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IREE X (Lupus nephritis)
IRWAERRZ (Cyclophosphamide)
E«EH@E (Cyclosporine)
fig (Mycophenolate mofetil)

Il

RY EGHE » BEASERHEE MR - RE D

2 G AL B IRJE (systemic lupus ery- A LIFEH B o (BB N BRI [F 55 ) ARG 1%
thematosus) e — 8 2= B M i » 2 YT RIA o 2 B PERLBE AR IE P ER IR ZRILIEH %
PN 5 AR s R SR iy i e b= S e P At > en URILE LM —{EHRE » B

TR R PR S L B TR R S B K — ki S - Hif 2B E 2 —  IREB Ol H £
FVER BRI LR - PRI EOE - ALBEPEARIE PRAG SR ) — B = A B 5 HR

BEEA : FAEY UL 1126 LTI R B ISE — 20138 &b R B IS AL % BUR A



PR 5

IREFERIEE AR ~ MR ~ M VLG 8 -
- @MEFRESES s A a2 8+ A
(9% 46 e Y 2 ORI -

B g U FRT DUE BN E 2l - ARG R
B SRR R B A B R (R IR
TR FRAIR AR TE I HE 2 o Ph T 19824F {57
{2 E A% (World Health Organization, WHO)/HJR
JE B ZR N L ) B 7S AU(WHO 1~ WHO 1T
WHO III ~ WHO IV ~ WHO V ~ WHO VI)(F—) » It
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*=— : HREEEBWorld Health Organization (WHO)
FREBRIRB BN D4R (F87T1982125])

ClassT  IEHHIEHRER (Normal glomeruli)

Class T i RHHIHUS%8 (Pure mesangiopathy)

Class TIT [ HREREF 28 (Focal segmental glomerulonephritis)

Class IV JEJZ A B FHERE 48 (Diffuse glomerulonephritis)
Class V  JEPEBHRERE 48 (Membranous glomerulonephritis)

Class VI FE{EAERFRBEREF 4 (Advanced sclerosing glomerulonephritis)
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EIRA TR 0 bR TR R S 2 SVt
cyclophosphamide(CYC) ~ azathioprine(AZA) ~
mycophenolate mofetil (MMF) » Fllcyclosporine#ls
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im0 (€525 s Cyclophosphamidesg H A 2338
o~ i AR EEY) 5 (2) @I E I Cyclopho-
sphamide S50 » 5% £ BI/E R RO B & S g SR th
FHE B S - F2 SR RIE B ELHE H o 1k s e 28
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SE B KA A ge e /N OFEAGEIT— %
FII AR IREASR » 78 cyclophosphamide (CYC)
GRS DY SUARIE B 2 A AT SR SEY°7 © 340
FEREREIOTI S = B B — KRS ER

F—FEE - R EEFIRCYC ~ HRCYCH
1 1 e ) R e — A oz L

IPL s BRI 72 B SR TE 1986 H Austin 55 A 5
FATHT IS T B ERIAT - BZWFSTAF 1070 ZE VYA
BB BIRA DB = 2 RlBEZ A EREE ST
7 o AR KR EEIRESCYC (0.5~1.0gm/m’) »
= {E F 47— 5 2 EimER N2 2000/mmHI {5
1EES s BRZHARCYC (i =l &= /& 4gm/kg/
day) : CHl2mE & IRFEEBE@ATER @ Img
/kg /day > 4~83E{%ZMEE) + HAAHFIBHL
ZELF AR FA) 8 1l 8 [ P (B v 7 0. 5 mug ke g/
day) ° 5B A am D IREGERIKE S CYC (&
AR PR 52 1 R [T ) 55 L B A 0o A v 7 o A
R[] T 7 A B B T e B BT R RUR 5 AR
LT R R AR LA 5 BIES95% : 90% -
76% (A : B : C) s KEIEEFIKIES CYCHF KT
B2 [ A L] e LT B 9 ke PR v 7 R [T i L o2
I 22 52 (ERGTHER LA R 2 5 (P=0.027) °
NMAEHF R RTHEEEHE 330 - BRI &
] e R [ e T 9 A R B R BB b e B 5 0
T3 0 SEE AT 1T A (o AR 24 90 38 TN &1 -+ A2 1)
60%) + FHEITE R R AR IRES CYC—#H - fiF
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B RORINESE o ELds R S A = AR S C Y C B
offEl H m F IR S CY CHI B IR 2 2 - §i
REURAEEEE A A ESFECYCERH
bR = —XEFECYCE—F L LRVl
Al o H A MMIEAUELET( serum creatinine) I —
i 1O B 2 B SR B B R T U L AR (10%  vs.
25%) ¥ A & ECYCHRIR - /i #5
A 15%EL35% » & R10%125% © f5ahe &
WEElECYCHEEEIRCYCHRL
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i ge a8 2 2R DU AU IRIE B 20 IEEET THIFSTE »
Eb g [R]RE (3 FH e 1) 2 KRS i (1 /M) R & 7 2
CYC(0.75 g/M*)(A#H) ~ Bl FHCYC(BAH ) B
A {588 R K [T s (O ) — L2 Rl Ry 22 S o SEE
WAL (RIS UL I - A — a0 i
RO BIEE0% 5% = 30% (A : B : C) » BHizfiE
(renal remission)FIHEZE 7 Al 585% : 62% : 29%
(A :B:C);P<0.001 » TELERIREHHEIE AR
HIRERRAT © FEE DL E = FEERRUITZE1% » NIHAY
BT T FTAEINIH regimen » —EGEEES
pulse plusiYEERE & 165 55 T BUARIE B 28 i i i
GE X
=~ RN R B R (ELNT trial)

