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factor 1 (IGF‑1) plays an important role in post‑transplant 
erythrocytosis.[5] Serum IGF‑1 levels are significantly 
elevated in ESRD patients and erythrocytosis compared 
to normal subjects and ESRD patients with anaemia.[1] 
It has been demonstrated that IGF‑1 enhanced human 
erythropoetic progenitor cell growth in vitro.[6] Another 
study has shown increased sensitivity of haemopoetic 
cells to IGF‑1 in ESRD patients without anaemia.[7] 
Thus HCV positivity has shown to be associated with 
erythrocytosis in ESRD. We postulate that in ESRD 
patients with HCV infection, IGF‑1 (which is produced 
by liver)/IGF‑1 related pathway may be responsible for 
erythrocytosis. Our first patient had elevated serum 
IGF‑1 and the second had normal IGF‑1. In the latter 
patient, increased sensitivity to IGF‑1 may be mediating 
erythrocytosis. This requires further studies.
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Congenital mesoblastic 
nephroma: A rare cause 
of recurrent hematuria 
beyond infancy
Sir,
Congenital mesoblastic nephroma (CMN) tumor is most 
common benign renal neoplasm in neonates and infants less 
than 3 months of age, and overall comprises about 3‑10% 
of all childhood renal tumors.[1] Mesoblastic nephroma may 
be detected on routine prenatal ultrasonography (USG) as 
early as 26 weeks or may present as a palpable abdominal 
mass in young infant but presentation beyond infancy that 
too as gross hematuria is very rare.[2]

A 14‑month‑old boy, a product of non‑consanguineous 
marriage, presented with complaints of two episodes of 
painless gross hematuria since 3 months. Urine was red 
colored throughout the stream with no diurnal variation. 
There was no history of fever, increased frequency of urine, 
sore throat, pyoderma, swelling of body or abdomen or 
periorbital puffiness, skin rash, or drug intake. No 
antenatal USG was available. On examination, there was 
pallor; weight was 10.5 kg and height was 79 cm; blood 
pressure (BP) was 88/54 mmHg; other anthropometric 
and systemic examinations were unremarkable. Routine 
and microscopic examination of urine revealed full of 
red blood cells of normal shape and size in all the fields. 
Serum calcium was 9.5 mg/dl (N=9.0‑11.0 mg/dl), 
phosphorus 4.5 mg/dl, and alkaline phosphatase 102 
U/l. All other tests were within normal limits.

A 5.6 cm × 3.9 cm size hypoechoeic mass lesion with 
internal echoes identified at the upper pole of right 
kidney in USG of abdomen. Contrast enhanced computed 
tomography (CECT) of abdomen revealed reniform, 
hypodense lesion at the upper pole of right kidney with 
mild contrast enhancement in the periphery of lesion with 
foci of dense calcification inferiorly [Figure 1]. Radical 
nephrectomy was done and excised specimen sent for 
histopathological examination which was consistent with 
mesoblastic nephroma of classic type.

This case is atypical as recurrent gross hematuria at 14 
months of age was the presenting feature as there was 
no intra‑abdominal palpable mass. Although hematuria 
can be associated with CMN (<10% cases), it is not a 
presenting feature which brings tumor in knowledge. 
A very few case report say about gross hematuria as 
presenting feature in CMN.[3]
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On imaging, findings suggestive of the classic type 
include a concentric hyperechoeic and hypoechoeic 
ring patterns surrounding the tumor in USG. Classic 
CMN characteristically appears as a large, uniform, 
soft tissue mass with minimal predominant peripheral 
enhancement.[4] In comparison; tumors with multiple 
cystic mass and foci of hemorrhage are much more 
likely to be consistent with cellular CMN on histology.[5] 
Nephrectomy alone is usually a sufficient treatment and 
chemotherapy is not routinely justified. Complete surgical 
resection remains the most important prognostic factor.[2,5] 
Only 5% of the patients have recurrence; therefore, during 
the 1st year after the nephrectomy, the patient must be 
submitted to a series of ultrasonographic assessments to 
detect early signs of local recurrence. There is a long‑term 
low risk of hypertension and proteinuria due to single 
functioning kidney status that would require annual 
check‑up for BP and urinalysis for proteinuria.[1,2,5]
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Ten year follow up of 
erythropoietin induced 
autoimmune pure red cell 
aplasia
Sir,
Treatment with recombinant human erythropoietin (EPO) 
carries the risk of development of autoimmune pure red 
cell aplasia (PRCA). Until 2005, approximately 250 patients 
have been reported worldwide.[1] We presented India’s first 
patient with EPO‑induced PRCA in 2005 at Indian Society 
of Nephrology Conference ISNCON, 2005, New Delhi. We 
report the 10‑year follow‑up of the same patient.

A 53‑year‑old gentleman was diagnosed with end‑stage 
renal disease due to hypertension. He was initiated on 
peritoneal dialysis in March 2002. His hemoglobin was 
5.2 g/dL.

He was prescribed EPO (Eprex, Janssen‑Cilag) at a 
dose of 50 IU/kg thrice a week for subcutaneous use. 
His employer provided him with a generic brand of 
recombinant human EPO‑alpha. His hemoglobin in July 
2002 was 9.0 g/dL.

In August 2002, he presented with malaise and giddiness. 
His hemoglobin was 4.9 g/dL. Rest of the reports were 
as follows:  Leucocyte count 7500/mm3, platelet count 
2.3 lakhs/mm3, absolute reticulocyte count 4300/mm3, 
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