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AZHST e Waetna, Agieta oFds Wasny
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& F:AA & AN Fuby e AlgE BEE F8% ¥ Y A9 8489
g4 A, AbgE 9 Al BREE AF A dE FRH 4 d7E NPT
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Wy7l 500mg oY 22199 A2 AT o5 AE, AW FA 9, WdAA Y
712y, A" A7), 3 713 Z4E ga A, HE 23 2 HF FHA PA 4FE A
stgm, Agel B, A715e o3 %) NFHon ojgE E ATEEL FAEHAG. A
&L Kaplan-Meier 322 7891 & 94 44, AA &7, H8 47, A& Yl o4&
f$x-2e] AELL log-rank testZ HlZdFom ApEd #P" ohEF 42 Cox's pro-
portional hazard model& #&359 £43Ht

A o g Bk AL 27.71104M 00T AHlE 1:8622 HAt itk A H
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A7} 6.3%, "I 244 Aged 837 65.4%, HA NG #AIF 13.2%01R0 2 T AE
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71&9] 91 Bl Aol Hojx Rtk NP9 B 31.3% 9 XA AU A7F
o] ofz}: 13.7%, T7] ABAoz oy FAE 3.2%olUen AR #zE 127%9% 1
W oxE JEEE 91.0%, 549 86.2%, 109 783%0llen, A el F AP % HF4t
536% 2 7H &tk AGA ARAC] gl Ao} 2HRelE @502 ARH P+ AYE
o] Eto™ Cox's proportional hazard modeldl 2% thiF B4A xa whiel] =wet AMg
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65% REe AHEZ Ugun] At BdE F8
¢ 4% <dxz Busm g AN Ade dF
B 195090 ANgBe) 2H2oj=2 NEH F$ 59
olge] AEL A9 JuE & ANy, 1970ddl
o)F HE 54 BT 2HZolse WY 2y =9
3 #4844 2 FndgA Atz s 53 4
E&o] 90% olF Busln gu®. R4 Ade o
FE JFL, MY Aolst Yo B35 3 A5
AAR 5YREe 5P 9F JAZ vasgm QP
$2 ute] Ae AN By 3% g2 o
60%°14 Aol Fursm ok 10%S] AbFge] B1
Sz ey Algs gdd d9F dxe) o Bx
T YA dAelth Az B2 HZ 1247 Meus
ZYPPAA 2 MY Y T @3 81 F
Aol Furg 22199 AE Aoz 3 g
27 2 Agge zASD, AR BdY 4% Az
g BA3Y ge 22 AnE dgin

Oia W Wy
1. 00 &

A 9k B 89 AAe 19739 19%
B 199549 19702 Agdstade 3 =& o4
W8 21 e 82 F A4 Y £F Mz 3
FEHE 3ot dEE ¥ 0|89 oF 7|EXE F
oz aAAT. ol F 19829 MF fFivtex
37t A AU B GRe Ad 7)ES 4
| ol wEetn Ak FaAje ga 4] ¥ 7L
T gA4E ez A 3P A4 Mg
< HAY T R A gAY A FHAA
AXA LF7F EAHAY 3+ o3 diinm T2
24N &¥ At @7t 500mg o]l A
2 Atk F 75889 a7t AREHZE 2YHYL
o olE F 1947 @A oF &A= @] B
AT 48 7o 5642 #AelM 3393 &
Z7F A4 b ER BAE gAFNen oF
3 AY A 2219tk

