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has not been specifically looked at. The available literature 
shows solute clearance with icodextrin to be about 
0.31 KT/V.[3] However, practically, icodextrin clearance 
is confounded by use of concomitant glucose solutions. 
The contribution of icodextrin to the total solute 
clearance is affected by clearances of previous glucose 
dialysate exchanges as well as the dilution of icodextrin 
from possible residual dialysate of previous exchange 
(peritoneal residual volume). Peritoneal residual volume 
has been studied and noted as an important cause of 
decreased ultrafiltration,[6] but it can for the same reason, 
decrease solute clearance as well.[9,10] As our study was 
on single icodextrin exchange, they truly represent the 
solute clearance of icodextrin without influence of glucose 
dialysate as in conventional PD regime.

We found that single exchange of icodextrin can give 
a clearance of about 0.6 KT/V urea as against 0.3 
mentioned in the literature. We also demonstrated 
that icodextrin clearance does not decrease over time 
and remains static at about 0.6 KT/V. As noticed, the 
ultrafiltration volume was 587 ± 259 at the beginning of 
the study and later was 416 ± 301 at the end of the study 
period (P = 0.02). However, KT/V remained similar at 
these points, that is, 0.6 ± 0.3 and 0.6 ± 0.1 (P = 0.2). 
The difference in icodextrin clearance as compared 
to other studies mentioned could be due to difference 
in “V” or as hypothesized “dilution” with the residual 
volume in conventional regime, thereby decreasing the 
real potential of icodextrin. The average body weight 
and body surface area of our patients in this study was 
60.7 ± 9.3 kg and 1.65 ± 0.16 m2, respectively, which 
may be smaller than western population. Hence, we need 
more studies from our part of the world to ascertain 
the clearance of icodextrin in our patients and whether 
the difference is due to the volume of distribution “V” 
or because of the dilution in conventional regime. To 
conclude, clearance from single exchange of icodextrin 
in our patient population is about 0.6.
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Takayasu arteritis: 
Association with 
mesangioproliferative 
glomerulonephritis in a 
9‑year‑old child
Sir,
A 9-year-old boy presented with anasarca, cola-colored 
urine and oliguria for 1-week. There was no history 
of rash, pyodermas, pharyngitis, jaundice or arthritis. 
Nine months ago, he was diagnosed to have Takayasu 
arteritis (TA) elsewhere based on hypertension (blood 
pressure 132/90 mm Hg) and absent left radial and dorsalis 
pedis pulses, along with angiographic involvement of 
thoracic and abdominal aorta. He had elevated erythrocyte 
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sedimentation rate (40 mm/h) at that time. He subsequently 
underwent stenting of thoracic and abdominal aorta. He 
was treated with prednisolone, aspirin, clopidrogel and 
carvedilol, and became asymptomatic. There was no 
edema, hematuria or proteinuria at that time.

At entry, he was conscious. Blood pressure was 160/110 
mm Hg, and all peripheral pulses were palpable. 
Ophthalmological evaluation was normal. Systemic 
examination revealed anasarca and features of congestive 
heart failure. There was no abdominal bruit, pulse deficit, 
or blood pressure discrepancy in the limbs. Urinalysis 
showed red blood cell casts and 3 + albuminuria. 
Serum creatinine was 0.6 mg/dl, serum cholesterol 150 
mg/dl, and serum albumin 2.4 mg/dl. Antistreptolysin-O, 
antideoxyribonuclease B and C3 levels were normal. 
Antinuclear antibody, hepatitis B surface antigen and HIV 
serology were negative. Chest X-ray showed cardiomegaly 
and thoracic aorta stent. Renal ultrasonogram was normal. 
Echocardiography showed dilated cardiomyopathy with 
global hypofunction (ejection fraction 30%).

He required sodium nitroprusside infusion for blood pressure 
control followed by amlodipine. Renal biopsy showed 
mesangioproliferative glomerulonephritis [Figure 1]. He 
was treated with prednisolone, furosemide and enalapril. 
Prednisolone (2 mg/kg body weight) was administered 
daily for 4 weeks followed by tapering over the next 
4 weeks. After 2 months, he became free of proteinuria and 
hypertension. Microscopic hematuria continues to persist.

Takayasu arteritis is a common large vessel arteritis in 
children. Our patient had angiographic abnormality 
showing narrowing of the aorta, absent peripheral 
pulses and hypertension, thereby fulfilling the European 

League Against Rheumatism/Pediatric Rheumatology 
European Society criteria for TA.[1] The most common 
renal manifestations of TA are renovascular hypertension 
and ischemic glomerulopathy.[2] The latter is characterized 
by decrease in renal size, and tubulointerstitial 
atrophy.[3] These features were absent in our patient. 
Primary glomerulonephritis is uncommon in TA. Anecdotal 
reports of primary glomerulonephritis exist, pertaining 
mostly to adults and include membranoproliferative 
glomerulonephritis, membranous glomerulonephritis, 
IgA nephropathy, focal segmental glomerulosclerosis, and 
mesangioproliferative glomerulonephritis.[4]

Mesangioproliferative glomerulonephritis has been 
poorly documented in children;[5] and not from India. 
Our observations, along with other reports, support the 
view that TA may induce glomerular disease as part of its 
histopathological expression, or point toward a common 
immunological mechanism for glomerular or vasculitic 
involvements in these patients.[4,5]
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Figure 1: (a) Section shows a single enlarged glomerulus with diffuse mesangial 
proliferation (H and E stain, x400) (b) Section shows glomeruli with diffuse 
mesangial proliferation. Tubular and interstitial compartment are within normal 
limits (H and E stain, x100) (c) Section shows granular deposits of IgM in 
mesangium and glomerular capillary wall (fluorescein isothiocyanate stain, x400)
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