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Extraarticular Manifestation Rheumatoid Arthritis

(ERA)
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& v 26,30-32
Lﬂumiﬂiz@;umu classical complement pathway
lu%mﬂmi?ma:nﬂ'awﬁwﬁ“’lﬁwu’j']a’m’mmmuaﬂﬁaé’wﬁuﬁﬁugﬁﬁﬁu HLA DR 4
U% MHC class Il agh9ann laganizadnafe HLA DR B1*0401 allele (HVR (Q)R/ KRAA
motif U8y beta chain) Faazidu susceptible sequence laganzagnsdenniu Homozygous
aa e A X v o A v a
LW‘SWtWUQU@]ﬂ’]i‘UB\‘i vasculitis wauﬁoiaﬂa: 71.5 LLEIZENWU’J’]&JESJ’W]QU@TLLWﬂL@a%‘Eu@
IgM lnauandieiisSasas 57.6 lasildn odd ratio Avindy 3

1,24,33-35

fiudugniieanu léud HLA DR 1% MHC class I, HLA B8 DR3,” HLA
DQ B1*0301 allele,” HLA DMA*0103 MeNUieNNFIRUSIUM AN AasduNAIAnT uaz

f o 37 Aa g ~
QNgwmam‘iummmﬂa W&z HLA DR B1*0405 luzni&salusizeasdn d9luinsnuny
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wudﬂg}”ﬂaﬂIﬁﬂiﬂé’ﬂLaugmmU@Tﬁﬁwﬁinﬁa:wﬂﬁaUQWﬂﬁ constitutional symptoms

wu b ey dntnae sawnds anaduannisiwivdiaauaiinilawls polymyalgia

rheumatica ¢ lagsusnnanmainazdusrenansdulugrenldlainfonlng anafletuvinld

. a g ) A & ' v o fd a A

wonlinan  emafiwuldlunnnguangiilu  uddwinnizwuludadnisugnnaesdnGud

& o { & & g

2IMIVULBIYNN (elderly onset RA) aaiilunaannizauans TNF-alpha Ng9aniin Nt

ST BNUIIANUFNRUTVEY Lean body mass nukthaliadadniauzanassdniiaints

v ' @ [ o P 38
uaﬂ“nawmﬂmmiuaﬂmaﬁ]zauwuﬁﬂu lean body mass Naaa

aqﬂqiﬂqﬂizﬂuﬁ?ﬁﬁ\?
lurgﬂ’sUIiﬂ“fl'aEQ]'ﬂLaUEm@laﬂﬁwuﬁmia@"nad IgM, C3 “?1' dermal junction uazdl T cell

azauagjiauLé?w,ﬁa@vlﬁﬁdLLﬁazﬁ@%uLf‘:amﬂﬁaﬁ@ﬂﬂa WAZEINNINIIRIR I IRUNUEN
3:61’1Jmi§mmamﬁMm@aﬁ‘ﬁgasg’m

1. Palmar erythema wu'ldvay udlinsunalnflusida

2. Sweet’s syndrome %38 Acute febrile neutrophilic dermatosis L‘ﬂuiiﬂ‘ﬁlﬁ
awnwawwaﬂa%ﬁfalﬂsgﬂam:ﬁﬁuhmumnm%u ﬁuﬁwgm: 20Ul TAA% UIaLaUTan an
wunszansLsadunin ae was wiensauumn wan uazanld minTetuilasswumisaw
289 PMN Lt dermis Taolainudnemicaas leucocytoclastic vasculitis (LCV) Fegaulnaaz
Lﬂ%ﬂ@;&liﬁﬂﬁhiﬂiﬂu&’]m&! wawuIndnoauanusunusaulsadaa  (Para  infection)
15Auz139 (Paraneoplastic) LL&:ISﬂVI’Mﬁ’]uEmaGSﬁLN (Para inflammatory) l& figndafidete
é’mangmmsﬁﬁwui’mﬁu Sweet's syndrome 388z 16

3. Subcutaneous nodules (Rheumatoid nodules) Lﬂummiuaﬂﬁaﬁwﬂﬁﬂaﬂ
galurufinzn laswudessz 20-35 lugdiheolindadniauganaessdauinurimaiiedbues
ACR udlumadeasnuldiasnin lusness: 4-10 (flsswenunananiudnuiass:
7.5)" ﬁim’l,mijulu;jﬂ’sﬁﬁﬁwau’m@iaa’@m@amﬁ‘uﬂmﬁa% wazdFuRuSIUNgNaINTS
Felty's é’ﬂwmzmaoﬂiumﬁ)agjﬁnﬁ%aéuﬁvlﬁ fuwaniue 3-5 Saawas lasamzluszozusn
madim‘ﬁ'pjﬂwmﬁwmmiﬁaéj"mau %3001310 bA19 2-3 LTUANAT LG (gﬂﬁ 2)""*"" fnaswy
12 1 oefiundedaudroudeile  edenlwildidintes  wiabedanuiilooduans
(periosteum) 7161 ﬁwﬁfaﬁmﬁaﬂ'uﬁﬂa:@ﬂﬂa Imwuﬂuﬁimﬁuﬁﬁ'ﬂ@ wialadn9fila dn
wuluuSmfifimsnany 1w dvwe Taren fiadle Tuny dulrn (extensor surface, occipital,
larynx, olecranon, proximal ulna, sacral) LL@iﬁﬁﬂmm'jwwﬂ@ﬂunﬂﬁUﬂL'TuluLf‘:aauaa “7‘;

' . 42 { A { o
NIWNNRII891 CNS rheumatoid nodules W88 13 318 I@ﬁwuﬁmnmﬁaﬁwamaa



(leptomeninges) thilnanatudinwulugnfiainisuuss Wuwnwu duznnaasdiaanony
laasndsuusn  wanea lFNNuENUaINITONEUL8ITD %éﬁmnlﬁmﬁﬂmﬁaé’maugm

aasd Uumanibingudias Insnuinhezdiusiuni cryoglobulin - Mslinauinda

v o o 29
ANA LL&t“IIE]ﬁE]ﬂ‘Y]’]ﬂ’]EJN’]ﬂ

e alo LgE

Eﬂﬁ 2. MWTouaad Rheumatoid nodule NTaABNTIN WAZATWIIUEAIAN BN

WeNBINe (aauasan ACR slide)

wensiufianlainenaliiduwideawaiineniay (small vessel arteritis) 337U
miﬂizﬁuizumauw&ﬁuﬁ wasdl protease M lALAANNIINaN8289 connective tissue matrix
A v n‘y = dg' I ar d' v Fd'd
Bilinazudiftailuansme  non-caceous granuloma lasfishulugaazwumnizadniinig
SNLAL  RONTOUGIBLTAR macrophage WAz fibroblast LLa:@Tmuanqm:LﬂulmaamLﬁm
seusey (3N 2) Lwiasha"l,iﬁmwﬁaﬁﬁaimLLUﬂﬂﬂﬂﬁ&JﬁLﬁMﬂﬂm methotrexate (MTX-
induced nodulosis) Fawulugthefld MTX ldnanszaznislszanm 6 Wan uazudlaTuem
ol v 1 = ] = > & @ dl U Q. ) d!
luawadn (lasninrsawinny 10 un/adeand) Agssunsanazwu lannuanmsmetadan
= v s n‘l’ d' 1 6 Aa J na' v A ' 1
wyawy'ly LLa:’L%amﬂmazumaﬂugm@ammmimmmnwwmmaul,m:mavl,waglu
‘u’%nmﬁﬁmiﬂ@]ﬁuLﬁuwuLﬂuﬁauﬁﬁ’ﬂ@Uﬂumﬁ)ﬁ"ummﬁnﬁw Lﬁav&q@ MTX Woiniazan
& ) o . . L . . A ;:“VL Y @ e A '
QRHREWEN Faualuelu juvenile idiopathic arthritis NATWNUNITW LAUDYNINNLININEIIWIN

a v 1 o 4143 Y= o . . . . . .
LA LT #ANINANABILYNINN gouty tophi, calcinosis cutis, lipoma, xanthomatosis,



ganglion cyst, granuloma annulare UWa: benign nodule ﬂ%mm’lm’mﬁi’mmuﬁa
6mufafuﬁufizm'mﬂﬁwuq:qmmaﬂﬁﬁ‘ung;ua'm'limuﬁa UNuAs  IHFWREABNIRL LAz
omsmatan  Flinswennsailseudas  Snrsdwuivsnaluwihasduwusiunnsia
basal cell carcinoma

4. Vasculitis lwjihelsadadnisuanaasdwoiliainsaniauveanasaiien la
NNIUIA 1oL EU R AT ALANLAZTMIANANS (palpable purpura, leukocytoclastic
vasculitis) Sstuilusnsae LCV faswuiimifiauas 1gG uae IgA I¢ uawuiasuniiazan
\uuuunguaimiade polyarteritis nodosa (PAN-like syndrome) #3gaim1saniduiien
salng) aufivmdaiione (gangrene) daui%rg‘ﬁna:wuLﬂmaﬂ‘hﬂﬁﬂmﬁﬁammﬁu
BaadndmesnigudailwiAe periungual vasculitis W3e nail fold infarction Lusnuasfis
obliterative endarteritis‘lladf:’Jﬁaﬁl’lﬂmim’]:aﬂmadImmune 87139WU livedo reticularis 3710
deep dermal vasculopathy WRTNUINFNANUTALNNITA anticardiolipin antibody44 waaliadn
WA (pyoderma gangrenosum, vasculitis ulcer) (3?1.]“71 3) lauRunWusALA1 ESR %38 CRP ﬁ
68 msﬁﬁﬂugmmy@TLLa:imﬁ'ﬁJﬂ@;wmmi Felty's Iugﬁmﬁmmmwauﬁmﬁaﬂé’man
ﬁ'ﬂfﬂ:wmwﬁmmsma*’ﬁaﬁgmmu,a:ﬁmigmmami'uvxlmﬁas‘ﬁga nalni@aindu  Immune
complex mediated Lﬁadﬁl’mwuiﬁ:ﬁu C2, C4 aand C3 catabolism (Classical pathway)

a & a v 1 v . A 3‘
AN WUMTIMz@auad 1gG, IgM uaz C3 lwduwidaasinnuil cryoglobulin tANaluRaa

