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= Abstract =

The Prognosis of Focal Segmental Glomerulosclerosis Patients
with Methylprednisolone Pulse Therapy Alone

Joung A Kim, M.D., Kwang Sik Park, M.D., Jae Il Shin, M.D., Il Cheon Jeong, M.D.,
Ji Hong Kim, M.D., Jae Seung Lee, M.D., Pyung Kil Kim, M.D." and Hyun Joo Jeong, M.D."

The Institute of Kidney Disease, Department of Pediatrics, Yonsei University College of
Medicine, Severance Childrens Hospital, Seoul, Korea
Department of Pediatrics’, Kwandong University College of Medicine, Kyunggi, Korea
Department of Pathology T, Yonsei University College of Medicine, Seoul, Korea

Purpose : Since the first report by Mendoza in 1990, there have been several studies reporting
that long-term intravenous methylprednisolone(MP) pulse therapy combined with cyclosporin
A(CsA) or cyclophosphamide might be beneficial for the treatment of steroid resistant focal
segmental glomerulosclerosis{FSGS). We investigated the therapeutic effect of long-term MP
pulse therapy without CsA or cyclophosphamide on steroid resistant FSGS.

Methods : The medical records of the 10 steroid resistant FSGS patients who were treated
with MP pulse therapy by the Mendoza protocol without CsA or cyclophosphamide in our
hospital were retrospectively reviewed.

Results : The median age at onset was 2.6 years(range 1.1-10.6 years) and the median age
at the initiation of therapy was 5.7 years(range 1.8-20 years). The median duration of follow-
up was 35 months(range 4-132 months). At the end of therapy, 5 patients achieved complete
remission(50%) and 2 partial remission(20%), one of whom relapsed after the therapy. Three
patients did not respond to the therapy, two of whom progressed to end-stage renal failure
during the therapy eventually requiring kidney transplantation.

Conclusion : Intravenous long-term MP pulse therapy without CsA or cyclophosphamide by
the Mendoza protocol may be effective in a subset of patients with steroid-resistant FSGS.
(J Korean Soc Pediatr Nephrol 2007;11:178-184)

Key Words : Mendoza protocol, Methylprednisolone pulse therapy, Focal segmental glomeru-
losclerosis
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Table 1. Clinical and Pathologic Characteristics of 10 Children with Focal Segmental Glomerulosclerosis

Agel(years) Follow- Time to ., Segmental Tubulo- Outcome

N . Initial renal Hematuri ] . terstitial ~o .

O 4t at initiaion up remission e iation Hematuria sc eoros1s nterstitial pper At fast
Onset of Tx (months) (months) (%) change F/U
1 69 8 5 NP - 57 Mild PR PR
2 6.8 7.1 4 13 P + 30 Mild CR CR
3 3.1 4.3 13 NP + 6 Mild N No
4 2.1 2.3 27 3 NS + 9 No CR CR
5 10.6 127 42 82 P, CRF' - 20 Mild CR CR

6 6.5 78 42 NS - 29 Mild PR Relapsed
7 1.8 3.9 89 2 P + 57 Mild CR CR
8 1.7 1.8 122 NS + ™ Mild N T
9f 1.8 1.9 132 NS + 21 Mild N T
10 1.1 20 9 1 NS, CRF — 100 Severe CR CR

“Patient No.4 had acute renal failure at initial presentation. "Patient No.9 had hypertension at initial presentation.

TCRF : chronic renal failure, CCr <60 mL/min/1.73m"

Abbreviations : Tx, therapy; F/U, follow-up; P, non-

nephrotic range proteinuria, NP, nephrotic-range proteinuria; NS, nephrotic syndrome; CR, complete remis-
sion; PR, partial remission; N, No response; T, transplantation
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Table 2. Response to Intravenous Methylprednisolone Pulse Therapy by Mendoza Protocol

Before Treatment After Treatment P

Serum creatinine(mg/dL) 07t04 1.9%3.1 0.66
Serum albumin(g/dL) 27+1.2 3.7+09 048
Serum cholesterol (mg/dL) 2829+1139 207.61+69.1 0.14
Creatinine clearance(mL/min/1.73m? 81.7+16.2 89.9+46.0 0.45
Urinary protein excretion(mg/day) 8350.1+20.8 147721208 0.22
Urinary protein excretion(mg/m*hour) 4550+ 168.8 86.91+168.8 0.005
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Fig. 1. Reduction of proteinuria after intravenous 1.

methylprednisolone pulse therapy.
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