
January - February 2008 Lett ers to the Editor 87

He was started on oral prednisolone 1.5 mg/kg/day, with 
which he showed dramatic response. The swelling disappeared 
by second week of treatment. Steroids were tapered over the 
next two months. However, he presented again with similar 
swellings bilaterally six months later [Fig. 2]. The same 
treatment was instituted but this time steroids were tapered 
very slowly over a period of six months. He did not have any 
further recurrence in the last one year.

Idiopathic orbital inflammation, also known as orbital 
pseudotumor (OP), is a term describing a spectrum of 
idiopathic, non-neoplastic, non-infectious, space-occupying 
orbital lesions without identiÞ able local or systemic cause.1 It 
may present as dacroadenitis, sclerotenovitis or as a diff use 
anterior soft  tissue inß ammation.2 Bilateral OP may be seen 
in children, however, unilateral disease is the rule in adults.3 

Isolated bilateral lacrimal gland pseudotumor in adults is 
exceedingly rare.4 Lacrimal gland pseudotumors tend to be 
recurrent and refractory to treatment. 5

Pseudotumor, solely limited to the lacrimal gland may 
harbor malignancies, especially if chronic enlargement of 
gland is present alike our case.6 The FNAC diagnosis and 
differentiation of benign from malignant primary orbital 
lymphoid lesions is often difficult.7 When the results are 

equivocal open biopsies are recommended for conÞ rmation as 
was required in our case.

This case underscores the need of prolonged systemic steroid 
therapy in cases of bilateral lacrimal gland pseudotumor and 
the limited utility of FNAC in establishing the diagnosis of 
lacrimal gland diseases.
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The role of botulinum toxin in 
correcting frontalis-induced eyelid 
pseudo-retraction post ptosis surgery

Dear Editor,

I have read the article by Shome et al.1 with interest and found 
it to be very useful. The application of botulinum toxin in 
clinical practice is expanding. The present study also opened a 
possible new indication for its use in ophthalmology practice. 
However, in this connection I would like to mention a few 
things.

Botulinum toxin interferes with neuromuscular transmission 
by blocking the release of acetylcholine and causes muscular 
weakness. Denervation of neuromuscular junction does not 
cause permanent damage to nerve terminals and is reversible2 
and the functions can be recovered by axonal spouting and 
formation of new synaptic contacts, which usually takes two 

1.

2.

3.

4.

5.

6.

7.

Figure 1: Computed tomography scan of the patient showing 
heterogeneous lacrimal gland enlargement

Figure 2: Bilateral lacrimal gland swelling
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Visually evoked potential (VEP) was absent in both eyes. 
Lumbar puncture showed normal study. Electroencephalogram, 
computed tomogram and magnetic resonance imaging brain 
were normal.

His vision improved to 20/80 and 20/60 in the right eye and 
left  eye respectively aft er two weeks of follow-up. It improved to 
20/20 at eight weeks of follow-up and VEP returned to normal.

Transient cortical blindness is used to describe an apparent 
lack of visual functioning, despite anatomically and structurally 
intact eyes. Transient visual loss may occur with seizures as an 
ictal or post-ictal phenomenon and is usually seen with status 
epilepticus.1,2 Its duration varies from less than one minute 
to days or can be even permanent.1,3 In our case, though the 
patient complained of visual loss aft er two days of seizure the 
insult might have occurred at the time of seizure and since the 
patient was in altered sensorium for two days, he might not 
have realized.

Hyperglycemia may cause seizures commonly involving 
the occipital lobe and rarely, the frontal lobe.4 In NKH glucose 
metabolism is decreased and energy requirement is met by 
GABA shunt.5 By increasing GABA metabolism, which is 
an important neurotransmitt er inhibiting the epileptogenic 
phenomenon, hyperglycemia reduces the seizure threshold.

Cortical blindness is caused by hypoxia or anoxia involving 
the occipital lobes caused by either vascular insufficiency 
or by increased metabolic rate during periods of seizures.6 

Hyperviscosity in NKH may cause dehydration of glial and 
other supporting tissues with accumulation of free radicals. 
The resulting cytotoxic edema might restrict diffusion of 
substances which may cause transient blindness.7 Non-ketotic 
hyperglycemia is known to cause homonymous hemianopia 
without any evidence of any structural lesion evident on 
scanning8 but there is no report of cortical blindness in NKH 
patients.

Some reports suggest that VEP may show a varied result 
and may not be useful in establishing a diagnosis,9 other 
reports suggest prognostic importance of VEP with absent 
VEP response foretelling poor prognosis for visual recovery.10 
However, in our case, despite absent VEP at presentation, 
patient regained full vision.

Cortical blindness should be considered in a patient with 
visual loss following NKH with or without seizure, but 
radiological investigation should be carried to rule out any 
foci of seizure. Further, absent VEP may not be indicative of 
poor prognosis.
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to three months.3 The mechanism of recovery is not known. 
The case in the present study1 improved aft er giving a single 
injection of botulinum toxin, but the patient was followed up 
for eight months only. Simon et al.4 found in their study that 
the eff ect of a single injection of botox lasted for three months 
to two years, which is longer than the expected duration of 
action of the toxin.

However, the number of patients in their studies was small. 
Although the eff ects of permanent motor learning and resett ing 
the point for muscle contraction due to temporary chemo 
denervation by the toxin cannot be ruled out, it requires further 
study with large number of patients to see the duration of the 
eff ect of a single dose of botulinum toxin and the necessary 
dosage, in relieving frontalis-induced eyelid pseudo-retraction 
post ptosis surgery.
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Cortical blindness with absent visually 
evoked potential in non-ketotic 
hyperglycemia

Dear Editor,

A 19-year-old boy was referred to us for loss of vision. He had 
presented to the hospital two days before with the history of 
one episode of generalized seizure lasting for 20 to 25 sec and 
was in altered sensorium for two days. His blood glucose and 
serum osmolarity were more than 600 mg% and 308 meq/L 
respectively. Blood ketone bodies were normal and urinary 
ketone bodies were negative. There was no metabolic acidosis. 
He was diagnosed as having non-ketotic hyperglycemia (NKH). 
He was not a known case of any seizure disorder or diabetes 
mellitus. He improved within three days of treatment, with 
insulin and intravenous ß uids.

On recovering, he complained of bilateral loss of vision. 
Ocular examination revealed vision of hand movements in both 
eyes. Anterior segment and posterior segment examinations 
including pupillary reactions and ß uorescein angiography 
were normal. Menace reß ex was absent and malingering tests 
were negative. He was diagnosed to have cortical blindness. 
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