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Comparison of the Therapeutic Efficacy of Me-
thylprednisolone Pulse Therapy and Oral Steroid
Therapy in Children with IgA Nephropathy and
HSP Nephritis Combined with Proteinuria

Purpose: The purpose of this study was to assess the therapeutic efficacy of me-
thylprednisolone pulse therapy in children with IgA nephropathy and Henoch-
Schénlein Purpura (HSP) nephritis combined with proteinuria.

Methods: We retrospectively reviewed the clinical records of 21 patients who were
diagnosed with IgA nephropathy and HSP nephritis based on percutaneous renal
biopsy. Of the 21 patients, 15 were diagnosed with IgA nephropathy and 6 were
diagnosed with HSP nephritis. They had mild to severe proteinuria at the time
of diagnosis or during follow-up. Group 1 (n=7) received methylprednisolone
pulse therapy three times every couple of months, and Group 2 (n=14) received
oral steroid therapy. The follow-up periods for Group 1 and 2 were 14.0 (9-54)
months and 26.5 (14-34) months, respectively. There was no significant difference in
the follow-up duration between the two groups.

Results: The average age at diagnosis and biopsy was lower in Group 1 compared to
Group 2, but it was not significantly different. At admission, all patients in both
groups had hematuria and 5 patients (71.4%) of Group 1 and 14 patients (100 %) of
Group 2 had proteinuria. Before treatment, there was no significant difference
of spot urine protein/creatinine ratio between the two groups. During follow-
up, 7 patients of Group 1 (100%) and 10 patients of Group 2 (71.4%) showed
complete improvement of proteinuria and the spot urine protein/creatinine
ratio in Group 1 was significantly lower than Group 2.

Conclusion: In patients with IgA nephropathy and HSP nephritis with proteinuria,
methylprednisolone pulse therapy was more effective than oral steroid therapy in
the reduction of proteinuria. To investigate the effects on long-term prognosis,
large-scale prospective studies are needed.
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Table 1. Clinical Features of Patients with IgA Nephropathy and HSP Nephritis According to Treatment Modalities

Group 1 (n=7) Group 2 (n=14) Pvalue
Age (at onset, Mo) 80.0 (54-124) 96.0 (57-166) 0.03
(at biopsy, Mo) 80.5 (54.5-128) 97.5 (58-168) 0.08
Gender (M:F) 34 10:4
Duration of F/U (Mo) 14.0 (9-54) 26.5 (14-34) 0.23
Hematuria 100% (+ - ++++) 100% (+ - ++++)
BP, Systolic (mmHg] 122.0 (104-133) 121.5 (103-134) 0.38
Diastolic (mmHg) 68 (54-98) 70 (54-86) 0.48
Pathologic findings IgA nephropathy (n=5) IgA nephropathy (n=10)
-subclass: 11(1), N1(2), IV(2) -subclass: 1(1), 11(3), 11(4), IV(2)
HSP nephritis (n= 2)-class: I1(2) HSP nephritis (n=4)-class: 11(2), [11(2)
Laboratory findings (initial)
Hemoglobin (g/dL) 12.9 (10.3-13.9) 12.3 (10.4-13.7) 0.26
BUN (mg/dL) 11.2 (5.2-41.3) 12.0 (7.0-14.6) 0.26
Serum creatinine (mg/dL) 0.5 (0.3-0.8) 0.4 (0.3-0.8) 0.46
Total protein (g/dL) 5.9 (5.7-7.2) 6.3 (5.1-7.5) 0.10
Albumin (g/dL) 2.9 (2.3-4.0) 3.8 (2.7-4.5) 0.019
Spot urine Pr/Cr (mg/mg)
Before Tx 3.34(0.2-12.4) 1.93 (0.4-13.8) 0.17
After Tx 0.12 (0.06-0.26) 0.30 (0.09-0.79) 0.009

*Group 1: Methylprednisolone pulse therapy, Group 2: Oral steroid therapy

Abbreviations: M, male; F, female; F/U, follow-up; BP, blood pressure; Tx, treatment.

Before Tx

0.30 (0.09-0.79)

—+—Group 1

——Group 2

After Tx

Fig. 1. Comparison of change of spot urine Pr/Cr ratio before and after treatment
according to treatment modalities. Group 1: Methylprednisolone pulse therapy, Group 2:
Oral steroid therapy. After Tx: Group 1, 0.12 (0.06-0.26) mg/mg vs Group 2, 0.30 (0.09-
0.79) mg/mg (P=0.009). Tx, treatment.
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