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Commentary
Brain diseases are often discovered in an incidental 
manner through high‑resolution imaging techniques. 
In some cases, signs or symptoms are absent or not so 
relevant for the health of the patient while, in other cases, 
a correct, prompt diagnosis can be crucial for reducing 
the life‑threatening consequences of diseases as in the 
case of cerebral vascular disease or brain tumor. In the 
last few years, the prevalence of incidentally discovered 
brain diseases has increased with the diffusion and 
technical improvement of high‑resolution imaging 
techniques.

Patients with pituitary adenomas periodically undergo 
computed tomography  (CT) or magnetic resonance 
imaging  (MRI) of the brain, and association of the 
pituitary lesion with other brain diseases has been 
frequently reported in literature.

In the presence of concomitant brain morbidities (benign 
lesions, malignant neoplasms and vascular diseases), 

treatment must be tailored to the patient, but an adequate 
knowledge of these coexistences based on their location is 
an important precondition to planning a correct surgical 
approach, avoiding life‑threatening hemorrhagic 
complications.

Brain diseases are often discovered incidentally 
through high‑resolution imaging techniques. In some 
cases, signs or symptoms are absent or not so relevant 
for the health of the patient while, in other cases, a 
correct, prompt diagnosis can be crucial for reducing 
the life‑threatening consequences of diseases as in the 
case of cerebral vascular disease or brain tumor. In the 
last few years, the prevalence of incidentally discovered 
brain diseases has increased with the diffusion and 
technical improvement of high‑resolution imaging 
techniques.

Patients with pituitary adenomas periodically 
undergo CT or MRI of the brain, and association of 
the pituitary lesion with other brain diseases has 
been frequently reported in literature. In addition, 
an elevated co‑prevalence of independent primary 
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tumors has been found in patients with pituitary 
tumors, both benign and malignant, and in their 
relatives.[1] Coexistence of pituitary adenoma and 
intracranial tumor is not a rare event. On the contrary, 
the simultaneous occurrence of pituitary adenoma 
and intracranial meningioma, one of the most 
frequent primary intracranial tumors, accounting for 
15–25% of all central nervous system neoplasms, is a 
rare clinical event.[2,3] This simultaneous occurrence 
was usually reported not only in patients with both 
functioning and nonfunctioning pituitary adenoma 
after radiotherapy, [4,5] but also in patients not 
previously irradiated for a pituitary mass, suggesting 
that this coexistence may be a casual finding without 
any relationship between the two diseases. A possible 
role of growth hormone (GH) or other growth factors 
in the appearance or growth of meningioma has also 
been hypothesized but, at the moment, this statement 
is not fully supported. In some cases, the appearance 
and growth of meningioma were observed despite 
effective octreotide treatment, suggesting that SSAs 
can play a growth‑promoting role.[6]

Based on angiography evaluations and autopsy, the 
incidence of intracranial aneurysms ranges from 1% to 7% 
with dramatic, life‑threatening consequences and a very 
high risk of death in the case of rupture. The relationship 
between pituitary adenomas and brain vascular disease 
is still not clear, but coexistence of pituitary adenoma 
and cerebral aneurysm (CA) is not so rare an event.[7] 
Indeed, CAs have been reported in 0.04–7.4% of patients 
harboring pituitary adenomas.[8,9] Literature data 
show that intracranial aneurysms are most frequently 
associated with acromegaly[10,11] suggesting that also in 
this type of association an important role in the genesis 
of intracranial aneurysms could be played by prolonged 
GH hypersecretion through inducing atherosclerotic 
and/or degenerative modifications in the arterial walls 
of the circle of Willis.[12] Other possible etiological factors 
include a mechanical effect due to direct contact between 
adenoma and aneurysm with vascular infiltration or 
traction caused by the adenoma adjacent to the arterial 
wall.[12]

On the contrary, the incidence of arteriovenous 
malformations (AVM) in patients with cerebral 
neoplasms is low in comparison with the incidence of 
CAs in the same patient type (0.1 vs. 0.2–0.7%) and until, 
the coexistence of AVM and pituitary adenoma has been 
shown in only five cases.

