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I‘iﬂvl,@lﬁmﬁﬂgﬂﬁ (Nephrology Update: Lupus Nephritis)

oy afisewan

NENBEINIIN INWHWUWRW?E:NQQ{]LT‘I&W

Tsnladnisugila (Lupus nephritis) uanmadiénmos
nafsdemmaiue uazmsiFefialudihg systemic
upus erythematosus (SLE) Smauaasradlsananrane
(%\‘1LLG]NLEJS‘jmmiLLﬁmV]NvL@GL@ﬂ aulsnlaguusedasldsums
thifeneurmsla ndayansamzdemhifanaunsms
‘lmaaam@:ﬂm‘lmﬂ W.¢1. 2557 WU lupus nephritis i)
mmma@mmﬁ@%@iméa%ﬁzaza@ﬁwawaJLﬂua“uﬁuﬁ 6
§9i lupus nephritis  3aludiymnadnmassemelng
uwmmf‘iﬂmﬂwaaqﬂﬁqﬂavlmmﬁ@‘[m 213 IMIUFA

‘IJ%NI‘S@ LAZLWITIMIINGA lupus nephritis

nabnnsifialsa

Lupus nephritis 4 immune complex-mediated glo-
merular diseases H0MNNENTHENMHANAANA immune
complex AaxLAMINAINDAE wazvialn Taurhuauaums
Iie immune complex h)

1. Tolerance hypothesis :MNANNAAUNGYNIYIAANTH
Pashemesn rauenfivafvowadauas (dDNA, Sm
antigen, C1q) anaaanln e (autoreactive B Ly T-
lymphocyte cells) I@Eld’mslmljl,l@uauaalﬂu IgG subclass
(IgG1 uay IgGa) %qmmmﬁuLLazmzé’jmwmamwﬁmuﬁ
3NN 1gG2 way IgG4 v iiAaidy immune complex
azaniluatenzenen ﬁuﬁgﬂﬂamagé’a uazviole

2. Clearance hypothesis 3MNANNAAUNG laL%NI
Mindauantlany uag apoptosis cells TUINMELNNTDY
LAYMTANAITBINDNNALMWI 1M 1 17iN19240 immune
complex 8O é’qﬂ”fuﬁm,ﬁ@miazﬁmm immune complex
Tusme wdAemanseduamaumssnisUNTaSINIFY
ANNALLY LAy inflammatory cytokines G]ING“] ﬂ'aSLﬁLﬁm

wensamnle loanalnmsifie immune complex

Immune complexes dmslmy'tﬁ@mﬂ anti dsDNA 41
U DNA "sauaudivafsadivilsynanyad chromatin, Clq,
laminin, Sm, La (SS-B), Ro (SS-A), ubiquitin &% ribo-
somes 411 immune complexes WA Lﬁ@miﬂzﬂm%nmh
Tnawesiauazyiale laawud) immune complex 9300w
LLazﬂizfgauﬁﬂﬁﬂsﬁm‘%nm mesangium ke subendo-
thelium 284InaIX@IAE §34 immune complex WALEN
LL@ZH?Z@U’JﬂﬁWNW?QM@@@B@D\imwﬁd%u glomerular base-
ment membrane (GBM) ‘ILG’WJ AMIEYENLSLI subepithe-
lium maﬂnamagé’ﬂ WA AMINIZE UL ILADAWLN Y]
&5 chemoattractants (C3a Wag C5a) Fnihliamassas
989 chemotactic neutrophils 11U lymphocytes ﬁ?slﬁlﬁ@
wensamn lndnisy

annalnmeenafiendmenfduiuzaslse lupus ne-
phritis fanandhadiuh ifeenumsdniausasin nazdu
M RTASS NS NI W09 adhesion mol-
ecules UWaa endothelium M3a519 inflammatory cy-
tokines 6119 ©) 6un including tumor necrosis factor-alpha
(TNF-alpha), interleukin-6 (IL-6), tumor growth factor-
beta, interferon-gamma, chemokines ba¢ platelet-derived
growth factors uein

