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B4 woldg HQ 15099 9% R d¥E ¥
¥E A3 29 200 30dlA ZH 26.4%9} 302
%2 7V¢ BRI, 504 olde nHE 11.3%E A

Aok 504 ol ME dxdEL gy nEAY
Wy o] Hlgo] AdA e EUTHFig 1)

2. oOld 2719 78

ol AZg #¥e ¥kt dERd T2 64
(3.7%), 1¥A g 2Y @At 339(20.8%),
e 9 ot A Jebd EHYE 12079(75%)
Hrt molatel f¥ol wE Adduls dn 959 A
29t TgA Ung Hel: ASE 5017 2:12
Aol wekert ¥wsh wnrt ¥4 Jelve A
S dyulel Felzt gt kel f¥d we
dA5el Aozl g YA creatinine A= 74T A
olof] fojgt xpol7t giAck(Table 1).

3. M 24N o0& BAH

B3 ol WAAHY 99 dA@eRE
IgA AH¥Zo] 9594(59.3%)= 7 Bk 2 thEol

No. 40 # pure hematuria
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|
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Fig. 1. Patterns of urinary abnormalities at time of
renal biopsy.

Table 1. Clinical Characteristics of 159 Patients
with Asymptomatic Urinary Abnor-

mality
Mixed
Hematuria Isolated hematuria
only Proteinuria and
proteinuria
No. of cases 6 33 120
Female : Male 5:1 21:12 55:65
Mean age(Yrs) 31.2+9.1 389%131 334£130
Serum 085+03 1.1%04 1.0+04
Creatinine(mg/dl
Follow-up 51.8+468 292+284 3631301
duration(mos)
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ulx o] 2764(175%), =B BAEA AT
Fol 1240(75%), %4 AlFAAGo] 104)(6.3%), ¥
AAE FHN AFFMAG] 94(56%) ol
9] oidBol=FH MriAler Ao Zzt 244(1.2
%), A4 FF HIAF AFFANY ¢ BAHAG
Zkzt 144(0.6%) 31 A vH(Table 2).

oot dlnrt @4 BESAG ETHEFY oy
1204 719 IgA ANWFo] 744)(61.7%)2 713 @
iz, 18] vjiwde] 1640(10.1%), 2HEA A
AREA Adgel 9e(5.7%), 24 AY ¥ vdAE F
2123 Al de] ZHz 89(5.0%) €0l it Table 3).

a3 gAY dluE ¥ 334 7kd IgA Al
WEo] 174(51.5%) 2 7 Wskil zohgo] ul4
W 99(27.3%), 234 EAA AFFAAge] 34091
%) ot P TEE HQ 64 LEd 46667

Table 2. Histological Diagnosis in Patients with
Asympomatic urinary abnormality

Total

N=159(%)
IgA Nephropathy 95(59.3)
Minor lesion 21(11.5)
Focal and segmental GS 12( 7.5
Membranous GN 10( 6.3
Mesangial proliferative GN A 5.6)
Amyloidosis 2( 1.2)
Thin basement membrane 2( 0.6)
PSGN 1€ 0.6)
Interstitial nephritis 1( 0.6)

GN ! Glomerulonephropathy, GS @ Glomerulosclerosis

Table 3. Histological Diagnosis in Patients with
Hematuria and Proteinuria

Hematuria and Proteinuria

N=120(%)
IgA Nephropathy 74(61.6)
Minor lesion 16(13.3)
Focal and segmental GS A 75)
Membranous GN 8 6.7)
Mesangial proliferative GN 8( 6.7)
Amyloidosis 2017
Thin basement membrane 1€ 08
PSGN 1( 0.8)
Interstitial nephritis 1( 0.8)

%) IgA AHE, uolx] 24(33.3%)= uiawwiol
a2 s cHTable 4).

4. iy AN BNl Mool A

e 15945 S A7t HYY ¥ O9E
& HR 6418 AP 1534 F JgA AHF 9lofollA
iyl HEE 1Y 10g &zt 198%, 1.0-2.0g
o} 41.8%, 2.0g o}del 384%rt nl4 WY 25yR
1.0g °l3t7t 44%, 20g ©l4¥°] 48%HUZ 1.0-2.0g2
o 8% EBHsladct 23¥A BHAY AT ARse
1274 F 790l 20g o)X, 390°] 1.0-2.0g, 29| 1.0g
ojgtdrt. i, 2y AlFAMAde] 108%F 99, o
A FAA ARG 9ol 1.0g olAtel ©
Wizt A TH Table 5).

