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these lights for 15 min every day. The parents were educated 
on how to use these lights and were asked to come for a follow-
up periodically up to 24 months. The success of the therapy 
was deÞ ned as child developing Þ xation to light or being able 
to reach for the objects. The children were followed up in the 
sixth, 12th, 18th and 24th months. The diagnostic proÞ le of the 
children who had vision stimulation therapy is as follows.

Thirty-two children had cortical blindness, 13 had delayed 
visual maturity, and 10 had Leber�s congenital amarosis, seven 
were diagnosed to have retinopathy of prematurity, seven 
with disc pallor, six were found to have retinitis pigmentosa, 
Þ ve had persistent hypertrophic primary vitreous and three 
had albinism. Others which included aphakia, nystagmus, 
microphthalmos, chorioretinitis and bilateral retinal detachment 
accounted for 21. Out of the104 children, 40 (38.46%) children 
had a mean follow-up of 12 months. Of those who came for 
follow-up, 29(72.5%) children showed improvement with 
vision stimulation therapy and eleven (27.5%) showed no 
improvement from the initial presentation.

In this study we did not Þ nd any correlation between a 
particular ocular disorder and the time of presentation to have 
a favorable or a less favorable outcome.

An ophthalmologist can play an optimistic role in the 
management of these congenitally blind children, as vision 
stimulation is proven to help most children with vision 
impairment.4
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Retinitis pigmentosa associated 
with blepharophimosis, blue dot 
cataract and primary inferior oblique 
overaction

Dear Editor,

We read with interest the report by Vedantham et al.1 We 
would like to make certain observations regarding inclusion 

of primary inferior oblique overaction [PIOOA] as part of this 
new syndrome.

The authors do not off er evidence whether overelevation 
in adduction in this case is due to inferior oblique overaction 
and that too primary and not secondary. Secondary inferior 
oblique overaction can arise due to superior rectus/oblique 
underaction and overelevation in adduction has diverse 
etiologies and presentations. As levator palpebre superioraris 
[LPS], superior rectus [SR]/superior oblique [SO] and upper 
halves of horizontal recti all develop from the same superior 
mesodermal complex,2 they may get implicated together in 
disorders like this and plausibly to a variable extent. It seems 
more appropriate to ascribe overelevation in adduction in this 
case to the underaction of SR or to both of superior muscles [SR, 
SO], along with LPS, as both can produce overaction of inferior 
muscles [IO and IR] leading to overelevation in adduction, 
a V patt ern and extorsion. A positive head tilt test on tilt to 
either side will off er insight regarding primary or secondary 
inferior oblique overaction provided both superior muscles 
are not knocked out. Presence or absence of objective extorsion 
may off er a clue regarding inferior oblique overaction. Results 
of such tests are not known in the present case.

To att ribute overelevation in adduction in this case to PIOOA 
is like clubbing all meningitides as meningococcal.
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Authors� reply

Dear Editor,

We thank the reader1 for his interest in our article2 while we 
also approach his concerns that inferior oblique overaction 
can be because of superior oblique dysfunction. However, the 
very term primary inferior oblique overaction implies that 
such a possibility has already been excluded. Needless to say 
our patient underwent a detailed orthoptic workup including 
measurement of deviation in nine gazes and either head 
tilt that together with evaluation of duction did not suggest 
any extraocular muscle dysfunction. The same could not be 
included in the article because of restrictions in word limit.

We are surprised that the reader should link 
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