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zA 82 §do ate} A zbe]s} ¢lLo] A
delA gle}, B3 4ol AFEToll e Lolole v
2| 2ol=X g e g ol oAFr} Frb= v]AE sty e

57} Hg b ohizt AEEolE9 #7]7) Foe
J7He HA 8-S 2l % glend ofF fae] A
w3} Hiel glo] AldHe Hsdez Asy 9

-imi

Tl A5 2Eob 49l Euka] A
B} glolent Welmae
ZRAAY E57 D 49l
Aol ekd 2ol 7t )

ool b5 FH 6&_7,} Avd olcll E4Abui g
of U3t S AFFT &4 e AP ez
HelzAehd $R7F beetolnd 150eE chabe 2
glax e fadol mbi b ol A &7, A Bell
g 2k B o5 3bAete] FHoR] g A%l
B384 upojc,

# 5 90% 11A 198
R R 19919E ARdita £F AFvE o) Fo
2

tHet 9 Uy

198113 4948 1987 397kl b 6137k Aol
FAH Y el gflsled S AlFFToE ksl
#2b 7hEd ABAE A 15000 BAN AL
2 slgen] By AlSEFe] Anrideze AA 1
o F wrhd e ko] 35g ol4bela, 4 ¥ albu-
minx 7} 3.0gm% =lul, AR AAEFe] oA
2he} wie, olek oWl Al 47 HAlA o] ¢l
= o2 33k

Al Vim-Silverman needle® A28k XA %
Alghol] Aoz Algsig o] dojdl =3 10%
formalin %=+ Duboscq-Brasil#ojol] 4% ¥ paraf-
fin 2§ % 2~4u2] ¥ 2 o444 3te] hemato-
xylin-eosin, PAS, periodic acid silver methenamine
% Massons’s trichrome2. 2 J43td o] Ab-# &
Wl oe|shA B 1970 International Study of
Kidney Disease in Children (ISKDC) zigl7]&oll? 2
Asled g3 o] BFiHct. F 9| AH Y (mini-
mal change), 234 A17#74 3% (focal glomerulo-
sclerosis), 2t 4 4l &(membranous nephropathy),
a}E 1AL ALT-#) Al Y] (membranoproliferative glome-
o & Al 4 AT A Al o] (mesangial
abd ARFAIAlY
(chronic glomerulonephritis) 2 #-% 3}l c},

A g Erel] N BYL YT sdat A 19
ey vl d#fo] 0.3g vlute g Ftatwle A,
AE 2F Y454 3H ol glovt 13 iy w4k
o] 2g vlute g zt4slg et 0.3g oAb ® A&HE

rulonephritis),
proliferative glomerulonephritis),
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$12d

At AP, K Eole FFEhn 19 why wjA el
o] 2g ol4o 2 A&3ta gelol A3HeHH o|Alw o)
EAEEE B Fubgo §gi

LH| Ro]lr o] Fojulwl o A 43 prednisolone-g
60 mg/m? = 1.5mg/kgg Y ¥ Foslgdom
2% 45+ prednisolone 40mg/m? Ei= 1 mg/kgg
AU R Foidlgict Anl Arlgels xEE s} o
ofidt F Awhe) A FH & 6ol 2wl e 1
o 49 o4 ajukA] frequent relapser, 67§ ¥ o] 1
o] A2 infrequent relapsere} 3t 1, AH o]
Aol £ Frb I lo] el e 26
ol o EY o7 A

£H 2ol x ] ol vhgo] g} Av|Eolx 9|2 Y
3 Aebo] wiwslgd 170 a4 & cyclophos-
phamide 1.5~2 mg/ kg% 85%} Foalgdc},

Table 1. Age and Sex Distribution

Male Female Total (%)

15—-19 22 12 34 ( 22.7)
20— 29 49 12 61( 40.7)
30-39 18 8 26 ( 17.3)
40 — 49 7 13( 8.7)
50— 359 7 5 12{ 8.0)
60 — 69 2 4( 2.7)

Total 104 (69) 46 {31) 150 (100.0)
Mean age : 29.5 + 12.45 Yr (Range 15—65})