2. 4y

1) Y& U At 22
WA BAES) g% 7|28 FYHoE B
9. A gEoze AW, AW PA 9, AW

9 717, AGd A7l FH 7|1 A% A AFe
ZAEICE G A AL 204 v, 20404
304wk, 30MIAM 40A wIgk, 40AMelA 504w
504 oldez AEIHY: Add A7)E 1989 o
A, 1985964 1990 o)A, 1990Wdel A 19951 o]
Hoz AEct P& Aol 373T o4 A
2 Ay olgr] gL o)) WY WmmHg
ol4, #%7] UYL £3%7] ¥Y 140mmHg o4,
YL gghol 140/%0mmHg o) dolAY Y =4
Zxoz2 n¥sel HAE B3I Qe ALE A
Aok WYF a4, 27 W94 §84 Y, ¥4
A, 9EZT F:, 99, AYY Y 7Ee fE
Fotelx S3dA AT P4 Fubyd @3 Ad
71EE o WYL PMLe $E7F 10mg/dL
ngto 2 Hgn HETF AREL Fh 40mm/A
g 7oz TEIGY. nALEF LS Y Hdo}
g4 l4mg/dL °]3% A$-2, ASFTL 8% 3.0g
olde] Hllxrt gl 4R HsArt

2) MXEF HAL

Az A 259 FEdd ABHoz APst
Arl AZ2AL Zenker AN AT F paraffin
o] Xof&le] hematoxylin & eosin, periodic acid-
schiff, Silver methenamine® Masson's trichrome
FYe 3o B% dvHez PASHAT By ¥
HAR= IgA, IgG, IgM, C3, C4, Clq, fibrinogendl|
% fluorescein isothiocyanate ¥ 3 WY =2
BEdE A AR 99 ¥3yE ol 8dnen A
A4 @9A HAMe glutaraldehyde 24 ¥ uranyla-
cetate$} lead nitrate2 FHg zuby zHAHow Pt
&3t

Z2H49 EHFE WHO EF4e uet HMClass
D, WS A19(Class Ha, IIb), Ia4d 44 A
H(Class D), Wd F24 ANH(Class V), =4
AH(Class V)22 TR

3) Az uy

g P wet HNZEeE Uro] wn B4y
o 2HEE g5 XE2Fe 3 lmg/kee) pred-
nisolone 2 XEF ALz Fgn, AHZol=s} A
Z 54 okde B AT 2a¥e 3F Img/ke?
prednisolone2 2 2784 o} A&33 1-2mg/kyg
cyclophosphamide &2 1-2mg/kg azathioprine .32
2709 o4 AR A%= AHslgoen, AHZo|xs)t
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cyclophosphamide®] AF 2¥& 3% 1lmg/kgd
prednisolone 2709 o] ¥ok3tn 05-0.75g/(m’
MEAH) %2 cyclophosphamide& 33 o) A
F48 492 A3Y}t. Cyclophosphamided AF &
HeE AR AF ¥ 63 FUAe WY 134 AFsHY
3 2 olFE MY 1848 HFES

4) & FHa}

opR et 33 Aly]e Ak AL £ HA AgE 2
AbEtgeh. @A Ade A4 #EE 2¥W A
A nrt AEHA FAY 24A1F AW ALA
gyt 500mg Plteld], 84F7F AEHA gx
Hxrt nukg A7 A 57 mivteln 83 ZdolE
d $£X)7} Ldmg/dL vinte g fx5= Aeist 37
Y o]l A2 Aok Age] ALE Bt
AP FAl A el ARl RY ol JEuE
A2 AP AIAAY 71HE ZAEA A7)
59 ozte HdA ¥y FHelEdH HE €A =
glotelde] 7t 20 oldelx HF ¥A AYoleld
9 ¥=7F 14mg/dL 0139 B2 Ao 2]
ARHL €3 Adoleldo] 3/MY oA 10.0mg/dL
oj o] Ay A&AQ £ T Molj4g Ay @t
9 Fe=2 Aok

