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APt AFFT Fx 1103 F, He & 73
B FAY 5 U999 4N E o serh

A UL F IUaFT FF GFUA,
el a], Ze2HEA, BUN 9 Agolxdx,
HEFEEYU, C3 2 C4x & SH39 2, A4
Z-& Franklin-Silverman A 7 & & AF&-3le] A
AHo=w AFPstgon dojx ZFZ & hematoxill-
in and eosin & periodic acid Schiff(P.A.S)g A&
311 "ol uwE} periodic acid/methenamine
silver(P.A-silver) E4g-& 3}, FsguF
AN, BAREA @A 2 W g A
AHE AEAEATAIAE A ARG B 1
A Hentel o] AFIFE 698, F
ol F20¢], AbTAAG 28, AAA FHHAF B
28], 3 AYY A AAE 18 F oAUtk
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Table 1. Clinical diagnosis before percutaneus renal
biopsy
Clinical Diagnosis No. of patients(%)
Nephrotic syndrome 69 (73%)
Asymptomatic urinary 20 (22%) -
abnormality
Glomerulonephritis 2(2%)
Systemic lupus 2(2%)
erythematosus
Rapid progressive 1( 1%)
glomerulonephritis
W 877X Eesdz wgol gl AY

cyclosporin A, ACE inhibitor 5& Fo 33t}

Azl ek ghge] WL ofefig o] u
A

A &l (complete remission) : Tz o] A2
S 19 100mgelshzt BiTel A dst
24 BE ARF F4Y 44

B2 &l (partial remission) : 24A] 7+ Q Tl o]
2.0gm °o|3t2 Zadtn I A A4

249 24 EE Fa

o

B

~HZolE &Y :AN8Fd &R #Hes}
o] oA} 2E|Ro|=E et AjTo] 23
A% Uelg o & A2 T F 2090 A
do] Ve

2HZoE AP : 22O EE ALHA
10501 Tz 24417 adwio] 2.0gm o]

%8 A

1985\ 195 ¥ 1994 5977, 9d s/HL 7
AA APAE APF 1108 F 168NN &



86
AAE A 5 gz, o 168 E A F
@ o] 7Hed 9ol A F FHER
712b2 270l 6070 Atolled, B
HAEZ 7)7HE 16.2+13.670 Qo) AU Tt

E
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92 oAy Z¥E= ¥ 204 HE uke}
2ol e ¥e JA7 609, oz7} 34 o
2 @As 17612 ¥ gster, d¥¥Ee
20415141 304 Atelrh 30EoE Mg @stm
I5A|el[ A 3041 Atol7h & 52H o ® HA S S5
3%2 A G}

AR A3 AR A BEF &4

o

LR

—2E% QS EFY - _AF—
) AAE AEFFo] 418(d3.6%)= M Bk
W22 52 AP AN G 28(29.8%), T
3 AFFAILE 128(12.8%), Type 1 W 4bA] 22
A B ARG 4e0(4.3%), 2448 EEE A
%Liﬂ?éi}%— 38(3.2%), ¥rEd APEA 4G 33 3.
2%), F A4 28(2.1%), B g 4% ¢
224 A 18(1.1%) LTHE 3).

22 8A Yo BE P AHEEE U4
st AFFTol 28.74(15-544), WA 252
i ARFAI E ) 29.04(15-564), = A A
o] 46.34(19-564]), Type 1 ™| Ak=]-& 2 A B4

al,

/\

Table 2. Age and sex distribution in patients with nephrotic syndrome

Age Male Female Total
15 - 20 15 7 22
21 - 30 20 10 30
31 - 40 11 20
41 - 50 9 12
51 over 5 5 10
Total 60 34 94
Table 2. Age and sex éistribution in patients with nephrotic syndrome
. Mesangial Membranous Membranous .
Age Sex I\gﬁghmal prolifera- glomerulo- prolifera- li'ocal' Others
8¢ tive nephritis tive Scierosis
M 8 4 1 1 2
15-20
F 1 4 1 1
M 10 7 1 1 1
21-30
F 5 3 2
M 6 2 2 1
31-40
F 4 5
M 2 2 3 1
41-50
F 3
M 1 2
50 over
F 2
Total 41 28 12 4 3 6

M : Male, F : Female
% Includes 9 cases of Berger's disease(laA nephropathy).

