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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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Single photon emission 
tomography as a 
predictor of outcome in 
vegetative state of head 
injury
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Sir,
In a recent study, Brezovska et al., proposed for “molecular 
mimicry between the cross-reactive glycoproteins present 
in C. jejuni and human peripheral nerve and its potential 
role in the development of GBS following infection with 
C. jejuni.”[1] This conclusion is still questionable. It is no 
doubt that the cross immunoreactivity could be seen 
in the study by Brezovska et al.,[1] and this might be an 
important part in the pathogenesis of Guillain–Barré 
syndrome. However, the conclusion on molecular 
mimicry might not be proper. To conclude a molecular 
mimicry, there must be the proof for (a) the similarity 
between structure (secondary and tertiary) structure of 
the two proteins and (b) the functional similarity between 
the two proteins. These tests can be performed with help 
of bioinformatics techniques (structural and functional 
genomics approach). 
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Authors' reply
Sir,
Thank you very much for the opportunity to respond 
to comments and suggestions in the letter to Editor.[1] 

We would like to explain about the results described 
in the manuscript entitled: Immunoreactivity of 
glycoproteins isolated from human peripheral nerve 
and Campylobacter jejuni (O:19).[2] In the part discussion 
and the conclusion of the manuscript, we do not 
confirm the molecular mimicry between the cross-
reactive glycoproteins, only the possibility of existence 
of molecular mimicry: (a) “These findings indicate 
the possible molecular mimicry between isolated cross-
reactive glycoproteins and its role in the development 
of GBS in patients with previous infection with C. jejuni. 
Further studies are needed to characterize and determine 
the molecular structure of the obtained cross-reactive 
glycoproteins and their epitopes.” (b) “Elucidation of 
the molecular structure and function of the cross-reactive 
glycoproteins present in the human peripheral nerve and 
C. jejuni will indicate their role in the pathogenesis of 
GBS and also help in understanding the mechanisms 
that trigger the immune responses in postinfectious 
autoimmune diseases. These data indicate the 
possible molecular mimicry between the cross-reactive 
glycoproteins present in C. jejuni and human peripheral 
nerve and also its potential role in the development 
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