5) B BN

ztzke) gabrold A4 24, AA 274, o
A, AR ¥y T4 ¥sE vE $Mse A%
Ao e vlalE Chi-square test® 3F 1
W4E one-way ANOVA test2 3%t 2 w49
EAH 7&e “PETBERAZ s)esidy 2
AAegrEle] HZELE Kaplan-Meier §2.2 T3
A Z+ g A7, AA 24, B8 &7, g o
& A7 AELL log-rank test® HWEFC)
Log-rank test’d zl0]& Hole ®FEI regres-
sion test® AAIEI WHe] ARHAE ZARBIAH
Log-rank testd 2ju] e W5 F 4840 gie
W5 M Cox's proportional hazard modelS 3
319 Alda gEd ohiE 248 AY3d
A Z2aHe SPSS version 758 ¢|43H1 A
] oule FAFE 005 o3tz Asisch

<] o
1. TE Al Y 34

1) ¢E U MH|

A% GA] A" 277210440192 204 ] Ttoe]
21.795(48%), 20M A 3041 mlgke] 42.196(939), 30
Aol 404 wzto] 24.9%(559), 404191 A| 504
gho] 7.7%(17%), 504 o]o] 36%(8H)eIxct. EFA
th oztel AulE 1:86(23% 1980l FAe
dHE 27221084, odzle] AL 27.71£103A o]
Row e & A3 Aol Ut

2) & A

F4 4@ ¥ Ag7A 7R 1624234799
32 FH7INE 4251402790k JuE AEd
2 FE3A 19859 o)Wl 17.6%(399), 19850 A
19903 o]Ae] 41.2%(919), 1990 ol ¥ Agd
A7t 41.2%(919) 01} 1982 #F FotelA &
39 Ag 7)FEe BEI}E AFE 56112089 4-9)
Aol 43 34 F AXFYe M BE W=
A& HHTable 1). $2L 684%9 #AA

oy

Table 1. The Incidence of ARA Criteria at Dia-

gnosis
o f [ncidence

Criteria N:;lil;rtso %)
Malar rash 132/221 59.7
Discoid rash 19/207 9.2
Photosensitivity 60/216 278
Oral ulcer 67/219 30.6
Arthritis 83/219 379
Pleuritis 59/221 26.7
Pericarditis 53/221 24,0
Proteinuria 213/221 96.4
Urine cellular cast 87/221 394
Seizure 15/221 6.8
Psychosis 10/221 45
Leukopenia 95/221 43.0
Lymphopenia 107/221 484
Thrombocytopenia 60/219 27.4
Positive LE cell 105/174 60.3
Positive 175/211 829
anti ds DNA antibody

False positive VDRL 16/213 75
Positive FANA 194/211 919
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FEREHAL F5H7) L¥GS 240%, olgr] n¥Le
36.9%, YL 21.7%9] #AAM vebttiTable 2).

3) Al £A(Table 2)

A FA 298 FHAIA Bygy 4F, YT 4
F 08T 4FE EFHF AEA YFE Hol:= A
T 394%°10 R 4F2¥ HA A 2+ o B
Ae 76.3%010eH HEF7 nufg HAAY 570 o
Aoz Y VAL 843%0IUh 2447 A A
A8 A HE 19999 FAbolA 81F 500mgol A 1g2)
SE Hole A 216%, 1goiA 2g9 Bl
= 211%, 2g°A 3g9) ©¥ixt 11.6%, 3g o9
¥ E Hol= AFFF #xle 37.7%0l90d

g3 Adoleldo] Ldmg/dL o4 @A 216
%01 olF 30mg/dL olFolUd A 6.0%°]

At Zdeteld Aago] Oml/min o] A=
250%°19 2 30mL/min 9|9l VA= 114%E =
A8tk Y HAAE WY, 9ET »gh, HYT
Za, daw #d o2 o4 47 Hyxn 3
HYT 7 AAE 7199 #A 5 225%(16%) 9
FajollA $8A WHel AAL B Wy 3
At Al e ZHAAIL 91.9%00A FAolem ¥
DNA%H 71 82.9%, LEAZ7} 60.3%14 kAol