% % Others : 3 cases of crescentic glomerulonephritis, 2 cases of lupus nephritis and 1 case of hepatitis B associated

nephropathy.
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AbTA A G o] 33.64(27-404)), &34 A AL
T-H 73 32 0] 45.04(28-554)F THE 3).

HAA A B HAE 2P L B 49M Be
ulel o] FFEYGL uAW3 AFFTO|
131.4/89.2mmHg, # AR 5244 AFFA Ao
136.5/90.4mmHg, 24 ALFAAFe] 137.3/91.
SmmHg, Type I wl|AtR] &2 A A AFTLA A G o]
135.2/89.0mmHg, 444 A4 A3 A3 F0]
149.2/95.4mmHgo] ] ¢}.

g3 albuminX & UH¥E AFFL] L
8gm/di(1.2-2.5), M| AR &= A}pA| G| 2.
8gm/dl(1.9-3.2), Bt AbFA AN Fo] 2.5gm/dl(1.7-
2.8), Type 1 W} 2bA) &2 A B4 Al ge] 2.
4gm/di(1.6-2.8), 238 ®AEG AFAASFl
2.3gm/di(1.4-2.7)% t}.

24712 e b e Al AFFEFo] 9.
lgm, W2 &5 ALFA NGl 4.2gm, A
ARl Aol 6.9gm, Type I oAl & =2A 24
AR Al o] 3.5gm, & B AFEA A S

Table 4. Laboratory findings and blood pressure on admission

87

Zo] 3.3gmo] 3t}

e vA¥E A3 48 3F 81, w4t
AT ATANE 2898 F 12, 7Y AL
AL E 1298 F 49, Type I WA S 2ARE AL
FANE 48 F 31, 2349 L AATAEs
% 38 F 23 oA 2ALHAT

2HRZe)E X g g ¥hg2 E 54 B
£ ag 2oy zAYFEE VAR AFF
T H FHBF 71 1592127 ALt
4138F Ad B3 281(4.9%), ~HEol= A 78H
A 258(61.0%), F-E Tl 63(14.6%)H 1L,
AH 2ol AA 38(7.3%), ~HEE &
3 sA(122%) R on, 2H R E &Y SHF
43 = cyclosporin A AM&3lF9 1L 48] EFNA
Gz #AHE EFoH, tH 2ol AP
381& ACE inhibitor& AH&3gloyt @iz
T B 4 gl

WA & ZAA AFTANE S BE FHRF
717k0] 1734102 /L2 2885 A8 2ol= X

Minimal Mesangial Membranous ~ Membranous Focal Other
change prolifera- glomerulo- prolifera- sclerosis
tive nephritis tive

(n=41) (n=28) (n=12) (n=4) (n=3) (n=6)

Age(Mean) 28.7 29.0 46.3 33.6 45.0 28.9

B.P Systolic 131.4 136.5 137.3 135.2 149.2 144.5
Diastolic (110-150) (110-160) (110-160) (120-150) (120-160) (120-190)

89.2 90.4 91.5 89.0 95.4 93.7
Serum albumin ( 70-100) ( 70-100) ( 70-110) ( 80-110) ( 80-100) ( 80-120)

(gmy/dl) 1.8 2.8 2.5 24 23 2.6
24 hour urine (1.2-2.5) (1.9-3.2) (1.7-2.8) (1.6-2.8) (1.4-2.7) (1.9-3.0)

protein (gm) 9.1 4.2 6.9 35 33 4.6
Hematuria (4.5-11.8) (3.5-7.0) (4.0-8.4) (3.1-47) 3.0-5.1) 3.8-7.3)
(% of patients) 8(19.5) 12(42.9) 4(33.3) 3(75.0) 2(66.7) 5(83.3)

B.P : Blood pressure
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Table 5. Responses to steroid therapy by pathologic types

