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Sir, 
Raj et al. reported on “cerebrospinal fluid cytokines, matrix 
metalloproteinases, HIV and tuberculous meningitis.[1]” Raj 
et al. noted that “HIV infection did not affect a majority of 
the CSF cytokines and MMP levels in tuberculous meningitis 
(TBM) except for IL-1β level.[1]” In fact, many reports show 
that HIV infection results in alteration of CSFcytokine[2] and 
matrix metalloproteinases.[3] Juan et al. reported that “CSF 
INF-gamma levels (>6.4 IU/mL) are very valuable in TBM 
diagnosis.[4]” The question is why the observation by Raj et al. 
is different. First, the confounding medical disorders, including 
to the opportunistic infection, should be well considered. 
For example, the Cryptococcal meningitis can affect the 
CSF cytokine,[5,6] and cytokine therapy is also an alternative 
treatment for the Cryptococcal meningitis.[7] A further study 
with control of confounding medical disorder and treatment 
in HIV-infected cases is suggested.
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Neuropsychiatric profiles in patients with Alzheimer’s 
disease and vascular dementia

Sir,
We n t  t h r o u g h  w i t h  i n t e r e s t  a n  a r t i c l e  e n t i t l e d 
“Neuropsychiatric profiles in patients with Alzheimer’s 
disease and vascular dementia” published in Ann Indian 

Acad Neurol (2014;17:325-30). [1] Given the fact that 
neuropsychiatric symptoms are common both in patients 
with Alzheimer disease (AD) and those with vascular 
dementia (VaD),[1] the study has highlighted an important 
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issue and authors deserve credit for that. However, I have 
a few concerns with the methodology as described by the 
authors.  The authors state that they used the mini-mental 
status exam (MMSE) for initial screening. They also used 
the Kolkata Cognitive Test Battery as also separately tested 
the language, praxis performance, executive functioning, 
as well as visuospatial and visuoperceptual functioning 
using standard methods. The authors claim that they based 
their diagnosis of dementia using Diagnostic and Statistical 
Manual of mental disorders. The authors further assessed 
behavioral and psychological symptoms on the basis of 
the NPI in the presence of a reliable caregiver. The authors 
translated the original NPI in to Bengali and used the same 
after following a standard technique.

Now this takes me to my concerns with this study. I am unable 
to understand the role of MMSE in this study. MMSE or its 
modifications have in past been used as a screening tool in a two 
phase surveys for assessment of dementia.[2-4] As a screening 
tool it has been used to pick suspects of dementia and further 
evaluation has been carried on suspects to confirm cases of 
dementia. Further a random sample of screen negatives is 
selected for second phase assessment. This does not seem to 
have been done in this study. If this was done, then what was 
the need of using MMSE as a screening tool? The study seems 
to have been conducted as a one-phase cross-sectional study 
after applying dementia criteria from Diagnostic and Statistical 
Manual of mental disorders (DSM-IV). Further, even if the 
authors have used MMSE for screening (as they claim), they 
have been unable to report on how MMSE was made culturally 
and linguistically sensitive to the population under study. It 
may not be appropriate to use MMSE (English language) in the 
study population. The authors seem to be aware of this and that 
is why they have translated and validated their study tool for 
assessment of behavioral and psychological symptoms. Should 
not the same be done with the screening tool for assessment 
of dementia?
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Cerebral venous sinus thrombosis: Role of extra cranial 
collateral circulation

Sir,
A 30-year-old lady, on regular oral contraceptive (OC) 
drugs since three years, presented with three weeks 
history of headache, which was dull aching, bilateral 
fronto-parieto-occipital region with recurrent episodes 
of vomiting. She also had history of transient visual 
obscurations and diplopia on looking at distant gaze for one 
week. There was no history of limb weakness, numbness, 
seizures or altered mental status. There was no past history 
of any major medical illness.

On examination, pulse was 88/min and blood pressure was 
124/ 80 mm Hg. Patient was conscious, oriented to time, place 
and person. Examination of cranial nerves showed bilateral 
papilledema and bilateral lateral rectus palsy. There was no 

motor weakness, deep tendon reflexes were normal with 
bilateral plantar flexor. There were no meningeal signs.

Investigations

Hemoglobin level was 13.5 gm%, TLC – 8000/mm3, platelet 
count – 3.15 lakh/mm3. Erythrocyte sedimentation rate (ESR) 
was 15 at end of 1st hour. Random blood sugar, renal function 
tests, liver function tests, thyroid function tests and serum 
electrolytes were normal. Anti-nuclear, anti-ds DNA and anti-
phospholipid antibodies were within normal limits and serum 
homocystiene level was normal. Magnetic resonance imaging 
(MRI) brain revealed normal brain parenchyma with thrombus 
visualized in superior sagittal sinus, bilateral transverse 
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