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i% 1 Clinical and laboratory findings in patients with IgA nephropathy
at renal biopsy ’

Number of cases 46
Age at renal biopsy (years) 10.4-28.8(14.9£3.3)
Sex (male/female) 23/23
Duration of symptoms before biopsy (mo.) 1-207(36.4t42.7)
Duration of follow up (mo.) 0-95(37.6124.3)
Gross hematuria 15 (32.6%)
Hypertension children >2SD 1 { 2.2%)
adults  2150/90mmHg
Proteinuria 21g/day/m? 9 (19.6%)
Serum IgA >2SD 13/45(28.9%)
BUN >20mg/d1 1/45( 2.2%)
Serum creatinine >1.5mg/dl 0 ( 0.0%)
Creatinine clearance <60ml/min 3/42( 7.1%)
PSP test <25% (15min) 3/43( 7.0%)
% 2 Light microscopic findings in patients with IgA nephropathy
N=46
MC 7 (15.2%)
FPGN 14 (30.43)
DPGN
mild 21 (45.7%)
moderate 3 { 6.5%)
severe T 2.2%)
Crescents 11 (23.9%)
Adhesions 27  (58.7%)
Glomerulosclerosis 15 {32.6%)
Tubular atrophy 16  (34.8%)

MC=minimal change
FPGN=focal proliferative glomerulonephritis‘
DPGN=diffuse proliferative glomerulonephritis

Initial clinical findings in patients with IgA nephropathy
ﬁ 3 Urinalysis at final observation [ I

(abnormal) {normal)

Age at onset (years) 7.0-15.9 9.3-14.6
(11.6%2.4) (12.9t1.8)

Chance hematuria 6(16.2%) 5{55.5%)
proteinuria 12(32.4%) 0( 0.0%)
hematuria and proteinuria 13(35.1%) 2(22.2%)

Gross hematuria 2( 5.4%) 2(22.2%)
Edema 1( 2.7%) 0( 0.0%)
Nephrotic syndrome 3(8.1%) 0( 0.0%)
Total 37 (100.0%) 9(100.0%)
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Clinical and laboratory findings in patients with lgA nephropathy at renal biopsy

Urinalysis at final observation { I Statistical analysis
) {abnornal) (normal)
Number of cases 37 9
Age at renal biopsy (vears) 1016—28.8(15.0i3.5) 10. 4-16. 3(14, 211, 6) NS
Sox(male/female) 18/19 5/4 NS
Duration of symptoms before biopsy (mo.) 1-207(41. 6+46.0) 2-23(15. 0% 7.0) P<0. 05
Duration of follow up (mo.) 0- 95(36.2£26.1) |  19-59(44. 914, 6) NS
Gross hematuria 12(32. 4%) 3(33.3%) XS
liypertension children>28D 1€ 2.7%) 0 0. 0%) s
adultsZ 150/%0nnlig
Proteinuria <0. tg/day/n* 9(24. 3%) 5(55. 5%) IS
0. 1-1. 0g/day/m* 1951, 4%) 4(44. 4%) IS
21g/day/n? 9(24. 3%) 0¢ 0.0%) ¥s
Serun IghA >28D 9/36(25. 0%) 4(44.4%) NS
BUN >20mg/d1 1/36( 2.8%) 0( 0.0%) NS
Serum creatinine >1. 5mg/d1 0( 0.0%) 0¢ 0,0%) NS
Creatinine clearance <B0ml/min 3/33( 8.1%) 0¢ 0.0% h
PSP test <25%(15min) 3/34( 8.8%) 0C 0.0% NS

NS=not significant
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Light microscopic findings in patients with

IgA nephropathy

Urinalysis at I il Statistical analysis

final observation {abnormal) (normal)

MC 3( 8.1%) 4 (44.4%) P<0.01 :

FPGN 13(35.1%) 1(11.1%) NS i

DPGN NS |
mild 17 (45.9%) 4(44.43) :
moderate 3( 8.1%) 0( 0.0%) %
severe 1( 2.7%) 0( 0.0%)

Crescents G (24.3%) 2(22.2%) NS

Adhesions 25 (67.6%) 2(22.2%) P<0.05

Glomerulosclerosis 15 (40.5%) 0 ({ 0.0%) P<0.05 ;

Tubular atrophy 14 (37.8%) 2(22.2%) NS

MC=minimal change, FPGN=focal proliferative glomerulonephritis,

DPGN=diffuse proliferative glomerulonephritis, NS=not significant
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