Table 2. Distribution of Histological Types

= A

EUA AFFF2R Q)81 7ta g $Avbed Al
& A48 150009 4w ol oledy #2& Table 1
4 Ze, JEEEE FAb 1044 of2boh 46l 24 G
Wele 2.2 12 gt A gighonl date ojede o
T 29.54), #4154 Hu 654 cigdw By
20~294 Aol 7} 7hab pol A #=be) 40%E AR EY
ow, ch§E 15~19417F 23%, 30~404 <bolzt 17%
2. 404 miubo] Aalle) <k 80%F A 8h% ok

ISKDC At} 7]5of 214 15000 2) W] 23 a4 53
W dlx = Table 28} 7o] =] 4518 o) 8701 (58%) &
b gk 244 AEA 8] 2500 (16.7%), Tt
FAA AAIAL 0] 10%, A ALE 9.3%, WEAA
AREAlAl 3.3%, whA ARl Al ol 2. 7% F ol ek

AR 4] 19w A widae] HoAe

Table 3. Maximum Daily Protein Excretion (g)

Protein excretion (g/day) No. of cases (%)

3- 4 19( 12.7)
5~10 51 ( 34.0)
11 —~15 37 ( 24.7)
16 — 20 23{ 15.3)
21 ~ 30 13( 8.7)

> 30 7( 4.7)
Total

150 {100.0)

Table 4. Serum Albumin Level at the Time of Renal Bio-

psy
Male Female Total (%)
T Serum MCNS (%) Other (%) Total (%)
M;r;lnrzi‘l)ﬂwznge nephrotic 62 25  87( 58.0) albumin (g/dl)  (n=83) (n=63) (n=146)
Focal glomerulosclerosis 17 8 25(16.7) <1.0 5( 6.0) 1( 1.6) 6{( 4.1)
Membranous nephropathy 6 14( 9.3) 1.1—-1.5 30{ 36.1)  6( 9.5) 36( 24.7)
Mesangial profiferative GN 4 1 5( 3.3) 1.6 — 2.0 27 ( 32.5) 9( 14.3) 36 ( 24.7)
Membranoproliferative GN 11 4 15(10.0) 2.1 —-2.5 10( 120) 15( 23.8) 25( 17.1)
Cnronic glomerulonepnritis 2 2 4{ 27) > 2.5 11( 13.4) 32( 50.8) 43( 29.5)
104 46 150(100.0) Total 83 (100.0) 63(100.0) 146 {100.0)
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Table 3¢t Zch, 19 whd wiAdeke] 5~10ge] 34%
2 713 goks, o o8 11~15g°] 25%., 16~20g
o] 15% ol em, 19 ekl widgko] 5~15g] A
A2l 50%% b= 3k ok

A7 whA] HA gRalal e Table 49 ZFow A4
Hog ¥4 oRuix~l 2.5¢/dl ol8l7} 70.5%% .2
2.6g/dl o] 42 29.5% %At nlAH B H AN A o
=it 2.5g/dl o] 87} 86.6%2 tHE-RE-E 2R3k
2o, sl stE-g AQd oz =AEH FYE
Ae dA gFualAst 2.5g/dl olFkal F5o Huke
2] 819 v,

A A 34 "A cholesterolx] 2] £ %= Table 52}
Zov] AalFH o 2 250 mg/dl o] 8}7} 20%, 251~500
mg/dl Ao 7} 52%, 500 mg/dl o] 4ke] 28%3itt. w}4l
H 3ol 4= ¥A cholesterolxl 7} 301 mg/dl o)4}o]
88%0l| ksl 2.9 o} 3ol 301 mg/d] o] AFel ol =
42%0l E3atolet. w34 AP F4-2] £ Z & Table

Table 5. Serum Cholesterol Level at the Time of Renal

62t Rt AAH o2 e Alokel 4 0~274 7}
46%, 3~1070 32.4%, 11~3070 = cherk 242 11%
o, ujdH byl iz 3ol 4ke) HolH A Hus)
45% 5ol vlsl 29 WPl AT 3ol ake &
ol H "ol W} 65%Ar,

HFE AskEsiA el o] r)7te] E L& Table 7

% Zow HAMHoz 64Y o&rt 59%, T~1270%

Table 6. Red Blood Cells in Urinary Sediment

RBC | HPF MCNS (%)  Otner (%) Total (%)

(n=86) (n=62) (n=148)

0— 2 47 (54.7) 21 (33 9) 68 (46.0)

3—-10 30 (34.9) (29.0) 48 (32.4)

11 - 30 7( 8.1) (145) 16 (10.8)