uaﬂmﬂf:é’qwudwﬁﬁmmaﬁuqﬂﬁm T MIUFILD
2038u Fc-gamma-RIlla-F158 receptor allele and Fc-
gamma-RIITb UURITAR macrophages ANNENAUSTIL
9o lupus nephritis' Tademssastuunnealaamdy
fasunsedulilsamity druueulaaudieiasiumamity
7849150 I@WHLﬁ%\lﬁmﬂL‘Wﬂm@ﬁ&lLﬁiyﬁ%ﬁ:ﬁﬂamﬂlﬁ@%@
SLE snnniunemenlszsnns 8-10 ih uasiiademodanndon
NNuEIUAA visaussian hlawe wazenineio g hy-
dralazine Ua procainamide uiladenszdulilanridy
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Lupus nephritis WS m3aeas 40-50 2095118 SLE
MNINTOANIMT  WALDIMTHEAS MMAETEULYRIT M
(Table 1) &nuoimacmiinlaniigi9sey wasd9misUaas
Iseufussee 16 fomsusaszadlsamslaldvanuane
soudlsilanmsusnemalalos) Goni asymptomatic he-
maturia %138 asymptomatic proteinuria Lﬁ@i@]ﬁﬂ UL
nephritis en) nephrotic syndrome (Iﬂ‘a‘@ﬂ%ﬁﬁﬁn:jmﬂﬂ’h
3.5 N3W) Aelsmnuaehmagicenn rapidly progressive
glomerulonephritis (RPGN) LLamuﬁj@ﬁwaLﬁﬂmwéa%
(chronic glomerulonephritis) 81M13 WA IMTHEAIe L
Tuuseazandlsn uasneammle loeagiiamagassnn
1w upus class T-IV? dmlnpfaasdfihusnnuummnddne
v Ssiedesunshitlaame Tusdusiludaamey s
Tafege uazmavomlaanas

uammﬁﬁﬂw lupus nephritis SAINGTIINLNIHZEN
999 immune complex 131304 tubular basement mem-
branes ynIviAewenFanmuSawa louieul interstitial
nephritis 8¢ renal tubular acidosis (RTA) %JWUVLG,T%J
nax type 1 RTA Armeslumadus wAons uag type 4
RTA iffsssulvunaidesudongs uasimsrmanrany
m‘sq@éfmawaamﬁa@mEJML@] (microvascular thrombi)

L“f’h\lé’fﬁu thrombotic microangiopathy ﬂgﬁaﬁUﬂﬁNIiﬂ

Table 1 81M13 LLameiLLﬂ@ﬂ“ﬂaﬂ‘S%ﬁUUG]IN‘V] GL‘LLP;\I’:‘]_IJ”JE SLE

Ty sisenar

thrombotic thrombocytopenic purpura (TTP), vasculitis
¥38 atheroembolic disease 4sariomaiaufa asrany
msaq@ﬁwuamaa@l,ﬁamhmeﬁ'wnaﬁmma livedo reti-
cularis (nSaLAans anadulafiaisdn mavhauzasla
ANAIDENITING LAvdNAUSTUMINTIANY antiphospho-
lipid antibodies fo lupus anticoagulant (LA) LA anti-

cardiolipin antibodies

MangIaMeesUfifnig

doulngjeasdfihe SLE [uauanea anti-nuclear anti-
body (ANA) guelisioaas 90 udflanudimzaizasines
oray 30 Ko ANA Saidunmasaszoudoduie
FumsiHaditléif M3m919 anti-double stranded DNA
antibodies UAY anti-Clq antibodies Tlumsifiasie
lupus nephritis HANNTWLNZASFIDTOLAL 90-95 Ugl
femwhlumansageifiesdosay 40 91nseei anti-double
stranded DNA antibodies sN33nuUBNINSMIEY uas
awguissraslandefidstlumtlumatifiamamsinm
§IUMIOTIA anti-phospholipid antibodies WULTZMD
Soway 26-50 095Lhe lupus nephritis FniusiuMIgA
ﬂnmwaamﬁa@i@] glomerular capillary thrombosis, Libman-
Sachs “endocarditis” HAEMINAVARAGEAFNBIAGIH L

fenadnzsiamsitiane lupus nephritis 61

Percent Site Clinical manifestation
100 - Fever, weight loss
95 Musculoskeletal Arthralgias, synovitis, arthritis
80 Serosa Pleuritis, pericarditis
75 Skin Malar rash, photosensitivity, alopecia
50 Hematologic Anemia, leucopenia, thrombocytopenia, thrombosis
50 Kidney - Proteinuria (100%), nephrotic syndrome (45-65%)