C.
3UN 3. A useuanBmAzAUAINEMEeRaNEY B, 1HuAnBUEN NN TINIUEAIAN A

LCV uaz C. LEAILNANIFWEADAENIEY  (AauLasnnmwnsduaaiiia)



ATIINWNENTINGT WNLANBULTWLALINY PAN A Uanumeidu panarteritis In3gzaw
29ILTa8 mononuclear INAUN fibrinoid necrosis, intima proliferative LLa:miqmﬁu“nadLﬁu
Foalasfasfidudandidnay (venulitis) 3388 LLa:sLuQ’"?'iﬁﬂauw&ﬁuvﬂmﬁa@ﬁwzwu
PMN dausauiduwiiaauns lymphocyte SnwuludfianusmsAugnssuuuy HLA DRB1*0401
QKRAA fl9ni13auaz 70° uazanaduwusny ANCA Lilasaniinanuiing p-ANCA luﬁjﬂw
EmmaﬂﬁﬁﬁLﬁuLﬁaﬂé'mauﬂszmmi”aﬂaz 16 Taglinwud c- ANCA udiilonsrasae ELISA
nauwuAnti ENA lduauanlaglinudrd Ant MPO™Y

wonanigadmsdunuin 1u rheumatoid vasculitis Hihe9zliszay  circulatory
fibronectin ‘ﬁ'ga w8z VWF ﬁgd Iﬂﬁmnﬂiﬂuﬁﬂaﬂﬁaé'maugmmawi‘ﬁﬁLawwzmmimaﬂ’a
wazlsamaitaidaifoindu WAZEIWLEININLY recent onset theumatoid vasculitis 147193
IaNANIRINfactor VIl Ag mﬂﬁuﬁaﬁwaﬂs:ﬁu endothelial lapass’ ﬂﬁ%’ﬂmgﬂmﬁ
fidwdansnsuimwiusbhlildmaifosoadumatunas (wiadilolan 0.5 wn/nn./
) ﬁwvlaj<ﬂa'uauaa%’idﬁmim’mmﬂﬁgd%ﬂﬂ %%aﬁmimwmﬁlulumju DMARDs %38
Immunosuppressive LL@iiuniﬂﬁﬁaﬁﬂwswﬂn?Ta@iams%’m:n%%aLﬁ@luai'm:ﬁwﬁmu 89
M3 Plasmapheresis FWAUMTIA Pulse cyclophosphamide LLa¢ Pulse methylprednisolone
lumrﬁﬁﬁjﬁwﬁmnﬁmﬁa 2MInetan waz 81mMIMIszuuUEan kazfaliTenuan
fﬁﬂui@ﬂ Okawa Lazamzludl a.¢. 1997 f9n3kf Salt Amino acid Coprecipitating (SAC) 1u
{ip 21 aw wudinsad globulin Iadnusslumstvuasiie aatuzuaand WHATIRINIES
wazaa immune complex 16 \Twdeaiuny Hidaka et al ludl a.¢4. 1998% Snwthe 9 A
@28 LCAP (Filtration Leukocytapheresis) EL"ﬁ’%é'ﬂmiL“ﬁuLaU?ﬁﬂplasmapheresis @ LEaanTad
finsagiawiz lymphocyte nn 1 e nIasvauaz 3000 WA, rw8A 50 wa.dawfl IHiam
60 Wifl wuiaaeImMInede  dwdensnigufifaniiuazidudszan  (vasculitis ulcer,
polyneuritis) LT LL@iﬂﬁﬂ&i‘ﬁMl%ﬁﬂ?ﬂﬁﬁ interstitial lung disease

ﬁa%‘mﬁ‘ﬁwﬁwuwmﬂﬁmé’mﬁaﬂé“maulu;jﬁaﬂ%é’ﬂl,augmmaﬂﬁ%dﬁmlﬁ 207
miL%’U%%lugﬂamﬁ'uﬁu (1.26 1vh lunwmw) fa 1) wame 2) Tszaupnessdunadas
ﬁga 3) iimyhmoesdonn  4) Sluganeesdiiniy 81n13789ERA 3ug 5) dasld
DMARDs‘ﬁmU“ﬁﬁ@ﬁ’mﬁdmmamaU@ﬂumimuquiﬁﬂ e 6) i Circulating cryoglobulin

. . a & 53
5. Multiple rheumatoid bursal cyst U378397% 1 918 luzt subcutaneous

a1 mslaiainan

1. Anemia of chronic disease 3nWublood Smear LHuan® e normochromic
normocytic Wazf ferritin luLﬁa@g«a InaNAusAua1nISUTedlIa (high DAS) LazdAINS
Snisufiniu (ESR, CRP) ﬁiﬁfowmmaiﬂm‘%‘uﬁwummsﬁmnﬁq@ﬁﬁaﬂa: 29.6" et
1Junava9 cytokine ﬁgnaﬁ”w%ummnlukﬂﬁ lasiawe TNF-alpha uaz IL-1 ¥ ldfiua



AoLAUORTNNVENAEN  uazUSHueY  erythropoietin 1%"L°um:gnﬁ@ﬂn?ﬂﬂ ANIINE
e WdSuendsufoumsdniulsanioliinga Efaﬁwmqumnﬂimné’ﬂ‘mvlﬁwmﬂ
320U erythropoietin sinnauiingdnd uazduduninuuzsilild erythropoietin w3alwidaad
flarmsannizda nanwileanil Tsenuves Lau et al @nwlull a.a. 1995™ wuida
Lﬁa@mezﬁgﬂiwﬁLﬂ?is_lmmaav[ﬂ (RBC deformability) lunaaanaaas uazvinldiiaunnsas
#5280 microcirculation Wial#en dipyridamole wuinvlanwmiadanuasdtn wesslad
MIBUIUNII ARAN

2. Iron deficiency anemia / malnutrition anemia Wull3zanmIasas 25 &IUUIN
\luanen NSAIDs uaznmaznwlnzwms masnsliudladywngaidstes #asan
Tlnaauas Aanfiud

3. Pure red cell aplasia WU#agn Lﬁwlmmﬂuwamﬂﬁﬁﬁu Tufifadnalasass
vinlwna erythroid colony

4. Thrombocytosis, Eosinophilia wu'lé3asas 40 slu;jﬂ'm"ﬁaé'maugmmaﬂﬁﬁ
TUUT LLa:iTﬂﬁJ:ﬁmsgmmaﬂ@TLLWﬂLﬁ@%gﬂmwzﬁkﬂﬁﬂL'%uLLa:é’wﬁuﬁrﬁ’ummmaﬂ%%‘u
Yafidasugnannzduideausznsiaiongns

5. Nana1n13 Felty’s (Felty’s syndrome) wuuszanmasaz 1 dinwulunsdide
é'fﬂl,auﬁl,ﬁ@m’mﬁmimﬂ (severe deformity joint) JHLA DR-4 uag QNguwamﬂm 1703
pa95thelinuihiiaansaniaunaeda o uunaananmsil immune complex ldimzdia
fiu PMN w38 § antibody éia PMN vnldiinmsvihans PMN fisnanfeunuiniaidan’
Hilpazd neutropenia Tawruiwla wazmsiiunafion (vasculitis ulcer) downiniidow
iwdedla inSaidandn ngiummsftwule%mjamﬂndwjmﬂ

6. Lymphadenopathy Lymphagitis UED) Lymphagedema ﬁ'ﬂwui’mﬁua’m’ﬁﬁ
FadnisuiiFuuazanizanaasaunaidaiiinauan Fnifiefidnumisasdaninndssiviiom
Fofifimysniay luguas lymphagedema wuinfiesuiiies 2 solay Hidalgo 1wl a.q.
1993 uazazwuINALaMITasnay”

7. Lymphoma wuqﬁ'@mﬂﬁluﬁu grunilsonadunsainmssnen

8. Antiphospholipid Syndrome 1ul a.¢. 1992 Motohashi” lds1augtlede
ENLALINNABLA 43 18 Wuiin1zves hypercoagulable, fimsuduwas lysis time waz
RINNTOATIANL  anticardiolipin  antibody le LL@iasJ'NvlﬁﬁmuﬁavlﬂﬁiaaEﬂﬁLLuf@ém%'u
ANNFNNUTAING?