—BER - PBE =89 EEF—

Minimal Mesangial ~ Membranous Membranous Focal
change prolifera- glomerulo- prolifera- sclero- Others Total
2 tive nephritis tive sis (%)
Spontaneous 2’ 2
remission 1
Complete 25 11 4 41
remission 47.7)
Partial 6 9 3 18
remission (20.9)
Steroid 5 5
dependent (598
Steroid 3 8 5 6 22
resistant (25.6)
Total 41 28 12 4 3 6 94
* No sterold therapy
** 2 patients were given steroid
( ) : Percent of patients along 86 patients given steroid
BF oA Ta 112(39.3%), B2 B 97 (G2 Aoz APt
1%9)¥.1, 28 Bo]= A 83)(28.6%)A 21, 9] HbEd ALFAAE 3E, FF2 A9

2HZo|= A&/ 8¥ F A oA ACE inhi-
bitorg Al&stHom 1M g AEHo
z1g 3t Tt

o ARFANG L B FHFE 7)o 14
3+11.3 MEZ 128 = ~HRolE X8 F ¢
A #a) 481(333%), FE Tl 33(25.0%), 2H
2Zol= A A 5d(4LT%)F oM, 2HR|E A
33 58 RSFo]A ACE inhibitor® A}&355C
o 1A T ARAe 2 APsAh

Type I HAHA F A B AMFANG S A
FAB/F 7)3o) 2424147 YR 48 2F T
g4 A A ¢ ACE inhibitor 5.2 X ®23}¢ 1,
AAAA A oA A A7%5E FASL U
o}

&4 BAG ATFAAEES 3T FHB
& 7|7k 363+169 MYZ 383 2H oz
Az 1¥de ¢d FHE BAow, 29
ACE inhibitorZ A}2-3lg9 1 28 25 w4 A

28, BY 3t 9# 4344 A4 1a%] 5o
A zERol= H?‘S“é—% B, ol wd
ARG 19 F2 A9 13 g A
HFHoR {133%}%114.

% 947 9] FxF 2% (2.1%)9) AW NS
T FANA Al BAE HY oW, 2R
=2 A8 86 AZTEE 4
413 (47.7%), B-EHs)7t 1838(20.9%)A 1 2H|
2ol oEAQL SHG8MALT, 2HEE
ol&A 54 F 49 oA cyclosporin AE A3}
o 43 BFolA dizo] #ANE BT, 2H
2olz AP 228(25.6%)HR ™ o F 47
A g AFAeR HYPIqrt 2HR=
2 X83A gL 6dle BF 4o AA
ACE inhibitorZ A&3l9 3 28 oA T A4
Aoz Y3ttt
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-Abstract-

An Analysis of 94 Percutaneous Renal Biopsies

Ho Jung Kang, Sang Woo Lim, Joo Yeung Do, Kyung Woo Yoon

Department of Internal Medicine
College of Medicine, Yeungnam University

Taegu, Korea

A clinical and histopathological study was performed on ninety-four patients with nephrotic syndrome (91
idiopathic and 3 secondary) who were admitted to Department of Internal Medicine, Yeungnam University
Hospital during the period of nine years, from January 1985 to May 1994.

The results were as following.

1. the ratio of male to female was 1.76:1. In young age group, minimal change was the most predominant
type. In old age group, membranous glomerulonephritis and focal glomerulosclerosis were predominant types.

2. The primary nephrotic syndromes were 96.8% and secondary nephrotic syndromes were 3.2%.
Histopathologic findings of 94 renal biopsy tissue were classified into minimal change (43.6%), mesangial
proliferative  glomerulonephritis (29.8%), membranous glomerulonephritis (12.8%), Typel membranous
proliferative glomerulonephritis (4.3%), focal glomerulosclerosis (3.2%) and others (6.4%).

3. The response of eighty-six patients treated with steroid showed complete remission in 51.2%, partial
remission in 20.9%, steroid dependent in 2.3%, and no effect in 25.6% of cases respectively. The response to
steroid therapy was most effective in the patients with minimal change lesion.

4. In the patient with membranous proliferative glomerulonephlitis, long-term angiotensin converting enzyme

inhibitor treatment showed less deterioration of renal function.

Key Words : Nephrotic syndrome, Steroid therapy



