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Table 1. Clinical Findings in Patients with Steroid Responsive Nephrotic Syndrome in IgA Nephropathy

Proteinuria S. albumin

S. cholesterol S, creat*

Patient Age/Sex (g/24hr) (g/d1) (mg/dl) (mg/dl) Hematuria Hypertension
1. SYS 61/F 8.1 2,6 340 0.8 — —
2. YHK 23/M 6.8 2.2 295 1.0 - +
3. SGJ 18/M 7.8 1.2 371 0.9 — —
4. JHK 36/M 9.8 2.4 463 1.8 - —

* Serum creatinine,

Table 2. Light Microscopic, Immunohistochemical and Electron Microscopic Findings

Immunofluorescence

Electron microscopy

Patient Light microscopy
1. SYS Mild mesangial proliferation
2. YHK Mild mesangial proliferation,

global sclerosis (3/12),
interstitial infiltration
3. SGJ Mild mesangial proliferation

4. HHK Mesangial widening

IgA (+}, 15G () IgM (<)
Lambda () in mesangium
IgA (+), 1gM (+), C3 (+)
IgG () in mesangium

IgA (+), 18G(¢), 1gM (¢)
in mesangium

IgA(+), 1gG (+), C3 (¢)
Ciq(t)

Foot process fusion
EDD in mesangium
Foot process fusion
EDD in mesangium

Foot process fusion
EDD in mesangium
EDD in mesangium

EDD : Electron dense deposit.

Table 3. Response to Corticosteroid Therapy and the Clinical Course

Patient Follow-up (mos) Response to therapy Clinical course
1. SYS§ 5 Response within 3 weeks No relapse

2, YHK 15 » within 2 weeks Relapsed 1 time
3. 5G) 43 » within 2 weeks No relapse

4, JHK 11 ” within 8 weeks No relapse
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Fig. 1. Light microscopy shows no abnormality of glomerulus in case
4 (PAS X 100).

Fig. 2. Immunoﬂuorenée microscopy in case 4 reveals IgA deposits in

the mesangium.



Fig. 3. Electron microscopy shows mild electron dene
deposits (arrows), and mesangial cells {(Mc).
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= Abstract =

Steroid Responsive Nephrotic Syndrome
in Mesangial IgA Nephropathy

Hyun Chul Kim, M.D., Seoung Soo Cho, M.D.
Soo Hyeong Lee, M.D. and Sung Bae Park, M.D.

Department of Internal Medicine, Keimyung
University School of Medicine, Taegu, Korea

Kwan Kyu Park, M.D. and Eun Sook Chang, M.D.
Department of Pathology

We are reporting four cases of steroid responsive
nephrotic syndrome which showed mesangial IgA
deposition at immunofluorescence. In IgA nephropathy
severe proteinuria is rare and more often associated
with hypertension, steroid resistance, and a tendency to
renal insufficiency with severe renal histopathologic
changes such as advanced glomerular sclerosis and
crescent formation. But these cases exhibited minor
glomerular alterations at light microscopy despite of
massive proteinuria. Furthermore, these cases took a
clinical course mimicking that of minimal change ne-
phrotic syndrome, characterized by steroid responsive
proteinuria, infrequent relapses (in case 2), absence of
hematuria, and absence of renal insufficiency during the
follow-up period.

However, we could diagnose these cases by presence
of mesangial IgA deposits at immunofluorescence. In
conclusion, we could recommend the use of corticoster-
oid particularly in case of the nephrotic syndrome
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associated with IgA nephropathy with minor histopath-
ologic change.

Key Words: IgA nephropathy, nephrotic syndrome, cor-
ticosteroid
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