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To The Editor
I would like to thank the reader for showing interest in my 
article.[1] I agree with comments given by reader. We would 
have definitely improved our observation and knowledge by 
analyzing the factors (Both clinical and radiological) related 
to the outcome of brain abscess in our cohort. Since data was 
not collected in that manner, we did not analyze it. We will 
incorporate your advice in our future studies. Information 
regarding type of seizure, antiepileptic drug used, and 
electroencephalographic abnormalities were not collected; 
thus, this information cannot be provided. As this cohort was 
not followed for long, the data regarding the number of patients 
developing epilepsy was not collected. All our patients were 
seizure free at discharge and we were able to stop in follow‑up 
next 3 months. Seven patients required the management of 
raised intracranial tension and four patients had established 
papilledema. Antibiotic change was required in only five patients 
based on culture sensitivity report. Proteus mirabilis (n‑2) was 
sensitive to amoxicillin‑clavulanic acid, gentamicin, amikacin, 
and piperacillin‑tazobactam, ceftazidime, and resistant to 
ampicillin, ceftriaxone, cefotaxime, and fluoroquinolones. We 
have not analyzed our outcome based on culture sensitivity 
report as there were only five cases in culture‑positive group 
and this may have yielded spurious results. Factors like chronic 
paranasal sinusitis, orbital cellulitis, dental infection, history 
of penetrating head injury, presence of malignancy, or use 
of immunosuppressants were not present in this cohort. We 
could not do a full set of investigations for immunodeficiency 
except immunoglobulin profile due to lack of funding. We 
have mentioned this in our limitation to the study. Levels of 
immunoglobulin  (IgA, IgG, IgM, and IgE) were in normal 

range for age and sex. Open craniotomy followed by aspiration 
was done in six cases. Indications in our cohort were failure of 
burr hole aspiration in five cases and fungal abscess in one case.
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Florid Brain Calcification in a Child with X‑Linked 
Adrenoleukodystrophy: What Does it Signify?

A seven‑year‑old boy presented with poor attention 
span, hyperactivity, and aggression for past one month. 
There was no history of hearing, vision, speech, and gait 
disturbances or focal neurological deficits. There was no 
history of trauma or any similar history in the family. His 
4‑year‑old younger female sibling was apparently healthy 
and asymptomatic. Generalized hyperpigmentation other than 
inattention was noticed during examination. Computerized 
tomography (CT) brain revealed hyperdensities in bilateral 
parieto‑occipital white matter along the trigones of 
the lateral ventricles with suggestive demyelination in 
MRI  [Figure  1]. With a clinico‑radiological possibility 
of X‑linked Adrenoleukodystrophy  (X‑ALD), the next 

genetic sequencing confirmed the diagnosis [a hemizygous 
pathogenic missense variant in exon 9 of the ABCD1 gene 
(p.Arg660Trp)]. His serum ACTH was 800 pg/ml. Parental 
testing could not be done due to affordability issues and the 
parents are not planning for next pregnancy.

(X‑ALD) is the commonest peroxisomal disorder. The 
involved ABCD1 gene encodes a peroxisomal membrane 
protein involved in transmembrane transport of very‑long 
chain fatty acids into the peroxisome, thereby causing 
cytosolic accumulation in the disease state.[1] Varied 
clinical phenotypes have been described for ALD with age: 
Addison‑only at school age, childhood, adolescent and adult 
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dystrophic process (Dural arteriovenous fistula), abnormal 
calcium metabolism (hypoparathyroidism), etc.[8,9]

In X‑ALD, the calcifications are usually seen around 
the peritrigonal and periventricular regions.[10] The 
characteristic location of calcifications in an appropriate 
clinical setting may aid in narrowing the differential 
diagnoses. Hence, computerized tomography may help in 
an early diagnosis of ALD especially in resource constraint 
settings.
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cerebral ALD, adrenomyeloneuropathy with or without 
cerebral demyelination in late adulthood, and symptomatic 
and asymptomatic carriers.[2] Cerebral ALD is an insidious 
onset (as in the index child), rapidly progressive disorder 
that presents with deficits in attention and reasoning and 
may mimic attention deficit hyperactivity disorder.[2] Brain 
MRI is the preferred imaging modality for the detection 
of progressive demyelination and evolution of the disease 
when compared to CT. The classic MRI findings include 
parieto‑occipital white matter  (WM) abnormalities with 
complete sparing of arcuate fibres. On histopathology, three 
zones have been described‑  outer active demyelination 
zone, middle inflammatory zone, and innermost burnt‑out 
zone. [3] Besides, contrast enhancement has a role in 
determination of progression of the disease. Also, different 
radiological patterns have been described for X‑ALD. These 
include – the classical parietooccipital WM involvement, 
frontal WM predominant, isolated involvement of tracts, 
and cerebellum or a combination of any of these.[4] Many 
of these patterns are reported with Krabbe disease which 
is the closest differential diagnosis.[5]

