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— Abstract —

Therapeutic Outcome and Prognostic Factor of Biopsy-Proven Lupus
Nephritis -Retrospective Analysis

Chan Hee Lee, Chang Hee Suh, Choong Won Lee, Won Ki Lee,
Jisoo Lee, Yong Beom Park, Jung Sik Song, Chang Ho Song,
Hyeon Joo Jeong*, Kyu Hun Choi**, Ho Young Lee**,

Dae Suk Han*, and Soo Kon Lee

Division of Rheumatology and Nephrology**, Department of Internal Medicine,
Department of Pathology*, Yonsei University College of Medicine, Seoul, Korea

Objectives : To evaluate the clinicopathologic character, therapeutic outcome,
and prognostic factor of biopsy-proven lupus nephritis.

Methods :@ Biopsy proven lupus nephritis patients who were admitted at
Yonsei Medical Center from January 1986 to June 1997 were included in this
study. We retrospectively reviewed the medical records. Patients were treated
with steroid regimen with or without cyclophosphamide. According to the thera-
peutic response, patients were divided into two groups: therapeutic response
group and therapeutic nonresponse group.

Results © The results are as follows;
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Among 68 biopsy-proven lupus nephritis cases, 54 patients who were treated

at least 6 months were included in this study.

The mean follow up duration was 51 months. Mean serum creatinine was

1.4mg/dl, 24-hour proteinuria was 4, 868mg, and anti-DNA antibody was pos-
itive in 76% at the time of renal biopsy.

Diffuse proliferative nephritis was the most common pathologic findings (32

cases, 59%). Activity index was highest in diffuse proliferative nephritis.

Overall 5-year renal survival rate was 25% and there was no difference

between steroid single therapy and cyclophosphamide combination therapy.

In diffuse proliferative nephritis, 5-year renal survival rate was 18% and

there was no difference according to treatment.

. Factor affecting therapeutic response was pathologic classification; diffuse

proliferative nephritis was associated with poor therapeutic response (p=0.032).

6.
7.

Six patients(11%) progressed to end stage renal disease.
Major complications with treatment were infections including herpes zoster.

Conclusion : In our series of lupus nephritis, diffuse proliferative nephritis

was poor prognostic factor.

Key Words : Lupus nephritis, Therapeutic outcome, Prognostic factor
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€ ATE A% FF2 gl #3T 4] B
ole &AM 22 HALE Aldsld EFA A%,
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A5l gk ¥ Fof| mat X gof wkgdle &
7 A RFol| wkgEA| ge o2 YR &4
reehe 7 ¥3 FAdeoleld sl AE Ao
Hig] 2uf wigtol A, 24A1ZF HgAlelA o]
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replacement therapy)°] "83}7] A7zl 713t
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= N ERAY, ZYHEUEES ATFE T4 A
2 u% T3Pt A 2olzel HAAAA B
g NETe R0z A WAAANE o]
AHEE A2 3t A9YAAZ cyclophos-
phamide® AH&-§ 7% FFX 8L NIH proto-
colell wet FHolx g7/l9 o]} AJ e Aot
X3e AlFom AH83 832 cyclophosphamide
0.5-1. 0g/m/month X 6month) 3, ZAT+& T
& A$o= cyclophosphamideE 1-2mg/day2 Al
Ao, FAIAFIIE Flells HEF At
mzt &3S 2E3A A Ho= 67HE o A
8 e Afovt A

EAUHe 2= SPSS(statistical package for
the social science) package program< 4183}
Aot 2 T Atelel Ad, ¥ DNA g4 $48,
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WHO £F9 w29, class I (diffuse prolif-
erative nephritis)7} 32822 714 @gteny, ot
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cyclophosphamide 5 X&F 64, Zal=us
2% cyclophosphamide 35 T 254, =3
ZUY<£ £ azathioprine 287 1d, 3 n#s
&gy Cyclophosphamlde q1F ¥
o] 4Gk 1 F e F4A4 AE ] A
7 U ZHSYEE O E A8 69, Zs=UE
£3} cyclophosphamide A7 4T 44, Zd=
U& 23 cyclophosphamide 35 Hol 194,
g4 wds & ZH=Y<£EHR cyclophos-
phamide 3 F FolFo] 3@]22‘4

