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We read with interest the article titled “Subacute Myelopathy: 
Think Beyond Neuromyelitis Optica Spectrum disorder” by 
Kasinathan et al.[1] Authors have highlighted the significance 
of high index of suspicion in diagnosing late onset Biotinidase 
deficiency (BD). We appreciate the author’s effort and research. 
We would like to highlight few points on late onset BD from 
neuro‑ophthalmic perspective. Older children and adolescents 
with BD may present with limb weakness, hearing loss, optic 
atrophy (OA), and scotomas.[2] Acute incidents precipitated by 
stress (infection) interspersed by periods of apparent normality 
is a feature of partial BD.

Chinta et al.[3] evaluated the etiology of optic atrophy (OA) 
in 324 children (583 eyes) <16 years of age. In 98 children 
etiology of optic atrophy was not known. Twenty‑three 
children  (OA of unknown etiology) either had history of 
delayed milestones or seizures. Neuroimaging was normal in 
this subset of children. Our assumption is, probably late onset 
BD should be ruled out in older children and adolescents of 
this subset. Long‑term treatment with antiepileptic drugs may 
further cause biotin deficiency.

Khadse et al.[4] evaluated clinical features of 40 children (62 eyes) 
diagnosed as optic neuritis (ON). Nutritional optic neuropathy was 
not an exclusion criteria in this study. In two cases of recurrent 
ON, aetiology of ON was unknown. Seven ON eyes had final 
visual outcome of <20/200. Probably late onset BD should be 
considered in older children developing recurrent pediatric ON of 
unknown aetiology associated with poor visual outcome. Children 
with borderline malnutrition/vitamin deficiency, develop frank 
vitamin deficiency following a bout of illness.

To conclude, BD should be considered in older children 
presenting with cutaneous stigmata, optic atrophy, acute loss 
of vision, scotomas, deafness, neurological symptoms, and 
seizures. High index of suspicion[5] is necessary to diagnose BD.
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Visual Loss in Biotinidase Deficiency
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“Motor Band Sign” in Susceptibility-Weighted Imaging in Motor 
Neuron Disease

Dear Sir,
A 70-year-old male with hypertension of 15 years duration 
and recent diabetes presented with insidious onset progressive 
asymmetric stiffness and weakness of left lower and left 
upper limb of 16 months duration and right upper limb since 
3 months. Examination showed left more than right spasticity 
with brisk reflexes, clonus and extensor plantar response. Other 
higher mental function, cranial nerve, sensory and cerebellar 

examination were normal. Nerve conduction studies, EEG, 
MRI spine were normal. Hematological and Biochemical 
tests were normal including serum electrophoresis, serum 
electrolytes, parathyroid hormone, thyroid panel and 
creatinine kinase levels. At the same time, tumor markers were 
negative. Paraneoplastic antibodies (anti-Hu, anti-Ri, anti-Yo, 
anti-CV2, anti-PNMA 2, anti-PNMA1, anti-amphiphysin, 
anti-PCA-2, anti-SOX1, anti-Tr, anti-MAG, anti-ZIC4, 
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