4. MXF HAL A2(Table 2)

% 1599 9] #RlolM Az HALE Algstg o
A F Az AAE ARErIzAY v 27+t
987/ doltt A 22 BAE 1.3%24), w4t
Ag AE A7) 88%(141), FAAH FHA A9
2 #Ab7h 6.3%((10%), "ITHY F4A4 AdU @2t

Table 2. The Vital Signs and Laboratory Findings at Diagnosis

Finding Finding
Patient Percent Patient Percent
Group Group
Vital sing Renal function test
DBP(mmHg) BUN(mg/dL)
290 80/217 369 Creatinine(mg/dL))
SBP(mmHg) <14 171/218 784
=140 52/217 24.0 14-30 34/218 156
Hypertension 47/217 217 230 13/219 6.0
Body Temperature(TC) CCr(mL/min)
2373 143/209 684 <30 20/176 114
Hematologic parameters 30-60 66/176 375
WBC(mm®) 60-90 46/176 2.1
<4,000 95/221 430 =90 44/176 250
Hemoglobin(g/dL) Daily urine protein(g/day)
<10 107/218 491 <05 16/199 80
Platelet( X 10/mm®) 05-1.0 43/199 21.6
2100 159/219 726 1.0-20 42/199 211
100-50 42/219 19.2 20-30 23/199 11.6
<50 18/219 8.2 230 75/199 377
ESR(mm/hour)
=40 137/207 66.2
Urinalysis Renal Pathology
Albuminuria{dipstick) WHO LN class 1 2/159 1.2
22+ 167/219 76.3 WHO LN class IT 14/159 88
Hematuria WHO LN class Il 10/159 6.3
25/HPF 183/217 843 WHO LN class IV 104/1596 54
Cellular cast 87/221 394 WHO LN class IV+V 8/159 50
Immunological parameters WHO LN class V 21/159 13.2
Decreased C3 150/209 718
Decrease C4 143/210 68.1
Decreased CH50 158/199 794
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65.4%(104%), =H4 A9 A7 13.2%213) 1
3oy AhR vy FAQ Agel A dehd
A7t 5.0%@9)2 mTHd FAAH Y S R
@kt

2. & A

1) AAH s

Aol Bzt AR A= 31.3%(67/2149) 013
oo Bt 2717AA Y 7|7He Ag F 25122087
Hgolrh TaE UAAUY #AAM AlgEe] A3
Qrom(2679 Wl 24/1479, p=0.006) 7] AFHo
2 AP A= AQATHO673 o 7/1479, p=0.10).
#E7E YA B2 679 F AL {FFE FAHE F
AR 6579 8 F 27.7%(18F)9] AN AY
o] Aol giNen AwrtAY 7|7HE 272x1517
H(4-567 9ol AL F5Fol uet AFLFEL 2o
7t 1 vHp>0.05).

2) Moise oty

AgA e} vizig FHA €3 IdoteEdE FA
e 16899 #2 F 13.7%(239)9) #RpollA 47
59 o3yl BAHR o8 WA A Ao}
Ede 1.0%05mg/dL(0.3-2.2mg/dL)oIU . wlA
ZH A oE 58+48mg/dL(1.4-16.9mg/dL)oI%At}. o
9 AMHEL A% 437 Ud @A 2o =3
th8/239 of 14/145%, p=0003). 7] A¥Hez 3
P P 32%((7/2208)0l10 o =y ARHe

AP 71 3091457709 (0.1-121 74 ¥)el e
ojF 14L& AgAl Ty] ARHe|en, o 29
12709 ol @v] ARdez APsicl L] A4
Ao B 692 P FAE AP Wsken 19<E:
w47 ARAY A 1Y F HojAg Ay ety W
7] ARAog AP P F A otE ARG

3) X2E(Table 3)