Many 2( 2.3) 4(22.6) 16 (10.8)
Table 7. Probable Duration of Nephrotic Syndrome Pri-

or to Admission

Biopsy
MCNS (%) Other (%) Total (%
S. Cholesterol MCNS (%) Other (%)  Total (%) Duration (n:87()m (nzgg)o) (::1 5(03)
(mg/dl) {n=83) {n=60) (n=143)
< 3 th 39 (44.8) 14(22.2) 53(35.3
<200 1( 1.2) 8(133) 9( 6.3) i months 25229 9; 214 3; s $23 3;
201 — 250 5{( 6.0) 15{( 25.0) 20{( 14.0) 7 _12 ( 9'7) 11017.5) 19 (12'7)
251 - 300 4( 4.8) 12( 20.0) 16{( 11.2) 13— 24 5 5'7') 8(127) 13( 8-7)
301 — 500 40{ 48.2) 18( 30.0) 58( 40.5) ’ :
> 500 33( 39.8) 7(11.7) 40( 28.0) 3~ 5 vyears 6( 6.9) 9(14.3) 15(10.0)
: . . 6—10 2(23) 8(127) 10( 6.7)
Total 83 (100.0) 60 (100.0) 143 (100.0) > 10 1(1.1) 4( 63 5(3.3)
Table 8. Clinical and Laboratory Findings According to Histological Types
MCNS FSGS MGN MPGN MsPGN CGN
(n=87) {n=25) (n=14) {n=15) {n=5) (n=4)
Male : Female ratio 26:1 22:1 1.3:1 2.8:1 4:1 1:1
Age at onset {Yr) 25+11 28:14 37+13 30111 2711 34£18
Hematuria (RBC > 3/HPF) 45 % 62 % 57 % 81 % 43 % 43 %
Hypertenslon (D.BP > 90mmHg) 4% 16 % 36 % 7% 0% 33%
Renal insufficiency 25% 12% 0% 33% 0% 50 %
{S.Cr > 1.7 mg/dl)
Serum C3 (< 90 mg/dl) 19% 39 % 40 % 44 % 0% 0%

Abbreviations :

MGN, membranous nephropathy

ferative glomerulonepnritis ; CGN, chronic glomerulonepnritis
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MCNS, minimal change nephrotic syndrome ; FSGS, focal and segmental glomerulosclerosis ;
;  MPGN, membranoproliferative glomerutonepnritis ; MsPGN, mesangial proli-
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Table 9. Response to Steroid Therapy According to Histological Types

MCNS FSGS MGN MPGN MsPGN CGN
Type of response (n=82) {n=16) {n=9) (n=6) (n=4) {n=1)

n (%) n {%) n (%) n (%) n {%) n (%)
Complete remission 44 (54) 1(6) 1(11) - 2(50) -
Steroid dependent 17 (21) - - - - -
Partial remission 1(1) 4(25) 1(11) - - -
No response 20 (24) 11 (69) 7 (78) 6 (100) 2(50) 1(100)

Table 10. Distribution of Response Time to Steroid
Therapy in Minimal Change Nephrotic Synd-
rome

f:
IrlergtCr:ertletr No. of cases Percentage
< 3 week 17 28
3~ 4 week 23 38
5 — 8 week 17 28
9 — 16 week 4 7
Total 61 100

Table 11. Complications During Steroid Therapy

Complication No. of cases %
Cushingoid appearance 33 271
Facial acne 13 10.2
Diabetes mellitus 10 8.5
Gastrointestinal

Ulcer 4 3.4

Gastritis 2 1.7
Infections

Tuberculosls 3 2.5

Pyoderma 3 2.5

Pneumonia 1 0.8
Muscle weakness 2 1.7
Psychosis 1 0.8

13%, =2 ol4de] 29%ict. elAb g+ A
7218} 717ke] 6704 o] 3l7} 75%, 2 ol4e] 25% &
off vkal 2.9 H Yol & 670 Yol 3z 36%, 2 ol4te]
64% = v|AH Yol vig 2k wirta)e] o] 7] 7o)
o5 Al

