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7144 A8 (descriptive data)r I3+ 943
2t Ee Wig (%) VeI, ofd Y o
7)ol whE 24417 vk wid @& Kruskal-Wallis
test® ol &3std EA3GTy. F% EF (progres
sion) FY AT (remission)ol A AFFF A
(improved)# A4 (sustained)®| Wi Fisher's
exact testE o| &3t BT A8 FAAE A
S8 HAFE B4 ZFZaW SPSS (Window release
Ver. 11.0) Package® o| &3t #3510, pgtel
0.05 WRkl A FAEA SR {5 zol7t U

Ao g 7+Fstgch

| 1
1. CHY BXle| &N K41 HAL 27

2 A7 713 Fete] dMiista ozt e
2 AFEroeR FAdEAY Ax= 20859
olglon, df 3 FFe FFE Tl F 484
(23%)o1%th. AWEw W7k 349, oxl7t 149%o]
Qoem Hit d#HS& 579+ 16A40Uh Hit 24A)7
sk wld3e 90108 golglen, d3 43w
A 23100 g/dl, F Fu2HE 28531148
mg/dL, % 24384 236+23 mg/dlL, ZdotEd
14+0.2 mg/dL, 2123, AR o) #-&-2 548143
ml/min/1.73m*e] 1t} (Table 1).

2. oY YN SHE MBSFED EXl FHE

A=dE 1986\ 1988W Alolel AFFFoR
e @2 216% F 3% (1.3%) A o4 F9F
o] FWrso] e, 1989W 1991 Alelel =
3419 & 79 (2.1%), 199293 1994 Alelel = 369
W E 47 (1.1%), 199513 19973 Alelell&= 3499
% 139 (3.7%), 1998\ 3 2000 Alelell& 4067 &
69 (1.5%), “Lejil 2001 ¥ 20039 Alolofl = 404
& 157 @B7%)lA oy Fgol Fukslol U
(Table 2). 58], 198613 19941 Ato|7} 14 o

T 7IRE ATFET @A 15%E AAG W,
19953} 2003 Atololiz 3oz Fd 7R A%
T gxbe) 29%E AR|ste] FHo| g &atel
ZE7b BEEAT i #hake] Al me B4 G 4
%, 2099l E 58789 ASFT #A T 1% (0.2%)
oM obd T Trkd ATFo] AdHIoH,
30tielli= 4897 ¥ 27 (0.4%), 40vhel= 396 & 8
W (20%), 50tHol= 4049 F 18 (4.5%), 60tHel
® 1589 5 129 (7.5%), e, 704 o4& 517
F 78 (137%)°] o4 T4 gk AFFT &3

2 ZgEo], fdEe] FUMEGE WLt FUrekd
(Fig. ).
A A& HH, AF3TH oy FTdo] FAldd

Add A7t 2101] (43.8%)01R9eH, o4d F%H

Table 1. Demographic Characteristics and Labo-
ratory Findings of Patients

Patients

(N=48)
Age (years) 579*16
Sex (M:F) 34:14 24:1)
24~hour urinary protein excretion (g) 9.0*08
Blood urea nitrogen (mg/dL) 236123
Creatinine (mg/dL) 14%0.2
Serum albumin (g/dL) 23+%0.1
Total cholesterol (mg/dl.) 28531148
Triglyceride (mg/dL) 2476+37.2
C3 (mg/dL) 89.7+t5.0
C4 (mg/dL) 375%29
Selective proteinuria index 0.3%0.1

Data are mean *S.E.

Table 2. Prevalence of Malignancy Associated
Nephrotic Syndrome According to Cal-
endar Year

Numbers  Numbers of malignancy
Year growp ¢ 'Ng ass. NS (%)
1586-1988 216 311.3)
1989-1991 341 7 @21
1992-1994 369 4 (1.1)
1995-1997 349 13 (3.7)
1998-2000 406 6 (1.5
2001-2003 404 15 (3.7
Total 2,085 48 (2.3)

NS ! nephrotic syndrome
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Fig. 1. Prevalence of malignancy associated ne-
phrotic syndrome according to age. NS:
nephrotic syndrome.
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ok 8 (16.7%)2] FolAth o]Qlele o] s
ot 39 (6.3%), “rela ofAd FAHEFO] 24 (4.2%)
A} (Fig. 2).

