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£1 Patlents entry into the quadrupie therapy

Kephrotic fonnephrotic

fo. of cases 23 n
10.3 ¢ 3.4 9.5+ 3.3
6 - 15) 2 -15)
8.6 ¢ 3.2 8.9 3.7
3 -1 (- 15
Sex ratlo (m/f) 18/5 8/3
Follow up after biginning 27.5 * 23,4 25.4 ¢ 18,3
of therapy (mo) 6 - 66) 6 - 60)
Chinical dlagnosis

idlopathic nephrotic syndrome 14 0

chronlc glomeruloneohritls H 1
purpura nephritls i 0

Age at entry (yr)

Age at onset (yr)
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Laboratory data in nephrotic patients with or without beneficial effect

Responder (n = 9)

Nonresponder (n = 14}

before after before after
Urinary protein (g/day) S.8 : 4,5 0.3:0.3 5.7 £ 3.9 5.9 ¢ 4.5
Serum albumin (g9/d}) 2,2+ 0.7 41208 2.4 £ 0.4 2,9+ 0.5
Serum creatinine (mo/dl) 1.0 ¢ 0.5 0.7 £ 0.2 0703 352¢:38"
Creatinine clearance 54,8 = 20.7 109.8 ¢ 19,07 61.7 * 22.1 52,4 ¢ 43.6
(ml /min/m)
“p < 0.0
"o < 0.05

Laboratory data in

nonnephrotic patients

with or without beneficial effect

Responder (n = 8)

Nonresponder (n-= 3)

before after before after
Urinary protein (g/day) 2.3+ 1.1 0.4+ 0,4 2.5+ 1.4 5.0 ¢ 3.0
Serum albumin (g/dl} 3.8 0,6 4.3 2 0.4 3.9 2 0.4 3,902
Serum creatinine (mg/dl) 0.7 = 0.1 0.7 £ 0.3 0.7 £ 0.3 0.7 £ 0.3
Creatinine clearance 92,8 + 18,5 100.4 + 21.3 128.0 ¢+ 51.2 102.3 : 30.5
(m1 /min/m?)
< 0.0

Clinical characteristics in patients with

or without benefictal effect

Honneohrotic

Nephrotic

responder nonresponder  responder nonresponder
Age at entry (yr) 10.7 ¢ 3.0 10,1 2 3.9 10.0 = 2.7 8,0 £ 4,3
Age at onset (yr) 9.3+ 2.8 8.1 ¢35 9.6 + 3.0 7.0 £ 4.5
Sex ratio (m/f) 712 11/3 5/3 3/0
Duration between onset and 12.7 ¢ 15.3  22.6 ¢ 25.2 4.0 ¢ 3.2 10.3 = 8.3
biginning of therapy (mo)
Follow up after therapy 22.6 + 22,7 31,2 t 24.4 18.3 £ 17.1 43.3:5.9
{mo}
Episode of macrohematuria 2/9 (22.2) 2/14 (14.3) 0 1/3 (33.3)
Hypertension
at biginning of therapy 2/9 (22.2) 1714 (7.1) . 1/8 (12.5) 0
at last of follow up 0 4/14 (28.6) 1/8 (12.5) 1/3 (33.3)

Percentages are in parentheses.

Pretreatment renal histopathology In patients with or without beneficlal effect

Nephrotic Nonnephrotic

responder nonresponder  responder nonresponder
Glomerular change
% of adhesion 25.2 ¢ 19.8 39.9 + 23.6 35,7 « 18,8 76.6 * 21.5
% of sclerosis 30.5 + 19.4 39.8 £ 21.9 2,8 ?
% of crescent 25,4 + 24,8 47,5 ¢ 24,0 8.3 50.0
Tubulointerstitial change
nil 2 3 4 1
mild 5 4 2 2
moderate 2 4 1 0
severe 0 3 1 0
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Pre- and posttreatment renal histopathology in nephrotic and nonnephrotic

#6 patients with beneficial effect
Case Diagnosis Mesangial % of % of % of Tubular
prolif, adhesion sclerosis crescent change

Nephrotic

H.M. pre DPGN ++ 29.6 11.1 14,8 +
post DPGN + - - - +

H.Y. pre DPGN ++ - - - +
post focal PGN  + - - - -

T.M. pre FSGS - - 6.6 - +
post FSGS - 17.4 39.1 - ++t

H.S, pre FSGS - - 42,9 - +
post FSGS - 27.5 u4,8 - 44

Nonnephrotic

A T. pre DPGN ++ 24,0 - - -
post DPGN + 21.4 - - +

Prolif. = proliferation, PGN = proliferative glomerulonephritis, DPGN = diffuse PGN,

FSGS = focal segmental glomerulosclerosis.
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