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volume of straight and sagittal sinuses, commonly 
seen as hyperdense in plain CT scan imaging. Figure 
1 shows plain CT scan of the brain of two different 
patients; partial volume of the sinuses can be seen there. 
Second, the posterior portion of the image in figure in the 
original article appears as inverted Y appearance when 
it is following the course of transverse sinuses. Subdural 
hematoma will never or rarely have inverted Y-shaped 
most posterior end. Whether an MRI with angio- and 
veno-sequence was done to rule out above condition is not 
clear, and no remark has been done on follow-up imaging 
whether it was done or not.
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Figure 1: Plain CT scan of the brain of two different patients shows 
partial volume of sagittal and straight sinuses as hyperdensity in the 
posterior interhemispheric fissure.

kabaddi player: A comment".[1] The author has provided 
very nice plain CT scan images of two separate patients 
depicting the appearance of straight and  sagittal sinus, 
seen as hyperdense line. It is well known that the normal 
variations in cerebral venous anatomy are commonly 
encountered when interpreting imaging studies and may 
cause diagnostic confusion.[2-4] The great vein of Galen and 
straight sinus, as they are surrounded by cenebrospinal 
fluid and brain, are almost always visualized on CT 
scan particularly if the study is performed with contrast 
enhancement, with a quite characteristic appearance.[5] 
As described by the author, an axial section through the 
tentonium near its apex with the plane of section slightly 
inclined to the long axis of the straight sinus would 
include the great vein of Galen and, more posteriorly, 
would produce a separate elongated configuration.[5] This 
hyperdense appearance can be due to the partial volume 
of straight and sagittal sinuses and also we agree with the 
author that the subdural hematoma will never or rarely 
have inverted Y-shaped most posterior end (as also true 
in the present case-Figure 1, small arrow).[6]

As shown by the author, the outline of the sinus was 
quite uniform. However, as can be noted in the reported 
case, it was irregular and thick particularly at the anterior 
third part in proximity to the margins of the falx cereberi 
[Figure 1, large arrow]. Considering the clinical picture 
and imaging findings, we anticipated that the patient 
would have sustained injury and  diagnosis of acute 
subdural hematoma was suspected. The usefulness of 
noninvasive means of evaluating the intracranial venous 
system including MR venography or CT venography has 
been increasingly recognized,[7,8] 3D-CTA can evaluate 
venous variations of the galenic system and provides useful 
information.[8] However, because of the non-availability of 

Sir,
Thank you for giving us an opportunity to reply to the 
letter " Acute inter-hemispheric subdural hematoma in a 

Figure 1: TCT scan showing the appearance of acute subdural 
hematoma (large arrow), normal inverted ‘Y’ shaped appearance of 
the posterior part of the straight sinus (small arrow) and thin uniform 
hyperdense appearance of the straight sinus (in between arrows).
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MRI angiography and venography, these sequences were 
not performed. Regarding follow up, the patient was doing 
well at one year follow up. The issues raised by the author 
are well taken and while working with limited resources, 
there is a need to interpret data carefully and if feasible one 
should further investigate the patient with better imaging 
modalities to confirm the pathology.
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Zidovudine-induced 
myopathy

well-tolerated drug as regards myopathy in our study on 
Indian patients.”[1] I have some comments on this work. 
First, the number of subjects in this study is very small 
and might have a limitation in further interpretation 
Second, the actual mechanism of zidovudine myopathy is 
believed to be due to a zidovudine-induced mitochondrial 
DNA depletion.[2] The corresponding mechanisms include 
azidothymidine (AZT) -induced oxidative stress, direct 
inhibition of mitochondrial bioenergetic machinery, and 
mitochondrial depletion of L-carnitine.[3] Based on these 
mechanisms, there should be no race difference of this 
zidovudine adverse effect. The higher prevalence in the 
Western population might be due to the reason that is 
given by Authier et al., that “lengthening of the survival 
of HIV-infected individuals has been associated with an 
increasing prevalence of iatrogenic conditions”.[4]
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Sir,
I read the recent publication on zidovudine-induced 
myopathy with a great interest.[1] Sagar et al., concluded 
that "Zidovudine myopathy may be a constraint for use 
of the drug in the Western population; however, it is a 
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Sir,
Thank you for giving us an opportunity to reply to the 
letter. [1] Our views are, firstly, we had followed-up a total 
of 147 patients with a mean of 3.83 years, which translates 
to 563.5 patient years. The average duration of symptoms 
to appear in zidovudine myopathy varies in different 
studies. The most prominent of them by Peters  et al. 
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