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Clinical Review of Idiopathic Nephrotic Syndrome in Children
Hyun Seup Sim, M.D., Jeoung Min Chu, M.D., Dae Yeol Lec M.D.
Department of Pediatrics, Chonbuk N ational University Medical School, Jeonju, Korea

Purpose: We reviewed the clinical manifestations, responsiveness to treatment, and prognosis in
children with nephrotic syndrome.

Methods: Medical records of 159 children with idiopathic nephrotic syndrome who were
admitted to the pediatric department of Chonbuk National University Hospital from January 1979
to December 2000 were retrospectively reviewed.

Results: There were 32 females and 127 males. The most common age group was between 3
and 5 years of age among the 159 children with nephrotic syndrome. Generalized edema (75.5%),
scrotal edema (20.1%), upper respiratory infection (19.5%), and ascites (28.3%) were frequently
observed. After the initial steroid therapy, diuresis occurred within the first two weeks in 138
children, and proteinuria disappeared within the first two weeks in 105 children. Among 159
patients who received initial daily steroid therapy, 110 children were in complete remission, 29
children were in partial remission and 20 children were in poor response state. Hematuria,
hypertension and elevated serum creatinine were more frequently observed in the partial and the
poor response groups than in the complete remission group. Among 107 children who were
followed up for more than one year, 78 children were in complete remission and 55 children were
relapsed within the first one year after steroid therapy. Renal biopsy was undertaken in 76
children and 53 children had minimal change nephrotic syndrome.

Conclusion: Qur study showed that most children with idiopathic nephrotic syndrome have a
good responsiveness to steroid therapy and even most children show frequent relapse during Ist

year after remission, long term prognosis is excellent.

(J Korean Soc Pediatr Nephrol 2002 ;6 : 37-47)
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Table 1. Clinical Manifestation at Admission
in Nephrotic Syndrome

Table 3. Relationship between steroid respon-
siveness and nephritic symptoms

Clinical manifestations No. of Cascs (%)

Generalized edema 120 (75.5)

Ascitics 45 (283)

Pleural effusion 24 (15.1)

Scrotal cdema 32 (20.)

Abdominal pain 19 (11.9)

Upper respiratory infection 31 (19.5)

Dyspnca 24 (15.1)

Hepatomegaly 20 (12.6)

Oliguria 8 (17.6)

Others 41 (258)
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Table 2. Laboratory Findings in

Nephrotic Syndrome

Idiopathi

Proteinuria Serum albumin  Serum cholesterol  Serum creatinine
No. of No. of No. of No. of
gm/day pts gm/dL pts mg/dL pls mg/dL s
<1 7 <10 5 < 250 13 <1 142
1-3 88 1-25 137 250-500 101 1-15 10
3-5 37 2530 17 > 500 45 > 15 7
> 5 27
Total 159 159 159 159
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Group 1 Group 2 Group 3 Total P-vale
Hematuria  27/110 13/29 1120 51/159 0,007
(%) (245) (48  (550) (32) '
Hypertension  21/110 9/29 8/20  38/159 028
(%) (19) 31 40 (239 ’
Scrum Cr > 6/110 6/29 5/20 17/159 0.01
10mg/dl (55 (0D (250)  (107) :

Cr : creatinine
5 RBC/HPF
: BP>95 percentile at different age & sex
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Table 4. Frequency of relapse during first yea
in patients who respond to steroid
therapy

Frequency of rclapse No. of cascs (%)

1 22 (28.2)
2 22 (28.2)
3 8 (10.3)
4 3(38)
Total 55/78(70.5)
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Table 5. Responsiveness to Immunosuppressan

T herapy
Drug No. of Good Poor
cascs responsc  responsc
Cyclophoshamide 62 38 24
Chlorambucil 1 - 1
Azathioprine 2 - 2
Cyclosporinc 7 6 1
Total 72 44 28

S04 23702 dUFNIE Sl YAFA
Adad 9 ol vldpaglge] ok dhet
=AU AG steroid AF W2 SIGIATE Ao
HIHEEAY whgo] F2] ok A9l 259 =
2 Al A7 (sono guided percutaneous renal
biopsy)S Al#aIth 2 9oA} ol w|Awig
Hol 538l(69.7%) 2 M wker =44 A
ZAa1Zo] 128(15.8%), FNAA & A AREA] Al

72A(92%), T AFPA AQ R g S A
A ZkzE 287k dlch 23 A N 4E A&
of tidt wk3-& ujMwstyge] Agole s3EFolA
sigolA v vl 44 AR BEES 12
A% 43, A AbrA AE 2 FAA AA A

A 2zt 28 FolA 18olA] vhe-& 2UATHTable 6).

!

MPGN
2{2.8%)

Fig. 9. Biopsy findings in 76 children with
idiopathic nephrotic syndrome

Table 6. Responsiveness to drug  therap
according to histological diagnosis

Type IEI:O. of Good Poor
ascs responsc recsponse
MCNS 53 51 2
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