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Table 2. Characteristics of patients

Item No. of Patients
Male/Female 14/5
Steroid resistance
Primary 9
Nil/FSGS 4/5
Secondary 11
Nil/FSGS 4/7
Onset of NS* (month) 56+41
Follow up (month) 30+11

* NS ; nephrotic syndrome
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Table 1. Methylprednisolone pulse therapy protocol against SRNS used by Mendoza

Phase Week Methylprednisolone Prednisone
I 1 30mg/Kg every other day ( X3) None
2 30mg/Kg every other day (X 3) None
| 3-10 30mg/Kg weekly 2mg/Kg every other day
I 11-18 30mg/Kg every other week 2mg/Kg every other day
N 19-52 30mg/Kg monthly 2mg/Kg every other day
v 53-78 30mg/Kg every other month 2mg/Kg every other day

* Methylprednisolone is then discontinued and oral prednisone tapered and discontinued.
* If there is no response till phase I, phase | is restart with oral cyclophosphamide (2 mg/Kg) for 8-12 weeks.
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Table 4. Initial and follow-up data on patients

Table 3. Comparision between reponder group and non-
responder group

Response Responder Non-responder Total
Onset (year) 5.1£3.6 49+3.6 50432
Age of Pulse 7.4+4.8 6.3+39 68+42
Follow Up (month) 30+12 3017 30+15
Male/Female 6/3 8/3 14/6
Pathology(Ni/FSGS) 4/5 4/7 8/12
Steroid Resistance 3/6 714 10/10
(Primary/secondary)

Primary (NiVFSGS) 172 . 52 6/4
Secondary (Ni/FSGS) 2/4 212 - 416
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No. Sex  agel /age2  Pathology SR Prev Response Treatment 2nd Pulse Follow up
Treatment of Relapse (month)
1 M 1.5/2.5 MCD 1 Y CRtoPD N 26
2 M 1.412 MCD 2 Y CRto CTX - N 34
3 F /1.7 FSGS 1 Cs A Y N N 40
4 F 4.9/7.8 FSGS 2 CTX(*2) Y N N 50
5 F 12/12.4 MCD 2 CBM Y N N 14
6 M 7/8 FSGS 2 CTX Y N N 23
7 F 5.7/6.3 FSGS 1 Y N N 14
8 M 5.1/15.3 FSCH 2 CTX Y N Y 35
9 M 7.7/10.8 MCD 2 Y CR to CTX Y 30
10 M 3/5 MCD 1 N CR o0 CTX N 36
11 M 4.7/7 MCD 1 N N 28
12 M 2125 FSGS 2 CTX N NS N 39
13 M 3.8/4.8 MCD 2 CTX N PRtoCs A N 11
14 M 2.5/4 MCD 2 CTX N N 40
15 M 22.1 FSGS 1 N CTX Y 7
16 M 2.1/3 FSGS 1 N CTX N 54
17 M 3/6 MCD 1 CTX N CTX N 18
18 F 12/14 FSGS 2 N CTX N 28
19 F 8.5/8.6 FSGS 1 N CTX N 12
20 M 10/12 FSGS 2 N N 60

agel; onset age, age2; pulse age, MCD ; minimal change disease, FSGS ; focal segmental glomerulosclerosis, FSCH ;
morphological change from MCD to FSGS, SR ; steroid resistance, 1; primary steroid resistance, 2; secondary steroid
resistance, CsA ; Cyclosporin A, CTX ; Cyclophosphamide, CMB; Chlorambucil, CR; complete response, PR; partial

response, CRI; chronic renal insufficiency
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=Abstract=

The Effect of Methylprednisolone Pulse Therapy against Steroid Resistant Nephrotic
Syndrome in Children

Chang Youn Lee, Il Su Hae, Hae 11 Jung, Yong Choi.
Department of Pediatrics, Seoul National University, College of Medicine, Seoul, Korea.

Purpose : The Childhood Steroid Resistant Nephrotic Syndrome (SRNS) has a poor prognosis and there has been
no effective therapy against SRNS of children. In 1990, Mendoza have reported that methylprednisolone pulse therapy
was effective against SRNS of children. But in 1992, Waldo have reported that methylprednisolone pulse therapy was
not as effective as in the report of Mendoza. So, retrospectively, we have studied 20 korean children with SRNS to
evaluate the effect of methylprednisolone pulse therapy.

Methods : Methylprednisolone pulse therapy were given to 20 korean children with SRNS who admitted to Seoul
National University Hospital from 1990 to 1995 and follow up was done

Results :

1) During methylprednisolone pulse therapy, remission of nephrotic syndrome was induced in 45% of patients.

2) during follow up after the end of methylprednisolone pulse therapy, remission of nephrotic syndrome was
maintained in 45% of patients. '

3) 25% of patients has progressed to chronic renal failure.

Conclusion : We think that the methylprednisolone pulse therapy is a effective therapy against SRNS of children
with the 45% remission rate of of SRNS in Korean Children

Key word : methylprednisolone pulse therapy, SRNS

129



