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disease. Investigations of nosocomial outbreaks 
or pseudo‑outbreaks caused by these species have 
demonstrated that tap water, ice prepared from tap 
water, processed tap water used for dialysis, and distilled 
water used for preparing solutions such as gentian violet 
are the usual nosocomial sources of the organisms.[3]

In a recent review[4] of 41 articles, 57 patients of 
PD‑associated NTM peritonitis were reported. In this 
review, only patients of NTM peritonitis among PD 
patients who were confirmed by culture of the peritoneal 
fluid were included. At least 21 articles were excluded 
in this review, as NTM was not identified to the species 
level. At our institute, we do not have the facility to 
identify the NTM species.
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Pseudohyperphosphatemia 
in Waldenstrom’s 
Macroglobulinemia
Sir,
A 50‑year‑old man presented with a progressive fatigue 
for 3 months. The only clinical finding was severe 
pallor. His hemoglobin was 3 g/dl, total leukocyte 
count 4500/cu.mm and platelet count 10,000/cu.mm 
with rouleaux formation in the peripheral smear. 
Marrow aspirate showed almost complete infiltration by 
lymphoplasmacytoid cells. Serum total protein was 8 g/
dl with an albumin of 3.2 g.dl. Serum electrophoresis 
showed a M band. Serum IgG and IgA were normal with 
a very high‑level of serum IgM (39.7 g/l, normal <5 g/l). 
There was neither renal dysfunction nor lytic lesions in 
the bones. Based on the above findings, a diagnosis of 
Waldenstrom Macroglobulinemia (WM) was made.

He was started on cyclophosphamide, vincristine, and 
prednisolone. On day 2, his calcium, phosphate, and 
uric acid levels were estimated for possible tumor 
lysis syndrome. Surprisingly, phosphate was very 
high (15.5 mg/dl) with other parameters being normal. 
These values persisted on repeat samples. There were no 
other clinical signs of tumor lysis.

L i t e r a t u r e  s e a r c h  r e v e a l e d  r e p o r t s  o f 
pseudohyperphosphatemia in association with 
paraproteinemias.[1] The phosphate levels normalized 
at the end of two cycles of chemotherapy without any 
specific intervention.

High‑levels of paraproteins have been known to 
interfere with estimation of various laboratory 
parameters causing falsely high levels of bilirubin, C 
reactive protein, ferritin, calcium, and falsely levels of 
sodium, thyroxin, glucose, uric acid, and albumin.[2] 
Both pseudo hyper and hypo phosphatemia[2,3] have 
been noted in paraproteinemias.

Serum phosphate was estimated by Olympus AU 400 
instrument by phosphomolybdate assay. The mechanisms 
of pseudohyperphosphatemia include analytical error of 
the proteins interfering with estimation or the presence 
of increased phosphate binding paraproteins.[1]

The true value can be estimated by precipitating the 
proteins and repeat estimation. We tried to deproteinate 
the sample but it was not successful.
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Thus, we conclude by stating that falsely high serum 
phosphate is a rare but well‑documented phenomenon in 
paraproteinemias and should not be mistaken for tumor lysis. 
Furthermore, incidentally detected pseudohyperphosphatemia 
with high serum total proteins may be a valuable clue to an 
underlying hypergammaglobulinemia.
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Utility of renal allograft 
biopsy: An audit of  
80 allograft biopsies
Sir,
Uppin et al., deserve congratulations for sharing their 
experience on the utility of renal allograft biopsies 
in the management of renal transplant patients at 
their center.[1] Indeed, this is a timely contribution to 
the meager literature on this subject from the Indian 
Subcontinent. We have also previously published our 
experience on renal allograft biopsy findings in one of 
the largest studies in the world.[2] Although, our study 

also included live related renal transplants as that of 
Uppin et al., our findings are quite different from those of 
the later study. I take this opportunity to highlight some 
of the discrepant points. I understand that this is just a 
correspondence and not a full original article, but some 
important points are lacking, which must have been 
incorporated in the paper. These include information 
on the donor relationship, human leukocyte antigen 
match, results of pre‑sensitization, immunosuppressive 
regimens used and the donor age and sex. The authors 
will agree that the above information is crucial 
in understanding the pattern of histopathological 
lesions found on renal allograft biopsies. Just to cite 
a few examples of discrepant results, acute humoral 
rejection (AHR) was found more commonly in their 
biopsies than acute cellular rejection (ACR). Moreover, 
the rate of ACR is very low in the subject study. It 
seems that the mainstay for the diagnosis of AHR in 
the subject study comprised of morphological lesions, 
which are notorious for their non‑specificity.[3‑5] In fact, 
the definitive diagnosis of AHR requires fulfillment of 
all three criteria as envisaged in Banff 2001 revision of 
Banff 97 classification.[3,4] I hope, the authors will agree 
that it is not appropriate to label such cases as AHR on 
morphological criteria alone. Such a high rate of AHR 
is surprising for a live related renal transplant program 
if not carried across the immunological barriers, such 
as ABO bood group incompatibility. It is also surprising 
to note that the primary diseases causing end‑stage 
renal disease (ESRD) were known in all cases. This is 
quite in contrast to the common finding in most of the 
studies from this region, which show that a significant 
number of cases of ESRD are of unknown origin.[6] 
Moreover, in the indications for biopsies, it is stated 
that one biopsy was carried out for proteinuria, but 
later on it is stated that two cases were biopsied for 
proteinuria, one of which turned out to be recurrent 
focal segmental glomerulosclerosis (FSGS). However, 
among the primary diseases causing ESRD, no case 
of FSGS is listed, which make recurrence of FSGS 
unlikely. The term of chronic allograft nephropathy 
was eliminated in Banff 2005 meeting report and not 
in Banff 2003 update as stated by the authors of the 
subject study.[4]

Another interesting observation, which we also commonly 
observe in our patients, is the frequency of culture 
negative acute pyelonephritis.[1,2] Two of their patients 
did not grow organisms on urine culture. More studies 
are needed to address this issue in greater detail.

In summary, the above study is a valuable addition to 
the meager literature on this subject from this area of 
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