4. MEH AL Z

Wi 84 487 261 (54.2%)0l M AxA AL
g Adsigon, Azd A BAE AA W
ozt uy AFANGS wANE AFFEo] F7t

Table 3. Primary Origin of Malignancy

Primary origin Numbers of patients (%)

Liver 8 (16.7)
Lung 8 (16.7)
Stomach 5 (10.4)
Breast 4 (83
Urinary bladder 3(6.3)
Prostate 3 (63
Hematologic malignancy 3(6.3)
Ovary 2 (42
Cervix 2 (42)
Colon 2 (42)
Thymus 2 (4.2)
Others 6 (12.5)
Total 48 (100)

Others ! bile duct, esophagus, pancreas, gallblad-
der, vulva, and unknown

Squamous cell carcinoma Il Thymoma
£ Hepatocellular carcinoma ES Others

[] Adenocarcinoma [ Transitional cell carcinoma?\

Fig. 2. Pathologic diagnosis of malignancy. Others :
acute myeloid leukemia, chronic myeloid
leukemia, multiple myeloma, and papillary
serous cystadenocarcinoma.
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| N
[
~LL
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F Membranous nephropathy [[] Membranoproliferative

glomerulonephritis
N 1gA nephropathy

[ Minimal change disease

Fig. 3. Pathologic diagnosis of nephrotic syndrome.
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Fig. 4. Outcome of nephrotic syndrome in progres-
sion and remission groups. p<0.05.

20 (4.29%)0l%en mElm 4 F dela x a9t
WAl 88 BT Ags A= 1o (2.1%)0]30t
U] 1194 (229%)9) @3} oA 29 A & ¢
olate] HAES AXsld EWE ¥ 7TE AP

A Fskeh AFFTe giE (82 AHZo|ZE A
43 B2 14 (21%)01P.en, AR QEA HE &
A AAAY A’ FEA AdAE A8 B
A7F 26] (41%), 22 S8 olkATE AME3E

27t 254 (52.19%)°]%dk,

:HAL 4 489 F 379 (77.1%) A FHH o)
ool o, W FAHAA 7|7 3110790l
=7 %@%P%} 71 T Y Fdol obstd A9 17
H (45.9%)e1en, Y Ag F FE fAE 1
A= 127 (324%), 28i 4 #HE B HS

= 84 (21.6%)°]Ath
Progressionw 82} 174 FolA 2z F

AeFao] sy #ae Atk elol ¥l remis-

sioni 2L 200 FolA FHAR Fo Al
THHUYE B 11E (55.0%), EHFHXA
Fx7E 99 (45.0%) 2.7, ot Fgo] A7
Bl HS$oA ofA] Fofo) 2w Ao H|3
Fao]l A" ArE FoJE A BT (35.0% vs.
0%, p<0.05) (Fig. 4).

ol
o

52 o
> oo ¥

o mo i

i &

AFFEe Qg ATA A olap ARPA
ol AbAl Age) Ao
2 A7idg FZE, oA, gy, 283n % 5ol o
o oA AR Age] ojF NEFFY ug
Baabe] mel tha wtolE glont dA AEF
20% HEE AT, 60M) olde] Aol
o Fol oAy ATA AR M we 4«

2 ded Ao,

oty FFat FUE AFFTA e

T Lee %ol 9ste] & RuEgi=v] o]%%
1019 A9 AFFT B F 119 (109%)0014 o

ol e WA, 59
2 Ao, BT AFET A 1470Y oo <o
A %S ATt At Zech $€ 604 o

e
e NEEE @A T6WL 2AR A 119 (145

el vhg AREAAE 22k F 79 (10.6%)0]
obd A3g Fukd fxtolria Basy?. B o
= 4 7 3hxbe) 23%00 A oA FU
o] FtE o2 yEhd 9% £¥He Huol ulsle
A 7l Ak ole eare] Barel W] o4t
A8 B4, 53] A Aolvh A7
AFNME i F2E 604
oy Fg sutd AT
Faro]l Al AFFTY 01%E T Buel ¥
s 2 zol7h gtk
i ghate