2AHZolE GEoz Xgwe Ayt 53.8%(119/
2149), 2Hzol=9 AT HAX 54 E(cyclopho-
sphamide, azathioprine)€ %o o #27} 303%,
cyclophosphamide AF 8¥M& w2 #F7t 158%
(35/221%) eI oL 11+4631(3-203])¢] A
F ayg Uit 2HR0E YEoZ XNEgwe
e UmA gakge] wste] 1990 o] de) Ak
? A$7F @t} Cyclophosphamide AF SLWHE
we gl 2HBOE @GE0R ARFE o]
Hdte] QAF, Au), DY) ¥iE, A ZdotEnN]
¥ T Aozl gldou AGA 24412 S¥n ¢
o] @ton] Az HAF 27N vy F4A 4l
de] YEst gtk

4) §Hs

XNE EF PYHSFL 55.2%(122/2219)9] Aol A
% 225319] o] Uk olF HPel 77.8%(175
)z 7 wte FEA A 7.1%0163), olzt
A w7} 3.1%((73) ARk Cyclophosphamide 73
F 8¥E& B2 299 @RI F AFTAFY

Table 3. The Difference of Clinical Findings of Treatment Group at Diagnosis

Pd only(119) Pd-+oral(67) Pd+iv(35) p

Follow-up period(month)" 33.3£335" 58.0+46.1? 4414107 0.00
24hr proteinuria(g/day)’ 29+26" 33x361Y 48+477 0.02
Diagnosed period! 0.02

-1985 year 16(13.4) 19(28.4) 4(11.4)

1985-1990 58(48.7) 21(31.3) 12(34.3)

1990-1995 45(37.8) 27(40.3) 19(54.3)
Renal pathology!

WHO class 1 221 0(0) [(0)}

WHO class I 7(9.3) 7(14) 0(0)

WHO class Il 5(6.7) 5(10) 00

WHO class IV 42(56.0)" 30(60)" 132(94.1)? 0.00

WHO class V 14(18.7) 5(10) 2(5.9)

WHO class IV+V 5(6.7) 3(6.0) 11(0)]
Death' 21(17.6)Y 6(9.0)? 1(2.9/ 0.04

*Mean *standard deviation, 'Number(%)
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& 939 dAZEMXF(chondroblastoma)e] A}
st ATARGE WG B fAE vy F4
A4 N9Q #AE cyclophosphamide FF 29 A&
24709 (1339 AF) Age @} @A TR
gage] gllen Ade AR U ATZAXF
A= Ty FAAH Y AY 22 cyclopho
sphamide AF &% A7 9719 (839 AF) F%
o] ¥hgslgen Ad9e 11AY AR ¥ s HAY
o #E 16708 F Ade] HIYew HF FHA
A71ee B4e2 FAHZ UK Table 4).

ZY F 497 E ¢ F A¥E oE 21.1%37/
1758])010 3 HRIFol FHE Aldl F ulolg| e o
¥ o7} 234%(41/1758) 2 7P @ska, o F i
3 velg| 2o o)gt mR FFo] JHF WRTHIE0%,
28/1753]). 1@ &4 ATl g% P9 223%
(39/1758)), 2¢ A4 AFd 9T BIL 131%
(23/1753)), wlelzuwte|a] o <% FIE 13.7%
(23/1753)), A % B & 57%(10/1753]) |91
T2 8 7#4go] 06%(1/1758) UK Table 5).
AR 54 2T 2HZols HE LYPXEE P
Bl FHFL 67.29%(45/67F)NA QAT 2H
BolE @& o298 W& #@xe 504%(60/1199),
cyclophosphamide AF9 AHZols #HE g8 &
2 BAE 486%(17/35D) A giFol s A
X 24 dEY AHZolE W a¥E ¥ e ¥y
%ol ¥ AFYE BAHp=0.06, chisquare test).

