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subdural hematoma in the posterior inter-hemispheric 
fi ssure [Figure 1]. She recovered with conservative 
management and was doing well at the follow-up. 
The game of Kabaddi requires off ensive as well as 
defensive skills that include pre-consideration of the 
raid, taking cant and entry, tracing the path, foot work, 
att acking tactics, and returning back.[1] These factors 
make the players prone to many types of sports-related 
injuries;[2,3] however, the paucity of literature regarding 
Kabaddi-related injuries emphasizes the fact that there 
is a further need to understand and analyze injuries 
related to this sport. 
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Figure 1: CT scan brain, plain showing a thin posterior interhemispheric 
acute subdural hematoma.

Rare complication: 
Acute syringomyelia 
due to tuberculoma and 
tubercular meningitis

Figure 1: Ring enhancing lesion seen in left cerebellum on T1 weighted 
contrast enhanced gradient echo images.

Letters to the Editor

Sir,
A 52-year-old immunocompetent lady was admitt ed 
with the complaints of gradual onset progressive 
altered sensorium with restlessness associated with 
a history of headache since 3 days. The patient was 
recently diagnosed as a case of multiple cerebellar 
and right occipital tuberculoma 2 weeks ago and had 
been on antitubercular treatment with Isoniazid + 
Rifampicin (300 mg + 600 mg), PZA 1.5 g, Ethambutol 
1 g, and Wysolone 60 mg since then. The diagnosis was 
confi rmed by an MRI brain [Figure 1] which showed 
cerebellar and right frontal tuberculomas and by CSF 
examination which showed glucose 13, protein 161, cells 
300 with 98% lymphocytes. CSF ADA was high at 24. 
CSF PCR for TB was positive and an MRI spine screen 
revealed only degenerative changes in the cervical 
spine initially. On clinical evaluation, the patient was 
hemodynamically stable but drowsy and disoriented. 
Cranial nerve examination revealed left  lateral rectus 
palsy. There was no ptosis or facial deviation and 
pupils were equal and reacting to light. There was 
slight hypotonia on the left  half of the body. Babinski 
was positive on the left  side. The sensory system could 
not be assessed. On the 10th day of admission, patient’s 
level of consciousness rapidly deteriorated and hence 
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Figure 4: T2 W saggital image of the spine showing syrinx extending 
up to D6 with extensive degenerative changes in the cervical vertebrae 
(On the 10th of admission) 

Figure 5: T1W saggital image showing evidence of central hypodensity 
in the thoracic cord suggestive of syrinx 
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Figure 2:  T2 W saggital image of the spine showing syrinx extending 
from C5 up to D6 with extensive degenerative changes in the cervical 
vertebrae (On the 10th day of admission) 

Figure 3: Axial T2W image showing evidence of central hyperdensity 
in the spinal cord – Syrinx (On the 10th day of admission)

was shift ed to ICU where she was put on a mechanical 
ventilator. She developed quadriparesis, and had 

increased tone in the lower limbs along with respiratory 
failure and bladder dysfunction. Sensory loss could not 
be assessed at that time. An MRI brain did not show any 
fresh change but an MRI spine showed syrinx extending 

Figure 6: T2 W saggital image of the spine showing syrinx extending 
up to D6 with extensive degenerative changes in the cervical vertebrae 
(On the 10th of admission)

Figure 7:  T2 W saggital image of the spine showing syrinx extending 
from C5 up to D6 with extensive degenerative changes in the cervical 
vertebrae (On the 10th day of admission)
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Frontal 
intraparenchymal 
“White epidermoid 
cyst”: A rare occurrence

Letters to the Editor

from C5 to D6 [Figures 2-7]. It was decided to continue 
conservative treatment with ATT and steroids. On it, 
the patient showed gradual improvement.

Tubercular meningitis (TBM) is the commonest chronic 
meningitis in India. Syringomyelia can rarely develop 
as an acute or chronic complication of TBM. The 
incidence of CNS TB is related to the prevalence of 
TB in the community, and it is still the most common 
type of chronic CNS infection in developing countries, 
like India. The incidence of intracranial tuberculomas 
as a complication of TBM varies between 1% and 
28%.[1,2] The most frequent outcome in tuberculoma 
patients is the resolution of tuberculomas and 
complete clinical recovery within 12 weeks to 1 year 
with antitubercular therapy.[3] Many cases have been 
reported of patients developing tuberculomas post-
TBM but the development of syringomyelia following 
TBM is very rare. TBM may rarely be followed by 
the development of a syrinx even aft er apparently 
successful chemotherapy. No medical treatment is 
known for patients with syringomyelia following TBM. 
However, a chronic, stable clinical course is common. 
Surgical treatment most likely will be necessary[4,5] 
though ideal treatment of syrinx following TBM is not 
known. However, our patient has been doing well on 
ATT without surgery. There has not been any progress 
of weakness and the condition of the patient remains 
stable. Thus, though rare acute or chronic syringomyelia 
can present as a complication of TBM or tuberculoma. 
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Sir,
Epidermoid cysts are benign, slow growing, extra-axial 
rare inclusion lesions accounting for approximately 
0.5%–1.5% of all brain tumors. Cerebellopontine angle, 
petrous apex, suprasellar region, and the fourth ventricle 
are the usual locations. Only few cases of parenchymal 
epidermoid cysts have been reported.[1,2] Frontal lobe 
epidermoid cyst is extremely unusual.[2] They present 
with seizures. The symptoms of raised intracranial 
pressure are conspicuous by their absence. Although 
computed tomography (CT) scan usually shows a low-
density area without contrast enhancement, abnormal 
CT fi ndings have been reported.[3] Magnetic resonance 
imaging (MRI) plays an important role in the diagnosis 
of intraparenchymal epidermoid cysts. They are 
usually hypointense on T1-weighted sequences and 
hyperintense on T2-weighted sequences. There may be 
unusual variation in MRI features..[3] Epidermoid cyst 
with hyperintensity on T1-weighted images is termed 
as white epidermoid.[4] We report a rare case of frontal 
intraparenchymal “white epidermoid cyst” managed at 
our institute. 

A 39-year-old male was admitted with a history of 
repeated generalized tonic–clonic seizures for 8 months. 
Neurologic examination revealed no abnormality. 
CT scan brain showed a 3 × 2.5 × 2 cm, well-defi ned 
hypodense mass lesion not enhancing on contrast in the 
right frontal lobe without perilesional edema [Figure 1]. 
MRI study showed a similar size contrast nonenhancing 
lesion, which was hyperintense on T1-weighted images 
and hypointense on T2-weighted images [Figure 2a and 
b]. With these imaging fi ndings, a preoperative diagnosis 
of dermoid cyst vis-à-vis lipoma was considered. 
Complete removal of the lesion was carried out through 
a right frontal craniotomy. The cyst was yellowish, thin-
walled, containing thick, dirty brown, grumous, oily 
material [Figure 3]. No hair or other dermal elements 
were observed. Histopathologic examination showed 
features of epidermoid cyst, namely, keratinizing 
squamous epithelium arranged in laminated layers with 
a thin layer of fi brous connective tissue [Figure 4].

 MRI appearance depends on the chemical composition 
of the intracystic contents (cholesterol, keratin, and 

Avinash K
Rectangle