Y B 24018 93F 8271 oz

2ol oy F93 FwE AFEE @A} 2718 A
o@ vehbed, old@ F7h: felie o 55 B
Ag B )7k Bohl opy Forel walel A3t 7



— Jung Tak Park, et al.: Clinical Characteristics of Nephrotic Syndrome Associated with Malignancy —

PESEEREE SN
Lee 59 wuol ola® AFFEES Fwa oby
FTF AL Haw A 24, g 24, b 19

7 gkd AFTFE B 579 F 2879 (49.1%)94
Heto] BRbE oM, 7 (12.3%)00A et &
358 (88%)eA f1gel THrEAG L Rastdc
VOB APelMe gk o, aEn 97t $9e b
B3 Aw Waz degd, o et B
o Mgl 9 (208%), #H (122%), E:m 3t
(122%)9] &< A% Aol A& Rog AAar}?,

olef e, ¥ ATelNE oF FA 4 NFFEe
Fubshs HE E8 oM 9 FEEH B 2
FFT B AAed’”, o] GA vt e
Pz B V9@ ez Aot gepa,
ot FIH BukE ASFdol 54 Hvle) T
#do] Aot K HTH: dwbHon Fuel: F4
WA BATL Ae Ao Azhdr)

2oy A b EF A wEe w4

FAULS olAws AFFReIAE, o 95t
nushs vk Hold Avelrh siFe] nuel o
sl oby EPu BuE AEFE Be) NzA 4
A e AEAdel BAE 0% AxsE R
oz Ho) ek ol Aold WA AN Fi
govt, Seve 49 AFFEe] Ay ARl 2
Bol M vl ATl A ulgo] 9T
Mg o we Aw Bel e Aow 4%
5]‘:}_17)

S B ATFRe AL TH] A%
Mol waAvi T @4e] Ayl g e =

g ANk ok WA, oby FFB AFFol
FAlol W@t gom ofd Fdu AFFel
ABAE 3L 5 Ak Keur 5o mao] oahw
939e] oby Tt Awd AFFF BN F oA
FY3 ATFRA AL A1 GAY el &
A7} 6390192

PR, o4 %%94 ili O]—“r ’:l%—%ii“’] =3

o
ol
o2
i)
x.i
oo
a)

o AFFEel T

o] F-o Az ZHAE AASA FU%7] WfFe A
A W A 531 EE 4 5 9 ¥ opgl
FFY A8 o]Fox AFFTo] AFHAUYE B
T o] AdiFERl 2AR *}%3P7]°1]% ojzl&o]
VAR, Fgol AW F FAFAAY AFF el
FEY Ad A otFEE A F L] AR
£ A4 5 Aok a8y, F9E FEHeR A8
T F AAEUD okl wjAdae] Fofo] Ak ol
Fox FrtHA] Fdvte Hiuk FTE LEIL Q)
o A FEH AFFT Atole) AAAE FHI
A% 2ARE Aol A’

spR o R AzA HARY AREA Wl Fe] ¥
Aot o FYol dig FAVE dHEE Afolr)
Costanza 5& Wt #aeA 2z Arlg Al

s A Al#A el 1&¥ carcincembryonic anti-

gen (CEA)S &3t om™ xz3Fio] Eug 3
AE fxpe] AbTAllA EAZ a)-ghA] B39
AL Y RuEs Yo ey, 98 oy

F¢ #dAAME T AXY IL-62] 28 o) 5

Bl sl oyt ae, FUE A7)
g FU NFET) BATTE AL eyl
wihglel BE 2R 29 ¥EHoz Hgh &
stk gold T AN A sde Y & 3l

