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Glucocorticoids-Enhanced Proteinuria in Children with

GCs Resistant Nephrotic Syndrome
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Abstract  Objective . It has been reported that Glucocorticoids (GCs) can increase urinary protein excretion- The
purpose of this subject was to investigate whether GCs rise proteinuria and underlying the mechanism in children with
nephrotic syndrome (NS ). Method ; 19 nephrotic children who were resistant to prednisone therapy were treated with al-
ternate-day administration of 1.57~~2 mg/ kg d of prednisone - Urinary protein, endogenons creatinine clearance rate
(Cer)» effective renal plasma flow (ERPF ), urinary prostaglandins were examined on prednisone day and nonprednisone
day - Results . The urinary protein excretion on prednisone day was significantly higher than nonprednisone day (2-4 gir
0.5gvs 1.5 gio-4 g/ 24 h, P <<0.01). Further urinalysis domonstrated the proteinuria mainly contains albumin and
IgG, but not B MG - Similarly . clearance rate of cr, albumine and IgG increased remarkably on prednisone day- The
data also demonstrated that ERPE was higher on prednisone day with three patients- However, no significant changes in
urinary TXBz. 6-ketoPGFla. serum total protein: albumin and IgG were found on prednisone day and nonprednisone
day - Conclusions ; Taking together these findings suggested that GCs may enhance proteinuria in patients with GCs resis™
tant NS by increasing glomerular permeability and changing glomerular hemodynamics which might not contribute to renal
prostaglandins system: Longterm with large doses of GCs treatment for the patient who is GCs resistant NS is not recom=-
mended -

Subject headings glucocorticoids/ adverse effects; nephrotic syndrome/| drug therapy proteinuria/ drug therapy ;
children
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Table 1  Urinary protein excretion on prednison day and no prednison day

Alb" e B-MG”
N (mg/24 h) (mg/24 h) (Mg/q-cr)
No Prednison Day 15 569+ 149 3.98(0.76~135.30 297.06(54.00~2500. 00)
Prednison Day 15 12534267 18.16(11.09~201.76 464.83(69.50~2500. 00)
: 3.68 4.44 0.72
P <0.01 <0.01 =0.05

1) MeantSE; 2) Median( range )
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Table 2 Glomerular clearance on prednison day and no prednison day

Cor” Capy” Cigc2
(mL/min +1. 73m®) (mL/min) X 10~ (mL/min) X 10~
No Prednison Day 120+10 65.60(8.33~533. 74) 8.86(1.76~334.42)
Prednison day 142+15 147.98(18.52~057.91) 49.65(10.46~680.73)
: 2.87 2.93 2.98
P <0.05 <0.05 <0.05

1) Mean=Se; 2) Median( range )
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