el 2o ool o 3004 A 278

A2 wlssjeed Table 84 2, A4t A
HEAA AFH ALY wbd AFTA Al Al
Wil 2E: A4 ALFAlAlde] 2.8 18 7} BUx
A AlFol e 1.3 18 713 wigteh, Wiz ojale
oA 3y o] 25412 Fhab wbekm, =AY AlFo] 3748
7ha wodch #@elH Y Yrol dxE ulAw o
45% 2 7H3 oka whE A g Al Ao o] 87% 2 TR
xoen, 1%‘%}4 Al o|AlWstg o] 4% 2 7
P A AlFe] 36% 2 7i"o Ekoh dA zeche 3]
7H 1. 7mg/d1 olgde] AR AFL w4 AlFole 1=
Aot =FAl4 f‘}:r‘ﬂl*l Aol e 33% 24 2 HlE
7h b Eokem, My 45 wFAd A4l
oAl 44% 2 2 Bl=st bk g3ka, el gl
19% 2.4 7} wtket,

H 2ol A &8F Watul 11749 Wz es &
Hol| wpg x| 2HH-8-2 Table 99} 3}, wlalH 3}y 82
of] 7hul| kA Hal 7} 440 (54%) P2 AElBo|o o &
s 176 (21%), 233 14 (1%) 9.omf 262
o] =X gofl uh-go| §lw o7}t 206 (24%) R}, 19
HY sl e A4 T4 4ol 71w 24,
244 A8 5 9 AlF e 7 1adlol A siA
ezt Al 2 A9 shine A9 vkl A Avjz
olex Beoll vbgol gAY #8H2a 7} AURE Fold
},

el Zo]lEA ol ubEStHT oMMy AFFT
6lollel A E& A7} 7 ol W} Bs|-§-& Table 109}
2o AAH oz Av|Rels X BF 4Fo|vlol 66%¢
A BelE By oo 8ol el Bel &L 93% %k, &8

Zol= A£e) 72 Y4F 2 Table 115 2oh, $38
el FAG AFo| 27.1%E FhE Bokn 2 o
€ dHAEE 10.2%, Bx 8.5%, HALH| 5.

8%, 484 #HF 34%<clsdrt. Cyclophospha-
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mide 2 &% 8Fted 17412} cyclophosphamide 2] &0l
ch &k ub8-2 Table 129} #bow] o4 818 106 71§
ol gk el 7t foll, F-Hateh vt 2ol en], Fulgol
2o 9ie}, o] b iy Tol vhEH 4oflell e 2 Bl
ghgo] gloln, P ate) 200, gk atsl o} 1ol 4 9l
A

Cyclophosphamide #| 8.2 #2142 Table 139} %
ov] Bl2Fo] 41.2%32 7hb wigkn, o9l 244 ot
o 11.8%, W& 7aF | AlMste] 27 5.9%
off 4 eladet,

IR ol A HHE AT & Ui 12599 |}
Ak ZA 4] olabzdalis Table 1494 #uh, Hg 23
A7 11,709 2 Y v A3k 760 7hg) 540
(72%) A= b stbal 7F x| &5, 9o (11%) ol

A gal e, 11a 14%) A M AFZEFo] 243
911 200 (3%) o M5 Al mde wbA AR A F o2 AY
Holeh 244 AAA E8HE 17 bl Tl (41%) o
A AlFFFol R 248k 1, 49 (24%) oA =
el am 304 (18%) ol 4= Abeb == =b
A ARAFer Agsidcet, T AF 140 743 8

¥ M ) )
2 }8)

404 A 4 5 4 3685 1991—

FF-To] A48
S AFET 1500“ TR AP Eis AR
2.8 oldstAn 9olle d4H4-e Table 1594 2,
FedshRed Selle) wWelzgety f3e ojuisly 2
of, 2FHA AT 20, HAFAY Ao 149
1, e Apeprbale] 7ke 2~21704 R 2% 2d
Woll Abetablch, Albficl e 2Bl 2olz A7) Rz
elgl sl o] 24, B A AEALE, u|ldxpa
s f‘rff‘—lfl T4 82 g drFEel 4 1l
a7] AlRAFes o|dagitd 4olle) Mz #¥
<+ E}%*ﬂ‘iiil, A AlFer Axnkssin #2) 9= oF

X o

el

Table 12, Results of Cytotoxic Drug Therapy

MCN FSGS MGN MsPGN

(n=10) (n=4) (a=1) (n=2)
Complete remission 6 1
Partial remission 2 2 1
No response 2 2 1