20027 BRI ) JEL ik Wik B (Buropean League
Against Rheumatism)# 75— B iE VLI BE % A5
fff52(Euro-Lupus Nephritis Trial, ELNT trial)® »
El g 4K 3 2% 1 FE 4 B 09 B m B &= (W) IR TR &
0.5gm/m*IR R (B 7 M ERGRR | & - 8#tE /<6 A
BH—XEEF =HA—R > #8H/\R)EEK
(P14 E 75 2 (500 myg » R WAL FAVE B — 2R 3
INR o HEFET RS gm) B EHZ I A ERE
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SGREEMER (R & > TEpulse CYCIRELERU A
FIRAZA(2mg/kg/day) SRiEH#E o fif SRR =
() 375 S8R R R = T B P SR A R E 71 %
(ECHR 5) B 549 (= F1I 8 ) o A B A b5 B e
AREMAT R R ER) 5 BEIE % (renal flare)
LA 5T R 27 % (IRF&)EL29% (G T &) » #
st B A 225 5 BIE AR & 0 AH 7 g
DAEREMET LAY 72 5 o {E7HIT20044F
ELNT& B BT 52 (R 7318 H )it — 5 3 A
FIHAHET6E H )RR I B4/ N R H IR
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— ~ Mycophenolate mofetil (MMF)

FIMMEZR 15 5838 A2 PR ARIE B 2R B R 2
BFRIFIE ERE o EEYIMMERE AR IECY &
R BEIRIE B WA o R th A B IR R &
PEHAFE IR o & HEIY Chan BB AA PG TR T4
8 2217 T SRR T 2 T T ) M ek A A T
geH s A VAR E RN A mifH » 1
FE AR AR SME A AFH © IIRMME(2g/day)
FIBAH : HARCYC(2.5mg/kg/day) 73 HlIES oL 48
[E] s (W) AR T 0. 8 mg/k g/ day, 755 W S T i ik - 22
10mg/day) » {E/5MH A% CYCHAZA (1.5mg/kg/
day)HU{t » —FE% R AZA(1mg/kg/day)HL
Rz o BHOE—F B/ : LT 2EM ~ iR
f BRAE 58 L2 AR SR o (HEI{E AT R
o SEEWTIEAE FE B HEOE LR B IERCYC
FHAHLL > 75 58 2 AR RRFIES 1 AR R0 9% 152 A BH
FEHL 0 20054 GinzlerE A £ 140{RARIE & £
TR B 24 S BIMME GEEAA T & 1 g/day
I N &3 g/day) BREFIRIESIICYCO.5 to 1 g/m’
of BSA)FHELER » MMFAHE B i 72 2 AR MR AR £
(22.5% v.s 5.8%; P<0.005) » TEER/ &R - HifH
BRAERAE Z%(29.6% v.s 24.6%; p=0.51) ° [flEL
R B B AR TEMMFRH /) - {38 A R v A%
" e
=R S INGE 2 L
NIH 1 ELNT Lt

