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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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Tuberculosis in renal 
transplant recipient
Sir,
We read with interest the article on the allograft and 
prostatic involvement in a renal transplant recipient with 
disseminated tuberculosis by Sreejith et al.[1] We have 
also encountered a few patients of renal transplant with 
tuberculosis. However, we have a few queries.
• Is culture and sensitivity necessary to all patients with 

tuberculosis? It has been found that primary drug 
resistance is increasingly being reported in the general 
population.[2]

• What is the ideal duration of treatment for such 
patients? The regimens used in different centers 
vary in dose and duration. These regimens are not 
validated and are based on individual preferences 
and responses.[2]

• Will transrectal ultrasonography (TRUS) guided 
aspiration of prostatic abscess be an ideal treatment 
in a situation like this? TRUS guided aspiration of 
prostatic abscess is a safe and effective method.[3] It 
has proven its efficacy even in tubercular prostatic 
abscess.[4]
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Authors’ reply
Sir, 
We appreciate the keen interest[1] in our case report 
“Allograft and prostatic involvement in a renal transplant 
recipient with disseminated tuberculosis: a case report”[2] 
and very relevant issues raised. In this regard, we would 
like to bring to your attention that:
1. The KDIGO clinical practice guidelines for the 

care of kidney transplant recipients[3] recommend 
susceptibility testing on all isolates of Mycobacterium 
tuberculosis from kidney transplant recipients because 
the recipients may belong to diverse geographic 
locations where the prevalence of drug resistance 
may vary. Identifying drug susceptibility is all the 
more important in transplant recipients in view of 
the limited drug options available for them due to 
significant interaction of rifamycins with calcinurin 
inhibitors (CNIs) and mTOR inhibitors.The current 
recommendation for treatment of tuberculosis 
in kidney transplant recipient is to use the same 
treatment regimen as used in local general population 
who require therapy.[3] Rifampicin may be substituted 
with rifabutin with close monitoring of CNI drug 
levels, or a fluoroquinolone may be used instead of 
rifamycins. The efficacy of rifamycin sparing regimen 
in kidney transplant recipients has been reported from 
our center in the past.[4,5] The duration of therapy has 
not been defined, but it may be prudent to consider 
the experience from rifampicin-free regimen used in 
general population, which in general are 9 months or 
more in duration.

2. Aguado et al.[6] has reported that treatment duration 
less than 9 months was associated with greater 
mortality, and Park et al.[7] reported that the only 
factor that was significantly associated with greater 
recurrence of TB was duration of treatment: no 
recurrence was observed in patients who received 
more than 12 months treatment, irrespective of 
whether the treatment regimen included rifampicin. 
The Spanish Society of Infectious Disease and Clinical 
Microbiology recommends[8] duration of at least 12-18 
months in solid organ transplant recipients.
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