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of AESD. It is commonly associated with various viral 
infections including Influenza A, Influenza B, Rotavirus, Scrub 
typhus, Human Herpes Virus 6, Human Herpes Virus 7, and 
Hepatitis A.[1] The diagnosis is strictly radiological, and two 
distinguishing patterns of diffusion restriction have emerged. 
Widespread restriction in bilateral frontal and parieto‑occipital 
regions (diffuse pattern) and reduced diffusivity with sparing 
of bilateral sylvian fissures (central sparing pattern) are often 
described.[3] The exact pathogenesis of AESD remains elusive 
and possible role of noninflammatory excitotoxic neuronal 
damage has been suggested. Post‑mortem neuropathology in 
a Japanese boy with AESD revealed a decrease in myelinated 
axons with a remarkable increase in gemistocytic astrocytes 
with no neuronal loss.[4] This early stage of astrocytosis 
may account for reduced diffusion in AESD. Our index 
child deserves special mention for host of reasons. First, the 
imaging pattern is distinctive with novel hemispheric pattern 
of diffusion restriction. Literature search on the hemispheric 
pattern of restriction is limited with an isolated correspondence 
by Saini et al. in a 3‑year‑old north Indian girl with Hepatitis 
A infection.[5] Isolated subcortical diffusion restriction without 
any transient FLAIR or T2 gyral changes in frontal, temporal, 
or hippocampus differentiate AESD from post ictal changes of 
status epilepticus. Second, AESD has usually been described 
as an infection associated encephalopathy syndrome. The 
temporal association between Measles Rubella immunization 
and clinical course in our index child points toward the probable 
role of vaccines as a trigger for excitotoxic injury. Traul et al. 
reported AESD following Diphtheria, Acellular Pertussis, 
Tetanus administration in a child of Japanese descent in the 
United States.[6] The clinical spectrum is heterogeneous with 
cognitive difficulty, cortical visual impairment, epilepsy, focal 
motor deficits, and cerebral atrophy as the reported sequelae 
and mortality of <5%. A retrospective analysis by Ito et al. in 44 
children with AESD recognized post encephalopathic epilepsy 
in 23% of patients over 3‑year follow‑up. Focal clonic seizures 
and epileptic spasms were the commonest semiology.[7] The 
1‑year seizure remission in our index child with no focal motor 
impediments highlights the milder course with full recovery.

In conclusion, we would like to highlight the association of 
acute encephalopathy with biphasic seizures and late diffusion 
restriction with Measles Rubella vaccine. Akin to viral 
infections, it is likely that vaccines are a part of spectrum of 
triggers that share a common pathological process resulting 
in excitotoxic injury in children and AESD.
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Clinical Presentation and Outcome of Children with Brain 
Abscess

Dear Editor
We read with great interest the article titled “Clinical profile 
and outcome of brain abscess in children from a tertiary care 

hospital in eastern Uttar Pradesh” by Prasad et al.[1] They have 
described the clinical profile and outcome of 30 children with 
brain abscess. However, we wish to add a few points.
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The authors have described only 13 children had recovery 
without any motor deficit and 5 children died. However, it 
would have been better to perform any univariate analysis 
to determine the risk factors or predictors of poor clinical 
outcome. Previous clinical studies have shown that decreased 
Glasgow coma scale, presence of comorbidities, a higher 
degree of C‑reactive protein elevation, a higher degree of 
leukocytosis, diagnostic delay, rapid progression of the 
infection before hospitalization, and large size of brain 
abscess are associated with poor clinical outcome, apart from 
intraventricular rupture of brain abscess as found in the current 
study. On the other hand, culture positivity, the grade of fever at 
presentation, and age/gender are nonsignificant in determining 
the outcome.[2] The authors also could have measured the short 
term clinical outcome more objectively by using scales such 
as the Glasgow outcome scale  (GCS) or pediatric cerebral 
performance category scale and the factors associated with 
favorable/unfavorable outcomes.

Similarly, for a more objective description of radiological 
findings, the authors could have used the imaging severity 
index  (ISI) for the brain abscess, which includes five 
parameters, location, number, diameter, degree of perilesional 
edema, and midline shift, which has already been found to 
have a good negative correlation with GCS at presentation 
and positive correlation with adverse outcome  (when 
ISI > 8).[3] Moreover, they have not described whether the 
one patient with fungal abscess due to candida species had 
any specific radiological finding, distinct from bacteriological 
brain abscess. It has been demonstrated that multiplicity, 
signal heterogeneity on T2‑weighted and diffusion‑weighted 
imaging, higher ADC values, and involvement of deep 
gray‑matter nuclei favor fungal abscess more than a bacterial 
abscess.[4]

The authors have mentioned 8/30 children had seizures, but 
few more information about the type of seizures, antiepileptic 
drugs used, electroencephalographic abnormalities detected, 
and proportion which evolved into epilepsy would have 
benefited the readers. In the study by Kilpatrick, 12/35 patients 
with brain abscess had seizures.[5] Similarly, information 
regarding  the proportion of children who required hypertonic 
saline/mannitol for emergent herniation/symptomatic rise in 
intracranial pressure, how many had papilledema in fundus 
evaluation, the number of children who did not respond to 
initial antibiotic regimen and antibiotic sensitivity pattern of 
Proteus mirabilis isolated from 2 patients. The information 
regarding the clinical outcome of children who had culture 
positivity was whether distinct from those without any definite 
positive culture would have benefited the article.

The authors have mainly focused on few risk factors like 
presence of middle ear infection/mastoiditis/cyanotic 
congenital heart disease but did not mention about the 

presence of other risk factors like chronic paranasal sinusitis, 
orbital cellulitis, dental infection, history of penetrating head 
injury, primary or secondary immunodeficiency, presence of 
malignancy, or use of immunosuppressants. Although they 
have performed serum immunoglobulin levels of participants, 
they did not mention that in results. Lastly, the authors did 
mention the indications for surgical intervention, but they did 
not mention when they opted for burr hole aspiration and when 
proceeded for craniotomy and surgical excision. Currently, 
needle aspiration through the burr hole is considered the initial 
surgical intervention of choice for brain abscess in accessible 
areas and craniotomy followed by surgical excision for cases 
with fungal/multiloculated abscesses.[6]
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