SEMISTATELNT trial FINIH trial PHFSEAI% -
ELZ B WG W L TRAFAE — S22 M o FHER R
NIH trial > ELNT trial 75 A H & & HLB gy -
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HE22%5% NRIILE R E AT 1.3 mg/dl > 28%
HEWESREE « BANRLEEHIRIE TR ESE » M
ELNTHYH A A 2 ABNTH 5 ELNTHG S
» BESZ B R CY CHYAR IR HER IR AT A SA R R 2 4T
BNTHRBF SR o B T8 » Fesa/BRGMN
FRIIE R SR et B SE [ F) v 1 A 1 R 48 » 1) 7R B e
ARAURTEA RELLHL
Cyclophosphamide [l MMF ELi%

ZHTEEEChansE ARFFEH" > i A SRR 2
WA VR RABSR B B > T L L E
1.2 mg/dL ~ #R PRI AR A A AR A 5 B
B T AE 58 A AR MR AL R ) #R e 12 PR 22 52 »
i % 5% T 156 FH MMIFUG 9 14 38 — E A L AR
BRI (REM R ) » (B SEMMERZ
BAIARCYCEL# » A IRNIH B2 ELNT #Y
pulse CYCEL#R © 20079 — #7798 (meta-
analysis) 70 F5MMFE & 816 % H 5% 2| 76 2 4R i#
HIHE & 5 (0dd ratio:2.19 and 3.89)™" fE ({3 4%
fr A FIREAR MR AR (e B MER D) IR A 221 -

fEZ2M I » K EBMMFELE S A & 7 E
KRR IS A © mycophenolic acid (MPA) °
1 M PA & #1 1] #H B R s (U3 h G kB 3R
(guanine)f) # ¥ Finosine monophosphate dehy-
drogenase (IMPDH) ° K&k EEK %G & H
guanineJ Pk KK (salvage pathway) * T LIMPA
SR BRI A B @B R IIHICE R o fHER
FECYC » MPAE A & s AR B AHE A (i Ak
B~ K~ 5~ DS o Bin FA
FIFFEH > MMEYR BRI A g A o 2 A
FUE ~ B~ HIMBCEBRS G E - (HE4 S
HEAEARBE & LLCYCRHZR I o H AT A R
R ARG T2 EEYI ARG RARE S % RAEH
HIREIE EE SRR a B EE D) -
Azathioprine ] CYC LL#&

B2 EAZAMESCYCHRRI R » At
LI AEAZAE ffMethylprednisolone A {87
I AR AR o (H2/EDutch Lupus Nephritis
Study > EVUHIRIE & 2 B E Al CYC
(750mg/m*) M1 AR AEIS BEERAZA (2mg/kg/day) &
f{fMethylprednisolone A{E 15 (AZA/MP)SAELL
> FEENe. 4T RS R B AZA/MPHIAE G
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HILEZRT( serum creatinine) " T+ —fEHEEAELCYC
tHAE SR E o E—2 BT ;3
R IRIE BN FE 1 (activity index)WiFH T EFEE
BAZERN > HZ2 85 (chronicity index) LTt
HIFEE AZA/MPAH (2.7 to 3.8)FHIRCYCHH(2.7 to
3.0) AT EFE(P=0.05) ° iEWF5EHE T pulse CYC
FIAZA+ pulse MPHS ] LURHEARIE & 220058 1%
ikt > FHIEAE PRI TR CYCLLAZA+MPEKE
A" o FrLLH RTAZAR D AT 20 AR EG
o B W S I IR B e o

1814 BAHE G (Maintenance therapy)

(B R NTH R £ 2O AL 2 H pulse
CYCZ1% » JNE A 1% 5 s R —{d H — 2Ry
pulse CYC » Z&HUEMWE (ECYCHIEH » B
IRFTERMERHGIE o HATHERRG R E AVEEYa
AZA ~ MMFZ% o
Azathioprine (AZA) flIMycophenolate mofetil
(MMF) ki