Table 4. Histological Diagnosis in Patients with
Islated Proteinuria

Isolated Proteinuria

N=120(%)
IgA Nephropathy 17(51.5)
Minor lesion 9(27.3)
Focal and segmental GS 39D
Membranous GN 2(6.1)
Mesangial proliferative GN 1 3.0)
Thin basement membrane 1 3.0

OGN Glomerulonephropathy, GS : Glomerulosclerosis

Table 5. Morphologic Patterns Relaed of De-
gree of Proteinuria

24 hr
U-Prigm/day) Total
~ N=153
<1 1-2 >2 0
IgA Nephropathy 18 38 35 91( 594)
Minor lesion 1 2 12 25( 16.3)
Focal and segmental GS 2 3 7 120 78
Membranous GN 1 4 5 10 66)
Mesangial proliferative GN 0 6 3 H 5.9)
Amyloidosis 0 0 2 2 14)
Thin basement membrane 0 1 1 20 1.4
PSGN 1 0 0 H 06)
Interstitial nephritis 0 1 0 1 06)
Total 33 55 65 153(100.0)

N Glomerulonephropathy, GS © Glomerulosclerosis

GN : Glomerulonephropathy, GS : Glomerulosclerosis
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Table 6. Natural History of Asymptomatic Uri-
nary Abnormalities

No. of Loss of Persistence HTN RI(%)
Case UA(%) of UA(%) (%) °

Isolated P 3B 8242 12364 6(182) 7213
Mixed 120 17(142) 55(492) 19(158) 25(20.8)
P&H

Total 153 25(163) 71465 25(163) 32(20.9)

Mean duration of follow~up : 3551305 months

P Proteinuria, H: Hematuria, UA: Urinary Ab-
normalities, HTN : Hypertension, RI: Renal Insuf-
ficiency
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= Abstract =

Clinicopathologic Studies of
Asymptomatic Urinary Abnormalities

Sang Su Lee, M.D., Kyoung Dae Park, M.D.
Eun Ah Hwang, M.D., Ki Tae Lee, M.D.
Sung Bae Park, M.D., Hyun Chul Kim, M.D.
and Kwan Kyu Park, M.D."

Department of Internagl Medicine & Pathology’,
Keimyung University School of Medicine,
Taege, Korea

Asymptomatic urinary abnormalities are one of
the most frequent abnormalities in clinical nephrology.
Between April 1981 and February 1999, we con-
ducted retrospective follow-up studies of 159 patients
with asymptomatic urinary abnormality that was
proven by kidney biopsy, and evaluated their his-
tologic findings and natural course. Mean age was
347 years old and sex ratio of male to female was
78 81.

They were divided into three groups according to
the initial urinalysis findings' six patients with iso-
lated hematuria, 33 patients with isolated proteinuria,
and 120 patients with concomitant hematuria and
proteinuria. The mean follow-up period was 355%
30.5 months.

In pathologic findings, 95 cases(59.3%) had IgA
nephropathy, 27 cases(17.5%) had minor lesion, 12
cases(7.5%) showed focal and segmental glomerulo-
sclerosis, 10 cases(6.3%) had membraneous glomer-
ulonephritis, 9 cases(56%) had mesangial prolifera-
tive glomerulonephritis,. Amyloidosis and thin base-
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ment membrane disease were seen in two cases,
respectively. There were no specific correlations bet-
ween morphologic patterns and degree of proteinuria.
During the mean follow-up period, hematuria or
proteinuria disppeared in 14%, persisted in 4926, and
developed renal insufficiency in 21%. During the
mean follow-up period, isolated proteinuria disap-
peared in 24%, persisted in 36%, and developed renal
insufficiency in 21%.

We conclude that the most common cause of
asymptomatic urinary abnormalities was IgA ne
phropathy and early diagnosis through renal biopsy
and management is needed to prevent or slow the
progression to chronic renal failure.

Key Words : Asymptomatic urinary abnormality,
Isolated proteinuria, IgA nephro-
pathy, Microscopic hematuria
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