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Authors' reply 

Dear Editor,
We thank Chalisgoankar et al.,[1] for having shown interest in 
our article.[2] Our point wise reply to their comments is as under: 

1.	 We agree that number of cases and controls was rather 
less. One of the reasons was that the study was conducted 
over a short period (21 months) during which we could 
select only 23 cases and 12 age and sex-matched controls 
who fulfilled all the requisite inclusion criteria. Patients 
receiving corticosteroids in any form (including traditional 
or alternative medicines which might contain some form 
of steroids) within last one month or with other conditions 
which could independently alter endogenous cortisol levels 
were excluded. 

2.	 Though it appears reasonable to assume that “endogenous 
cortisol may not act pathologically unless it is outside 
normal range”, our study has documented an interesting 
finding that pathological changes of idiopathic central 
serous chorioretinopathy (ICSC) occurred even when 
cortisol levels were within normal range. It, however, clearly 
showed that mean serum cortisol levels were significantly 
higher (but not higher than normal) in patients with ICSC as 
compared to controls. Whereas 12 (52.17%) cases had levels 
> 500 nmol/L, all controls had lower levels. Moreover, to the 
best of our knowledge, ours is the only study where serum 
cortisol levels were tabulated for each and every case.

3.	 Morning cortisol levels were estimated since cortisol levels 
follow a relatively predictable circadian rhythm with an early 
morning peak after awakening, a rapid decrease over the next 
few hours, followed by a more gradual decline over the course 
of the day to very low levels by bedtime.[3] A single estimation 
of the 08:00 hour serum cortisol reflects endogenous activity 
of the hypothalamo–pituitary–adrenal axis.[4] 

4.	 The learned authors have mentioned some interesting 
observations of their own study. However, since we are not 
aware of their exact methodological details as well as criteria 
for exclusion, it would not be appropriate to either compare 
the two studies or comment on the findings of their study. It 
may be worthwhile to mention that many a times patients first 
seek treatment from local practitioners (including untrained 
traditional or alternative medicine practitioners) who 
invariably prescribe steroids in some form. Exogenous steroid 
intake in any form leads to suppression of the hypothalamo-
pituitary-adrenal axis resulting in lowering of endogenous 
serum cortisol for variable periods of time.[5] 

5.	 Even as the precise mechanism of steroids in the 
etiopathogenesis of ICSC has not been established, some 
of their effects on choriocapillaries and retinal pigment 
epithelium (RPE) have been mentioned in various studies. 

Glucocorticoids are known to affect choroidal circulation,[6] 
inhibit collagen formation (a main component of Bruch’s 
membrane), alter ion and water transport of epithelia. 
Cortisol may also directly damage the RPE cells or their 
tight junctions and may delay any reparative process 
by suppressing the synthesis of extracellular matrix 
components and inhibiting fibroblastic activity.[7]

6.	 We do strongly feel that more, preferably larger studies 
on endocrinological association of ICSC are needed in 
order to have a better understanding of this important 
ophthalmological problem. 
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Amyloidosis of lacrimal gland: 
Authors' reply 

Dear Editor,
We thank Kumar  et al[1] for their interest in our article[2] and 
the comments.

We do agree that cases reported from the series by 
Leibovitch et al.[3] and Taban et al.[4] were not included, and we 
also agree that the bilateral case reported by Cheng et al.[5] was 
not included in the discussion. However, the case described by 
Knowles et al.[6] was orbital amyloidosis,  than  mere lacrimal 
gland involvement. 

We would like to clarify that the axial proptosis was 2 mm 
and 2 mm was the inferior displacement. 

We do agree that debulking is essential. However,this 
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patient only had an incisional biopsy for diagnosis and opted 
to be under follow-up.
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Ocular abnormalities in patients with 
beta thalassemia on transfusion and 
chelation therapy: Our experience 

Dear Editor,
We read with interest the article by Taneja et al.[1] We believe that 
it was a great effort considering the number of studies on this 
particular group and no such study in our population group. 
There is relatively low awareness about these ophthalmic 
manifestations of thalassemia and this article would go a long 
way to create awareness about the same.

We want to share our own experience (presented as a 
free paper in AIOC 2009, Jaipur) which is different from 
their findings, especially in the untreated and treated group 
with desferioxamine. A total of 112 children (224 eyes) 
with beta thalassemia were taken for the study. Ninety-five 
children (190 eyes, 84.8%) not on desferioxamine therapy 
were termed as case group and 17 children (34 eyes, 15.2%) 
were on desferioxamine and called control group. Out of 95 
children, 62 (65.2%) were male. All children were under the 
age of 15 years (4-15 years) who had received multiple blood 
transfusions. 

Conjunctival blanching and isolated cataractous changes 
in the lens were the most common anterior segment findings 

in the untreated group. Both were found in 12 (6.3%) eyes. 
The rest of the findings are listed in Table 1. In the group on 
desferioxamine, none of these children had any opacity in the 
lens. Four (11.8%) had tessellated fundus in the control group.

The ocular manifestations were compared in the untreated 
group with respect to serum ferritin [Table 2]. We compared 
our data with other studies and found lens opacities were 
commoner in our study (14 eyes 7.3%). 

Goldberg et al.[2] did not find a single case with lens 
opacity. However, his patients were mainly with sickle 
cell hemoglobinopathy and not beta thalassemia patients. 
Degeneration of retinal pigment epithelium (RPE) and 
tessellated fundus were common in our study as has been 
noted in a previous study by Gartaganis et al.[3] 

Letters to Editor

Table 1: Various ocular manifestations in the untreated 
group

Anterior 
segment 
findings

No. of eyes 
(%) 

Posterior segment 
findings

No. of eyes 
(%) 

Conjunctival 
Blanching

12 (6.3) Tessellated fundus 55 (28.9)

Lens opacities 12 (6.3) Temporal pallor 8 (4.2)

Xerosis/ Bitot’s 
spot

8 (4.2) Area of pigmentation 6 (3.1)

Heterochromia 4 (2.1) Albinotic fundus 4 (2.1)

Pseduophakia 2 (1) Nevus 2 (1)

Abduction deficit 
(lateral rectus 
underaction)

2 (1) Venous dilatation 2(1)

Telecanthus 2 (1) Nasal tilting 1 (0.5)

Persistent 
Pupillary 
membrane

1(0.5) Snow flake 
degeneration

1 (0.5)

Area of depigmentation 1 (0.5)

Sheathing 1 (0.5)

Table 2: The distribution of various ocular manifestation vis-
a-vis ferritin levels

Serum 
ferritin

Less 
than 500

501- 
999

1000-
4999

5000 and 
above

Anterior 
segment 
findings
No. of 
affected eyes 
(%)

Conjunctival 
Blanching

12 (6.3)

Lens opacities 2 (1) 10 (5)

Xerosis/ Bitot’s 
spot

8 (4.2)

Heterochromia 4 (2.1)

Telecanthus

Posterior 
segment 
findings
No. of 
affected eyes 
(%)

Tessellated 
fundus

3 (1.6)

Temporal pallor 2 (1)

Area of 
pigmentation

Albinotic fundus 1 (0.5) 1 (0.5) 3 (1.6) 2 (1)

Nevus 1 (0.5) 1 (0.5)

Venous dilatation 1 (0.5)
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