Contreras[B[R2004 5 1E T JE k& o B 2SS
RRITE > BURIEARIE B RAER G
AN e B (# FHMME(500~3000mg/day ) 3% 5 4%
{#HFHAZA(1~3 mg/ kg/day)#l Lt B3 {56 FH = & F
—RMpulse CYC {GER I > MMFAH{E
1257157  (relapse free survival) FIAZAFHTE(EIE
Aoy RIHLCYCHILF » WMEHEHEEERR + HER
A RGL eI H RS EEH g A EcyC
Do 2007 —TRHE & 2 TSR HEMMFAIAZA
TEHERRAE A M EL S » BRI TRZ LT
ESRD ~ [Mi7 AILE BT T 50 i 155 ) 358 A e 48 B
IR REIZ B i I B R o BEAR
MMFE B AZAB RIE A Eam » (HA RI{#E L
TMMFEL AZA & VEHERH G BRI FC IEAE AT »
53 BIZEMAINTAIN trialfll ALMS trial » FHEIAE
2010 LURT & 5ERY » ERFE A EEEIEE -
g R AP EL] (biologic agents)

H A B AR & B S LT 5 2 2 B AL B
IRE i B b > BATIREIARRIEE F AR A
FEk R O 2 E RSB T AR AR B2
SMEALBRIE G IR L e - HRTH TS 1A
E I PR A ) S T A 1 7 B PR Al B (3R
e

& FR o RIRE B RE

B HiiEkR 1#(B-cell depletion) Rituximab; Epratuzumab
fg%‘Tds—DNATﬁ‘ﬁ%(Phannapheresis of Abetimus

antibodies to dsDNA)

FHEERTHHA b5 [ RAE 1 (Blockade of Abatacept, Belatacept
T-cell costimulation)

PR B IS L(Blockade of B-cell

stimulation)

Belimumab

B cell depleting therapy (B fHIiABRE L)
Rituximab (Mebthera)

Rituximab & — i [E £ AT HTCD20HY 2 & Bk
PU#5(chimeric monoclonal antibody) * CD20s& {7
FEBWREER FRIBEE B > AEAESRAIRE L - AL
NERERERE AW ESE - Rituximab L3
B AB-cellitk IR A IRIFH A ESCR LA HHE 17
(2 21 o StikakisSE ARYBFZEEHE 10A A2
A G2 IV 4 12 2R BBCH 999 A {56 I Rituximab(4-
weekly infusions of 375 mg/m’) » H5HIEE|5T 4
il HHERFEOH - BERRituximab¥TARIE B &
AR - HATEE R HEHRA 2B
th & EREHETTHIREAITHEE © 2007F — {8
(& H AR ZE A > MG RERT 12 70 BISCE W U 2k
b s B G 0FHE A CYCHIRItuximab ¥ fACYC
R A M ARIE B 4% (iR (R Hag B M fe
F(active index)HIBERTTIONE V33 o fEALBHIRIE
TSV R (SLEDAD Y R B8 150 23
anti- double strand DNA antibody 1 1741U/mlf
VEI561U/ml » R & FHE A CYCHIRituximab ¥
FECY CHER A R ARIE B AL G IR Kk 3 77
HEAHED" o JEUERituximab B MR (add-
on effect) > H Al 1F#E 1T KB 1 ER R 3 B2
(LUNAR trial) » RS 5 2% &R LU AR HERY
IBIRTTH »

4+ Ocrelizumab @ % — fiHJanti-CD20
monoclonal antibody * fHE Prituximab & 2 & B
PEPTHE > Ocrelizumabs& 2 A $H(fully humanized)
HIERPRPTRS » 20077 K L FALG 1T IRIE & 1Y
5 = W92 (BELONG trial) » 3T {6 A #t SR 5%
o
Epratuzumab

Epratuzumab;gFully-humanized anti-CD22
monoclonal antibody *> 7E ik E2J& (non-Hogkin
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lymphoma) .6 Bf AR G B BER HAEAL o AnnettS§
NAE— {5 —/ — BRI 52 3 B Epratuzumab &= 157
212 ARIE IR A Bnaive and transitional BHIAY
ilfi H Epratuzumab H & BH 1 IRIE 78 A TG LT
BAHM T A R B R RGBT » &1
FEHAEREH T Epratuzumab¥1RIE R A FIIE & AR
B AN [FI A o thERanti-CD22%,
FillEidanti-CD20 R FIH AR HY RZEINRE © ¥t 5
PERL DR ARG S ARIE B AR 30 58 R AR Y R
PREAGE AT -

Abetimus sodium(LJP394)