Table 13. Complications of Cyclophosphamide in 17

of] (57%) ol A= A »-.7,'?-0] adlE zdslein a8 B Courses of Therapy
A Fa e =E AVlE Akt Az 26l ) Complications No. of cases %
EAA A *J"é 12ed] 7ol 990 (75%) ol ] &= Al o 'i 7 "2
opecla 7 .
= o 2} 4nglod 4_‘.—.,(]71—_2'7
FHEol adhE ASed 1ol o ) 1547t Hemorrhaglc cystitis 2 11.8
] e i
slsich WHEFAIA AT A 4ol ThEd 3ol AT Leukopenia (< 4000/mm?) 1 5.9
i Al 1ol R é Ado g Alutsigo}, ub4d Weakness i 59
AR ALSY 200 PHg-dl Lol Abadebg o el Al
Table 14. Clinical Status at Last Follow-up
Histopathotoglc Categories
Clinical status MCNS FSGS MGN MPGN MsPGN CGN
(n=76) (n=17) (n=14) {n=12) (n=4) {n=2)
n (%) n (%) n (%) n (%) n (%) n (%)
Protein free and 54(72) 2(12) 1(7) - 3 (75) —
normal renal function
Proteinuria and 9 (11) 4 (24) 2 (14) 2{17) - -
normal renal function
Heavy proteinuria and 11 (14) 7 (41) 8 (57) 9(75) - 1(50)
normal renal function
Heavy proteinuria and - 1(6) 2(14) 1( 8) - —
impaired renal function
Patient or renal death 2( 3) 3(18) 1(7) - 1(25) 1{50)

Mean duration of follow-up : 11.7 months
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Table 15. Clinical Features of the Nine Patients Who Died or on Dialysis

. Time
Patient Age at Histologic  Response to Renal status at death
No. X onset (Yr) type steroid Tx I?}t:c:;;“ Cause of deatn (Outcome)
1 F 17 FSGS R 19 Pulmonary edema Dialysls
2 M 18 MsPGN R 21 Disseminated tuberculosis  Protelnuria
3 M 53 FSGS PR 14 Disseminated tuberculosis  Proteinuria
4 F 23 MCNS R 6 Suicide Nephrotlc syndrome
5 M 46 MCNS R 2 Diabetic ketoacldosls Nephrotic syndrome
6 F 27 FSGS — 72 (Transplant)
7 F 32 CGN R 24 (Transplant —.diatysis)
8 M 16 MCNS R 12 (Dialysis)
9 M 34 MGN - 24 (Djalysis)
Abbreviations : R, resistant ; PR, partial remission
* Pagient No. 9 had bilateral renal vein thrombosis
= qgu gdFes AW WlArdes odsd s
o}, A PEFQ 4ol 7ol 20 A YA FAFo) HAAES Al EWA AFFF 1504F Fuid e
o o2 2elE ASEolUasg woker] 1 skEH 1 2.20 12 el mstew obEe 311, 250
ol FAARUE o2 st HA W FAFo 2.5 13 »lgsht #5192 5:1, 45" 9! 18+
o, = wigkon] whiziel] Wakelst ¢y Churg 59
A& g =gicy, White 5192 vl sty 2 Aol
] o} A, 2R APFAAEL ool TUgstn B 3t

AR ghe] Akl AlWAo] 19502 Irversan ¥
Brun %l o8] ol 4ol da) AHEEUA AFETE
9ozl Aol £ o] ohje} AT 9] FeiEhH
o 3fof] W} ofel7hz] Abolgt R o2 ¥fFen o
e zetd o] wel A gk 3l ol Foh A A
o}z Q)o] whal At A2 HAtde] o AAYF ¥
)7 o] dhebe AlAghe] Auhe FE AlA &) HefA Y
o) fFule] 2A 5% 3 9loh®, ISKDC*", 23
o 98tm AolAlEF T H=tY 77%NA =l B Al
zx 70| 2425k o] 52 W0%e sulZoj=A g W
g 9 al3r) £ e dA YA A4S A ¥
3 2Hl2olE2 A8d At Axs) 2t A= A
g ub, AdolollME AlAAA =lAMEE L 25~30%
off Z3anie~10 A zols B A LEA kAo Nk
go] ol g Yol ohr)e}l FHHY AH| RO AHEE
A7bg) oapgremg 2g 4 denw 4ol AFF
F8apol glojH aA ANHL 5o WS

ot MapEe] Aol 4= ol A By o] 2HA AT
AR w5 dado] Z2h 2 4u) B 2, 1wl BEgheh
oz weiddeyd B¥E AR A4 304 vlutol
63%, 4041 ulatel Aol 81%F 2Rl eH o)t 2
& AR Fue 5, 259, AEN, FEY A
A3} AR g ot 404 wlske] 27} 42%, 4%
Churg 5'® 5} Miller §292] Fv| 433} gtch