9. Paraproteinemia luﬂ'ﬂ’aUiagﬂLauguﬁmaﬂﬁﬁﬁwuﬁ monoclonal gammopathy
3z tulenansifia lymphoma anndin

10. Large granular lymphocytosis syndrome ( LGL syndrome) %ﬁﬂumwa\‘l

filn LGL syndrome wudnilulsadadniauginaesd lasiawizednsBegiiu HLA DR4



wazdIFURUSIUNGNAINT  Felty's \Hoiudunaain antibody dependence uaz cell
mediated cytotoxic activity lagazwy large granular lymphocyte lulRaa au LLa:vl,‘lmi:gm m
#329370 blood smear TWUINININNINTELAZ 90 VIR mononuclear 3= azurophilic
granule Tawlu cytoplasm zNU E-rosette formation Lmﬂﬁ/wauaﬂ@iaﬂ’ﬁﬁau@ fragment
crystallized receptor, CD3, CD8, CD57, NK cell (CD16, CD56) udlinda IL-2 uazla

' v v . o v a a g o o &
aauaualianIInIzdudiamiogen liidnlanmadaise lhirldiean

INIINIIAN

1. Sicca symptom wu'ld3asas 10-15 H{The9zanduaIMIaURs 1A uauan

& @ & v o o . @ 58
wilaufilanmalua uazthnuis autatudug e duaoaind Anti 8S-A lsiawan™ anany
‘iwﬁ’unﬁjwmmi secondary Sjogren (m‘sﬁﬂ‘mmidwmma‘nm%‘uﬁ WL sicca symptom
[% A ' . = [% 10 & X % '
Jonaz 10.5 uafingwaIns secondary Sjogren (ipssauaz 2.5)  uanshamMInuis a1l
FuNusALaINITHLTIITa 6l

2. Episcleritis (3U71 4) wuldesnitdonar 1 dthezandisainsauasiu
szozna lwnlasonafiafuSnmlndny limbus (Hundayg wiauasnsanila inilaans
A =) =3 v 1o v 3 v I ar R |
Wasaiisaandasuaza i ldnmnesduanas  anameldesluszosdusoniiadn

A a ¥ A 6
LB N3N ‘L‘ﬂl“ﬁﬁm HIDUARLBAAN

gﬂﬁ 4. uRQ4 Episcleritis

3. Scleritis (3UN 5) wuldasninepiscleriis iiaannsniiidwdRaadniaulusu
;Eﬂam:méﬁummiﬂmg}ﬂmLLa:mLLmum (dark red) daxnaziiansanevadiiaitiarinld
ANP1IUAINITENTN scleromalacia (gﬂﬁ 6) ﬁ’mmﬂazwua%imaﬁmuwnaagnm ﬁwaginﬁ
comnea 871AINUNNTLNIRITBY cormnea addNNIENIY corneal melt wIatduwunananu2
a ' . . e S P = =2
L38N71 peripheral ulcerative keratopathy (keratitis) mlmq@m:mamm uveal tractatbnzg

v a ' i A A LAl Y ' o Y =
¢ 3unin scleromalacia perforans (E‘Ll‘n 7) ez lifemsthaudd udezvinldnsueadiu
AARIaENINIIMIaALEa  AnziduRusiuTadniuzIneesd MLl WL UATANTULT

29901NTANLEUNIITD



il VS

3UN 5. usay Scleritis

§1Jﬁ 6. LAY Scleromalacia

gﬂﬁ 7. UR®J Scleromalacia Perferens

4. Ocular Cica Tricial Pamphigoid (OCP) wuiniisnaauiied 8 1alay Olsen lu
T e 1908” (ugnds 7 3o ﬁammﬂuﬁaé’mangmﬂaﬂﬁmmﬂn'j’l 19 1 Sanpanassd
unatdasluden  Smahassesda  nomefaminuds thaudsiudae Toafisawas
62.5 Lﬂun@:&la’m’li secondary Sjogren uazdl cornea necrosis auﬁdﬁuﬂiz%ﬂmmq

m‘s%’nmmmsmamﬁ‘hLﬂuﬁaog‘iwﬁu%‘ﬂquwwﬁ TwnuMIU5u DMARDs uazld

g alﬁmaﬂﬁ“ﬂm@gaimﬁumﬂm‘jﬁﬁﬂﬁmiuamﬁua@m

21NN R lanazranataan

1. Premature atherosclerosis 819.IUNANIINNNNIINENTILFLALTALG 1IN

Aa [ & o o o a = L e A >
AEARNIIONLRUITTINNA L3ALa uananidalinmadnswuidihoniduiaoniauzun-
. d o qea X . -
Ao86 i TzAU homocysteine i FavlAiAa atherosclerosis 4184t IMAINFIUNIINGNT

3ﬂﬂﬁazLﬁu"l@Ti1;§ﬂaﬂ°ﬁaéTﬂLm_lgmmaU@Tﬁ]zﬁwﬁfdlﬁulﬁaﬂmaa%’u intima WAz media B LA



\Aia carotid plaque lasguwusnuszozamdulse laoddnadovasszoznandulsa 21
[% X a o A ' (% 60 & ¥, v a o
uwazfauaz 63 vesdithodenmInandadugiiude NINNARFINA LA AR TVRILFULTEA

wilagadu awfanzndaieilany wandediald
2. Pericarditis (Juamiuandavaszmnasdnwuldesngaludiuzesiila ud
ooy 50 °uaoQﬂaﬂﬁ'ﬂﬁ]ﬂ&iﬁmmnﬁaamﬂé’ﬂwmﬂ‘iﬂLﬁmmuﬁamﬂuﬁaﬂvlﬂ LANaN9%
ANMTME % LTURINAN  RIBNINTNN I NNIN N FNNRTNUTNNTaaNRUAISY  wazIzaw
& v & & oA o A
ptRLHEINIL IR mIanaenosdlanenanuindinialala @Un  8) usemINTI
. a4 o Yoo A . - . -
echocardiogram fiazwuiiith Gsanawiiennuihlubedulea swwagmuialiawuiwms
L oA o & V= A ' & a . A o o
AW LEWAEINLYNFINA08E LAWY WolTadTHha CD 8+ T cell agiumaﬁumlﬁ]
° 1y o ' Pz { A o A [ A
M lAsIge31 CD8+ T cell W1aziunun lu ERA Fssnsanninuluinteninisoniauni cD
4+ T cell @ usefdluisassanaiinnig constrictive pericarditis ﬁﬂﬁgﬂwm%:mﬁw

o o . [N @ 61,62
a']ﬂ’]i“ﬂaﬂ%'ﬂ@auls“aj ﬁ%a cardiac temponade vL@LL@]WjJuaUN']ﬂ

G‘ c!ld :/ [l dl v a
E‘LIVI 8. ﬂ’]WiGﬁLLE‘T@OﬂW’RﬂM%Wl%‘HﬂJLtlﬂ‘IQQJ‘WﬂTﬂ

3. ndwiitevinlesniay (Myocarditis) WU3a8az 4-30 mﬂﬂ’ﬁmawjﬂ’mﬁt%y%ﬁm
dulngldwuifionns wezmisbudvesialadnazdnd  anmsesananendinewy
wm%amwaﬁwmaaﬂugmmU@TLminagjsluﬂﬁmLf':aﬁﬂa wioiusneazasmIsniauna
LIa8 mononuclear LLY]Eﬂa%ﬂuﬂﬁ’]mﬁaﬁ’ﬂﬂ UWTL8NITIINUES amyloid  unsnluti
néwitaale

4. \dwaanirlalalsu3aniay (Coronary vasculitis) wu'ldtas ansuazenns
LLammﬁaummsmﬂﬁ'ﬂwmLﬁamaﬂuwé'umnmm@;ﬁu snazwulugihodadnieugan
@1ayﬁﬁﬁmmsgmmua:ﬁmsﬁwL’%u"nauﬁmﬁaﬂﬁman

5. msé’manmm@iaqﬁ'ﬂa (Endocardial inflammation) wu'ld3asaz 30 uas
Tnazfefiusiindn mitral uasinviliifiedwialesa (mitral regurgitation)  91NN3AT9
Echocardiogram ﬁﬂﬁwuiwqﬂ'@mﬂﬁ'uéﬁu LLG:WU’j’Iﬁi’]El\‘]’]uﬂ’ﬁ(ﬂi’.l’i]WUﬂNU%LUmé%ﬁU%

(valvular or valve ring nodules) (Ellﬁ 9) MENINAW mitral A% aorta WAz aortic ring
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s 9. usesanwazduNauluain (@audssnnamwneduasiiia)

6. Aortic insufficiency’ ﬁﬂmu;jﬂaﬂ*’ﬂ’aé'ﬂLaugmmaﬂﬁﬁﬁmmima"ﬁa;mm
wumIgnnasdunalaat uaziiomuandananuaing 1w Jugnnaesd mIaniauvadLiu
WRaALS RN ILAzLFBUSTaNanLaUTia mononeuritis multiplex Imvl,ajé?uﬁuﬁ’ﬁ’umﬂquaz
szpzianiulse dthuerazandem lhdunaudsunauuazildifediald ann1sas
%uLﬁawu rheumatoid granuloma 1%Lﬁaﬁuﬁ'ﬂﬁ]