- QGranular cast (30%), red blood cell cast (10%)

- Microhematuria (80%), macrohematuria (1-2%)

- Impaired renal function (40-80%), RPGN (30%), acute kidney injury (1-2%)

- Hypertension (15-50%)

- Hyperkalemia (15%)

- Tubular abnormalities (usually asymptomatic; 60-80%)
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Aan (% 1 Uy Al (% o a A

m‘nmamw@ﬂaaﬂmamﬂumﬁu (renal flare) ¥59N13
n&ufhidwaslan (renal relapse) M1FEaIMI 9IMTUERS
o v mva A 14 v
AatnmMale WagMInTIRVNVLRUAM N ALuuas aun
SMIUIN AreanRorsniay anueuwlafafiagn Jueu

a a =Y [~% = AI z
fllnaiuanas Lsnomdiadanuaslutlasmadisgn lay
YA RBC casts %138 dysmorphic RBCs MANZ U530k
56 luilaamufingn mvhanlaanas Mmafisauesssey
anti-double stranded DNA titer La¥MIaNaIIadTEeL
PaNNAL WRee TnaaWzase C3 way CHEO Wans
AIRTINEIERAUD U NNTUI NN MW RaTY  uel
aehlsfmasifihesmnmillinmsusasienanlsidan
Tt mansradsnamniuemsgusanedanm
Sufudasssiumaamaitaseis sfsdy LarmsnTa

wensamwiauaeusa

measanensanwle

e samminassiselomihuimsitaselse
Lﬁaamﬂﬁrﬁﬂ’gmdf;mﬁaﬁmmwnvlmvhmriaumﬁﬁaﬁa%@
SIE  mIasanensamnlasefuseifsannlumsdae
Usnfiuenaguiselan  uazisuanienennsallanludihe
lupus nephritis [l W.¢1. 2546 fMIsegamad Interna-
tional Society of Nephrology / Renal Pathology Society
(1SN/RPS)? Iedimsudlansunqsmaudengamaslanbmsiidn
6 3oty MNANEITaMETEN N lamEMIRTIREInaTa
light microscopy KM%&N (Table 2) W liAneudnla
m@ﬁﬂmwiazﬂa;maawm%ﬂmw%mu%u WAz LS

Table 2 NIAALLNNGNWETEMW lupus nephritis 613 ISN/RPS T 2546°

ISN/RPS 2546

Class I Minimal mesangial LN

- Normal glomeruli by LM, but mesangial immune deposits by IF

Class II Mesangial proliferative LN

- Purely mesangial hypercellularity of any degree or mesangial matrix expansion by LM, with mesangial

immune deposits

- May be a few isolated subepithelial or subendothelial deposits visible by IF or EM, but not by LM

Class Il Focal LN

-Focal, segmental (I1I-S) or global GN (III-G) involving < 50% of all glomeruli, typically with focal

subendothelial immune deposits
I (A): active lesions
Il (A/C): active and chronic lesions
II (C): chronic lesions

Class IV Diffuse LN

- Diffuse, segmental (IV-S) or global GN (IV-G) involving > 50% of all glomeruli, typically with diffuse

subendothelial immune deposits.

