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Letters to Editor

Authors’ reply
Sir,
We have read the comments[1] offered on our article. 

We agree completely that collapsing glomerulopathy 
(CG) may finally be accepted as a distinct entity with no 
relation to focal and segmental glomerulosclerosis (FSGS). 
We would like to clarify that the global sclerosis in the 
article refers to obsolescent glomeruli and not to global 
collapse. We did not observe global collapse in any of our 
cases. Systemic lupus erythematosus was excluded on the 
basis of clinical and serological features in the case with 
immune complex deposition. 

We agree that a short follow-up period may be an additional 
factor for the favorable outcome in our study. However, a 
study by Stokes et al.[2] showed high frequency of graft 
failure within 3–4 months of diagnosis of CG. In comparison 
to these results, our patients had a favorable outcome. 

It is somewhat difficult to clearly outline the etiologic 
factors of CG in our cases. Vascular lesions definitely 
play a role in the pathogenesis of CG by causing ischemia 
and glomerular collapse, as has been described in native 
kidneys as well. Other factors such as viral infections and 
drug toxicities may also be involved. 

Although serum creatinine in 5 cases (cases 2, 3, 6, 7, 
8) was less than 2.0 mg/dL, there was a significant rise 
from the baseline creatinine value. Proteinuria we agree 
is moderate to severe. 

We thank the authors for pointing out the discrepancies 
in numbers at certain places and regret the typographical 
errors. The correct duration is of post-transplant duration 
and follow-up are 12–98 and 3–12 months, respectively. 
The follow-up creatinine values ranged between 1.4 and 
2.1 mg/dL. 
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Relapse of nephrotic 
syndrome after a bee sting
Sir,
Relapses in patients with minimal change disease (MCD) 
have been rarely reported following exposure of inhaled 
allergens, foods, insect stings, and vaccination.[1] Herein, 
we report a case with relapse after a bee sting while in 
complete remission.

A 28‑year‑old male presented with sudden onset 
generalized edema. One week before the admission 
he had a bee sting on his forearm. He had a known 
medical history of MCD, but was in complete remission 
for 6 years. Seven days after the bee sting the patient 
had marked edema on the face, and legs. On admission 
the patient was afebrile, with eyelid and 3+ pretibial 
edema and a normal blood pressure of 110/60 mmHg. 
Laboratory examinations revealed proteinuria (2708 mg/
day), normal renal function (creatinine 0.8 mg/dl), 
total serum protein 5.1 g/dl, serum albumin 2.8 g/dl, 
total cholesterol 315 mg/dl, triglycerides 68 mg/dl, LDL 
cholesterol 228 mg/dl, and white blood cell 19,600/mm³. 
We accepted these findings and symptoms as a relapse 
of disease, and methylprednisolone treatment was 
introduced at the dose of 1 mg/kg/day. One week later 
his proteinuria resolved to 356 mg/day and clinically 
improvement was observed. The dosage of corticosteroid 
was tapered to 4 mg/day over the next 4 weeks, and there 
was no relapse during 1‑year follow‑up.

Bee stings usually cause minor local allergic reactions. But, 
systemic complications such as glomerulonephritis (GN), 
interstitial nephritis, acute renal failure, myocarditis, 
centrilobular necrosis of liver, Guillain‑Barre syndrome, 
and vasculitis can be seen.[2‑4] GN is rare and there are 
little known data about histological findings, long‑term 
follow‑up, incidence, and response to therapy of GN 
after an insect sting. Cuoghi et al., in their series, include 
180  children with nephrotic syndrome (NS); found 
that three children had recurrent NS triggered by the 
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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.
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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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