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i 3 Light nicroscopic firidings In patients with IgA nephropathy
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Clinical and laboratory findings in patients with IgA naphropathy at renal biopsy

Children Adults Total
Number of cases . 80 51 1
Age  (years) 5.0m12.8 (12.0¢ 2.8)° | 16.3~54.9 (32.8+12.8) | 5.0~54.9 (21.3213.7)
Sex (male/female) 31/29 29422 60/51
Duration of follow up (mo.) 1~78 {31.4+21,9) 2~-63 (30.3218.7) 1~78 (30.6:20.2]
Duration of symptoms before biopsy (mo.)} 1~-95  (22.8:22.6) 1~219  (35.0:52.6) 1219 (28.439.8)
Gross hematuria 23 (38.3 %) 18 (35.3 %) a (36,9 %)
Hypertension > 150/90 mmHg* 0 (0.0%) B (9.8% 5 (4.5%
Proteinuria 21g/day* 7 [LIRE)] 22 (43.1 %) 35 (31,5 %)
Nephrotic syndrome . ] (6.7% 2 (3.9%) 5 (5.4 %)
AsLo :3:?‘?";:2:;:3: 5 (839 4 (789 9 (819
Serum igA >300 mg/di* 19/56 (33.9 3) 24742 (57.1 %) 43/98  (43.9 %)
BUN >20 mg/dites ° Ctooy 1 (21.6 ) " (999
Serum creatinine > 1.5 mg/di* [ (0.01%) 5 (9.8 g} ) (459
Creatinine clearance <60 ml/min** 4157 (709 10741 (26,4 %) 18/98 (14.3 8)
PSP test < 25% (15min,)*** 2/54 (379 10/37 (27.0 3) 12/91 (13.1 %)

Statistical differences in patients between children and adults are expressed as follows ; * P<0.05, ** P<0.01,
*xx P<0.000 .
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Children Adults Total
— — - Children (N=60) | Adults (N=51) Total (N=111)
Age at onset (years) 5,0~18.8 7.0~50.6 2.0~58.6
€10,422,9) (29,1213.6) | (19.0%13.1) MC 7 (1169 7 (13.78) 1 (12,68)
Chance hematuria 16 (26.7) 51(9.8 21 (18.9) FPGN 16 (26.7Y 17 (33.39) 33 (29.78)
proteinuria n 8.3 12 (23,5) 23 {20,7) DPGN
hematuria and proteinuria 22 {36.7) 10 {19.6) 32 (28.8) mild 30 {50.08) 25 (¥9.01) 55 (49.5%)
Gross hematuria 9 {15.0) 15 {29.W) 28 (21.6) moderate 3 (5.00 1 (2.0 8 (369
Edemns INER) 12 2 (1.8 severe a6 o ( 0.00 ¥ (368
Toxemia of pregnancy 000.0 8 (2.8 5 (3.6 Sclerosing GN et 1w Teos
Crescent: 16 {26.7%) 13 (25.5%) 29 (26.1%)
Acute nephritis 1L 0 (0.0 1(09 s
Adhesions 35 (58.38) 35 (68,6%) 70 (63.1%)
Nephrotic syndrome 0 (0.0 2 (3.9 2(1.8
Sclerosis * 19 (31,78} 27 (53.00) ¥ (a1.5%)
Unknown 0 (0.0 2(3.9 2( 1.8
Tubular atrophy * 20 (33.38) 29 (56.9%) 49 (84.1%)
Total 60(100.08) | 51(100.08) | 111(100.08) « Differances between children and adults are significant (P<<0.05).
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Correlation between renal lesions and severity of proteinuria in IgA nephropathy

proteinuria Group T Group I Group I Group TV -
(g/day} vy
<1 0.1- 1.0 0% NS significant
c 1918 ¢ 9/22) | 2318 (6/26) | 50.0% (4/8) | 50.0 % (2/8) | not significant
Crescents A 1678 (20120 | 33.38(5015) | 233 (6/22) | 0.08%(0/2) | not significant
Total 176 8 ( 6/36) | 26,8 % (11/81) | 33.3% (10/30) | 33.3 8 (2/6) | not significant
[— —
c 27380622 | 23.1%06/26) | 6253 (5/8) [ 5008w | Tvs T * P<o.s
———3 s p<o,01
Sclerosis A 138 ¢an | 2000 87308 [ Tsew 8 a2 | se.0 8 0 A
3 = s -
Total 20.5 8 (10/38) | 22.0 8°C /87 | 80.0 § (24/30) | 50.0 % (3/6) }I":!I'IIH ot P,,i"é“’&,“
c 1808 ( &/22) | 8238 (11/26) | 50.08 ( 4s8) | 25.0% (1/8) | not significant
Tubular atrophy A 33 (a2 | sa32csns) | 72,73 geza | s0.08 (v2) | TvsTM 4 P<o.05
* N
Total | 23,580 8M | .35 (/a0 | 66.7 % (20030 | 3338 e [ YT LSRG

€ : Children,

A : Adults,

N : Nephrotic syndrome
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2 Correlation betwesn glomerular lesions and severity
of proteinurla in IgA nephropathy
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Sex and age at onset of the patients with IgA nephropathy
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Correlation betwean renal lesions and sevarity of proleinurta in igA nephropathy
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Immunctiucrescent findings in patienis with 1gA nephrapathy
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Stuatistical differences in patients betwaen children and sdults are axpressad as follows

D *PL0.05
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