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Peritonitis due to 
nontuberculous 
mycobacterium

Sir,
Between 1998 and June 2012, 650 end‑stage renal 

disease  (ESRD) patients were initiated on peritoneal 
dialysis (PD) at our institute. During this 14‑year period, 
there were 276 bacterial, 16 tuberculous, 68  fungal, 
nine nontuberculous mycobacterium  (NTM), and 
141 culture‑negative peritonitis episodes. The cumulative 
follow‑up of 650  patients was 13,710  months. We 
diagnosed nine cases as peritonitis due to NTM. Hence, 
the incidence of bacterial, tuberculous, NTM, and fungal 
peritonitis was one episode per 49.6, 856.8, 1523.3, 
and 201.6 patient–months, respectively. The patients of 
peritonitis presented in two clusters–in 2005 and 2012. 
The mean age was 51.11 years. There were eight males. 
All patients had growth identified as Runyon class IV: 
Rapid growers. There was growth on Löwenstein–Jensen 
medium between 4 and 11 days. The organisms were 
differentiated from Mycobacterium tuberculosis by 
BACTEC NAP test.[1]

We compared the clinical and laboratory features of 
patients of peritonitis due to NTM and those of PD 
patients with bacterial peritonitis reported during these 
two years. We could not compare with peritonitis due to 
M. tuberculosis, for there were only three such patients 
during this period. The data are reported in Table 1.

Only fever was found to be significantly associated with 
peritonitis due to NTM peritonitis when compared to 
bacterial peritonitis. An index of suspicion for NTM 
peritonitis would be an episode of peritonitis appearing 
early after placement of the catheter. Only one previous 
study[2] identified fever to be present in a higher 
percentage of patients of NTM peritonitis than in other 
peritonitis.

During the same months of NTM peritonitis, there 
were reports of infection due to NTM in other surgeries 
performed at our institute. Culture of tap water and 
scrapings from the walls of operating room did not yield 
any growth. However, rapidly growing mycobacteria can 
be recovered from soil and natural water supplies, and 
are the most common NTM associated with nosocomial 

Table 1: Patients of NTM peritonitis
Patient Age/sex Cause of end stage 

renal disease
Duration of 

CAPD (days)
Differential cell count 

of peritoneal fluid
Fever Total leucocyte 

count (×109/L)
Growth on LJ 
medium (day)

1 45/male CGN 40 Neutrophilia Present 17.0 Day 4
2 46/ male HTN 15 Neutrophilia Present 14.5 Day 11
3 46/male CGN 45 Lymphocytosis Absent 19.0 Day 7
4 65/female DM 26 Neutrophilia Present 22.0 Day 7
5 45/male CGN 41 Neutrophilia Absent 7.8 Day 7
6 60/male CGN 43 Neutrophilia Present 25.0 Day 5
7 48/male Renal calculus disease 20 Lymphocytosis Present 8.0 Day 4
8 55/male Obstructive nephropathy 19 Lymphocytosis Present 8.0 Day 6
9 50/male HTN 20 Neutrophilia Present 5.0 Day 11
NTM: Nontuberculous mycobacterium, CGN: chronic glomerulonephritis, HTN: hypertension
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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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