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also have the responsibility to give the data in the correct 
form. This includes information on the name and affiliation 
of the authors.

In the July-September 2010 issue of Indian Journal of 
Urology, two articles have been published in the Uroscan 
section. It is believed that the third author (presumably the 
senior author) is the same. However, in the first article,[1] the 
name of the senior author is given as SN Shankhwar while 
in the second article,[2] the name is given as Satyanarayan 
Sankhwar. It is noticed that the first name has been given 
in the abbreviated form in the first article while the spelling 
of the surname is different in the two papers.

A random search of Pubmed[3] showed that the author 
is listed differently as Shankhwar SN, Sankhwar S and 
Sankhwar SN. This not only causes confusion amongst the 
readers/researchers, it also does not correctly reflect the 
citations of the author in Pubmed or any other index.

This observation has been noticed with many other authors 
too in Indian as well as in International journals.

It is suggested that the authors should use the same format 
of the name for submitting manuscripts for publication. It 
is also recommended that the names of the institutes should 
be given in complete instead of abbreviations as these may 
not be known to international readers of the Journal.
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Graft dysfunction and 
transplant renal artery 
stenosis

Sir,
The paper by Krishnamoorthy et al.[1] made interesting 
reading. It is a detailed analysis of a large prospective 
cohort of kidney transplant recipients with TRAS but the 
conclusion is disappointing.

We have a few comments and would like to share our 
views on the definition of significant TRAS. The lack of 
such a definition of significant TRAS needs to be addressed 
and should include both refractory hypertension and more 
importantly, graft dysfunction (of course, in the absence of 
rejection, obstruction, and infection). If TRAS is causing 
significant ischemia and hypoperfusion, it should cause 
graft dysfunction. Calculating the degree of stenosis as 
a percentage is subjective and prone to inaccuracies and 
reminiscent of the classification of Mirizzi syndrome based 
on the percentage of bile duct stenosis.[2] The increased 
availability of routine Doppler has increased the diagnosis 
of TRAS by 12.4%  in totally asymptomatic cases who were 
probably wrongly labeled TRAS, and by only 2.4% in patients 
already suspected of having TRAS,[3] based on presence of 
refractory hypertension and renal dysfunction,  highlighting 
the importance of clinical diagnosis. This increase in the 
above suspected TRAS cases have insignificant TRAS with 
normal renal function, and need only follow-up, like all 
transplant recipients. 

The authors state that “an angiogram was performed 
in those with a strong clinical suspicion and/or with a 
radiological suspicion of significant stenosis.” The question 
that needs to be answered is Would an angiogram be 
done on a recipient with refractory hypertension or 
Doppler findings without graft dysfunction? The authors 
do, however, admit that only symptomatic patients had 
significant stenosis and went on to receive treatment. 
In their study, a quarter of the 43 cases diagnosed with 
TRAS was based on high systolic velocities only and were 
totally asymptomatic and required no further evaluation. 
These patients should not be labeled as TRAS and should 
have only routine follow-up. This strengthens the case of 
graft dysfunction as vital to a diagnosis of  TRAS which is 
considered significant.

Deceased donor allograft recipients are reported to 
have a higher incidence of TRAS because of prolonged 
cold ischemia and delayed graft function, but only two 
deceased donor recipients developed TRAS in the study.
[4,5] Although the authors do not provide this data, but 
perhaps the cold ischemia in the study was short which 
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prevented DGF and reduced the incidence of TRAS. 
What is surprising then is its high incidence in the live 
donor population. Since all live donor allografts require 
back-table perfusion using some type of cannula which 
can cause intimal damage and perhaps result in TRAS. 
In comparison, the perfusion cannula in deceased donor 
recovery procedure is at quite a distance from the renal 
arteries.

An interesting issue not often discussed in the literature 
was raised in this paper about ischemia from TRAS. 
We feel that this is the crux of the matter – the greater 
the stenosis, greater the hypoperfusion, symptoms, 
graft dysfunction, and outcome. It is surprising that no 
downstream complications of allograft ischemia resulting 
from TRAS have been reported; we are preparing a report 
of a case of distal ureteric stenosis from significant TRAS 
that required treatment. We would like to suggest that 
graft dysfunction should be considered mandatory for the 
diagnosis of significant TRAS. 
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Authors’ reply

Sir,
We appreciate the reader’s[1] interest in our article on 
Transplant Renal Artery Stenosis (TRAS).[2] As the reader has 
rightly pointed out, with an increasing number of patients 
being detected to have TRAS, there is a growing need for 
standardization of the definition of significant TRAS.

We would like to reply to the reader’s remarks in the 
following lines.

1.  Conclusion is disappointing: Based on the observations in 
our study, we had concluded that the decision regarding 
intervention was largely based on clinical assessment. 
The flow chart in Figure 6 indicates that even though 
22 of 25 patients were symptomatic, seven of them did 
not undergo angiogram, as they were clinically stable, 
with their blood pressure well under control with 
drugs. Only those patients, who also had a refractory 
hypertension apart from being symptomatic, were 
subjected for angiogram. Also, not all those who had an 
angiogram in this symptomatic group needed subsequent 
intervention.

2.  Patients with high PSV alone should not be labeled as 
TRAS: With an increasing availability of Doppler and 
Magnetic resonance angiography, more patients are 
being diagnosed to have TRAS. Ferreiros et al. (Ref 
no: 4) have broadly classified TRAS as symptomatic 
and asymptomatic varieties. Most of such patients who 
have an isolated high PSV have been labeled as the 
asymptomatic subtype and do not require any further 
treatment.

3.  Authors do not provide data on the reason for a low 
incidence of TRAS in deceased donors: Majority of 
patients (94%) in our study have received kidneys from 
live related donors. The relatively higher incidence of 
TRAS in live donor group may also partly be due to the 
higher percentage of live related transplants. Of the 543 
patients, only 32 were from deceased donors. Moreover, 
as the reader has pointed out, the mean cold ischemia 
time was also relatively shorter, as most of the kidneys 
were harvested in our own center. 

4.  To stress that graft dysfunction is mandatory for the 
diagnosis of significant TRAS: Most authors have 
considered TRAS to be significant or not, based on the 
radiological criteria (Ref no: 12-16). While it is difficult 
to stress on the fact that graft dysfunction is mandatory 
to make a diagnosis of significant TRAS, it would not be 
inappropriate, if we could argue that graft dysfunction 
is mandatory for deciding on the need for subsequent 
intervention. Figure 9 in our article would suggest that 
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