7. Conduction abnormalities a1aidunansanniaitasialasnisy @wiaawala
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A a X A ' . . A v o §ao a
w38 class IV M3lWTuWIAI8L189 subendothelial deposit WuIRaNUENRKEIUUIIM
a A a X ' ° A ! . A i .
lds@ulutaazninduiazdimsinanuzedlanugad §3% mesangial %38 subepithelial
Lo a @ P a a a . 15 ' .. .
deposit umwmamuaUﬂﬂﬂl%ﬂ@mﬂm&m@ﬂﬂ@l mi?lﬂ‘mmad Austin = WUQ1 activity index
(Al) waz chronicity index (ClI) faNsauanmMINeNnIniwasniz LN lédlaswuin cellular
crescent, fibrinoid necrosis, WA tubular atrophy Wudladaninenianeninadanis
A g = ' L. . A oA A A
wmﬂicﬂsﬂmnﬂq@ HONINHINMTANBINLIN activity index ﬂwmﬂsm%ﬂvl,@@wqma

cellular crescent LLaZ chronicity index ﬁwmmrﬂiﬂvlﬁaﬁq@ﬁa interstitial fibrosis wana N



MIaARIV8d glomerular scarring Wag interstitial fibrosis ¥&INNIINHIGILBNDINITWNENTEE
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RULFND NMIADUFUBIAINITINGE UAZANMVUANAINWUBIATMIINY WuInTuiladusnag
Akadansdinlsa wananinsaaauInlsnasne lainsnadirinian1iy LN fae
' [ 18 g o & s o X A
dgamssns - wananimsnauiiudivadlsa (relapse) wuvl,@uaﬂlu;dﬂfm LN Angasnna
QﬁﬁmmuuazminﬁuLﬂwﬁwﬁﬁnazﬁmié’ﬂLamjaﬂmﬁgmnﬁoﬁﬂﬁmiwmmnﬂiﬂLm'm
MIANBIWLINMIINBIGIBEN  azathioprine TINNULIABIALARLALTBLARINITAAABATINT
o @ oW v ' . AN e ea a & A ' a 19 =g
ﬂa‘]JL]JW‘ﬁ’lvl,ﬂil’mﬂ’J’mq&lﬂd‘]J’JEJVIVL@iUSWQQi@]IﬂaL@]USQEI@LWEIGE]EJ’NL@]EJ’J UONINNHANT
?mmmq@]wudﬁm mycophenolate mofetil #3881 azathioprine s1u1snaanINauLdut Ve
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Tayiunsifiadulsneauaadldinmsives American College of Rheumatology 9
Ievzyinusigmiunsifiaannnaz LN Vesdaluil

1. nmIananuUSialdsdulutlasnizannnin 500 wn/Au 38 urine dipstick
NINNIN 3+ WAL / #3e

2. MINTIINUY cellular cast luﬂamizﬁfdiwﬁd red blood cell, hemoglobin,

granular, renal tubular cell, L8z mixed casts

aa ¥ a wva

a']ﬂ']‘iﬂ'l\iﬂa%ﬂllazﬂaﬂqsmsﬁﬂﬂqﬂwaﬂﬂﬂuﬁﬂqs

o, A o & a v & LA P

Athofsdinduliaeauend  aavldiunanadaaznnoaiudisuuaniivg
wwnduazarsaraduiuizoz g dwlnggihe N luhewndnhifansfedndla g dean
@ a a & a a a ' & S
dthsanasuiidasindunasnniadndviadaszannuaztoslunanasdn - S9a1ns
WaALsuaniin1sinauues glomerulus %38 tubule BNAANURAUNG aNnuRaUn@ues
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saunsdasnizidwieasanuldtasinnlugisliaoauand wonanitlunsdifdnisindn
vassmsnuzeslauazliinaldsuludaanizadmeai  unnddauanisszianne
rapidly progressive glomerulonephritis

nIansdasnaz

mafullasefiaralenumayluwifiaasuazmsdsziluvmsiiuseslsa ms
diudlasazensifivluaewdn srenasvesmItlasne (midstream) wasifivlunousiiszana
L’Jmlumilﬁuﬂam’szﬁﬁﬁq@ﬁalﬁuﬂamazﬂ%ﬁ 2 °1Jaﬁmﬁammgﬂﬁawaomwmﬂuﬂm
FauazaNNLTNTUYaITaEI: MINLTaaedInTI13ATNLaL 9%y 3 TnaurIanadnig
fszsndamdonaniassmytuiionaniszindon Gaiudaszldusrarsssna
Tuwiufiwsemsssanatiazinld bacteria fimafamaasaiduledewinlidaaziana
Dudnsgefinarnliiianisdesaany cast atemai uamnnf'tﬂ'ﬂ&immﬁﬂamaﬂuﬁ@u
lasanasrhliiAensanaznewas crystal ntlaanis@oazsuniunisnia mIsulsemu
gnUdTRaaan lvRanIaTalaazRananale 1w vitamin C 8193z¥ 1% urine dipstick
fnaauifion (false negative) vaInIaTIanLLRaa luilaaiy

maasatlzsnsnuidaioauasuinnit 3 dada high power field lagianwizagnebs
Lﬁmﬁammaﬁﬁgﬂiwﬁ@ﬂﬂa (dysmorphic red blood cell) 3INMIA3TI13628 polarized light
microscope usefivsuaninfanvieUndves glomerulus &IWNIATIANLY free fat WAy
oval fat body (renal tubular epithelial cell 78 fat droplet) Lsuanindanuialndvas
glomerular permeability @8 lipoprotein &1%3L granular Was fatty cast ﬂ{luaﬂiﬂgﬂ’mﬁ
PSualdsduludaazannialnd msamanuiiaifeawad 1HalRaauiuas mixed cellular
cast ‘.L'l\‘l‘.l_laﬂjﬂg\l‘rﬂ’mﬁmigﬂmumaﬂ@ (inflammatory nephritis) N1IATIIWY broad LAz waxy
cast ﬂduaﬂdwgﬂayﬁm’azvl,mwéa%'o NIAIIAINLD telescopic urine sediment %owuﬂﬂﬁdﬂ’li
@3IINY cell ILAs cast Lﬁaunnmﬁm:ﬂwaﬂﬁam'sz global nephron (glomerular L8 tubular)
dysfunction

nazlusansaluilase (proteinuria)

myamauldsaululaamzannfaUnddanuidyetbdunsifadolala &
9199z UUeNTIANNAUNGYDY glomerulus W38 tubule maALTEE: 24 Taluaieda
Punmlis@uludaanizsannumingia creatinine clearance LIun13aTIaanasgIudwiy
myitednlsala aghelsidanuianaanmsaafarafiainld wu missnfmaswin
lHUsnalUsauludaansfinunnas I@yﬁb’svl,ﬂLLW‘nﬁgg}LLamiLﬁuﬂamazLﬁai’@ﬂ‘%mm
Tusauluilaaazdo i uuiunsasa creatinine clearance 1w 3 AssrowEuMTINIA
W3001919M30379 spot urine protein creatinine ratio @9tflWIIILUAZEZAINNINNTAL
s 24 T9lug

msanadTunaldsduludaa: wenanaziidszlordluniteaslsalsauads
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wennyoilsaldalasdmainanlsidusintannuaasszoslsnsy (remission) a9il 1)
complete remission AanmsaTanudTunmldsduludasiziesnii 0.2 nswAu  2) partial
remission fan1sasanudTInmldsduludasizagluga 0.5 fs 1 nuiu ;Eﬂamaauaa'é'ﬁ
Iasumssnmuddienanulusiuiluilasas lddssulnadneztoondt 2 ndudu nneil
\3un71 fixed proteinuria §uiugIWiNAAINNTYIEY glomerular capillaries waz glomerular
basement  membrane ﬂ‘éavlajmmmﬁuﬁavﬁuazvlaj{hLﬂuﬁaavlﬁ%'umﬁﬂmﬁ’summﬂqﬁ
dumu adwlsffgisuenoeanutBinaldsduludaszannt 2 nduduled Taofily
flaanslag usznansamaiaanaglunueiung LLW‘nﬁg}”@LLa?jdﬁ‘hLﬂuﬁaﬁﬁaﬁmmﬂm's:ﬁ
gananmamisuvedlsadiindudasandunsasiamaneniing nadwitavesnniy fixed
proteinuria fiwuing thickening W&z lucency U84 glomerular basement membrane ¢ L&
immune complex deficit

M335293ANIN9 s LA (renal function test)

Mz LN fanufiadn@ues glomerular function 8NN3 tubular function 9NN
amvianivhauvadlalasnisasn creatinine ludsufianuidnlunmasafin glomerular
disease uazilaMuFNRUENGNU glomerular filtration rate (GFR) @ssnusadwimlalasld

mqua:ﬁmﬁfﬂé”maa@ﬂ’m

a -5 U1
ﬂ']ﬁ'@]ﬂ@]'l&lﬂ']iiﬂ‘l‘f]ﬂﬂ')ﬂ (follow-up)

NN3@379 antinuclear antibody (ANA) Sanudanglumsifiaaslsaiasuand we bald
UsfiuanuuussuszmitiSuzaslsn \laganeanTiany  ANA ’l,u%%"umaapjﬂmvlﬁ
@aa@L’JmLLﬁ'jWIim}zL“ﬁw;jizmmuLLST’J #% anti-ds-DNA antibody MUssiiumsmisuved
15a'lé@n31 ANA lay anti-ds-DNA antibody ’Lus‘ﬁ?maa;jﬂm LN class Ill uaz class IV %nd
szauge agwlafd il LN ﬁgmmmamwwu anti-ds-DNA antibody luszaudienle
Tumandunugihe LN ﬁvlﬁ§uLLiaﬁawa@ia%wu anti-ds-DNA antibody lus:ﬁuﬁgﬂﬁ Tu
afafimildszdunauniiuudludsufamumatisuveslsa LN udludaiuunndgouanis
odamaasunlsiwasanmiuazanmIusaadundnlumsdsndumineusuesdemssne
ANNNFIBNAENTANSIVES complement #3amsIANA W8S anti-ds-DNA antibody lud3u ms
ﬂizLﬁumiﬁWL‘%waaisﬂﬁﬁwé'aﬁﬂmwagjLLazmﬁ)ﬁﬂiﬂwﬂuamﬂ@vlﬁl,l,ﬁ antinucleosome
antibody, anti-C1Q antibody, complement activation fragment, complement receptor, late
complement membrane attack complex C5b-9 plasma W&z urine cytokine LB% interleukin-6

