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Clinicopathologic features and prognosis of childhood IgA nephropathy
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Purpose : Clinicopathological features were investigated to clarify the outcome and prognostic indi-

M ethods : We reviewed the outcomes of 61 patients in whom IgA nephropathy was diagnosed before
the age of 15 years from 1991 to 2005 and followed-up at least for one year. All patients were con-

Results : After mean follow-up of 5.2 years from onset, 24 patients of 61 (39.3%) were in clinical
remission at the last examination. Thirty patients (49.2%) had hematuria or mild proteinuria (<1 g/
m%/d), five (8.2%) had severe proteinuria (=1 g/m”/d), and two (3.3%) had chronic renal failure. By
univariate analysis, initial presentation at onset and Haas classification were less concordant with
outcome. Hypertension during follow—up, rather than hypertension at presentation,
correlated with outcomes (P<0.01). Sixty percent of patients who had more than 20% of glomerular
sclerosis or crescent progressed to severe proteinuria or chronic renal failure, as compared with 7.1%

was significantly

Conclusion :Prognosis of childhood IgA nephropathy had a relatively benign course during a mean
follow—-up of 5.2 years. Persistent hypertension during follow-up and more than 20% of glomerular
sclerosis or crescent were strong predictors of a progressive course of IgA nephropathy. A new
histologic classification according to characteristics of childhood IgA nephropathy must be established
to assess prognosis. Further efforts should be made to understand the prognosis of IgA nephropathy
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Table 1. The Profiles of the Subjects

Sex (Male : Female) 42:19
Age at onset, years 9.3+ 2.8
Initial presentation (%)
Group A 22 (36.1)
Group B 20 (32.8)
Group C 13 (21.3)
Group D 6 (9.8)
Age at biopsy, years 10.7+ 3.6

Duration of follow—-up, years 5.2+ 4.9 (range:1.0-14.3)

Abbreviations : Group A, Acute nephritis or nephritic syndrome
at onset; Group B, Gross hematuria without acute nephritic or
nephritic syndrome at onset; Group C, Microscopic hematuria
with mild proteinuria at onset; Group D, Microscopic hematuria
with severe proteinuria (>1 g/m”/day)at onset
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Fig. 1. Disappearance rate of Hematuria, Proteinuria (A) and Nephrotic Range Proteinuria (B) during

Follow—up.

Table 2. Clinical Features of Patients Grouped according to Their Initial Presentation

Clinical presentation Group A Group B Group C Group D
Number of patients 22 20 13 6

Sex (Male : Female) 157 17:3 76 3:3
Age of onset, years 8.3+ 2.8 9.6+ 3.0 9.8+ 2.2 10.6+ 2.0
Serum IgA (mg/dL) 251+ 120 207+ 78 187+ 60 226+ 79
Initial hypertension 11 0 3 3
Initial Cer (mL/min/1.73m”) T4+ 44 123+ 27 113+ 34 133+ 38
Initial C¢r <60 mL/min/1.73m” 6 1 1 0
Initial 24 hour urine protein (mg/m*/day) 1,093+ 870 588+ 729 461+ 353 1,654+ 398
Duration of follow-up, years 4.8+ 4.0 6.5+ 3.8 43+ 2.0 41+ 2.8
Recurrent gross hematuria(%) 11 (50) 14 (70) 6 (46.2) 2 (33)
Hypertension during follow—up 2 3 1 2
Last Cer (mL/min/1.73m?) 113+ 36 132+ 20 115+ 27 109+ 17
Last C¢; <60 mL/min/1.73m’ 1 0 1 0
Last 24 hour urine protein (mg/m?/day) 507+ 1,326 291+ 413 226+ 338 241+ 207

P>0.05 in all data between groups
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Table 3. Clinical Features of the Patient Grouped according to Clinical Outcome

Stage 1 Stage 2 Stage 3 Stage 4

Patients, number (%) 4 (39.3) 30 (49.2) 5 (8.2) 2 (3.3)
Sex (Male : Female) 177 21:9 3:2 1:1
Age of onset, years 87+ 2.5 9.9+ 3.0 9.9+ 2.6 6.5+ 0.7
Initial presentation