A e Aol dd AFFTe =A% F
ol whg A EE A AlFo] 30~50%2 MY B
3 o) Aw 8 15~25%¢] e Fufel He 24 4l
Zo] vjmA 8] 10~17%4 =2l ¥ v E ol
49~57%2 7hA B3 Hel2A Y f9ez vasT
g}\;}zs-u).

HAAFEe) ¢ w4 AFe) et 9.3%4 1 =A
Wyl dlE s 58%2 714 wkew ook A 4
& upEine) 25%, F52V9] 16%0 ¥l3 53 ke
o], Aal AFFFolA vty el FHa Bkeke &
Ting) 509, 2509 43%9 ujsg ot 2HE
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68.3%E.che wokeh o]} o] FollA =AM 5y
o vlEs}t F& Aol AFH gl z19H ool 2§ 7l
A ohdw gxbe] Fat qid o] v HExE o+ ol
o1} Q152 5] AR AR v B o] T 7Y
olgirhe Riue 1F % Aol whE Aojd sb5AE
A Apska 9le] A% Fel 2 A2 AR

ZAA AFAI A BE) Hlee A5y A 16.7%
2 #52 6%, wEY 5% st b4 woke
o, a4 ATl wlse A5 34 10%
& Cameron 52 9%, uh5'78} 15%<}t wlsabad et
A Y ATl WlEE 3.3% 24 Habib*7}
238 2.3~5.3%39} vl R3hch

ths AZFEFY FH JA4LALE o] ATA
Z1#ake] bl A3t Fale] Folo o8 deluve
Aoz el ok, HAES A4 19 wrby v
£ 5~10gm Alel7} 34% 2 713 Bska, 15gm o 37k
Helle] 71% % AA sl o]+ wrhd wiAdgko] 18
o 5 10gm wigte]givhs Churg 5 % =uby »i
Agko] 5~10gm Alo|7} 67%, 15gm o}zl A<
95%AthHe o519 A H b Aol gidlet wrky
s A gko] 510 gm Abo] 7} 45%, 15gm e}dl7h Al
74% % che Miller 3229 A & 2= 43k

g3 d3ule 1.1~2.0g/dl Aol 7} o 50% & A
83 A =zt 1.0g/d] o8k 4.1%3
ol €4 d¥ulxv} 1.0g/dl o3t 5.6%
Churg 5'92] 42 elslgich ¥4 G4Ux7 2.5
gm/dl o} sk vl AW sl e 86.6%2) b o}
Hel 2 ol 51%2 Was]o] njAlwistgola gt
Bu)gZo| uot Awsladcl ¥4 choleslerolx 7} 300
mg% olA4s ZAAYEFL AMH o2+ 68.5%4
WA e, nlausye] 3 88%elA, ohE 4y
9] 7§ 42%0l A Bt} aAHYF A 4] ol B
ol A ol & HEElgch olv "4 while] st AT
F oo g Flolle] d¥al FAdo] sk A7l
F<43 o2 cholesterol §4o] F718b7| o-g2.2 4
=3 gle,

2R HAA v Hue 54%0l A BakEgle
| o] Miller 522 % o5 92} 59%0l 2] 43} »
53t = AAEL] QoA vlAlM B 45%
oM, o HH9] 66%0l4 HrlHd Pud & 4 3l
€l ol+ Nolasco 52| 4]l vl 5} ol 4 o

28%, Habib5°"3 White 5-'90] Ao} o)A 35
A2} 36% W 13%3ch vl Yol WEs) ot &
ket .

