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The Characteristics of IgA Nephropathy when
Detected early in Mass School Urine Screening

Purpose: IgA nephropathy (IgAN) is one of the major causes of end-stage renal
disease. Mass school urine screening (SUS) has been performed to enable early
detection of chronic renal diseases, including IgAN. We wanted to evaluate the
patients with IgAN, including those diagnosed through SUS.

Methods: Between 1998 and 2010, 64 children were diagnosed with IgAN based
on renal biopsy results obtained at the Pediatric Nephrology Department, 00
University Hospital. We divided these patients into the SUS group (37 cases),
diagnosed through SUS, and the symptomatic (Sx) group (27 cases), diagnosed
clinically. The medical records of both groups were analyzed retrospectively.
Results: The mean age of the SUS and Sx groups was 10.8+2.7 and 9.5+3.4 years
(P>0.05), respectively. Both groups had a higher proportion of male patients.
The time from the notification of an abnormal urinary finding to a hospital visit
or renal biopsy was shorter in the Sx group than in the SUS group. Regarding
clinical manifestations, there were fewer cases with gross hematuria (P<0.001)
and edema (P=0.008) in the SUS group, but there were no differences in terms
of the therapeutic regimen and treatment duration. Regarding laboratory para-
meters, the Sx group had a higher white blood cell count (P=0.007) and lower
hemoglobin (P=0.007) and albumin (P=0.000) levels. There were no differences
in the renal biopsy findings in both groups, based on the history of gross hematuria
or the severity of proteinuria. However, in all 64 patients with IgAN, the light
microscopy findings (Hass classification) were related to a history of gross he-
maturia or the severity of proteinuria.

Conclusion: There were no significant clinical and histological differences between
the groups, as both had early stage IgAN. Although SUS facilitates the early de-
tection of IgAN, long-term, large-scale prospective controlled studies are needed
to assess the benefits of early diagnosis and treatment in chronic renal disease
progression.
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Table 1. Comparison of Clinical Characteristics between the School Screening Group and the Symptomatic Group

Group P-value
SUS (n=37) Sx. (n=27)
Age (year) 10.8+2.7 9.5+3.4 0.091
Median (year) 10
Sex (M:F) 29:8 18:9 0.295
Duration to first hospital visit (month) 10.8+14.1 0.8+1.5 <0.001
Median (month) 0
Duration from first visit to kidney biopsy (month) 16.0+16.7 5.4+8.9 0.002
Gross hematuria 14 (37.8%) 23 (85.2%) <0.001
Edema 1 (2.7%) 7 (25.9%) 0.008
Oliguria 0 (0%) 3 (11.1%) 0.07

Abbreviations: SUS, School urine screening group; Sx, Symptomatic group.
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Table 2. Comparison of Laboratory Data between the Groups

njeho g2 SrolA o #kar(P<0.001), A5 HAFH
ARFEAAAE AP 17HA9] 7R S7dtoll A o &
H16+167 vs. 54+89714, P=0.002).

T ol A Kol gatEAko B SAkTrol A sl
o) 13l S<9Fd (378 vs. 85.2%, P{0.001)9} F-E(27
vs. 259%, P=0.008)°] T Z-okth. Hi= 782t 093} 3750 R
THTable 1).

3. BAMA AHA

T ol AldgE AN AAL A WF P FAbT oA
(7000=1,400 vs, 9,10043,600/uL, P=0,007) 2kt SM 2
= FuaATA (131412 vs, 122413 g/dL, P=0.007) =
k) AT A= 5 7 (hel] Zol= fISITh

BUN (113427 vs. 127459 mg/dL)¥} F&o}E]d(0.69+
016 vs. 0724030 mg/dL)2 =}o)7}F it} EHhl(71+0.6
vs. 6.6+1.2 g/dL)#} FZ2AHIB(174+35 vs. 198486 mg/
dL) ZFo7} glAIRE, 83 LHR1(4.5+0.5 vs. 39409 g/
dL, P=0.006)-2 8kl Aol E=gktl B3 dRwe &
TO 2 FIHA] S o, M4 Hiwo] ool whe} v
&l BekE of §9H4 ATt sHkE SolEolA] S
a7 AT ol vl3)] A YERITH4.040.8 vs. 4.6+
0.5 g/dL, P=0.000). B3} Thil o] A3k A o] whebr = 5
= TR E FHRE StolZollA] T BHA| LrERTH (P=0.000).