LR interleukin-2 receptor

N389u2a9l3A (remission)



inaginadsnfunadngezezasuveslsa  fanuuandranulundaznsdnm
@28819LT% complete remission maa@”ﬂwmju proliferative LN az#un889n13sasiadlaaie
WU cell w38 cast lasuazdiySunmlysanludzanizdasonin 1 asuAw Swnuldinsiisy
uan'la uaﬂmﬂf:wamimmmaﬁaaﬂﬁﬁamsﬁLLamﬁamiﬁwﬁwaﬂsmm serum

complement LLaz anti-ds-DNA antibody 138 %islummsﬁﬂﬂ?]

n’liﬂﬁm‘id;lug'mm‘[iﬂ (relapse)

mandududnussnnz LN wo'ldSenas 27 fs 66 saulnnjazifinluzng 4 Dusnlag
ﬂﬁiu;‘ij’ﬂwkmamLaaﬁﬁﬁ partial  remission ﬁé'mﬁmiﬁﬂL'%U‘llaﬂiﬂgdnﬂﬂnsjugﬂwﬁﬁ
complete remission 1satauaadinimmisuraslsadueiinmy  wiudmssnunlnaid
Ussansnnandsliamansarlilsamaeviatlosiwmsinsuveslsaldnimua  nsnau
\udraslsanane g ﬂ%ﬂﬁﬁﬂﬂ@gﬂﬁwmUmﬂ%ul,m:vl,&imm‘mné’umlﬂuﬂﬂmﬁ N
msdnswuingiag proliferative LN finsnaududrweslsandsnin partial wWia complete
remission luntia 1 lu 3 fis 1 lu 2 vasfihe lasnmsihGusulwaginidusiia nephriic
flare 41NN91 nephrotic flare laBFFINAANNVBINNIASULLY nephrotic flare #an13ATI2
wudSanaldsauludlasnazannnin 2 n3u/in, active urine sediment, 3261 creatinine 5w
ga%u, 5200 complement ud3udn, uarnIANTUVEIS>GU anti-ds-DNA antibody lud3u
F1SUNIFISULLLY nephritic flare A MIasanudSualdsduludzaiztasnin 2 n3u
dasuuazlaiimsinduasszdy  creatinine ‘Luﬂitﬁ,ﬁtnwwJEJT@LLamﬂﬁmﬁ'ﬂmﬁast
prednisolone 111a 0.5 ANAWIENGY 1 nn Winszezom 4 89 6 slanvinasaniulian
PUNALIR ﬁw;jﬂmmmﬂ&iﬁ%umsflu 2 Lfan LLWﬂﬁQ@LLamsﬁw renal biopsy lagianizin
aanLLialRaauaslulaznizsiudae

Hihe LN fifinsnaudusrveslsndonss 35 ﬁlva&J'ﬁﬂuﬂiﬂLﬁﬂéi:mngﬂﬂ%
uamnﬂf:izﬂ:nmﬁl%‘tumﬁnmwvﬁwghzﬂ:aauﬁnﬂ%ﬂﬁdﬁazl‘ﬁswmmmuﬁu(sz Ao
Wisuifeunu 10 Laaw) mi%'ﬂwmé'amﬂ;‘Tﬂ'mﬁmiﬂé'mﬂwgwﬁ%mU%%L‘*ﬁu m3lven
cyclophosphamide  Tfiadad13niusnefalasdssand wiamsldnauiiduszannng
L7 rituximab

msaranmesnfiansifdslonfludsafumnsuidudrdamsasaailasa:
Boazfivszlamiunnninniasamedesjiannsaus 1w 126U anti-ds-DNA antibody uaz
complement 1%'%'%"& NWITBRABATL UK INNIIAN renal biopsy %ﬁawﬁﬁnimﬂuﬂirﬁﬁ
AhefinsiiSuuuy nephritic {iv‘umuﬂmaﬁai;mm E%m%‘u;‘ij’ﬂwﬁmﬂﬁw renal biopsy WU
1l LN class IV 91alidniiludassin renal biopsy S1iitasanmsinenlaifiannuuandanu
udlunsdifina renal biopsy assusniilu class Il wia class V Lﬁ@;\i}'ﬂmﬁmiﬁwﬁmmu

nephritic flare AINANTMYIN renal biopsy



NMIUUITRAVBINIE lupus nephritis wuulual (new classification of lupus
glomerulonephritis)
mﬁﬂi:?qmﬂlad International Society of Nephrology L8z Renal Pathology Society
(ISN/RPS) et a.¢. 2003 ﬁmiaﬁfumgulﬁ’l,%mmeﬁmsﬁhLLumJ‘s:Ln“nLLﬂUIM&iLquLﬂmsﬁ
289 WHO dndsldanaoudl e.a. 1095 Tasfunndwanssmadhiiuigs rheumatologist,
nephrologists, Waz pathologist ﬁﬂizquﬁmil,ﬂ?iﬂuLLﬂadlmmazLEmv‘ﬁu ANURaUNAVaY
%uLf:aluvlmmaa;jﬂm LN wananazwumsiasuulasves glomerulus wdFawumaann
LL‘]JadﬁZ\‘i tubular interstitium Wag vascular 334628 uanmnﬁﬁﬂ’m LN 838auLana1dnig
%uLf‘:aﬁiawﬂ‘mmnu,ammUEULLuuiuQﬂmLL@iazﬁal LLiTﬂs:ﬁ"aQﬂ’szjswl,ﬁmﬁ'ml,@i@i'm glo-
merulus W3olu glomerulus 1@g7uuAGNS segment Aufiaznsiauuutasniowesingnd
UANGAIIN ﬁ;mjwmUlumia%ﬁdmmsﬁmifﬁwLLuﬂﬂi:mﬂImjﬁLﬁ"alﬁﬁmiﬁmuﬂﬂmnﬂﬁ
Fanuuazin lUlldszain didrindszguldnudlalususesdmdrnaanauaznsidesiy
IﬁLﬂummgmmﬂgﬁu uanmﬂf‘:ﬁﬂiz"qu fyavuauwliiinmald chronicity parameter uuulnal
wazatiuauunTifadslasld light microscope Fawfiun1Iday immunofiuorescence wazld
ﬂﬁa\‘ﬁga“nﬁﬂﬁaLﬁﬂ@iauluﬂiﬂﬁﬁﬁﬂﬁﬂmﬂ
MM unnUszLAn LN 289 ISN/RPS udsaaniilu 6 class asdolyil
1. Class |: minimal mesangial LN
wenSanwzaslalugihe LN an light microscope 9zUn@udiwy  abnormal
mesangial deposit NN 380N immunofluorescence
2. Class Il: mesangial proliferative LN
wm%amwmaavl,@ﬂu;jﬂw LN 370 light microscope wuinsans (necrosis)
YDILTAR LY capillary wall uazdl hyaline thrombi %GLﬁ@lmﬂ subendothelial immune complex
lawanafinsalaidl proliferative change (mesangial hypercellularity) LazN13884 immuno-
fluorescence 8133¢WL immune complex muﬁﬂLﬁﬂaglu capillary wall
3. Class lllI: focal LN
wenaniwzeslalugile LN a7 light microscope Wi segmental #3a global
endocapillary %3 extracapillary proliferation T2UNY active sclerosing lesion
4. Class IV: diffuse segmental LN
wenSanwaaslalugilae LN 910 light microscope Wuindl diffuse lesion 3387y
segmental %38 global lesion l@&WU subendothelial deposit |&dopdsinwusannums
infiltration WLaz proliferation Y84 inflammatory cell LLR2N132 necrosis ﬁtd‘f: LN class IV £9tL14
aaniiu class IV-S (segmental) fia glomerulus JnNnuRaUn@asniisesas 50 uaz class
IV-G (global) fia glomerulus JANWRaLNANINNINTasas 50 mmqﬁuﬂuﬁuﬁﬁmmnﬁ%

saanguiinaduiiulafiuandaiu §he LN class IV d@ulwgjniedszanmiasa: 65 dn



\u class V-G Galinsnauauasdenssnenfiugnin class IV-S Sssnananuididaion
wasludlaanzannniuadviinaldsauludasnsitoaniiuananiinisasiany  monocyte
infiltration W38 fibrinoid necrosis §3uann1IWenToileadlad
5. Class V: membranous LN
wondamwaaslalugihe LN 910 light  microscope  wudidl  granular
subepithelial immune deposit lasarawy l@sauny subendotheleal immune deposit %awuvl,@i’
1a891NN13888 immunofluorescence WAZN1IATIIWL subendotheleal immune deposit ﬁgd
UFAITINITATIIW LN class Il w38 class IV 188
6. Class VI: advanced sclerosing LN
wm%amwmaavlmlug?ﬂw LN 910 light microscope 3¢WUI14 glomerulosclerosis
¥NNINTasaz 90
Q’ﬂm LN Lﬁaﬁﬁmimn%mf‘:avlmi@ymiﬁau immunofluorescence TWLNITLNL
284 1gG, IgM IgA, C3, C1q uaz Ig (Immunoglobulin) light chain anufiadndvasdwited
ITANNTLIA LG bR MNIATIIWL crescent formation ¥NNNINTBEAz 30, chronicity
index a1NNI1 5, WAL activity index ﬁﬁmgd 289 lsReNdIudInnIUsafin activity index
waz chronicity index asfiUslomilumanennsallsald  uargsliduniniiesandsd

interobserver LLaZ intraobserver variation agjimﬂ

nsdatuiiaaasla (renal biopsy)