Symmetrical calcifications have been rarely reported 
in childhood X‑ALD. If present, they are often seen 
in the innermost zone and may be an early sign of 
progression to inflammatory stage of X‑ALD.[1,2,6] 
Intracranial calcifications have also been described in other 
neurodegenerative disorders such as Cockayne syndrome, 
Alexander disease, Krabbe disease, mitochondrial cystic 
leukoencephalopathies, Fabry disease and sulphite 
oxidase deficiency.[7] Proposed hypothesis for calcium 
deposition in the brain for different neurological 
disorders include inflammation and secondary to 
white matter degeneration  (X‑ALD, Krabbe disease), 
microangiopathy  (mineralising microangiopathy), 

Figure 1: Neuroimaging of the index child. Contrast Computed tomography 
images show calcifications in bilateral parieto‑occipital white matter 
(a, b); T2W MRI images show confluent hyperintense signal intensities 
in parieto‑occipital periventricular white matter (c) and T1W contrast MRI 
images showing no contrast enhancement (d)

dc

ba



Letters to the Editor

 Annals of Indian Academy of Neurology  ¦  Volume 24  ¦  Issue 4  ¦  July-August 2021622

8.	 Livingston JH, Stivaros S, Warren D, Crow YJ. Intracranial calcification 
in childhood: A review of aetiologies and recognizable phenotypes. Dev 
Med Child Neurol 2014;56:612‑26.

9.	 Madaan P, Swamy D, Saini L. Stroke following trivial trauma. Pediatr 
Neurol 2019;96:83.

10.	 Santosh Rai PV, Suresh BV, Bhat IG, Sekhar M, Chakraborti S. Childhood 
adrenoleukodystrophy‑Classic and variant‑Review of clinical manifestations 
and magnetic resonance imaging. J Pediatr Neurosci 2013;8:192‑7.

This is an open access journal, and articles are distributed under the terms of the Creative Commons 
Attribution‑NonCommercial‑ShareAlike 4.0 License, which allows others to remix, tweak, and build 
upon the work non‑commercially, as long as appropriate credit is given and the new creations are 
licensed under the identical terms.

DOI: 10.4103/aian.AIAN_974_20

Submitted: 08-Sep-2020  Revised: 12-Oct-2020  Accepted: 03-Nov-2020   
Published: 18-Mar-2021

Post Covid‑19 Guillain Barre Syndrome
Dear Editor,

The neurological complications of the present COVID‑19 
pandemic caused by the severe acute respiratory syndrome 
coronavirus 2  (SARS‑CoV‑2 are well documented.[1] As of 
the 10th September 2020, the global SARS‑CoV2 infections 
have crossed 27 million with over  4.3 million cases 
and 73,000 death from India. There are a few reports of 
neurological complications of COVID‑19 from India; however, 
post‑COVID‑19 Guillian–Barre Syndrome  (GBS) as an 
immune‑mediated phenomenon has not been reported.[2‑4]

A 60‑year‑old man with a history of diabetes and hypertension 
on treatment was evaluated for cough 2.5 months earlier. 
Nasal swab RT‑PCR was positive for SARS‑CoV2. Repeat 
nasal swab tests were negative on day 16. Nine weeks after 
his last negative test, he developed left leg weakness and 
buckling at the knees. Over the next 3 days, he developed an 
asymmetrical lower limb weakness [Left > right], unsteadiness, 
and paresthesias of all limbs. On examination, he had grade 

4/5 MRC scale power in his upper limbs, 1/5 power in the 
proximal lower limbs, upper limb ataxia, bifacial weakness, 
and global areflexia without any sensory signs. CSF study 
showed an albumin‑cytologic dissociation  [5 WBC’s with 
elevated protein‑ 187.3 mg/dL]. CSF RT‑PCR for SARS‑CoV2 
was not performed as it was 10‑11  weeks after his acute 
illness. Nerve conduction studies showed absent F waves, 
prolonged distal latencies, and slowed conduction velocities. 
His routine blood tests were normal, LDH‑ 311 U/L (125–220, 
ferritin 88 ng/ml (18.7–323), and serology was non‑reactive 
for HIV, Hepatitis B and C viruses. He was diagnosed to 
have postinfectious GBS and treated with IVIg at 2 gm/Kg 
over 5 days along with intensive physiotherapy. Over the next 
10 days, he worsened to MRC grade 2/5 power in all limbs with 
limb ataxia and areflexia. He also developed neck and truncal 
weakness. By day 19, he started improving [grade 3/5 power]. 
An MRI whole‑body STIR muscle imaging was normal. Serum 
CPK levels were normal. An EMG on day 19 was essentially 
normal. On day 22, his serum ganglioside antibody panel testing 

Figure 1: Shows the clinical picture of COVID‑19 infection and the course of our patient correlated with the week of illness
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