- This class includes cases with diffuse wire loop deposits but with little or no glomerular proliferation

IV (A): active lesions
IV (A/C): active and chronic lesions
IV (C): chronic lesions

Class V Membranous LN

- Global or segmental subepithelial immune deposits or their morphologic sequelae by LM and by IF or EM,

with or without mesangial alterations

- Class V lupus nephritis may occur in combination with class IIl or IV in which case both will be diagnosed

Class VI  Advanced sclerosis LN

- > 90% of glomeruli globally sclerosed without residual activity

EM: Electron microscopy; GN: Glomerulonephritis; IF: Immunofluorescence; LM: Light microscopy; LN: lupus nephritis
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mm@mmﬂﬂaﬁsm LLazmméa%waﬂiﬂslw,wiazmimwm%
anm latfaqiiums dmsusngsmensamm lupus nephri-
tis #nal ISN/RPS lésinns Faehaumsmanssanni uas g
fuenaguussraslsn uazmamiilae athalsfionumsssna
wensammiiusiaansndlomafnnmemandould das
SemRansonvh e lupus nephritis FioUs dasla
4,

1. madiadelsn 1w andoyameadtinuasdihelsl
ssnnifiasilsa SLE 16 %a@’ﬂwmmﬁaﬁl,ﬁmmmmﬁm
‘val,(r’l 1% nephritis e nephrotic syndrome ANWULANE

2. M5UszinANATUUTY (activity index) WAZAIN
l,%a%a (chronicity index) 2aslsa (Table 3) é’ﬁﬂumtﬁw ¢Nd
amwlafl activity index g Sufludiaslsimsinmdneenna
piduudad Twnesstudamnmensanmlof chro-
nicity index qauaﬂﬁﬂmﬁmsé’mﬂuL‘%@%@Lﬁ@%% doulvg)
atlimovauasdamaSnmdnennan g Sodumrhsdin
ANNTUHTY LasemaiEnsdnanasty lumamennsoilan
WM TS Nea

Snwosmesamnlaunsasdumnests lupus nephritis
h)

1) MIATIAMENATA light microscopy Wl hema-
toxylin bodies wsiathalsfmanuiiestosay 2 9asfile
lupus nephritis YIANTATIANY wire loop / hyaline

thrombi 99N subendothelial immune deposit ﬁﬂﬁ

WPk capillary WG 9300 thrombi aq@@”mslu capillary
lumen

2) M3§1379 immunofluorescence (IF) fandie immu-
noglobulin “%\‘1 3 isotype (IgG, IgA, IgM) 99NNU comple-
ment (C3, Clg) Bundnwaemsdanda IF LR “full-
house’ Uslaeh lsfonadnenunumsfia full-house
infective endocarditis, HIV associated immune complex
glomerulonephritis, hepatitis C associated immune com-
plex glomerulonephritis, shunt nephritis I8¢ post-strep-
tococcal glomerulonephritis 16

3) mimwé’wmmﬁ@ electron microscopy WU elec-
tron dense deposit fiimai3a96h9aa fibrillar 2410 10-15
Wil Wudnwo “fingerprinting” WRATIANY electron
dense deposit m&ﬂu renal endothelial cell 58N “tu-
bulorecticular inclusion” wstaehalsfimadnuni tubulo-
recticular inclusion mmiawﬁléﬂwﬁﬂw HIV nephropa-
thy LLa?.jr}zﬂ’JH hepatitis C ﬁiﬁ%ﬂ&n interferon-alpha \15{

WWININSSNW12315@ lupus nephritis*®
waNMINEL lupus nephritis azRa1anmnilade
;il 1 Aa g (% a Aa L2 £
FasdamafinlaneiEes waemM e inadrie Toailase
o . - Aoy X A _
Lamqamamimmiimvlm 505 16un @om@ African Ameri-
cans e Mavhovaaslaanas 1siusa uilaanazann
melafinan limeuauasennanfduiumdsinm 3 Wou

Table 3 mﬁﬂim,ﬁu@’;m‘;mrmmwm%amwvl,mslwﬁﬂw lupus nephritis

Activity index

Chronicity index

Glomerular abnormalities

1. Cellular proliferation

2. Fibrinoid necrosis, karyorrhexis
3. Cellular proliferation

4. Hyaline thrombi, wire loop

5. Leukocyte infiltration

1. Glomerular sclerosis

2. Fibrous crescents

Tubulointerstitial abnormalities

6. Mononuclear cell infiltration

3. Interstitial fibrosis

4. Tubular atrophy

- usineda lAnzuuumMuANATUIIITRINENBEMWEILE 0 fls 3 N fibrinoid necrosis WA cellular crescents ¢ lHazuMHTA 2 Wh