3. AILER ArZa) pEE o eIXt ¥4

1) AILES Al WPl
F37I17He 425240270 Wl 674 Y vtz
F3d AT 17.2%(38/221%)01h. AHEgd &4

Table 4. The Complication of SLE Patient dur-
ing Follow-up Period

Symptom Number Percent
Infection 175 718
Avascular necrosis 16 71
Secondary diabetes mellitus 7 31
Artificial abortion 2 0.9
Cervix cancer in situ 1 04
Chondroblastoma 1 04
Others 23 103
Total number of complication. 225 100

Table 5. The Cause of Infection in SLE Pa-
tients during Follow-up Period

Species Number Percent

Bacteria

Gram positive 23 13.1
Streptococci, unknown 1 06
Streptococcus, 5 29

coagulase negative

Streptococcus viridance 2 1.1
Streptococcus pneumoniae 1 0.6
Staphylococcus aureus 2 1.1
Staphylococcus epidermidis 5 29
Enterococcus 7 4.0
Corynebacterium 1 06
Gram negative 39 223
Salmonella 8 46
Escherichia coli 18 10.3
Pseudomonas 8 46
Serratia marscens 1 0.6
Hemophillus influenza 1 0.6
Lactobacillus 1 06
Microlocus 1 0.6
Unknown species 1 0.6
Mycobacterium tuberculosis 24 137
Fungus 10 57
Candida albicans 7 4.0
Unknown species 2 11
Cryptococcus neoformans 1 04
Virus 41 234
HZV 28 16.0
HSV 6 34
HFPV 3 1.7
Adenovirus 1 0.6
CMV 1 0.6
HBV 1 0.6
HCV 1 0.6
Clonorchis cinensis 1 0.6
Unknown 37 21.1
Table 6. The Causes of Death
Cause Number Percent
Infection 15 53.6
Sepsis 13 46.4
Pneumonia 2 7.1
Disease activity 12 429
CNS symptom 8 286
Lung hemorrhage 2 7.1
Renal failure 1 36
Ileal perforation 1 36
Sudden death 1 36
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A BANAM 12.7%(28/221) 1A AA7A 9
7IE 17826470 90lAct. A ¥ AY ool
AFEE @271 17.9%(5/28%), 1H9eA 24709 o]
W AbEE #Ab7l 64.2%(18/28%), 247 €elA 6074
Y ol AR BA7E 7.196(2/28%), 6074 o] Fo
At BA7E 10.7%(3/28%)elick #atEs 3
AELE 199 91.0%, 59 86.2%, 100d 78.3%°]I%
tHFig. D). A% 9 F gl 9% 3471 536%
o|AL AW Aol AY AL 429%°IUct. o

2o} A=elA FAMG A$7F 19 UK Table 6).
A 93t AgE B9 4 Forye AT 49,
¥4 73 39, A48T E 19, Enteroccccus 19,
Saimonella 194, Pseudomonas aeroginosa 14, Ade-
novirus 19I5 9dde] ¥R ¥ F47t 3
Fol At

2) Al2oll HEHE DiAE B0 CiE §o 9
W AB710 MY WA (logistic regression)

Log-rank test® ©d#@ EAL Ag% 43 27

Table 7. The Log-rank Test for Patients’ Survival

Survival rate(%)

Group p
Number 1 year 5 year 10 year

Agel(years) <20 48 91.1 91.1 82.1 >0.05
20-30 93 0.5 83.8 79.8
30-40 55 93.6 87.1 69.7
40-50 17 93.8 87.1 87.1
=50 8 729 729 -

Sex Male 23 81.5 815 - >0.05
Female 198 92.1 86.7 80.2

Diagnosed time
-1985 year 39 83.3 787 393 >0.05
1985-1990 91 93.5 87.2 80.1
1990-1995 91 919 888 843

