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insect sting and the remission was achieved with steroid 
therapy in all.[3] Although spontaneous remission may 
occur in some cases, the most reported cases required 
corticosteroid therapy for remission.[2‑4] Similarly, oral 
steroid treatment‑induced prompt remission in our case.

Recent data suggest that atopic disorders are common in 
patients with MCD despite of little evidence that they have 
a direct pathogenic role in this disorder. Many patients 
with MCD have increased serum immunoglobulin (Ig) 
E and interleukin (IL)‑13 levels. IL‑13 has the ability to 
cause switch from IgM to IgE in B cells and induce CD80 
expression by podocytes.[1] It may be responsible for 
developing proteinuria and increased IgE levels. Reiser 
et al., showed that induction of CD80 by podocytes results in 
proteinuria in rat with glomerular epithelial cell foot‑process  
fusion.[5] Morever, urinary CD80 levels increased in patients 
with MCD during relapse and return to normal after 
remission.[1] Consequently, recent studies suggest that IL‑13 
may mediate proteinuria in patients with MCD because of its 
ability to directly induce CD80 expression on the podocyte.

M. Ceri, I. Kurultak1

Department of Nephrology, Ankara Education and Research 
Hospital, Ankara, Turkey, 1Department of Nephrology,  

Gulhane Military Academy of Medicine,  
Haydarpasa Training Hospital, Istanbul, Turkey

Address for correspondence: 
Dr. Mevlut Ceri,  

Ankara Education and Research Hospital,  
Department of Nephrology, Cebeci, Ankara, Turkiye.  

E-mail: mevlutceri@gmail.com

References

1.	 Abdel‑Hafez M, Shimada M, Lee PY, Johnson RJ, Garin EH. 
Idiopathic nephrotic syndrome and atopy: is there a common link? 
Am J Kidney Dis 2009;54:945‑53.

2.	 Zaman F, Saccaro S, Latif S, Atray N, Abreo K. Minimal change 
glomerulonephritis following a wasp sting. Am J Nephrol 2001; 
21:486‑9.

3.	 Cuoghi D, Venturi P, Cheli E. Bee sting and relapse of nephrotic 
syndrome. Child Nephrol Urol 1988‑1989;9:82‑3.

4.	 Kaarthigeyan  K,  Sivanandam  S,  Jothilakshmi  K,  Matthai  J. 
Nephrotic syndrome following a single bee sting in a child. Indian 
J Nephrol 2012;22:57‑8.

5.	 Reiser J, von Gersdorff G, Loos M, Oh J, Asanuma K, Giardino L, 
et al. Induction of B7‑1 in podocytes is associated with nephrotic 
syndrome. J Clin Invest 2004;113:1390‑7.

Access this article online
Quick Response Code:

Website: 
www.indianjnephrol.org

DOI:
10.4103/0971-4065.97147

Congenital nephrotic 
syndrome and nonsteroidal 
anti‑inflammatory drugs
Sir,
A female baby was born at 39 weeks gestational age after 
a smooth course of pregnancy. General edema started at 
3 months of age and the diagnosis of congenital nephrotic 
syndrome (CNS) was considered based on heavy 
proteinuria (15 g/l), total serum protein (TSP) of 3 g/dl, 
and albumin of 10 g/dl. Kidney function was normal 
with a creatinine of (0.3 mg/dl). Secondary causes 
(syphilis, rubella, toxoplasmosis, cytomegalovirus, 
and hepatitis B) were excluded. C3 complement 
was decreased whereas C4 was normal, antinuclear 
antibodies were negative. Kidney biopsy showed several 
glomeruli which were shrunken, sclerotic, and covered 
by a corona of hypertrophic podocytes. Tubules were 
slightly dilated with focal cyst formation. No immune 
deposition was found. The diagnosis was compatible 
with diffuse mesangial sclerosis.The infant was treated 
with albumin 20% infusions, 3g/kg/d devided in three 
doses and progressively progressively increased to 
4 g/kg/day. At the second week of admission patient was 
started on NSAID (Ibuprofen) with a dosage of 3 mg/
kg/twice per day. Two days later adding ACEi (enalapril) 
was considered at 2 mg/kg/day once. Ten days later, we 
noted a decrease in the need for albumin infusion from 
and 2 weeks later we were able to withhold it. Kidney 
function remained stable with a serum creatinine of 
0.4 mg/dl. Follow up 4 months later showed an infant 
with catch up growth and no edema with a total serum 
protein of 6.5 g/dl, and an albumin of 4.4 g/dl.