- AU activity index GUFAWINL 24 UaY chronicity index §egAWINL 12
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TsalemiSunioy wag lupus nephritis class -1V A1NWeN3
anle’” Taethaqiiudaulugjuasmssnmlsamsmentamm
lowstazsveizans lupus nephritis §9fh

1. Minimal mesangial lupus nephritis (class I) M3
SnEnEaIMT wasMInansuanneag SLE indn ue
o o [ % a A L2 [~ ;ﬂl
denidudasiimsfamuanazasthadussas Hamn
Y - A -
wumammmﬂamﬂm@msmaammamaawmmmwuuu

A Vs

quu‘sﬂmzmam 14

2. Mesangial lupus nephritis (class II) NaFIANY
Tsinluilaameiaond 1 ndusiatu ImsSnwsinens
1M WAL IMIERIHaN e SLE Hundn uimnesa
wults@ulutlaanizannnd 3 niueedu Wl tupus
podocytopathy 19Ra150513N1" @8 corticosteroids 1 #n./
An./Au aehatiay 4 §Uensi w3a cyclosporine 3-5 4n./AN./
b L‘ﬁ%LamﬁUéﬂw minimal change disease

3. Focal/diffuse proliferative lupus nephritis (class
m-v) (fungufmueeiign azlionispwse lesmne
class IVA daulngjamranulsiulutiasnizannnd 1 n¥u
dou Taameiifindanuasiiain enndulafings uazns
° a Aa ‘g (% K A ]
naulaanas Slamaifials RRPNGN Aeimanennyoilsa sl
A o :: ° ) 1% G 2% % % AY o 1 [~
f muw\nLﬂumaﬁﬂmmﬁﬂmmamﬂmmmmmmm
4A s o 4 y o .
1 Watlasfumaianansls wasanaMIReTInadrLe
WHeIMISNEeih (Table 4)

3.1 %82 initial therapy HumsSnwsvesiiana
Héyann wiemalinenSamwipuasssUasethmai an
lamamafialomes wasmadeinnnmmsimandausig
Tuilaqiiuazidanlfennegiduiungaehe 333 pred-
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. A A A A o ow ! o

nisolone Lex® finsnAmsfnmniusugamni mslien
prednisolone WieNpenadelsanmafialony wazdam
A Aa 1 Yo AY o 1 ;ﬂl 1 % XK
Laamzquwmivlmumn@qm@mmqmmummmﬂm o
Wieid) corticosteroids (prednisolone) 0.5-1.0 §N./NN./3%
TN IV cyclophosphamide 2W41@ 0.5-1 NTNEID §17.8. 284
NUARINEY Wauaza3s 738 mycophenolate mofetil (MMF)
2-3 N3N/ Geslaiu 6 Wou mnaNaadlsnaIamas
Snwuan 3 1Wew wushifeumssnnaduiiusenig IVCY
U MMF visavhmsiasawiio lod (Table 4)

3.2 9282 maintenance therapy LJuMISnwea
Wingansee initial therapy Watlasiumandudugaag

A vy = @ 5 R v
1an asnneithel lupus nephritis ﬂammﬂwmqqmiaa
8% 50 #asmsInm 3 Tusn uaenenensuFuen s
Tsalét uasiienadhafiesaneniiosfign uneh azathioprine
1.5-2.5 4n./nN. 61094 aa MMF 1-2 NSN/% T8 pred-
. v ' o [ v A

nisolone Haend1 10 10/ Whinaethetas 1 9 lag
ﬂminmwsnmm{lﬁmﬂ@qﬁﬁuﬁmﬂmwm UNTED1R
v U 1 = ] A 173 £ 1 v
Foslimnuwnnnd 3 U winllansnsndanlendenanlé
ﬂ’mmmtﬁafﬂ,‘%’ cyclosporine NN prednisolone “penh
10 §N./T%