Initial fever
Absent 66 91.7 86.9 8.9 >0.056
Present 218 90.8 85.6 7.1

Initial hypertension
Absent 170 90.4 85.8 723 >0.06
Present 47 926 86.5 86.5

Initial malar rash
Absent 89 91.5 90.0 90.0 >0.06
Present 132 90.7 839 71.3

Initial discoid rash
Absent 188 92.0 86.3 819 >0.05
Present 19 80.4 80.4 -

Initial photosensitivity
Absent 156 91.5 8.1 745 >0.05
Present 60 911 89.3 893

Initial oral ulcer
Absent 152 93.5 8.5 816 >0.05
Present 67 87.0 824 74.2

Initial arthritis
Absent 136 835 83.1 745 >0.05
Present 83 94.8 90.5 845

Initial pleuritis
Absent 162 91.0 86.2 77.1 >0.05
Present 59 91.1 8.5 86.5
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Ax Pde) ae} AEY Aolg B AHZo]
= g5 ol y3iod 2elZel=g AR £4 oA
o ¢ AT 8y F& 2H2Zol=9 cyclophos-
phamided] AFe] Wi 8YE ARF FAENA
Abggo] vtk zey 2HZolsel AX B4 o
Ae) B AT 29E AP A5 2HZol=g
cyclophosphamide2] AF 89 A¥FH FFol+=
AHES] Aol gideh FgA AR Aol Qe A4

A71%Fe] B4A @R
(Table 7-9, Fig. 2, 3).
g BHog on e AFHe {5, A8
Wiy A3, HE 59 WSS logistic regres-
siong Al A7 Z WLE o B G
ARAe] {7, A5 9y, A4, 98 ¥5E
Cox’s hazard proportional modeldl 2§3le} t}
F AL AP Ay Aldd gdd 593 o

v 3t AtgEol EU

2
=
il

kS

Table 8. The Log-rank Test for Patients’ Survival

Survival rate(9%)

Group p
Number 1 year 5 year 10 year

Initial pericarditis
Absent 168 92.3 870 778 >0.05
Present 53 86.6 841 84.1

CNS symptoms at diagnosis
Absent 196 915 874 80.3 >0.05
Present 25 875 7.7 66.6

Initial ESR
<40mm/hr 70 875 80.0 72.0 >0.05
Z40mm/hr 137 942 90.1 81.2

Initial anemia
Absent 111 939 90.0 86.5 >0.05
Present 107 817 823 68.8

Initial leukopenia
Absent 126 914 89.2 89.2 >005
Present 9% 90.6 825 67.0

Initial lymphopenia
Absent 197 91.0 86.5 82.1 >0.05
Present 20 9.0 5.0 35.0

Initial thrombocytopenia
Absent 159 92.2 885 81.1 >0.05
Present 60 815 79.7 69.5

Urine albuminuria by albustick
<2+ 52 92.1 87.7 87.7 >0.05
=22+ 167 91.4 865 77

Initial urinary cast
Absent 134 934 881 88.1 >0.05
Present 87 872 831 676

Initial nephrotic syndrome
Absent 124 93.7 89.0 82.7 >0.05
Present (5 926 86.0 79.9

Initial renal failure
Absent 171 91.7 874 874 0.05
Present 47 878 810 56.3

Initial LE cell
Absent 69 92.5 88.1 818 >0.05
Present 105 93.7 882 76.8
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Table 9. The Log-rank Test for Patients’ Survival

Survival rate(%)

Group p
Number 1 year 5 year 10 year

Initial anti ds DNA antibody
Absent 36 90.8 90.8 90.8 >0.05
Present 175 925 876 70.1

Initial false positive VDRL
Absent 196 92.2 874 825 >0.05
Present 16 725 725 -

Initial FANA
Absent 17 93.4 8.9 926 >0.05
Present 194 90.9 8.1 839

Initial decreased C3 activity
Absent 59 947 92.6 926 >0.05
Present 150 91.0 848 74.0

Initial decreased C4 activity
Absent 67 91.6 847 79.1 >0.05
Present 143 924 833 79.7

Initial decreased CH50 activity
Absent 41 975 944 94.4 >0.05
Present 158 91.7 87.2 819

Initial sum of ARA criteria
4-5 108 91.8 86.0 81.9 >0.05
6—7 97 91.0 864 74.4
>8 16 8.7 85.7 -