HE 27 55 Abetimus sodium ° 57— [ 1
TIEIE R polyethylene glycolJl_L DY { ## 1
DNARJHUR IR E N (epitope) * 32 Leepitopedl 7] LL
FM K ) FTEE X DNA (anti-double strand DNA)
PUkEAS & - Fr Ll Al LIA 2R R AR I H anti-
double strand DNAFYJIRE o LIP394HY £ S F A%
A o bR TR E B EYURE E SR IE
Rk > DAY ERS S SR E B mrERULAES S - B
A] LLEEE R R ER A 1 (apoptosis) © 2003558 55
26 HLL 38— ) =GR - IRIEE A RS
P o L 22 e R B LIP394 IR » ERCYC
SICRRL[E] P ) 0 T AN SZ BRI © LIP3944E SR ANRE
WO R ATHEE - (HREACYCHySEE L T
41% ° Q1599 Afanti-double strand DNA IgGH1
HEEILIP394 B ) HIEE » LIP394 7] LIA %L
WD 67 % KAV FFEE > BEHICYCHYSAZHI
D 162% » T ELB B E (EEEY) R RIVE AT 2R
BN » R HZeMEm™ - HArE A
Abetimus 300mgHR900mg 1% HEFH I 55 — HARG IR
X B&(ASPEN trial) (1T ©
Belimumab (LymphoStat-B)

BAFF(B-cell activating factor) X i f5BLyS
(B-lymphocyte stimulator) 2 & 8715 5L [K] - BC #
R R(TNF ligand superfamily)ft)— & ° Btk
BREVEEAE ~ RIS 75 2B AFFHYERTZE - /5%
T2 BALBHIRIE R A BAFFIR R - 3l H R
RIS BEIE(SLEDAD K IEAHEA™ © Belimumab /&
2 NFEWIHIBLYS/BAFFHY BE R HUHE (fully
humanized anti-BLyS monoclonal antibody) * 7] L
WG ER BANAE (Circulating B cell) ° 1£20064

75 9% 45

Furie RLIZF AR IR REABR R > $1¥1449(4
FEIRE B B v 2 AL B ARIE R A 5T » R
Belimumab ] DU 250 R 52 i i 8 55 Tk 2 A 0
anE o 1A ARG E R 5 = Wk 5E 1R
TEHETTH > THAT2009F & H ) 15 R85 3
Abatacept

B77 & RBUEHR 2R AL (APC) k-
FEREH BRI TWREBK LR Cytotoxic
T-lymphocyte antigen(CTLA4)#1CD28#}&B757
5288 © B7/CD28S & T LG LTk 23K
{HCTLA4/B7#8 & 5 B B I HITEA SR 5 s (b
AT ERER > 1T ELAS &9 5 2 B7/CD28HY 201
Abatacept (CTLA4-Ig)/e —FHCTLA4 8 G ER 5
H Rl & F (fusion protein) * 3B ACTLA4RB7
FEHEIIAS & 1 AN HIH B REUEE 15 (costimulatory
pathway) ° {EARIEEZ BAVEI EBEH » CTLA4-
Ig A] DA% {Kanti-dsDNAFIEE RIS A28 ~ o5
{FI57 o Abatacept D A VA 1RERH a5 14 BE 7 48
GIEA SEPNEREN I - R WS E - Sy
A - 200744 H EFfGH#EITCTLA4-1g & (f
MMFA B EIRIE B R I 2 2 M BLCR AR —
=% o bEtk e B ER AR -
HefekaR 1 FG#

PR 2 2 FITVE S SR IR BE T T R
IR AL R ZEIRIEE R C A A IR
W ARE K REFT % o O & PRI £
HRIE N\ CL R BERY SRR o EL 35 i iR
mIMAE ~ BRI RRE ~ RIWPHEEIRE A ~ Pk
Wi i i A8 2 mT RERY fe b IR - o P ARSI FEBS
s PRS2 fa b K RRAR E Y - —fRMm S >
S PRI BEFE(130/80 LA T ) » s FH /& 3R ) 5%
AR FI 7] (ACE inhibitor, ACEIs) /& I &
5k 1343 2 PH B (angiotensin receptor blockers,
ARBs) LUK HIFEIMAEEEY) (statin) FIEEER
B ARz v I A E B I A 22 R R R
HIERE -

o sm S AR EEE
VIS M A AVRE B R iR 1 SRR K ER

o S UEIIEE SR AR MR R A R - Sk
WA 536 R A S RE TR Y & A5 1 1 1 P S0
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[ Induction ] Maintenance]
I
Methylprednlsolone i.v. 1 g x 3 days and/or Low-dose prednisone
p-o. Prednisone 1 mg/kg, then slow taper
/\