M3 renal biopsy Husslamil 3 dszms Yszmsusntaslunsifesslse Usensd
sastanlumaduuntiznn  uazszmisgariegaslunisdsnfin  chronicity  reversibility
2t 13AAN I renal biopsy fiTadnaagnanlznaty Qﬂwmaiwﬁamwiwmsﬁvl,&i
wowlunsvin renal biopsy WisUsumgwitaiaaldliiaswe uanmnﬁ;ﬂ”ﬂw LN i
mwwmnvﬁmwaamwﬁ@ﬂm?]md%mf:amadvlmlugﬂamwiamm wazdIanzdaANURa
Undipssnlasiunitinasla %aﬁﬂﬁmiaﬁwLLuﬂﬂi:m‘ﬂLLazmmgumeau%mf':aluv[@mﬂ
A3 renal biopsy uAazAIdaNuLANEITA Tagtiuanudndulunari renal biopsy &9
vlsiﬁ‘*ﬁaa@ﬂ‘?i%’mﬁm LLW'ﬂﬁgL%y’amzymwhuaﬁuawu’[ﬁﬁw renal biopsy Lﬁaﬁﬁagamﬁm
ﬂizLﬁui’mﬁ'ﬁJmmimmgﬂw LN Gvaziudselomilumsdendimssnmn madsadums
INBIAZNIIAAAINNITINGN uanmnf:uwwﬁﬁﬁmmrgmwhuﬁ'aaﬁum&u‘lﬁﬁ'] renal
biopsy (;?GLLGiEE'ﬂ’JﬂL‘%NﬁLﬁ@lLﬁéJ(ﬂLW]\W%Bﬂ%wﬂmiﬂiauiuﬂﬁm’lt‘ﬁ.ﬁ(ﬂl]ﬂ?] wiasuimsau
289 laUnwIaaLRasLantae Iﬂﬂlﬁm@gwaiw:mﬂLﬁan’i’%mi%’nmﬁmm:amm;&”ﬂw

AN3¥1 renal biopsy $78AUMN3E AN immunofulorescence AUszlamilunsitaaslsa
lesuaadfionmsdslidaan msfan immunofulorescence w893 witalasznunsinizaas

Ciq, C;, 1gG, IgA uacs IgM %Oﬁﬂﬂ’j’l full house deposit



nIINBN
luﬂaqﬁuuﬁdw:?ﬂmﬁﬂw LN 8819 FULRINITABLERDIADNITINWINGI NG
in gasminelunsinmidthe LN Seldldgmislimemeninuafigasjsning 3 dzms
aadio Ui ﬂi:mimﬂlﬁmﬁﬂmaugﬂaULﬁ@miaamaaIiﬂ’Lﬁ'Lﬁﬁaﬁq@ Usemsiaaaihn
sevanmsnauiilugraaslsaiaanlamanisiianiiglanuisass LLa:ﬂi:ﬂﬁqﬂﬁwﬂ"ﬁﬂw%'ﬂm
Aa o a o A o @ o ak ' a 21 ' = al o =
EUEVRNEHR DGR LL;Jmﬂaagluuwamssnmmumﬂuawmn a1 lsndananIITnEA
(9 A A o A @ A o 20,22-24 o
F9lAWINNAIT  8ATMIAANNIRIUVBILINNLNAINININLIToUR: 81 LAZEAIINS
naududrwadlsawoasldis 1 1u 3 fis 1 lu 2 vastheninue §ihe LN Sasaz 10-20 1z
iannzlanoszazgarine (end stage renal disease) meluszpziann 5-10 U adland
A = g L @ a o A a o 24
msfnslalig u‘wmﬂamﬂmsm@mazvlmﬂmwzqﬂmﬂa@admamwmaama: 5-10
nslrzeastlaafasesdsinnuainandia1unim (cytotoxic drug)
Bneinw LN Mudusnasgiuluidagiu (gold standard) dasanduennai@lamis-
ﬁaﬂﬁiauﬁumﬂ@qﬁﬁmmu MINEITRIWNITNINNTUSEENTA NG wazsan luuws
MIANBMUY meta-analysis WUINTMIITeNAsalaaAsTau@TINALLN cyclophosphamide {
1 U a 1 &
NaAnIMITMEnesalaaAsaudiNasatal lasinsanelull a.a. 1984 SaSou
Lﬁﬂuﬂiz?m%mwmaamﬂ%mmaﬁ’mﬂmﬁmasﬁs’mﬁ'umﬂ@]gﬁﬁmmu (80 azathioprine
A . A o [ o A a ¢ A ' a
%3881 cyclophosphamide ThaTulsznu) Aumsltennesalamdusesdiioiasnaufsn Ha
m‘sﬁnmwudﬂgﬂasmsjmLLim"J'é’mwmﬂﬁmmuﬂmﬂmw:q@ﬁwmm:é’mﬂmn%ﬂ%’im 13489
nanuiaUn@nisla (death from renal cause) wasnigthunguiwduazgilofldsue
a a ' o . = o .. A & o Al A
Aasalamdssasdsaunuen cyclophosphamide 43z@U creatinine Iu‘m&lg{wuuaﬂmﬁaﬂ’mvl
@ ca a & a \ a 26 & =2 . .
lFennasalaaiAusauaNedaENaen" %anaINHNIIANEI89 National Institute of Health
(NIH) wudwmﬂﬁ'ym@ﬂﬁﬁmmmﬁu 81 cyclophosphamide Thadaniann azathioprine
1 s €A a 6 a a a ' v A a e A 1 a
PUNULInasalasAsTauaNUTERNTMWAN I NS NResA laslAuTonaNuIaENa L) Lay
;jﬂ’mmjwﬁvlﬁ%'umn@gﬁﬁ']ummzﬁé’m’m’mﬁ@nnﬂmmszﬂ:q@ﬁma@aﬁaﬁa: 13.2
[ A Aa @ 27 kg ' o ' @
LRZAAINNILFOTINRNaIT0sR: 12.9 uanmnumiﬁﬂmmqﬂmwmﬂmﬂ“ﬁm cyclophos-
. . @ &a a & ° @y Aa 9 L. ad a £
phamide munummmiﬂammawmmma@mmuaﬂw"nmmu creatinine MGV
I3 ' . .. 28
11l 2 Y11 (doubling of serum creatinine)
matnilsaliidngszazasuuaznisaivaalilsagsuagisaaiitas (induction
and maintenance therapy)
anuiInilumIshslse LN mmﬁaﬁnmmnmmj‘lumﬁ'ﬂwﬂsﬂu:ﬁﬂmzl
wuiﬁ%mﬁ'ﬂmﬁaﬁq@ﬁams"ﬁ'ﬂﬁﬂiﬂlﬁﬁw;jiwzmumﬂluizmnmé’ué’mﬁamsa@mi
o a .. ' s A& [ @ a
fi3u284lsa (lupus activity) a8ndTISITIleun Mslienaesalamdssasduazen cyclo-
. A [ v €A = A & a v
phosphamide 1u°11u’1@171§0 ﬂ'mﬂmmﬂmﬂamiﬂammamﬂwmmwgauua’miwmsm
prednisolone THasuUszMUIwIa 1 anshmings 1 nnAulagliduszezioa 8 f 12



fUask wIeenalien pulse methylprednisolone THafaNIRABALEEAGIUIA 500-1000 WA/
Tudluszozian 3 IURaINNUWIAREN prednisolone TaTUUSTMUGRLMIMIA 10-15 UN/IN
MISNIA288N pulse methylprednisolone HiflfadAarunsnaanatdfssnMIvennasa-
Iﬂm?\mami*um@gmﬂmmmmmu iasnnaanInnapiidunuldatemaiivinld
) ' 29 o @ o { &
NI UWIAENRI b e T mmumssﬂmLﬁamuqﬂﬂiﬂmuuu s
@ o Aa A A a o o v A o o oo A
ITnsnannionfesnneialaafosondlusmadn (5-15 NNAW) nniunioTurininiieaa
NaT9LAE9ANEN I@ﬁiﬁi”s&lﬁ'ﬂﬁﬁﬂ@gﬁﬁﬂ%ﬂ']u cyclophosphamide, MMF, %38 azathioprine
=~ o [ £ 30 o a ' o o v o
frazlilsassuldwuan Tufiduszaznamvesnmsinmlutudnihlialiidhgzozao
LLﬂ:‘ﬁ’Nﬂ’JUQNlﬁTiﬂﬁdU@iaLﬁangvlliﬂi’mLL‘H;‘LL?J% LALTRINTEELI A MRNNZRNEIRILNNT
nwlutntnihlaldidngazozasuazagiugag 3-12 1Hau
ﬂﬁ%’ﬂmﬁaUmﬂa%mﬂmﬁmam@?’imﬁumﬂmﬂﬁﬁmmu uanmna:ﬁﬂﬁuwwﬁ;j
g}LLammsnamm@mu,azizymmmﬂ“ﬁmﬂas‘mﬂmamaU@val,éﬁl,ﬁa HIFNITNRADAT
A Aa [ A oA o 27 ' &A o A v
mMaFsfiauazdanmananilanelddndis”™ arelsAagsliidaanad (consensus) vad

o o

fMinaanuvaIfinlInasn (remission) TALA 1uﬂaqﬁu;§ﬂw LN dyzanmipeaz 20
50LLiTa:VI,@T%'ums%'nmazmLﬁuﬁLLﬁaﬁEJ'@VL;J'Lﬁﬁgﬁ:mmuLLa:ﬂ'avLaiwu"’s%ﬂ'ﬁ%'nmﬁmmma@
é‘mwmn%‘a%’imaapjﬂw"qmwﬂLLa:ﬁﬂﬁQﬂamﬁqmmw%%ﬁm@U‘ﬁ'ﬁmaﬁwuﬁmmnms
%‘nmﬁaﬂﬁqﬂ