4. Membranous lupus nephritis (class V) D;I’jﬂa A
nejsnéheams nephrotic syndrome Ao Uan taaned]
liséusnnndh 3.5 n¥xeio T uazauniterasilenlszanas
v % a a ¥ | (% 1 % |
Satiae 40 snenetlaanziilisfiuiaend 3.5 nneodu dam
Tvnjuamanmaiten uasilssnizlinuhiiolndnisoguss

¥ 1 A [ A v
1oun Ussnossiniianuasilaametion lamame RBC cast
¥538 dysmorphic RBC %tn# lawhauund se6iu anti-dou-

Table 4 Mﬁﬂmﬁﬂ‘mﬁm‘a‘z ¢ initial therapy &% 284 lupus nephritis class 1I-IV

Induction treatment (4-6 months)

Maintenance treatment (at least 12 months)

Oral MMF 2-3 g/day or

IV cyclophosphamide 0.5-1.0 g/m’® monthly or

IV cyclophosphamide 0.5 g every 2 wks for 3 months or
Oral cyclophosphamide 1-3 mg/kg/day

Plus

Oral prednisolone 0.5-1.0 mg/kg/day for 6-8 wks, then
tapered gradually to 5-10 mg/day

+/- IV methylprednisolone 0.5-1.0 g/day for 3 days

Oral MMF 1-2 g/day or
Oral azathioprine 1-2 mg/kg/day or
Oral cyclosporine 5-6 mg/kg/day

Plus

Low dose oral prednisolone 5-10 mg/day or alternative day

nrEswwngmnsun 971 70 alfufl 4 gaes-Sunes 2560
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ble stranded DNA titer Wa¥32@U complement LazANN
sulafaduing daiudihenguiifemsquusdsatons
class T A v3a dlass IV uslaehslsfionsiafamagihe
ﬂﬁjmﬁwudwﬁmiméamﬂmwaw%ﬂmﬂﬂ (transformation)
S proliferative lupus nephritis 15@@5@%@ 8ag 35 NN
iﬁﬂaamﬁmmé‘mmmwm nephrotic syndrome 192
Mﬁmmsmmwﬁlm 984150 SLE lutasusneesmaifiasi
lse uasillomaifianmenaacidargndis 4 renal throm-
bosis, pulmonary emboli %@Lﬁmn&mm%uﬁﬁwﬁmﬂm
éﬂf;m@'wﬁ ém%uLmeamﬁ%ﬂmﬁgﬂwmjm&lﬁiﬁﬁﬁas&a
Faauluilagihe uwshinadlfihonusisiy dass T A
73a class IVA fA1sobianmssne iyl proliferative
lupus nephritis GINA1INEU  FIunatyedoIms
nephrotic syndrome m‘sﬁmmaamaﬂ@a@m atlaang
SlUsflsnnnd 2:35 nSusiatu msRasondanidnneg
Qﬁéxﬁuﬂﬁjmiﬁﬂfjmmﬁq@iavlﬂﬁ 1) cyclosporine SUL3Y1
A 4-6 {AN./NN/A 2) IV cyclophosphamide (IVCY)
WA 0.5-1 AENFD 75 8 J0sfsIMe 3) MMF Sutsemu
WA 2-3 NS/ Y1389 4) azathioprine 1.5-2.5 an./nn.
siaTu Aadamudusyeaziam 6 Wau TanNuen prednisolone
05 an/mn. daunsiigeidlsiuluiisanstonnh 235
n¥usa T uarmahauzeslaund ersfiasanauasew
duladingoifound 130/80 s tsan uazhisduludiasmy
lel’minﬂ’sjlm angiotensin converting enzyme inhibitor
(ACEi) vi38 angiotensin receptor blocker (ARB)

5. Advanced sclerosing lupus nephritis (class VI)
aiidnuniremadnldiulseladeds Taamesasdlisen
uazdnidanunsld aruanaiulafings uaszdumavham
Inanasuuuiess ladnasiiawnadn Taemensannlan
glomerular sclerosis $MNAN5RHAY 90 AATTUSNEWUL
Uszdunlazaaafiumdn igu mamuaxemNdulainioanh
130/80 aialsam enuewlasiulwdanl# LDL-cholesterol
Sioenh 70-100 an./ea. Tensldennagfduiu e
sl At lassamssnmn nduasReradumnms e
NAYRANTIU e