ASO (2594209 vs, 2924337 IU/mL)= F 7ol|A] z}o]

L

Group P-value
SUS (n=37) Sx. (n=27)

WBC (/L) 7,000+1,400 9,100+3,600 0.007
Hemoglobin (g/dL) 13.1+1.2 12.241.3 0.007
Platelet [X]OalpL] 322463 3324103 0.626
BUN (mg/dL) 11.3+2.7 12.7+5.9 0.201
Serum creatinine (mg/dL) 0.69+0.16 0.7240.30 0.525
Total protein (g/dL) 7.1+0.6 6.6+1.2 0.110
Serum albumin (g/dL) 4.5+0.5 3.9+0.9 0.006
Nephrotic range proteinuria 4 (10.8%) 5 (18.5%) 0.475
Serum cholesterol (mg/dL) 174435 198486 0.212
ASO (IU/mL) 259+209 2924337 0.670
C3 (mg/dL) 1M1+24 126+34 0.077
C4 (mg/dL) 26+9 31+ 0.143
ANA (+) 7/28 (25.0%) 6/18 (33.3%) 0.540
Serum IgA (mg/dL) 237+96 233+112 0.898
Urine spot P/Cr 0.5+0.9 0.6+0.9 0.681
24hr urine protein (mg/m*/hr) 57+128 46+95 NS

Urinalysis (IP:IH:IP+IH) 9:7:8 1:10:13 NS

Estimated Cer (mL/min/1.73m?) 118+28 116+34 0.743

Abbreviations: SUS, School urine screening group; Sx, Symptomatic group; IP/UH, Isolated proteinuria/lsolated hematuria; NS, non-specific.
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T ol|Ae] Al 24 S S el 7 E
iy S5 whe) St AT} Sl A ZH) )
w3 2 Ay 8914 dwo] A9 F 7 54| Haas
Class 1] 7} @9k, Class I3} IVOlA] S¢F dwr}

S 797 B, BAY frelde gion, Tl

Q9] F #7ke] Ak xjolE B 4= glo], HA| 641
o] Shotol| tisl) H2H4 D 7] 7ol wet Fskel
n7d 27E FRlEiet §914 D] 71980l =
Zrolto] 7|90l §li= ol i3 Class P} IV} E-2
A0 2 VYERITHP=0,021) (Table 3).

Table 3. Renal Pathologic Findings according to the History of Gross Hematuria

Gross Hematuria (+) (N=37) Gross Hematuria (-) (N=27) P-value
LM (Haas) Class | 13 19 0.021
Class Il 1 2
Class Il 16 4
Class IV 7 2
IF lg A + 2 4 0.293
+ 4 4
++ 6 7
4 25 12
C3 + 20 15 0.644
+ 12 9
++ 5 2
+++ 0 1
EM Paramensangial 34 25 0.640
Intramembranous 1 0 1.000
Subepithelial 1 1 1.000
Subendothelial 1 1 1.000
Abbreviations: LM, Light microscopy; IF, Inmunofluorescence microscopy; EM, Electron microscopy.
Table 4. Renal Pathologic Findings According to the Severity of Proteinuria
PU (-) (N=33) Non-Nephrotic (N=21) Nephrotic (N=10) P-value
LM (Haas) Class | 20 10 2 0.027
Class Il 1 1 1
Class IlI 10 7 3
Class IV 2 3 4
IF Ig A + 4 1 1 0.862
+ 3 3 2
++ 8 3 2
+++ 18 14 5
C3 + 19 8 8 0.448
+ M 8 2
++ 3 4 0
+++ 1 0
EM Paramensangial 31 20 8 0.264
Intramembranous 0 0 1 0.141
Subepithelial 1 0 1 0.378
Subendothelial 1 1 0 1.000

Abbreviations: PU, Proteinuria; LM, Light microscopy; IF, Inmunofluorescence microscopy; EM, Electron microscopy.
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Group

SUS (n=37) Sx. (n=27) P-value

F/U period (Months) 44.4435.1 49.5+39.8 0.591
Treatment Observation 5 (13.5%) 3 (11.1%) 1.000
ACEi 33 (89.2%) 26 (96.3%) 0.387

ARBs 9 (24.3%) 7 (25.9%) 0.884

Steroid 12 (32.4%) 11 (40.7%) 0.233

Platelet aggregation inhibitor 21 (56.8%) 17 (63.0%) 0.233

Abbreviations: SUS, School urine screening group; Sx, Symptomatic group; ACEi, Angiotensin-converting enzyme inhibitor; ARBs, Angiotensin Il

receptor blockers
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