Group A 7 13 1 1

Group B 10 8 2 0

Group C 5 6 1 1

Group D 2 3 1 0
Hypertension at onset (%) 4 (16.7) 10 (33.3) 1 (20) 2 (100)
Initial 24 hour urine protein (mg/m?/day) 934+ 798 717+ 655 1,191+ 1,142 1,351+ 1,650
Initial C¢r (mL/min/1.73m°) 112+ 34 99+ 46 125+ 37 37+ 31
Serum IgA (mg/dL) 199+ 70 228+ 88 233+ 107 343+ 315
Duration of follow-up, years 48+ 3.3 5.6+ 39 3.8+ 2.5 53+ 24
Hypertension during follow-up (%) 1 (4.2)" 3 (10) 2 (40)" 2 (100)"
Recurrent gross hematuria (%) 9 (375) 19 (63.3) 4 (80) 1 (50)
Last 24 hour urine protein (mg/m%/day) 82+ 52 222+ 173 1,282+ 462 3,157+ 4,315
Last Cer (mL/min/1.73m?) 135+ 23 113+ 19 116+ 29 33+ 38

"P<0.01 between Stage 1, 2, 3 and 4

Abbreviations : Stage 1, Normal renal function and normal urinalysis; Stage 2, Normal renal funct1on with hematuria or mild
proteinuria at the last follow—up; Stage 3, normal renal function with severe proteinuria =1 g/m /day, Stage 4, Chronic renal

failure at the last follow-up

Table 4. Correlation between Hypertension (at Presentation and during Follow-up) and Clinical Outcome, Last 24 Hour Proteinuria

and Last Creatinine Clearance

Hypertension at presentation Hypertension during follow up
(—) (+) P value (—) (+) P value

Outcome

Stage 1 20 4 23 1

Stage 2 20 10 0.06 27 3 <0.001*

Stage 3 4 1 3 2

Stage 4 0 2 0 2
Last 24 hour urine protein (mg/m*/day) 252+ 346 604+ 1,500 0.093 212+ 295 1,260+ 2,088 0.135
Last Cer (mL/min/1.73m?) 124+ 25 108+ 35 0.137 124+ 25 91+ 39 0.012"

"P<0.05
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Table 5. Clinical Features and Outcome of the Patients Grouped according to Histologic Suabclass (Haas)"

Subclass 1 Subclass 11T Subclass IV

Number of patients 8 27 26
Sex (Male : Female) 6:2 20:7 16:10
Age at biopsy, years 11.0+ 3.0 9.9+ 3.0 11.4+ 4.2
Duration from onset to biopsy, years 14+ 19 1.1+ 1.7 1.7+ 3.1
Serum IgA (mg/dL) 208+ 66 207+ 78 239+ 114
24 hour urine protein at biopsy (mg/m*/day) 385+ 422" 819+ 722" 1,135+ 822"
Cer at biopsy (mL/min/1.73m’) 104+ 41 103+ 38 104+ 47
Duration of follow up, years 4.8+ 29 5.0+ 3.7 55+ 3.6
Outcome

Stage 1 (%) 4 (50) 9 (33) 11 (42)

Stage 2 (%) 4 (50) 16 (59) 10 (38)

Stage 3 (%) 0 1(4 4 (15)

Stage 4 (%) 0 1(4 4 (15)
Last 24 hour urine protein (mg/m?/day) 145+ 126 221+ 281 506+ 1,244
Last Cer (mL/min/1.73m?) 125+ 36 125+ 36 119+ 33

"P<0.05 between Haas subclass groups

Table 6. Clinical Features and Outcome according to the Percent of Glomeruli with Sclerosis or Crescent in Light Microscopic
Finding

Sclerosis or Crescent in Biopsy

<20% of Glomeruli >20% of Glomeruli

Number of patient (%) 56 (91%) 5 (9%)
Sex(Male : Female) 39:17 32
Age at onset, years 9.4+ 2.8 7.8+ 27
Initial 24 hour protein (mg/m?/day) 792+ 747 1,480+ 994
Initial Cer (mL/min/1.73m") 105+ 40 98+ 70
Initial IgA (mg/dL) 209+ 76 347+ 174
Duration from onset to biopsy, years 12+ 27 2.3+ 2.8
Age at biopsy, years 10.7+ 3.7 11.0+ 24
24 hour urine protein at biopsy (mg/m*/day) 847+ 740 1,748+ 763
Cer at biopsy (mL/min/1.73m?) 111 40 103+ 78
Duration of follow-up, years 5.1+ 36 59+ 16
Outcome

Stage 1 or 2 52 2

Stage 3 or 4 4 3
Last 24 hour urine protein (mg/m?/day) 220+ 318" 1,870+ 2,527"
Last C¢; (mL/min/1.73m’) 121+ 24 99+ 62

"P<0.01, "P<0.05
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