‘V;ﬂiwz‘ﬂaﬂiﬂ lupus nephritis Lmzm’hmﬂﬁ hydroxy-
chloroquine 1¥uawaldgsga 6-6.5 sn./nn. wnlifiide
ﬁmsﬂaqm‘ﬂ%m hydroxychloroquine

mnﬂqﬁﬁuﬁ'ﬂué’ﬂw focal/diffuse proliferative lupus
nephritis (class III-IV)
9¢8¢ initial therapy

1. High dose intravenous cyclophosphamide (IVCY)

mMIfnEIEELHSNYadeN IVCY LéNRﬂﬂ National Institute
of Health (NIH) 2astsumeaigasaménmnfamaihe
107 WU 10 T nuh mssnmene IVCY awe 0.5-1
NS @58 09RUARIME USUnAenRNauMa nadir
WBC count ynsnnnd1 4,000/lulasdes Gouavatanm
6 LAau 391U prednisolone 0.5-1.0 &N./NN.FaTH &30
aamsiaalamedassldietanay 40 Waenfven pred-
nisolone {ieNaehaiden Tussassasn NIH lgvima@inm
DaseRvEmneasen IVCY 99U intravenous methyl-
prednisolone (IVMP) sluéiﬂw proliferative lupus nephri-
tis wuhngaldsue VCY $aiu IVMP Ssammaiion
gasmahoveatladosniingadld IVMP wWesathaden
Sefnmaivszaznm 10 3 Tnefinadademasnissng
Ao msfieign mafiaszSe msidumiiu ase lluanena
M Fetmasnméaenastinnaiiah s avEnm
Tuns¥nwnge masvlﬁﬁsﬂymﬂu@ﬂaaﬁa‘jv[@é’ﬂl,auamq?ul,t,iq
usinsdasseiatinmunsndeuannmananfiduimsnnifivly
Toaamemadadaumndow muldasludihg upus
nephritis ¥astsemet lne’® é’@ﬂyfuéluﬁmqﬁmmzmmﬂ%m
IVCY 9910 05-1 n3Nea @93 98siuifame 1aiuen
prednisolone 0.5 Nn./AN. 689 Gauavadafadiomi 6 o
Lﬂ%ﬂ?@]‘a‘g?ﬂ%ﬂﬁ%ﬁm proliferative lupus nephritis

2. Low dose intravenous cyclophosphamide (IVCY)

MmN Euro-lupus Nephritis trial”® EL%ﬂa:NﬁiSLWﬂ
magla anmnamsbien IVCY oannadadiesmostn 39
IevmsnsSauiieums ¥ IVCY 0.5-1.0 n5/a3.30.610
Su auasesou 6 o udldemn 3 Heudn 2 e
fiohiflunga High dose IVCY iiufumslsen IVCY awa
sd 500 N, N 2 §enmi Foman 6 aks uarliien aza-
thioprine (AZA) slaauasuaesvioe 30 wiau Nadidungs
Low dose IVCY %@ﬂaamjmﬂé’? IVMP 8¢ prednisolone
e wunlsEAnsnmmsnm uasdennedhglane
BezalndiAnstn ndshamumuiessanc 10 T ussing
$hafesnnnsinigelunga Low dose IVCY saunh High
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dose TVCY §atasna3nndae Low dose VCY oty
Snmadenmilslumssnen proliferative lupus nephritis U
AdpefisrSondthelumsdnmilienapusmadsarton
nilumaau ) Firnaan

3. Oral cyclophosphamide (POCY)

M33NHee POCY awa 50-100 an.¢iadu 33y
prednisolone 1123 6 1RDULIN WAFMENS I AZA WU
NlseArEmMWM TSN NP etums i IVCY 398 pred-
nisolone Wafinmani 2 I usnadadiadlunga POCY
NenGan rsfieide herpes zoster 30uay 19 Wby
U 9 uasmsmenlsesudaudasay 50 Wiy 29 WeRarson
fl913anmuen cyclophosphamide ﬁvl,é'%fuwmw@ﬂwﬁvlé’ POCY
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