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not known whether there is underlying genetic cause 
for association of these two disorders or it is just a 
coincidence. Reporting of more such cases could stimulate 
future research to find out any association.

Financial support and sponsorship
Nil.

Conflicts of interest
There are no conflicts of interest.

S. Sarkar, S. Misra, M. Nandi1

Department of Pediatrics, IPGMER and SSKM Hospital, 
1Department of Pediatrics, NRS Medical College and Hospital, 

Kolkata, West Bengal, India
Address for correspondence: 

Dr. S. Sarkar, 
Flat No. B/1, Jibantaru Apartment, North Jagtala, Maheshtala, 

Kolkata ‑ 700 141, West Bengal, India. 
E‑mail: sumantra.com@gmail.com

References

1.	 Polat M, Lenk N, Ustün H, Oztas P, Artüz F, Alli N. Dermatomyositis 
with a pityriasis rubra pilaris‑like eruption: An uncommon 
cutaneous manifestation in dermatomyositis. Pediatr Dermatol 
2007;24:151‑4.

2.	 Magro  CM, Crowson  AN. The clinical and histomorphological 
features of pityriasis rubra pilaris. A comparative analysis with 
psoriasis. J Cutan Pathol 1997;24:416‑24.

3.	 Rasi  A, Soltani‑Arabshahi  R, Naraghi  ZS. Circumscribed 
juvenile‑onset pityriasis rubra pilaris with hypoparathyroidism and 
brachyonychia. Cutis 2006;77:218‑22.

4.	 Lin CY, Maurice PD, Cross NB. A case of pityriasis rubra pilaris 
associated with membranous nephropathy. Australas J Dermatol 
2013;54:e1‑3.

5.	 Ohashi  H, Takahashi  H, Obara  M, Suzuki  C, Yamamoto  M, 
Yamamoto H, et al. A case of pityriasis rubra pilaris associated 
with rapidly progressive finger joint destruction. Nihon Rinsho 
Meneki Gakkai Kaishi 2004;27:407‑13.

How to cite this article: Sarkar S, Misra S, Nandi M. Pityriasis 
rubra pilaris and mesangial proliferative glomerulonephritis in a child: 
Association or coincidence?. Indian J Nephrol 2016;26:61-2.

Access this article online
Quick Response Code:

Website:
www.indianjnephrol.org

DOI:
10.4103/0971-4065.165005

This is an open access article distributed under the terms of the Creative 
Commons Attribution‑NonCommercial‑ShareAlike 3.0 License, which allows 
others to remix, tweak, and build upon the work non‑commercially, as long as the 
author is credited and the new creations are licensed under the identical terms.

Nephrotic syndrome 
and acute renal failure 
as a presenting symptom 
of acute lymphoblastic 
leukemia
Sir,
A 15‑year‑old boy presented with low‑grade fever, 
generalized body swelling and decreased urine output. 
On examination, he had pallor, pitting edema, and 
facial puffiness with no lymphadenopathy. His blood 
pressure, pulse rate, and respiratory rate were within 
normal limit. Hemoglobin was 7.6 g/dl, platelets 57,000/
mm3, leukocytes 22,300/mm3 with 19.2% neutrophils 
and 64.5% lymphocytes, with blasts cells. Biochemistry 
revealed serum creatinine 3.16 mg/dl, uric acid 5.4 mg/dl, 
bilirubin 0.98 mg/dl, total protein 4.2 g/dl with albumin 
1.90 g/dl, aspartate aminotransferase 198 IU/L, alanine 
aminotransferase 154  IU/L, lactate dehydrogenase 
564 IU/L, serum cholesterol 325 mg/dl, and triglyceride 
365 mg/dl. The electrolytes were within normal limits. 
Urinanalysis showed proteinuria of 3+ without hematuria 
and 24 urinary protein was 3 g. Bone marrow examination 
showed hypercellular marrow, 34% blast cells, 10% 
myelocytes and metamyelocytes, 20% lymphocytes, and 
10% neutrophils. Immune‑phenotyping study showed 
blast cells positive for CD‑3, CD‑5, CD‑7, cCD‑3, CD‑45, 
and TdT markers which were suggestive of mature T‑cell 
acute lymphoblastic leukemia (ALL). He tested negative 
for HIV‑1 and ‑2, hepatitis B surface antigen, hepatitis C 
virus, and malaria. Ultrasound of abdomen showed mildly 
enlarged kidneys and increased cortical echogenicity 
with the loss of cortico‑medullary differentiation 
without evidence of obstruction in the urinary tract. 
Hepatosplenomegaly was present. Hemodialysis was 
done thrice. Dexamethasone, allopurinol, renal safe 
antibiotics, and blood products were given. He did not 
respond to treatment and expired 10 days after because 
of multiorgan dysfunction.