Congenital nephrotic syndrome is a rare kidney disorder 
characterized by heavy proteinuria, hypoproteinemia, 
and edema starting soon after birth, mostly within the 
first three month of life. Most are caused by genetic 
mutations which explain the resistance to steroids 
use. However, secondary causes have been identified 
and are treated according to the causes.[1] In contrast 
to most cases of idiopathic nephrotic syndromes, the 
CNS is resistant to immunosuppressive treatment, thus 
control of edema and prevention of complications is 
the aim of treatment. Some centers perform unilateral 
nephrectomy to reduce protein losses[2] with or without 
the usage of other medications like angiotensin 
converting enzymes inhibitors (ACEi) and nonsteroidal 
anti‑inflammatory drugs (NSAID) such as indomethacin. 
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These drugs decrease proteinuria and consequently 
the need for albumin infusion. NSAID effect on 
decreasing proteinuria exceeds a simple decrease in 
glomerular filtration rate but seems to directly modify 
renal hemodynamics.[3] ACEi interfere with the renin-
angiotenisn-aldosteron cascade and reduce proteinuria 
both in animals and humans.[4] The use of ACEi together 
with NSAID have been described to decrease but not a 
complete disappearance of proteinuria as noted here.
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Posterior reversible 
encephalopathy syndrome 
in minimal change disease
Sir,
An 11‑year‑old girl was being treated elsewhere from 
the age of 5 years for nephrotic syndrome. She received 

prednisolone 30 mg per day until remission followed 
by tapering. She had several relapses during the last 
5 years, and presented to us in nephrotic state. Her pulse 
rate and blood pressure were 78 bpm and 90/70 mmHg, 
respectively. Systemic examination was unremarkable. 
Investigations revealed blood urea: 12 mg/dL, serum 
creatinine: 0.7 mg/dL, serum proteins: 4.7 g/dL, 
serum albumin: 2.1 g/dL, 24 h urine protein: 4.5 g, 
serum cholesterol: 450 mg/dL, serum LDL: 267 mg/dL, 
serum HDL 60 mg/dL, serum VLDL: 158 mg/dL, serum 
triglycerides 615 mg/dL, hemoglobin: 12 g/dL. Renal 
biopsy revealed 11 glomeruli, and findings were 
consistent with minimal change. She received 65 mg of 
prednisolone in three divided doses per day according 
to the ISKDC protocol.[1] After 3 weeks, she presented 
with multiple episodes of generalized tonic clonic 
seizures. She was afebrile, pulse rate was 160 bpm, 
blood pressure was 110/60 mmHg. Glasgow coma 
scale was 7/15. Cerebrospinal fluid analysis revealed 
3  cells/hpf, glucose: 56 mg/dL, protein: 15 mg/dL. 
MRI brain showed bilateral asymmetrical T2, FLAIR 
hyperintense lesions in cortical and subcortical location 
of parieto‑occipital, temporal lobes, bilateral thalami, 
and cerebellum suggestive of posterior reversible 
encephalopathy syndrome (PRES)[Figure  1]. She 
was treated with antiepileptics and the dose of 
prednisolone  was reduced  to half. She recovered 
completely in 48 h.

PRES, or iginal ly  termed reversible poster ior 
leukoencephalopathy syndrome[2] presents with 
headache, seizures, visual changes, altered mental 
status, and occasionally focal neurologic signs.[3] CT and 
MR imaging typically show symmetrically distributed 
areas of vasogenic oedema predominantly within the 
territories of the posterior circulation.[3]

PRES is seen with a heterogeneous group of disorders.[3] 
In renal disorders, it is reported with hemolytic the uremic 
syndrome, thrombotic thrombocytopenic purpura, as a 
complication of Cyclosporine and tacrolimus,[3,4] and 
acute poststreptococcal nephritis[4] In patients with the 
nephrotic syndrome, the risk factors are administrationof 
cyclosporine, tacrolimus,[4] methylprednisolone,[5] 
hypertension and renal insufficiency.

However, nephrotic syndrome itself could be considered 
a predisposing condition for developing PRES in both 
adults and children.[6] The key pathophysiological 
process of PRES is vasogenic edema.[2] due to decreased 
intravascular oncotic pressure, increased permeability of 
intracerebral capillaries, and fluid overload. Drugs such 
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