
Letters to Editor

486 November 2012 / Vol 22 / Issue 6� Indian Journal of Nephrology

References

1.	 Thomas C, Mini S, Thomas SV. ‘Rescue’ plasmapheresis in a 
case of severe steroid unresponsive devic’s neuromyelitis optica. 
Ann Indian Acad Neurol 2006;9:42‑5.

2.	 Collongues N, de Seze J. Current and future treatment 
approaches for neuromyelitis optica. Ther Adv Neurol Disord 
2011;4:111‑21.

3.	 Keegan M, Pineda AA, McClelland RL, Darby CH, Rodriguez M, 
Weinshenker BG. Plasma exchange for severe attacks of CNS 
demyelination: Predictors of response. Neurology 2002;58:143‑6.

4.	 Ruprecht K, Klinker E, Dintelmann T, Rieckmann P, Gold R. 
Plasma exchange for severe optic neuritis: Treatment of 10 
patients. Neurology 2004;63:1081‑3.

5.	 Paus S, Prömse A, Schmidt S, Klockgether T. Treatment of 
steroid‑unresponsive tumefactive demyelinating disease with 
plasma exchange. Neurology 2003;61:1022.

Cortical blindness in 
a child with acute 
glomerulonephritis
Sir,
We read with interest the article on “Cortical blindness in 
a child with acute glomerulonephritis” by Kaarthigeyan 
and Vijayalakshmi.[1]

However, we do not agree with their statements that 
“hypertensive encephalopathy and cortical blindness in 
children with acute glomerulonephritis are extremely 
rare” or that “Posterior reversible encephalopathy 
syndrome (PRES) revealing acute glomerulonephritis is 
extremely rare in children.”

The syndrome of hypertensive encephalopathy has been 
described in about 5% of hospitalized patients with acute 
glomerulonephritis. This may be accompanied by signs of 
central nervous system dysfunctions such as headache, 
vomiting, depressed sensorium, convulsions, aphasia, 
memory loss, and visual disturbances and appears to occur 
more often in a child who is minimally to moderately 
edematous as compared to those with severe edema.[2]

In our own experience, we have seen patients who 
have been referred to us after consultation with 
ophthalmologists and even after neuro‑imaging but with 
no measurement of blood pressure.

A diagnosis of posterior reversible encephalopathy 
syndrome should be considered in any child presenting 
with the above symptoms. Blood pressure should be 
measured in all children and especially so in these 
children. Acute glomerulonephritis is a common 
cause of acute hypertension in children and should be 
investigated for.
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Everolimus for the 
treatment of CD20+ diffuse 
large B‑cell lymphoma in a 
renal allograft recipient
Sir,
A 42‑year‑old man received a renal allograft from 
his mother and achieved good graft function (serum 
creatinine (SCr), 0.9 mg/dL). Maintenance of 
immunosuppression included the use of prednisolone 
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(10 mg/day), tacrolimus (level 5‑8 ng/mL), and 
mycophenolate (1.5 gm/day). Two years after the 
transplantation, he developed lymph‑node (LN) 
swelling in the submandibular area (right > left) 
without ulceration/fever, but weight loss was present. 
Histopathology of the LN revealed non‑Hodgkin’s 
lymphoma (NHL), diffuse large B‑cell (DLBCL, CD20+ 
CD3+ LCA+) type Figure 1a and b with perinodal 
extension and tumor‑free salivary gland tissue. The 
bone‑marrow histology was normal. Polymerase chain 
reaction of ruled out cytomegalovirus, herpes simplex 
virus, varicella zoster virus, and Epstein‑Barr virus 
infections. Laboratory investigations revealed normal 
complete blood count and liver function tests. SCr was 
1 mg/dL, with no proteinuria; lactate dehydrogenase, 
479 IU/dL; and uric acid, 2.6 mg/dL. The Eastern 
Cooperative Oncology Group performance status was 
grade 0. He was able to work or carry out any normal 
activity; but no special care was needed. The Karnofsky 
performance status scale was 90.

Tacrolimus and mycophenolate were discontinued, 
prednisone was given at a dose of 7.5 mg/day, low‑dose 
everolimus (1‑1.5 mg/day, and trough concentration 
(C0) 4‑5.5ng/mL) was initiated. The NHL was 
treated with R‑CHOP regime. Complete clinical and 
radiological remission was achieved after six cycles. He 
was continued on prednisolone and everolimus with no 
side effects. He continues to be in complete remission 
with SCr. –1.1 mg/dL without proteinuria at 15 months’ 
follow‑up. Combined fluorodeoxyglucose, positron 
emission tomography, and computed tomography 
(FDG‑PET/CT) scanning revealed inactive disease.

Lymphopro l i f e r a t i v e  d i so rde r s  a r e  s e r i ou s 
and potentially fatal complications of chronic 
immunosuppression in organ‑transplant recipients. 
In the new era of immunosuppression, despite a 
lower occurrence, malignancy tends to appear earlier 
after transplantation. Switching calcineurin inhibitor 
to sirolimus or everolimus was associated with a 

favorable outcome in post‑transplant malignancy.[1,2] 
We used everolimus due to the encouraging results 
of an mTORi‑based regimen for post‑transplant 
malignancies.[1‑7] Everolimus has shown antiangiogenic 
and antiproliferative activities on cell lines derived 
from human tumors and on xenograft models of 
human tumors.[3] Activation of PI3‑K, Akt, growth 
factor receptors, Ras/Raf, and PTEN are responsible 
for inappropriate activation of the signaling pathway 
leading to PTLD. Everolimus displays a potent inhibitory 
effect by inhibiting these pathways in a dose range, 
leading to prevention of allograft rejection, and may 
prove effective in both the prevention and treatment 
of PTLDs in transplant patients.[5] In addition, MTORi 
reduces the morbidity and mortality after kidney 
transplantation.

Our report suggests that immunosuppressive therapy 
with everolimus is safe and efficient for renal 
recipients who develop DLBCL. Whether everolimus 
has antitumor effects or any synergistic effect that 
may be beneficial in the treatment of DLBCL should 
be explored in future trials.
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