Nephrotic syndrome is commonly reported in Hodgkin 
and non‑Hodgkin lymphomas, chronic lymphoblastic 
leukemia, and acute myeloid leukemia.[1] Acute renal 
failure  (ARF) is a rare presenting symptom of ALL.[2] 
The patients with male sex, advanced age, history of 
previous kidney disease, refractory leukemia, and 
hyper‑leukocytosis are at higher risk for developing 
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renal complications. The renal dysfunction in leukemia 
occurs because of preexisting renal disorders, leukemic 
infiltration of kidneys, nephrotoxic drug exposure, 
obstructive uropathy, tumor lysis syndrome, and 
infections.[3,4] The renal dysfunction because of the 
leukemic infiltration of the kidneys is uncommon but 
should be suspected in patients presenting with ARF and 
diffusely enlarged kidneys.[4,5] The tubular or glomerular 
injury because of tumor cells or immune complex 
deposition and paraneoplastic manifestation of leukemia 
can lead to renal dysfunction.[5]

In our case, there was no evidence of hyperuricemia, 
infection, dehydration, exposure to nephrotoxic drugs, 
or obstructive pathology of the urinary tract. Anasarca 
and proteinuria were consistent with the diagnosis of 
nephrotic syndrome. The renal failure might be due to the 
leukemic infiltration of the kidney as both kidneys were 
slightly enlarged with increased cortical echogenicity 
along with hepatosplenomegaly.

To conclude, the patient presenting with clinical picture 
suggestive of nephrotic syndrome with anemia and 
atypical cells in the peripheral blood film should be 
evaluated for hematological malignancy, and a rare 
presentation of ALL should be kept in differential 
diagnosis in children.
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Chronic active antibody 
mediated rejection 
associated with human 
leukocyte antigen‑C*07 
antibodies
Sir,
The detection of donor specific antibody (DSA) is critical 
to the diagnosis of antibody mediated rejection (AMR)[1,2] 
DSAs against the human leukocyte antigen (HLA) antigens 
are found in more than 90% of the AMR cases, while the 
minority can have minor‑HLA or non‑HLA antibodies.[3] 
The diagnosis of AMR is significant for the management 
and long‑term outcome of the transplant recipient. Most 
of the AMRs are known to be associated with DSAs against 
HLA‑A, HLA‑B, and HLA‑DRB1.

A 25‑year‑old male received a transplant with a kidney 
from his mother (3/6 HLA match) 3 years ago. The HLA 
typing was performed using PCR‑SSP method (Invitrogen, 
Life Technologies, NY, USA). The HLA type of the 
donor was HLA‑A*03, A*33, HLA‑B*51, B*55 and 
HLA‑DRB1*04, DRB1*04, while that of the patient (who 
was a haplomatch) was HLA‑A*02, A*33, HLA‑B*55, 
B*55 and HLA‑DRB1*01, DRB1*04. The pretransplant 
complement‑dependent cytotoxicity crossmatch was 
negative  (cell death  <20%). The flow cytometric 
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