°olEE ~HZolE @& XRAFH cyclophoa-
phamide ¥ XNEFe g vpyo] vlwdt A3 A
E282 7 22%, 31%E F I E AolE B
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Table 1. Clinical and laboratory findings of pati-
ents with lupus nephritis

n=54

Mean age (years) 28.6(range: 15-49)
Male:female 1:17
Duration from Dx of SLE to

Aol @ A8 B D AF ARl AP FFH AT —

olz] gkkom, H 5 A YE /A& 25%

AcHFig. . °1¥ $ WHO class IVS A$E2
wegte] & XFE7 e A% YEES vad 2
7, 2HZolE ©WEART 6WolRL, cyclo-
phosphamide 3| 5ol 263t o] F £9
A WEEL 7M7) 17%, 23%2 & Ao]E HolA
gsten, A 59 A% BE F2EL 18%90
(Fig. 2).
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Table 2. Renal pathologic findings

12 1 0-96 ivi ici
Dx of nephritis (months) (range ) WHO Number A.ct1v1ty Ch'ronlmty
class index index
Serum creatinine (mg/dl) 1.4+0.5
L I 3 3.7£1.5 1.7+2.1
Proteinuria (mg/day) 4,868+7,156 1 10 44499 15+0.7
Positivity of anti-DNA 76 v 32 10.5+3.8 2.7+2.2
antibody (%) V 9 5.3£3.3 2.3+2.4
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Fig, 1. Comparison of cumulative probabilities of
no renal failure in prednisolone single
therapy (PDS) and cyclophosphamide com-
bination therapy(with CY) groups(p=0.63)
in biopsy proven lupus nephritis.

Follow-up duration[months]

Fig, 2, Comparison of cumulative probabilities of
no renal failure in prednisolone single
therapy (PDS) and cyclophosphamide com-
bination therapy (with CY) groups(p=0.95)
in class IV lupus nephritis.
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Table 3. Factors affecting therapeutic response

Responder (n=46) Nonresponder (n=8)

Clinical finding

Age(years) 29.1+9.8 25.616.2

Male sex, no 3(7%) 00%)
Laboratory data

s-Cr (mg/ dl) 1.42+1.06 1.491+0.72

Proteinuria (ng/day) 49807710 4223+2264

anti-DNA antibody, no 35(76%) 6(75%)
Renal pathology

WHO class IV, no 25(54%) 7(88%)*#

Activity index 7.7+4.5 10.9+3.1*

Chronicity index 2.3£2.1 2.4+1.9
Including CY Tx, no 29(63%) 5(63%)

*p<0.05 by simple regression analysis
s-Cr= serum creatinine

Table 4, Complications possibly related with
treatment

n=18*

Infection 8
Herpes zoster
M. tuberculosis
Urinary tract infection
Pneumonia
Salmonellosis

o= W W

Avascular necrosis
Cataract

&N w

*Two patients had 2 complications.

BF, 3 DNA o JHEE F T 2ol
Bolz] gttt Alz3 HA &AM WHO class
IV 7} A gte Hl&o] HlutgZolA 88% = whg
79 54% Bt ¥skor (p=0.015), 854 A+ o
Al WjERSFoA 10,92 ¥HS-Fe] 7.7HT} ESic)
(p=0.041). e} B3} X folls & Aol Ho]
A 9k%ten, cyclophosphamide’} X3¢ A8E
we BAls F T BT 63%E TYUL o3
A Aol M vlvbd F2A Adol Fo3HA A
ol g whgo Rl G FE Zoz FAHY
t}(p=0. 032, Table 3).

# p<0.05 by multiple regression analysis
CY= cyclophosphamide

7] ARHeg ojfd T 11%2 6912 n|
R S FF2 AG AL 5, T A @
74 12t

=
4, wxg

Auet #AE FALL 1699 TN 2AYFE
den, 299 FxfM e 2719 Rago] WA sl
% 184 ZAEAY. 79 13708, giadEe)
57, 2% 37, 2279 31, #HF 14, dzdg
Zdo] 1d0)At). I 9o FHA F FAL, WA
o] ztz+ 371, 24 U} Cyclophosphamide’t
¥oE XNEE WL PN 12709 B2o] wtye}
%t (Table 4).
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AR 9] 717ke]l B 1270¥ 2, Donadio 5°1v
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& & F AU FFA MG GYEE Hrtet
AEZ Aol UR], 2443 £¥F, Z#olE
A2 %, 3 DNA A7 AAEdeH?, &
dFdMe A8 AF N8 F FH FAY ¥
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1002.8 Z7teld FF2 2ge xS} H¥Ee
AL 2ok
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A& class V7F 10.52 713 w3k, 943 %
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