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IgM NEPHROPATHY IN PEDIATRICS DEPARTMENT
SIRIRAJ HOSPITAL BE.2531-2538

Buppha Paisalnant

Retrospective study of 133 patients with primary nephrotic syndrome whose renal
biopsies were IgM nephropathy , from department of Pediatrics, Siriraj Hospital , during 1988-
1995. Sixty six patients were never treated with prednisolone and 67 patients were treated with
prednisolone from other hospitals. The ratio of male to female was 2.2:1 with all patients
presenting with edema and the age at onset ranged from 1to 12 years of age, with a mean
of 5.5 years. Renal biopsies showed IgM deposits in mesangial area of all glomeruli by
immunofluorescence or immunoperoxidase. The majority of patients (82.7%) had mesangial
cell proliferation and 13 (9.8%) had focal glomerular changes.

Twenty-two patients (16.5%) had hypertension and 17 patients (12.8%) had microscopic
hematuria. Azotemia was found in 16 cases (12.0%), all of which were transient. There were 7
patients (5.3%) with renal insufficiencies on admission. After treatment and follow up all patients
recovered and had normal renal function .

Responses to prednisolone were evaluated. Initial responses were found in 121 cases
(91%). The patients with microscopic hematuria or with higher serum triglyceride were
more resistant to prednisolone than the patients without microscopic hematuria or lower serum
triglyceride. The patients with focal glomerular changes also had poor responses to

prednisolone therapy compared to those without any glomerular changes (p<0.05)