2k WlE 4] Y2y §3ol wet o
Atol7h el MAHES] ¢ #4745 90 mmHg
o|Abe] mylo] mHA AlFolA 36% 2 7Hy Fgkew
of A Bty gl WEAA ALTA Aol Y 4% B 0% 2
nEgke] wles) sobrd, sl A7) HRALe B
Apoll whe} 12~35% 2 RiLEln Qv = AL
HAH 22 & 21%0l4 BHsger] 2288 Fa4y
B wFAA A4l e] 33%E 7 woten] oj4
WY 25%, A4 ATARSE 12%5eldn WS
A ARTAAlE o rbY S Ankeka] A7) 5] =
5 Aakal glol] gl

Euld AlZ3F 7o 82 AHZolzgdo] B
g5]of glovt Wntalef ube} Av|E ool gl &3}
7] wel BaE s A ol R E Avige =g 2 F
4%, Foiuby gl 717b50] 2F3so] A g But
obe} AT Av| 2o tof dd 2 sfalvfrt ofEod 5ot
(pharmacokinetics) 2] o7} Q7] WjE£4Y Heow
g7tel o},

ol AWty AFFEY P 2E|RolEx 8o g
uhg-2 A olol 7% Cameron 592 90%, White 59
< 93%, ISKDC**+ 93%2] #&l& wadx, Aqle
74 % Cameron §2& 77%, Nolasco %°9< 60%,
Nair 5292 82%, Wang 592 62.8%4] 214 s}l
7b it asdet, AAbge] A4 75%9 waEg B
o 4ol Ao § =552 63%, U599 77.6%
3 Cameron 5299} 77%9 vls=g 2} 5509 89%
LR ol

HApEe] A§ 24 AT A EE 1660 71| 28]
Zol=xgofl lollo] A g4 B, 4o A D)7}
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= Abstract =

Clinical Studies on the Adult Idiopathic
Nephrotic Syndrome in Korea

Hyun Chul Kim, M.D., Chan Oh Choi, M.D.
Tae Hoon Chung, M.D., Young Suk Seo, M.D.
and Sung Bae Park, M.D.
Department of Internal Medicine, Keimyung University
School of Medicine, Taegu, Korea

Kwan Kyu Park, M.D. and Sang Sook Lee, M.D.
Department of Pathology

A clinical observation was made on 150 adult patients
with idiopathic nephrotic syndrome according to their
histological types classified by light microscopic fin-
dings at Keimyung University Hospital for the past 6
years.

The majority of patients with nephrotic syndrome
were young (mean age, 29.6), and the 80% of patients
were less then 40 years old. The male-to-female ratio
was 2.2:1 with male predominence.

Histopathologic findings of 150 renal biopsy tissues
were classified into minimal change nephrotic syndrome
(MCNS) 58%, focal glomerulosclerosis (16.7%), mem-
branoproliferative glomerulonephritis (10.0%), membra-
nous nephropathy (5.3%), mesangial proliferative
glomerulonephritis (3.3%), and chronic glomerulone-
phritis (2.7%).

The incidence of hypoalbuminemia and hypercholes-
terolemia was more frequent in MCNS than in other
histological types. Microscopic hematuria (RBC23 in
HPF) was seen in 45% of MCNS and in 66% of other
histological types. The time interval between the onset
of symptoms and diagnosis was shorter in MCNS than
in other histological types.

The average age at onset was youngest in MCNS
(mean age, 25) and oldest in membranous nephropathy
Microscopic hematuria, renal insufficiency, and
hypocomplementemia was most frequently seen in
membranoproliferative glomerulonephritis than in other
histological types, and hypertension was most frequent
in membranous nephropathy.

In reaction to steroid therapy, the highest response
rate was seen in MCNS, which showed complete remis-
sion in 54%, partial remission in 21%, and no response in
24%. Meanwhile, those with other histological types
showed only partial remission or no response at all.

Sixty-six percent of patients with with MCNS experi-

enced remission in 4 weeks, and 93% of patients with
MCNS went into remission within 8 weeks of steroid
therapy. Major side effects of steroid therapy were
Cushingoid appearance (27.1%), facial ance (10.2%),
diabetes mellitus (8.5%), and peptic ulcer (3.4%), in
decreasing order of frequency.

With cyclophosphamide therapy, complete remission
was obtainded in 60% of patients with MCNS, while
20% of patients with MCNS had partial remission. In
contrast, none of the patients with other histological
types except mesangial proliferative glomerulonephritis
showed complete remissiorn:.

During the follow-up period, the majority of patients
with MCNS were in complete or partial remission,
wherease patients with other histological types showed
persistent nephrotic syndrome. Five patients died within
2 years after diagnosis, 2 from miliary tuberculosis and
the other 3 from uremia, diabetic ketoacidosis, and
suicide.

Key Words: Nephrotic syndome,
Cyclophosphamide

Steroid therapy,
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