foci of calcification (micro-
calcifications), corresponding to cells 
from the lesion. Rare viable cells 
within the area were identified only 
in the immunohistochemical study 
(hematoxylin and eosin, magnifica-
tion, 20×).
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oligodendroglioma, and astrocytoma with calcifications(3,12,13). 
Due to the increasing number of cases described in recent years, 
CAPNON should be included in the differential diagnosis of 
calcified CNS lesions.
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Hepatic changes after treatment with oxaliplatin

Dear Editor,

A 54-year-old female with colon cancer was treated surgi-
cally and with a chemotherapy regimen (fluorouracil, leucovo-
rin, and oxaliplatin). Pre-treatment imaging examinations had 
shown that her liver had a normal aspect, with no evidence of 
focal lesions. Follow-up (post-treatment) examinations showed 

mild splenomegaly and slightly lobulated liver contours. Some 
liver nodules also appeared, most of them characterized by an 
isointense signal in T1- and T2-weighted sequences with en-
hancement in the arterial phase and persistent uptake in the 
hepatobiliary phase after intravenous injection of a hepatobili-
ary-specific contrast agent, suggesting focal nodular hyperplasia 
(FNH)-like lesions (Figure 1). 

Figure 1. Magnetic resonance imaging. 
Unenhanced, fat-suppressed T1-weighted 
sequence (A), unenhanced T2-weighted 
sequence (B), and contrast-enhanced T1-
weighted sequences in the arterial and 
hepatobiliary phases (C and D, respectively), 
showing mild splenomegaly and hepatic nod-
ules with isointense signals on T1- and T2-
weighted sequences, arterial enhancement, 
and persistent enhancement in the hepato-
biliary phase, suggesting FNH-like lesions. 
Other areas containing nodules and showing 
contrast uptake in the hepatobiliary phase 
can be seen, also suggesting benignity.
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