Cyclophosphamide (CYC) MME
NIH: 0.5-1 g/m2 i.v. monthly x 6 or (2-3 g/day)
ELNT : 500 mg i.v. q 2 weeks x 6 or

Oral 1-3 mg/kg/day

x 6 months

v If Resistant

Switch to alternate agent
CYC < MMF or
Add rituximab or
Add IVIG??

B— : BB EMIRBEXEEERRE -

DU AR B A 08 B B HE e TR 1 AR A 8 ~ R
FEB ThRe b 1k BRHE A M R R a8 - DL
fi I RSBV < 38 82K 0 iR
% LAINIHAMIELNT £ £ (pulse B [E [ pulse
CYC) - HEINEZEH 7T L= THR AL
FARE NGB RIS BOR IR AN - A LLll B
LA AR 7y Bl (plasmapheresis) FE AR 1 & 72
JE K E H(IV Immunoglobulins) {E T IHE L
R AT LI @RS OF A o T 2K
Fein ML 2R 4EY) > ATAIMMFEAZA
KRHUREIR D CY CHY 3 @ AR AR EA - 3%
F0 A PRI S > AIRituximab ~ LIP394 ~
Belimumab?¥ » #)25 56 N EEHEEAL o QAT 1S L
WG T AR & R R SR A (EE
TERER VRS ®%E NI BERE—) - BTG EE
B W AL T S e B R R U B VR R SR AN Y
R 0 B LR A (W chronic index ¥ 5)i8 B G
o B KR B B AR EE Y A A S
25 o IR H R A IR A B TEP J7 5 AT LUk R
RER A HBUREE % HEHRMALIRER
RAMGEER BRI U) & 1F - SRR » 4l

B REE BRI HREHALE -
SE K

1. Cameron JS. Lupus nephritis. J Am Soc Nephrol 1999; 10:
413-24.

2. Weening JJ, D'Agati VD, Schwartz MM, et al. The classi-
fication of glomerulonephritis in systemic lupus erythe-
matosus revisited. Kidney Int 2004; 65: 521-30.

3.Tang S, Lui SL, Lai KN. Pathogenesis of lupus nephritis: an
update. Nephrology (Carlton) 2005; 10: 174-9.

4. Waldman M, Appel GB. Update on the treatment of lupus
nephritis. Kidney Int 2006; 70: 1403-12.

5. Austin HA, 3rd, Klippel JH, Balow JE, et al. Therapy of
lupus nephritis. Controlled trial of prednisone and cytotoxic
drugs. N Engl J Med 1986; 314: 614-9.

6. Boumpas DT, Austin HA 3rd, Vaughn EM, et al. Controlled
trial of pulse methylprednisolone versus two regimens of
pulse cyclophosphamide in severe lupus nephritis. Lancet
1992; 340: 741-5.

7.Gourley MF, Austin HA 3rd, Scott D, et al. Methyl-
prednisolone and cyclophosphamide, alone or in combi-
nation, in patients with lupus nephritis Ann Intern Med 1996;
125: 549-57.

8.Houssiau FA, Vasconcelos C, D'Cruz D, et al. Immuno-
suppressive therapy in lupus nephritis: the Euro-Lupus
Nephritis Trial, a randomized trial of low-dose versus high-
dose intravenous cyclophosphamide. Arthritis Rheum 2002;
46: 2121-31.

9. Houssiau FA, Vasconcelos C, D'Cruz D, et al. Early response
to immunosuppressive therapy predicts good renal outcome



RIEE R EIE 47

in lupus nephritis: lessons from long-term followup of
patients in the Euro-Lupus Nephritis Trial. Arthritis Rheum
2004; 50: 3934-40.

10.Chan TM, Li FK, Tang CS, et al. Efficacy of mycophenolate
mofetil in patients with diffuse proliferative lupus nephritis.
Hong Kong-Guangzhou Nephrology Study Group. N Engl J
Med 2000; 343: 1156-62.

