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%1 Type of the Onset of IgA nephropathy

Total Boy Girl
Gross hematuria 30(20%) 25(27%) 5(9%)
Edema +Gross hematuria 4( 3%) 2( 2%) 2 ( 4%)
Edema 12( 8%) 8( 9%) 4(7%)

Chance proteinuria and/or hematuria  104(69%) 59(62%) 45 (80%)
Total 150 94 56

#£2 Clinical Manifestation at the Onset vs Outcome

No. of Follow-up Clinical manifestation at the
patients | period(mos) latest observation
A B C D
la Nephritic and/or
nephrotc ¢ hematuria 14 67 - 57 5 5 4(1) 0
Ib Nephrotic § hematuria 4 116 - 45 1 1 2 0
lla-1 Heavy proteinuria |
¢ hematuria 20 52 - 33 1 7 8(3) 4
[la-2  Mild proteinuria
¢ hematuria 46 43 -29 8 35 2 ]
IIb-1  Heavy proteinuria
' s hematuria 4 67 - 20 0 0 4(2) o0
[1b-2  Mild proteinuria
s hematuria 5 68 - 45 1 4 0 0
flc-1  Gross hematuria 34 4- 34 7 26 1 0
[le-2  Microscopic hematuria 11 63 - 32 1 6 3(2) 1
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% 3 Clinical Course vs Renal Pathology in Children

¢ Heavy Proteinuria and Hematuria at the Onset of igA nephropathy

= >3
Chnical status Glomerular Mesangical Matricial Predomiggant ; §§
at the latest Ne change proliteration increase mesangial change| ; § & H 'ﬁi 25
observation § ) ) - £, $ $ g 5E §9
mmalfocal Gifuse.sight modeate marked|sight moderate marked) ool C<M mamc | E%¥ 2 & ¢ FF B£
] H 6 & G 48 g%
Urinalysis
improved io0 7 3| 4 6 0 4 6 0 2 8 0 1 5 6 6 1 1
Urinalysis
unchanged 8,0 4 4 1 7 0| 4 4 0 2 5 1 0 6 ] 6 1 4}
Renat functi s
unction .
decreased 4 10 1 3 1 3 1 3 0 1 0 /3 0 3 2 1 3 2
Renai functios B e
decressed l 2100 v g2 0 030 1 o 1to v ag40 11 0 1

*Renal blopsy was performed when they had
mild proteinuna ¢ hematuna.
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# 4 Clinical Manifestation at the Onset

vs Puberty

Propubsnal | Pubaral |y

Nephritic nephrotic 3 3 6
Nephritic 2 2 4
Nephrotic /(4 Z R 8
Mooy B N 2
vid proteinure 21 2 L
Hosyy protooui 2 2 4
Gross hematuria 28 19 47
M ematuria 2 2 4
Total 87" 63° 150

% n 3 of 63 decreased renal function

was found at the time of the detection

x%in 3 of 87 decreased renal function
was detected during puberty
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K3 Serum IgA levels (Girl)
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