Cyclophosphamide

81 cyclophosphamide Lﬂummj&l alkylating agent LLﬂ:Qﬂ@j@%ﬂﬁaﬂN‘iwuwwLau
8113 lasdn@en cyclophosphamide ?ﬂzagﬂu inactive form uaztAzwiln active form
%ﬁdﬁ]’mgﬂ metabolize ﬁﬁu 81 cyclophosphamide aanqw‘ﬁ%wgﬁﬁwuwwﬂwElﬂ’li‘ﬁﬂmtl
DNA UaTANIMISULINeIa9a T uaz B cell 1uﬂa§ﬁum cyclophosphamide LHuenan

=

lumssnsa1ie LN Immminu’%mimiugﬂuuumﬁw%am%’uﬂszmu CREi G

'
A

UseEnTnnaninnIalnat 9foatasningslinTuwisa  wonaniIzus IR LR IWIALN
NP VRETs tUal IR | ETRIS TN

Iugr9narssen 1970 ﬂ']i%’ﬂm%é'ﬂém%'mj:ﬂm LN dansl#ien cyclophosphamide
A o L a 6a a 631,32 % aada %
FRATVUTEMUIMIG 2-2.5 ynAuIWNULNAaIAlaRIALTasE Ml lasasRunat
WesnasUsznmslawn viSwainsziwzlaanne, ﬂ’]iﬂ@]vlﬂlﬂiz(g]ﬂ, WA premature ovarian
failure #ONAIINWINANTANEIAIN NIH nansatuiwuinen cyclophosphamide whadani

A A Aa &2 o A o . A A & =

UsinTnnna 39vlFinslien cyclophosphamide sfiafiaanndu mMsdnswInaad NIH

. 33 ' [ @ . A A & . .
lag Austin® WUINTMISNENG8EN cyclophosphamide mumﬂﬂ“nmﬂguﬂmzﬂzﬁj (intermittent
high-dose regimen) luuw1a 0.75 9 1 AsNAaNUNRAITIINY 1 anauaTdanazatain
ez 6 1eaw lagdSurmasiausiwwdaldaanunlugig  nadir sl,ﬁagjﬂwﬁaasm:ha
1,500-4,000 taasialulasfias nasanuuliianinng 3 ewdumatieies 1 Tudaan

P = o a R & | A AN v
Iiﬂﬁﬂ'].l (miﬂd‘n 1) Nﬂﬂ'ﬁﬂﬂﬂ'\ﬁaﬁﬁnﬂ@]@@qﬂaﬂ?ﬂLﬂu3$U$L’Jﬂ’1uqu 9 ﬂWU'J']Pdﬂ'JEW]VL@iU



. A a v ol 1 U A s [
81 cyclophosphamide uam’mnsmﬂiiﬂmaﬂmwuswzq@mmmm']amw%mmﬂasm-
a & A . a =2 A A 34 & en o R Aa
lomdnsaudifinsatnades nsdinmnaeszas NIH T3 Boumpas \ugiduwuingilofd
Az LN laglden cyclophosphamide sfiadaiduszozinanunn 30 1@ausIunInaasIuIn
X Aa [ L. ad A X 4 ' [ o s A = a
Wiheniszay creatinine Tugsunnduwdu 2 wwazaasannmisnauiius WallSouiisy
nuen pulse methylprednisolone fwnsunTlden cyclophosphamide rhedaiduizeziie 6
woulaslildenanidumuriiaduindonuingugihoflaium  cyclophosphamide
Wuszeziiaines 6 L?muﬁé'm'm'lsné'uLﬂwﬁwmnﬂ'j']nﬁjugﬂaﬂﬁ"L@T%'um cyclophospha-
mide (Ju3zzIWIK 30 LaanlasfaaunIsned 5 1

M1397 1. MITNEIE88N cyclophosphamide TRARAMUULWINIIVBY National Institute of

Health

NTUIKITEN

=
ENEBHNRHEL

WU cyclophosphamide

fenid GFR > 1 lu 3 vasardndldenwuia 0.75 nTu/as.x.
K1l GFR <1 Tu 3 2a9d1Un@lie1ama 0.5 NTN/A3.4.

F3m 3l

RUANRROALRAAG LAUNENAL normal saline 150 T halaan
Yo-1 TU.

MITNELNBLANLSN D
a1

5% Dextrose normal saline/2 Uszunas 250 &0/54. agndvias
8 Tu.

duihUSinmanndnegheos 24 3. saunumslwedu
Taszlunsdifisnin

n3l%e1 mesna

SuUsenu mesna 4 ﬂ%'mﬂ 3 3. SunuNa 1 Wi
sansnaaadaadlayldvmasvinnusesas 20 vasen

cyclophosphamide

mMsliewianaun

#1 dexamethasone THATULTEMUBUNIA 10 UN WAZ
#1 ondansetron THATUUITENUIUIG 4 D19 8 UN nn 4 %Y.
213l benzodiazepine %38 antihistamine NAWNY b6

msmamﬁa@ga‘i’]mmﬁm
LREAU?

N 10 DTN 14 Basann e

WU cyclophosphamide
lunsssalyl

t Nadir WBC < 1500 1#aauuaen cyclophosphamide 0.25
NN/

#1 Nadir WBC > 4000 1#ifinuu1aen cyclophosphamide 0.25
NIN/G7.4.

FwnaTInazzuzanln
M3

cyclophosphamide

nn 1 1eeuiuiia 6 l@aw (induction) WaznN 3 LABUaENS
wos 1 Una9a N remission

GFR = glomerular filtration rate, WBC = white blood cell




= o A a 1 ' v
NMIANBIBRUUNRINYBY NIH L3811 pulse plus study WUIMITIAEN cyclophospha-
mide mﬁmﬁmlu‘nmﬂgdiwﬁ‘um pulse methylprednisolone FNIANDAT M TEILVBILIA
ladannimsl#en pulse methylprednisolone LNg9a8N@87 HaNNARARINNGAMUNNT
nethens 2 nguiuszozinan 11 Dwudihons 20 3’1mluﬂa;mnﬂvl,&iﬁmazvl,mwmw:
gavhe sunguiiheflaum cyclophosphamide Winsatnadfigodmwan 2 lu 21 1o
Aa o X AV var . a ' a a
ffinnazlanezzgarousznguiiheflaue pulse methylprednisolone 1RIaE LA
o ° 2235 o ' . = &
miglaneizozgarieduan 4 T 24 91877 daunwiasnas NIH regimen 1INMIANBING
= A ' aa [ AR N . @ Aa .
uMIanEdnadsznms ww 5mssnsndns W ldlinadesasnmssendia (survival
U . a a a a 1 A a 6 1 1 '
rate) V84%1198 uazeN cyclophosphamide fisz&nTnwdnitunaaialasidssasdud laidni
snanddnumusiadn
MITNEIAIBEN cyclophosphamide ¥inliiiannuAaUnGvasssly (gonadal toxicity)
v Lg/ s a g; { v L Y { s =3
gafiedonar 3852 lavdunuiSinmemanuafigiaoleiy engvasthednldiuamntian
o o 1 Qs & =3 U { 1 U 1 v 1 1
fdmiwdsnuinziuldnnuansinsinohidthelugweigtesnd 25 T, sewin
26-30 U wazannnin 31 U TJanufiedndvesielaiesas 17, 43, uaz 100 au&eU
g a a e o £ Y o o o \ \ o, {
wananiianaAadndvasivlidiluedTuwnanguniugnswonaadute - §hend
PaIN13IINUVAY  cytochrome P450 AAaIZANAT9L A9 TBIEN cyclophosphamide At
anuiaUndvessslianaddls 1Hadan cytochrome P450 ¥inwsinfiilfsu cyclophospha-
mide Ju 4-hydroxycyclophosphamide @9iluiseassliannnin cyclophosphamide n3lA
81 gonadotrophin releasing hormone analogue (GnRHa) anTnaaaNNRalndvassaliann
£ cyclophosphamide l¢i 9Inm3finwlasldn leuprolide acetate lurjihelinlaauandfids
a o A o AN va o o . A _a oy )
fszdnfoudruau 18 Mefldiumainmeane cyclophosphamide sfiada filpazldsy
£ leuprolide acetate 10 uriaulizn cyclophosphamide namsAnwwuINguRToNldTy
81 leuprolide acetate JaasMsiinanuAaUn@uasTslyanen cyclophosphamide fighnin
v AN V] ve [y (% o 36 ' ca A &
ngugthonlailaiue (Seuar 11 uazfawaz 39 awday, p = 0.06) adlsiditasaniu
= & & o & W = ' a a o A = Y
msAnwwmaianIsiniudassamiansrwalnade i anuAalnfvesisladaduuaing
\e4anen  cyclophosphamide  uananazlwgthelimusnasasdudrdadmaioiy
\asBnnanslssmaiTu AenIzgANTk uazaIMIIaINIMaaszdniaan (postmenopausal
symptom)
[ % . o 9, A X [ a 3 {
MITNIEIL cyclophosphamide Ynlidnisinduzasdansfiaizanyunssuaz
gifﬂasJﬁIamaﬁaﬂaimauauaa@iamﬁnmﬁaUm cyclophosphamide 193888z 22 993
ansved NIH Savaumudayaangihe LN mndssnn woddthenguildiue cyclophos-
phamide THaTUUTEMUANATIALIINNNINTRARATALIY ﬁ'aﬁgij”ﬂmmjuﬁvlﬁ%'um cyclo-
A o a & V] oo , o A A
phosphamide TfaTUUTeMRLAUSIeNNINNAN LGNNI 70 ASNBINNNIUTINN
. a A =3 v a & AW v ' & s 4
£1 cyclophosphamide wfiada FsagUldinuSinaenamuanldsuinazdumingnitanyi
TWnatafssnneriiesuysznmulannnitensiiadia



