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Urinary tract infection in 
diabetic patients
Sir,
We read the article “Prevalence of lower urinary tract 
infection in South Indian type 2 diabetic subjects” by 
Janifer et al. with great interest. Diabetic patients with 
urinary tract infection is a common scenario in the 
nephrourology outpatient department. Treating them is 
a real challenge.[1] Here, we would like to highlight few 
important points. Firstly, fungal urinary tract infection 
in diabetic patients might be asymptomatic and should 
be sought in every diabetic patient with urinary tract 
infection.[2] Secondly, we feel that ultrasound-guided 
suprapubic aspiration of urine is useful in those patients 
with repeated contamination in urine culture report.[3] 

Thirdly, we believe that a minimum of 2 weeks of 
antibiotic therapy is necessary as eradication of the 
organism in diabetic patients is difficult. Improper 
duration of antibiotic will encourage resistance.[4] 
Fourthly, circumcision might be beneficial, especially in 
those patients who cannot maintain personal hygiene. 
We would like to know the author’s views regarding 
these points.
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Spectrum of childhood 
nephrotic syndrome in Iran: 
A single center study

Sir,
We read with interest the article by Safaei et al. on 
“Spectrum of childhood nephrotic syndrome in Iran: A 
single center study”.[1] We appreciate the work done by 
the authors. However, we have a few queries which we 
would like to be clarified.

The first indication for kidney biopsy mentioned in 
the study, i.e., age of onset between zero and 14 years 
will include all children in the study group. However, 
kidney biopsy was performed by the authors only in 
17 children. We would like the authors to quote a 
reference supporting this indication for kidney biopsy. 
The Indian Pediatric Nephrology group and standard 
pediatric textbooks recommend that kidney biopsy in 
nephrotic syndrome should be done in children with 
age of onset <1 year or >8 years.[2,3]

The authors have also performed kidney biopsy in children 
with microscopic hematuria. Transient microscopic 
hematuria is found in 20–23% of steroid-sensitive 
nephrotic syndrome and usually does not warrant a 
kidney biopsy.[4] Various studies and standard textbooks 
recommend that kidney biopsy in nephrotic syndrome 
should be done in children with gross hematuria and/or 
persistent microscopic hematuria.[2-4]

The definition of steroid dependent nephrotic syndrome 
(SDNS) in the article is incorrect. As per the authors, SDNS 
is defined as recurrence of nephrosis when the dose of 
corticosteroids is reduced or within 2 months after the 
discontinuation of therapy. The reference quoted is from 
the 18th edition of Nelson Textbook of pediatrics. We would 
like to bring to the notice of the authors and our readers 
that the correct definition mentioned in the textbook is 
“recurrence of nephrosis when the dose of corticosteroids 
is reduced or within one month after the discontinuation 
of therapy”.[2]
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Angiotensin converting 
enzyme gene polymorphism 
and infl uence of ACE 
inhibition
Sir,
This letter is in reference to the article “Angiotensin 
converting enzyme gene polymorphism in type 
II diabetics with nephropathywhich suggests the 
association between the DD polymorphism and type II 
diabetes with nephropathy[1] in the Indian population. 
In the Caucasian population, the DD genotype has 
been associated with accelerated progression of other 
renal conditions too such as IgA nephropathy,[2] and 
FSGS. Studies on the I/D polymorphism also provides 
information on the variation of response to ACE 
inhibition in related studies. It has been seen in the 
Caucasian population that the DD genotype translated 
into more sensitivity to ramipril treatment.[3,4] However, 
subgroup analyses in these studies found that unlike 
in men, in women the response to ACE inhibition was 
fully independent of the underlying genotype. Hence, 
ramipril tended to provide renoprotection in men 
with DD genotype, but such a beneficial effect was not 
apparent in those with II or ID genotye. But women 
with the DD and the II or ID genotype had a response 
to ramipril completely independent of the genotype. 
Taking in account the high prevalence of diabetic 
nephropathy in the Indian population, it would be very 
interesting to know if there has been any evidence of 
variation in responses to ACE inhibition on the basis 

of angiotensin-converting enzyme gene polymorphism 
in type II diabetics with nephropathy in the Indian 
population. As such, an observation may markedly 
influence the scope of treatment in these patients. 
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Onion-cadmium-renal 
function: Relationship?
Sir,
I read the recent report by Ige et al, with a great interest.[1] 
Ige et al, concluded that “Cd exposure causes renal 
dysfunction, but oral administration of onion could prevent 
it.”[1] This animal model study is very interesting but 
further implication for clinical practice in human beings 
should be carefully done. First, the study on a few subjects 
in this work might have limitation in identification of 
toxicity and confirmation of effectiveness of the extract. 
Second, whether the extract process has any modification 
in biochemical and physical properties of active herbal 
gradients in onion is questionable. If there is any 
modification, the actual clinical use must be the extracted 
regimen not crude onion. Third, the metabolism of Cd 
is affected by cytochrome polymorphism.[2] There is no 
information on this aspect for studied subjects in the report 
by Ige et al.[1] Finally, if onion has actual pharmacological 
effect for the improvement of renal function, the exact 
dosage for human beings has to be further assessed.
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