WHO classification of

renal pathologic findings

LN 1, 2 16 93.6 85.2 85.2 >0.05
LN 3, 4, 4+5 122 915 8.8 80.8
LN S 21 9.2 95.2 -

Treatment
PD’ 119 8538 785 725 0.01
PD+oral’ 67 9.1 93.1 820
PD+iv’ 35 100 9.8 9%.8

*PD : Prednisolone only therapy, PD +oral: Prednisolone and oral cytotoxic agent therapy, PD+iv:

Prednisolone and cyclophosphamide pulse therapy
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Fig. 1. Survival curve for all patients.
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Fig. 2. Survival curve acccrding to initial renal
failure.
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Fig. 3 Survival curve according to treatment mo
dality.

Table 10. The Result of Multivariate Analysis
for Patients’ Survival

Wald p Exp Clof Exp(B)
(B) low high

Variable

Treatment modality 801 0.02

PD+oral’ 476 003 036 014 090
PD+iv’ 407 004 013 002 094
Renal failure - 006 - - -
Sex - 006 - - -
Age - 078 - - -

*PD +oral : Prednisolone and oral cytotoxic agent
therapy, PD +iv: prednisolone and cyclophospha-
mide pulse therapy
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= Abstract =

The Clinicopathologic Findings and
Prognostic Factors Related to Death
of Patients with Lupus Nephritis

Ho Jun Chin, M.D. and
Suhnggwon Kim, M.D., Ph.D.*

Department of Internal Medicine,
College of Medicine, Cheju National University, Cheju,
Seoul National University’, Seoul, Korea

Objectives : Of 339 patients with systemic lupus
erythematosus(SLE) observed at Seoul National Univer-
sity Hospital in Seoul, 221 fulfilled criteria for lupus
nephritis. We evaluated the clinicopathologic findings,
outcomes and prognostic factors of patients’ survival.

Methods : We searched computer system of our
center using disease code for SLE from January 1973
to January 1995 and found 339 SLE patients among
whom there were 221 definite lupus nephritis patients.
We retrospectively reviewed medical records and inve-
stigated the influence of multiple prognostic factors on
patients” survival using Cox hazard function analysis.

Results : Of 221 patients, 89.6% were fernale. The
mean age of onset of SLE was 27.7%104 years and
the mean follow-up duration was 42.5%40.2 months.
The most frequent symptoms at diagnosis were skin
manifestations. Hypertension was diagnosed in 21.7%
of patients and 21.6% had serum creatinine greater
than 1.4mg/dL. Overall, 37.7% were nephrotic. Renal
biopsy performed on 159 patients showed the follow-
ing World Health Organization Class distribution :
Class I 1.3%, class II 8.8%, class Il 6.3%, class IV
65.4%, class V 13.2%, class IV+V 50%. Remission
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of nephritis was observed in 31.3% of patients. At the
last follow-up period, there were 23 patients with
deteriorated renal function among 168 patients and
renal failure developed in 3.2%. Twenty eight pa-
tients died, primarily from infection, with 86.2% and
78.3% 5-year and 10-year survival rates, respectively.
Initial presence of renal insufficiency(serum creati-
nine=1.4mg/dL) and treatment with prednisolone only
were most important in predicting patients’ survival
Combination treatment of high dose prednisolone and
cytotoxic drug(azathioprine, oral cyclophosphamide, or
iv cyclophosphamide) appeared to be beneficial for
nephritis. Treatment modality was only independent
risk factor associated with lower survival probability.
Conclusion : The characteristics of our patients
were not so different from those of others. Treatment
modality and renal function were important predictors
of fatality. Treatment with high dose prednisolone and
cytotoxic drug improved the clinical outcome of lupus
nephritis, as compared with prednisolone alone.

Key Words : Lupus nephritis, Renal insufficiency,
Cytotoxic drug
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