The recent paper by Yilmaz et  al. describes the first 
case of a 28‑year‑old woman successfully treated with 

gamma‑knife radiosurgery (GKR) for AVM, concomitant 
with a nonfunctioning pituitary adenoma in which, 
after a first GKR had performed for both pathologies, a 
second‑stage GKR was necessary in the 3rd year for the 
residual AVM bed.[13]

In conclusion, in the presence of concomitant brain 
morbidities (benign lesions, malignant neoplasms and 
vascular diseases), treatment must be tailored to the 
patient, but an adequate knowledge of these coexistences 
based on their location is an important precondition 
to planning a correct surgical approach, avoiding 
life‑threatening hemorrhagic complications.
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The first case of Nocardia 
beijingensis isolated 
infection to lumbar 
spine
Sir,
We report a case of isolated lumbar spine infection 
in an immunocompetent patient caused by Nocardia 
beijingensis, a recently identified Nocardia isolated from 
soil in Beijing in 2001. Osteoarticular foci are uncommon 
and among them, spinal infection is exceedingly rare.

In July 2013, we treated a immunocompetent patient of 
75‑year‑old suffering persistent fever from 10  weeks, 
abdominal pain, constipation, and low back pain 
on the right side. Routine laboratory studies results 
revealed moderate neutrophilia, slight anemia and 
lymphocytopenia, high C‑reactive protein levels. 
Chest radiograph, urine, and blood culture were 
negative. Positron emission tomography‑computed 
tomography scan [Figure 1] showed an isolated reactive 
zone on the right paravertebral side of L3‑L4‑L5. 
An ultrasound‑guided biopsy was performed, but 
microbiological analysis on the collected samples resulted 
negative. Open biopsy was then performed according 
to Cottle et al.[1] It was present an important subfascial 
abscess extended from L3 to L5 on the right side, deep 
to L4 lamina. Pus and affected tissue were removed and 
an extensive debridement of surrounding tissues was 
performed. Microbiological analysis was performed on 
tissue samples. Cultures were incubated aerobically at 
35°C for 3 weeks. All whitish gipsy and wet hay‑smelling 
colonies yielded on blood agar were stained by the 
partial acid‑fast method according to Kinyoun technique 
modified for nocardioforms. Identification of the strain 
suspected to belong to Actinomycetales was based on the 
capacity to clear casein, xanthine, hypoxanthine, tyrosine, 
adenine, uric acid, and esculin (Biorad, France) and to 

be resistant to lysozyme and to 5‑fluorouracil, and on 
the enzymatic activities (arylsulfatase, butyrate esterase, 
caprylate esterase, catalase, chymotrypsine, cystine 
arylamidase, a‑fucosidase, a‑and b‑galactosidases, 
N‑acetil‑b‑glucosaminidase, a‑and b‑line glucosidases, 
b‑glucuronidase, leucine arylamidase, a‑mannosidase, 
myristate lipase, nitrate reductase, acid and alkaline 
phosphatases, phosphohydrolase, valine arylamidase, 
and trypsine). Identification was completed by the 
evaluation of the presence of urease after growth 
on Christensen urea agar and incubation at 25°C 
for 3  weeks. Additional tests were performed to 
evaluate the acid production from mannitol and 
sorbitol after 4  weeks incubation at 35°C. Minimal 
inhibitory concentrations’ testing was performed by 
the Epsilometer (E‑test, bioMérieux) testing: Amikacin, 
amoxicillin plus clavulanic acid, ceftriaxone, cefepime, 
ciprofloxacin, clarithromycin, gentamicin, imipenem, 
linezolid, tobramycin, trimethoprim plus sulfonamide. 
Susceptibility testing was performed on Mueller Hinton 
Agar (bioMérieux). The results were read after 24 h of 
incubation at 37°C. Susceptibility testing was revised 
and interpreted according to Clinical and Laboratory 
Standards Institute criteria.

Figure 1: Positron emission tomography-computed tomography scan 
showed an isolated reactive zone on the right paravertebral side of 
L3-L4-L5
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