11.Chan TM, Tse KC, Tang CS, et al. Long-term study of
mycophenolate mofetil as continuous induction and
maintenance treatment for diffuse proliferative lupus
nephritis. J Am Soc Nephrol 2005; 16: 1076-84.

12.Ginzler EM, Dooley MA, Aranow CN, et al. Mycophenolate
mofetil or intravenous cyclophosphamide for lupus nephritis
N Engl J Med. 2005; 353: 2219-28.

13.0ng LM, Hooi LS, Lim TO, et al. Randomized controlled
trial of pulse intravenous cyclophosphamide verse
mycophenolate mofetil for lupus nephritis. Nephrology
2005; 10: 504-10.

14.Zhu B, Chen N, Lin Y, et al. Mycophenolate mofetil in
induction and maintenance therapy of severe lupus nephritis:
a meta-analysis of randomized controlled trials. Nephrol Dial
Transplant 2007; 22: 1933-42.

15.Grootscholten C, Bajema IM, Florquin S, et al. Treatment
with cyclophosphamide delays the progression of
chronic lesions more effectively than does treatment with
azathioprine plus methylprednisolone in patients with
proliferative lupus nephritis. Arthritis Rheum 2007; 56:

924-37.

16.Contreras G, Pardo V, Leclercq B, et al. Sequential therapies
for proliferative lupus nephritis. N Engl J Med 2004; 350:
971-80.

17.Sfikakis PP, Boletis JN, Tsokos GC. Rituximab anti-B-cell
therapy in systemic lupus erythematosus: pointing to the
future. Curr Opin Rheumatol 2005; 17: 550-7.

18.Gunnarsson I, Sundelin B, Jonsdéttir T, et al. Histopathologic
and clinical outcome of rituximab treatment in patients with
cyclophosphamide-resistant proliferative lupus nephritis.
Arthritis Rheum 2007; 56: 1263-72.

19. Jacobi AM, Goldenberg DM, Hiepe F, et al. Differential
effects of epratuzumab on peripheral blood B cells of SLE
patients versus normal controls. Ann Rheum Dis 2008; 67:
450-7.

20.Alarcon-Segovia D, Tumlin JA, Furie RA, et al. LJP 394 for
the prevention of renal flare in patients with systemic lupus
erythematosus: results from a randomized, double-blind,
placebo-controlled study. Arthritis Rheum 2003; 48: 442-54.

21.Becker-Merok A, Nikolaisen C, Nossent HC. B-lymphocyte
activating factor in systemic lupus erythematosus and
rheumatoid arthritis in relation to autoantibody levels,
disease measures and time. Lupus 2006; 15: 570-6.

22.Furie R, Lisse J, Merrill JT, et al. Belimumab (fully human
monoclonal antibody to B-lymphocyte stimulator [BLyS])
improves or stabilizes SLE activity in a multicenter phase 2
trial. Arthritis Rheum 2006; 54: S790.

The Recent Advance in the

Treatment of Lupus Nephritis

Wei-Sheng Chen’, Hsiao-Yi Lin'?, and De-Feng Huang'?

"Division of Allergy, Immunology, and Rheumatology,
Department of Medicine, Tajpei Veterans General Hospital,
“Department of Medicine, National Yang Ming University, Taiwan

Systemic lupus erythematosus (SLE) is a common systemic autoimmune disease in the Asian population.
It can involve any organ in the body and the kidney is one of organs which is most affected. About half SLE
patients have lupus nephritis in their life, but approximately 10% to 15% lupus nephritis patient fail to treatment
and progress to end stage renal disease (ESRD). High dose methylprednisolone plus cytotoxic agents is the
treatment of choice at the present time. For diffuse proliferative lupus nephritis, the management divides into
induction therapy and maintenance therapy. Cyclophosphamide-based induction therapy has two major regimens:
NIH and ELNT (Euro-Lupus Nephritis Trial). In recent years, Mycophenolate mofetil (MMF) is another good choice
for induction therapy because it is safer than cyclophosphamide. Azathioprine and MMF are main treatment of
maintenance therapy at present. In addition, many new biologic agents are used to treat lupus nephritis recently;
the preliminary experience is extremely inspiring. This article will discuss the traditional and emerging treatment of
diffuse proliferative lupus nephritis. ( J Intern Med Taiwan 2009; 20: 40-47 )



