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Figure 1: Cranial CT scan showed a large defect in the right 
transethmoidal region with a large mass filled with fluid
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breathing difficulties, and intermittent watery discharge 
of 5 years duration from the right nostril more since 
3 days prior to admission. The child had altered 
sensorium and two episodes of generalized tonic clonic 
seizures 3 h prior to admission. She had suffered similar 
complaints 1 year back where she was admitted, and 
treated with intravenous antibiotics. There was no 
history of prior head trauma or immunodeficiency. 
She was a product of a non-consanguineous marriage, 
normal intelligence, fully vaccinated, and unremarkable 
family history. The child was going to school regularly. 
On physical examination, she had fever; her weight 
was 33 kg, height 143 cm, and head circumference 53 
cm which was normal for her age. She had marked 
hypertelorism with mild proptosis and widened root 
of the nose. There was a pulsating mass in the right 
nostril with mucopurulent discharge. Her nasal septum 
was deviated to the left. The mass was transilluminant. 
The nervous system examination revealed right upper 
motor neuron facial palsy with papilledema and signs 
of meningitis. The other systems were normal.

Laboratory investigations revealed leucocytosis with 
neutrophilia, increased CRP, decrease in glucose 
concentration and increased protein in the CSF sample, 
the cell count was 1700/mm3 and was predominantly 
neutrophilic. Gram’s stain of the CSF revealed plenty 
of PMNL’s with gram-positive cocci in pairs and 
short chains. Culture of the CSF grew Streptococcus 
Pneumoniae. X-ray paranasal sinus showed a mass in 
the right nostril. Cranial CT scan showed a large defect 
in the right transethmoidal region with a large mass 
filled with fluid [Figure 1]. The pediatric history (no 
trauma) and clinical symptoms indicate an inherited 
defect at the base of the skull with encephalocele. She 
was treated with Ceftriaxone 2 g IV for 14 days. She 

Recurrent meningitis in 
a child with intranasal 
encephalocele 

Sir,
Recurrent bacterial meningitis in children necessitates 
a need to search for an underlying cause, either altered 
immune status or a craniospinal defect. In the absence 
of immunodeficiency, anatomical anomalies must 
be investigated thoroughly to rule out an intranasal 
encephalocele, as it is one of the important causes. 
Most cases go unnoticed till late childhood due to 
the hidden nasal mass only to be diagnosed due to 
recurrent meningitis. In a their study on recurrent 
bacterial meningitis, Tebruegge  highlights that around 
59% of the cases were due to anatomical defects, 36% 
related to immunodeficiency’s, and 5% parameningeal 
infections.[1] In addition, the bacterial specificity could 
leave significant clues: Pneumoccocus, H. influenzae 
suggests cranial dural defects, E. coli or other gram 
negative bacilli suggests spinal dural defects, and 
meningococci suggest immunologic deficiency.[2]

An 11-year-old girl presented to a rural hospital with 
an history of fever, neck stiffness, headache, vomiting, 
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recovered completely. The patient was then operated 
for closure of encephalocele. At review, 6 months later 
she was doing well and her neurological development 
was normal.

Encephaloceles are rarely reported in the western 
countries, but South Asia has a higher incidence 
of 1:5000 live births.[3] There is one reported case 
of transethmoidal  encephalocele from India.[4] The 
intranasal encephalocele is accompanied by a widened 
nasal route and increased intraocular distance until the 
occurrence of nasal obstruction, epistaxis or recurrent 
episodes of bacterial meningitis.[5] Since an intranasal 
encephalocele presents with a mass in the nose, it 
may be mistaken for a nasal polyp and removal can 
lead to potentially fatal outcome. Other diff erential 
diagnosis includes nasal glioma, dermoids or teratomas 
in the same region. Therefore, CT scan, MRI, and MR 
cisternography should be done in these patients prior 
to biopsy to confirm the diagnosis.[6] To minimize 
patient morbidity, mortality, and to provide excellent 
cosmetic result various surgeries like endoscopic sinus 
surgery[7] and one stage corrections with hemiorbital 
advancement[6] are available. In our patient the outcome 
was excellent as there were no other associated 
abnormalities, with no evidence of post operative 
hydrocephalus even on follow up.
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Sir,
In a recent study, Nayak and Manepatra,[1] based on 
studies in 50 patients remaining in vegetative state (now 
referred to as "unresponsive wakefulness syndrome" 
(UWS)/2/),[2] stated that assessment of cerebral perfusion 
by single photon emission tomography (SPECT) is a bett er 
predictor of outcome than computerized tomography 
and/or magnetic resonance tomography. Already in 1972, 
SPECT measurement of total and regional cerebral blood 
fl ow (CBF) in patients with "apallic syndrome" following 
severe brain injury was shown to be an important tool for 
estimating the prognosis of these patients.[3] Correlation of 
CBF using SPECT and neuropathology in eight patients 
with vegetative state aft er brain injury revealed signifi cant 
correlations between the decrease of CBF and the extent 
and patt ern of brainstem damage, in particular with the 
degree of aff ection of the ascending activating reticular 
formation.[4] This association was later confirmed by 
positron emission tomography studies of CBF and glucose 
utilization in vegetative patients, involving, also, the 
cerebral cortex, basal nuclei and cerebellum.[5] However, 
there is still a need for prospective studies on the prognosis 
of the UWS in large, well-described cohorts of patients 
using standardized assessment and outcome scales.[2]
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