= T
© 7IEeR AHEHI it oY@ olfE, ¥ d7
M= thy 8AE o TEH AFFTY U A

717 644 olujelalw 93 sharh
ATA ¥e] opy FPl tig FAlstel w
A Sl B AT FY A BolAw W
2gA o] o] WobAlw, 1 A ARA WUE 3
AR e el Be Aoz sdast o
M E AT T S A Wl
£ aw wagel vl Aelzk g, ol
o-w Fogo] BuE BAAS A ﬁrf wye W
o A e ol The A gE Sl ey
Jehs A AAbsT 3 5 aum.
o Fel Wal ofRo] mE NZFT YA
}g BUY A, o Fgol Aol W wal
BAeelN o4 Fgol AR Hgol wsl AFEE

o}
o
o

el
om]



— g AAarsl A A 23 A A58 Y A 8% 2004 —

}o{u
2
o)
39 of
=

AbA o
&3 2 5‘?“ Aot} e}, o
2 AMEEE o dEdsAA (alkylating agent)
b A AEFee Amen AHEHE FEelY]
fioll ASFate] Fdo] ol ofEel VIRE
7HeAd g e wAS = AR progressionst
3} remissionst Abelol FGAZ LAZAAE ALE
3t 3zbe] H|go] FALEIE 7] wEol] AFZ e 9
kel zpolzh okAl AAAS 7)Q1Ek AL obd A
o=z Aztgrt

olde] AR, ot Fd FE AFFe W
b oF Barel wjE ok H7l 2l
AFFre] A9 F R ofd FYE WAl 1
slof & Zlow Alzud, ol#d FhajollA by EF
ol |/} AZEZ e QA A &

= Abstract =

Clinical Characteristics of Nephrotic
Syndrome Associated with Malignancy

Jung Tak Park, M.D., Joo Seong Kim, M.D.
Hyung Jong Kim, M.D., Dong Ryeol Ryu, M.D.
Tae Hyun Yoo, M.D., Hoon Young Choi, M.D.

Jung Eun Lee, M.D., Taeik Chang, M.D.
Seung Chul Lee, M.D., Hyeon Joo Jeong, M.D.
Kyu Hun Choi, M.D., Ho Yung Lee, M.D.
Dae Suk Han, M.D. and Shin-Wook Kang, M.D.

*

Department of Internal Medicine, Pathology”, The
Institute of Kidney Disease, College of Medicine,
Yonsei University, Seoul, Korea

Background : Even though there have been
many case reports on nephrotic syndrome in patients
with malignancy, an overall study on malignancy-
associated nephrotic syndrome is rare in Korea. The
purpose of this study was to explore the clinical and
pathologic findings and clinical course of malignan-
cy-associated nephrotic syndrome.

Methods : From January, 1986 to December, 2003,
the medical records of patients with nephrotic syn-
drome and concomitant malignancy were retrospec-
tively reviewed.

Results : Forty-eight patients (2.3%) out of 2,085
patients with nephrotic syndrome had concomitant
malignant disease during the study period. The mean
age of patients was 57.9F 1.6 years with sex ratio of
24:1. The most common primary origin of malig-
nancy was liver (8 patients, 16.7%) and lungs (8 pa-
tients, 16.7%), and adenocarcinoma (17 patients, 354
%) was the leading histologic type of malignancy.
There was no significant difference in 24-hour uri-
nary protein excretion among patients grouped by
TNM stage. Percutaneous renal biopsy was perform-
ed in 26 patients (54.2%), renal pathology revealed
membranous nephropathy and minimal change dis-
ease in 9 patients (34.6%) each, membranoprolifera-
tive glomerulonephritis in 6 (23.1%), and IgA ne-
When the patients
were divided into progression and remission group
based on the clinical course of underlying malig-
nancy, there were significantly more patients with

phropathy in 2 patients (7.7%).

improved nephrotic syndrome in the remission group
than the progression group (55.0% vs. 0%, p<0.03).
Conclusion : Malignancy should be considered as
a cause of nephrotic syndrome in adults, and the
treatment of underlying malignancy may affect the
outcome of nephrotic syndrome in patients with ma-
lignancy. (Korean J Nephrol 2004:;23(5):738-745)

Key Words : Malignancy, Nephrotic syndrome,

Renal biopsy
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