midnslugile proliferative LN 3zﬁzL’§wLLinmnﬂ3ﬂqBﬂ (Euro-Lupus regimen)
gifﬂaslshulmyj"’?iL‘iTﬂ%'umsﬁnmLﬂumaﬁwnﬁﬁama: 84 miﬁﬂmﬁ;ﬁ%uﬁogﬂamﬁfluaao
ngy nauwIngihe LN 9w 46 51081508 cyclophosphamide ThadaIWINgY (U3U
YUALINNITWIBLTALREAV?) Iﬂﬂiﬁm‘qmﬁamﬂunm 6 LAAuLALYN 3 LAaudn 2 A%y
Qﬂmaﬂmjm‘hmu 44 7e'lé3u8n cyclophosphamide THhadiaruwia 500 iadnJunnaes
FUaN¥FE N 6 A5 Qﬂwﬁgﬂaadmjmﬂﬁ%’um azathioprine #8IN1IINBIAILY cyclophos-
phamide Laziinsfaaunanssneduszazia s 41 6ok NANTANIWLI 8aNMT
Wannzlanoszazgareldfianuuandenulugihoudaznga LLa:Qﬂm’Luﬂﬁjuﬁ"L@T%'um
cyclophosphamide THadauu1a 500 4N ﬁé‘mwmsﬁm%aﬁaUniﬁLL@ivl.&iﬁﬁfm%wﬁrgmmﬁ@m
wasNAAMNNaMIAnIaaLiiash 73 Lﬁauwudnjﬂwlunﬁjuﬁvlﬁ%um cyclophosphamide
%ﬁ@ﬁmm@@‘ﬁﬁé’@mmﬂﬁ@ma:vlmwm:ﬂ:q@ﬁﬂULLa:ﬁ'cﬁwmu;gﬂmﬁﬁs:ﬁu creatinine 1%
F5uAndwidn 2 i (doubling of serum creatinine) vl,sjLL@m@mmﬂQﬂwlumjuﬁﬁﬁ%’um
cyclophosphamide THAAATUIAF ;ﬁ%’ﬂﬁﬁmsﬁw renal biopsy Ggﬂmjﬂwﬁwmuwﬁawuiw
@ﬂ’mluﬂ@luﬁiﬁ%ﬂm cyclophosphamide %ﬁ@ﬁ@l‘ﬂ%’l@lﬁ’lﬁﬂ’]ia@lm‘ﬂad activity index ey
mawaeuudasas chronicity index Vl,ajLmﬂ@hwﬂn;jﬂ'msl,uﬂsjwﬁ"lﬁ%'um cyclophosphamide
THARAYINAF Thiviinadensnensallsafiddalunsdneitie n13dszdy creatinine
lw’%%"ugaﬁ@ﬂnaﬁgami 6 LHBULIN, NINBLEWIABNTINENIUTIS 3-6 LHaUWIN, UaTNT
saaspassunmlUsanlutlasiz 24 Talusegoiasdosa: 75 mulutas 6 Wenusnvasms
N1 (positive predictive value Sasaz 90) ﬁaunws’aamnmsﬁﬂmﬁﬁaﬁ‘hmu;jﬂ’sﬂﬁrﬁﬁu
mynstesinlduas linsdnsdSoufsunumssnmauwuiniszes NIH agndlsna
waaza@ﬂ@?’hmﬂﬁmﬁ'ﬂmﬁast cyclophosphamide  Tiia@auiadIuaInINaIBEN
azathioprine W9zlinan33nENAia Aeusid1e azathioprine maa:vl,&islﬁmﬁmmmwﬁq@ﬁa:
1#5n11s29 maintenance L‘ﬁ;a\‘iﬁnﬂﬁ5@]3’1ﬂ’15ﬂ§mﬂu5§’1§05\1§8ﬂﬂ:: 35 Wefamumssnm
Wuszpziauwn 5 9747

miﬁﬂ‘mlugﬂ”ﬂm LN §7%3% 87 T8nUIsinaluisalana LLﬂOQﬂ’JﬂLﬂu 2 ngw
HihonduuIndiwiu 50 7e'lé5uen cyclophosphamide riadarmags dihengunasinmm
37 neldsuen azathioprine Wu#1a 2 Un/MNAK SAUMIIAEN pulse methylprednisolone
210 1 50 S 9 assmeluszezm 6 dland lesdamumsinsdune 2 U ua
mM3AnWUIaaTINIIng partial Wia complete remission WAZEAIIMILFLT I L Tanw
Lmn@mﬁuaﬂﬁaﬁﬁfﬂﬁﬁmumdaﬁ?ﬂu;jﬂamﬁ’a 2 g LL@inﬁijﬂwﬁvLﬁ%’um azathioprine
TNV pulse methylprednisolone fimyiisureslsannnnin (relative risk = 5) uazian
mia@L%amﬂmh%amaa:ﬁmmqummﬁvléﬁ"umm%ﬂamﬁmamﬁmmmgasg

Mycophenolate Mofetil

871 mycophenolate mofetil (MMF) i prodrug 183 mycophenolic acid ‘ﬁﬂ‘lﬁ‘lfﬁﬁ

v & 4 o o A
gugaLdulasl inosine monophosphate dehydrogenase (IMDPH) Gﬁ\‘]m%u’]“?}muqu denovo



synthesis 283 guanosine N1IAARIVAY guanosine wANRGULINTZUINNT glycosylation Lag
M7 expression W8y adhesion molecule wana N guanosine (HusnInddudanisasne
o & Lo & . .
DNA 183 lymphocyte @3uuegn MMF 'ﬁ‘iommsnaaﬂqmwm lymphocyte proliferation n13
AARIVEY guanosine £9¥INlRLIAANNTUNG tetrahydrobiopterin @911 cofactor #1WTL INOS
(inducible nitric oxide synthase) YA nitric oxide AARIRINALA oxidative damage /@84 &1
MMF  §98NagUE mesangial cell proliferation anals  wananhMIHuLs lymphocyte
. . A . o v a v a v '
proliferation 37Ny MMF dNaLaw1zNy mature lymphocyte Mlkeniinatradestaonine
cyclophosphamide msﬁﬂmLLiﬂsl,whm@maﬂxﬂﬁammwmﬁ'ﬂmL‘ﬂmw:nmmu 8 LAan
' a a o o o ak A o
wuien MMF sansaaadsinaldsduludaan: vlinsvhaueeslediu wazifiusan
Aa Yo o @ [ . ) ad A X
My780T30 wananidsriliazay anti-ds-DNA antibody luGiuaass awan MMF AIgsau
o o @ o a 3940
S9N RN TINEN AU
L‘%umﬂam’msmmmazmmaam&%’gaLu‘%mmgymslﬂﬁmﬁlu;jﬂaﬂ human allograft
rejection AaNNlus9 5-6 DARNIUNNTISURNIANBLUL anecdotal report W38 small case
. a a X g & X { il ]
series DNUIzENTNIWIRILN MMF luaﬂ’m LN mmulmgLﬂugﬂ’mﬁvlwauauamami
Snwnse ldanunsanudanatiadssuaden ﬁ'ﬂudmmaamﬂai‘aiﬂaLﬁyiaﬁ@TLLa:ﬂﬂﬂﬂgﬁ
o A A 4142 = ea £ A ~ 43 =2 o,
dumusfiodu " madnmlunyedEutwiiel a.a. 1999 Dooley Yinmsdnmgilnlia
leanaadiuin 12 Moffinneg LN Auusiuaslinausuasdanisinmda cyclophospha-
mide wfiafialaslinsinsdinen MMF wwalasads 0.92 AWM (0.5 69 2 nN/Aw)
AU prednisolone 1uszaziIaafe 12.9 1@an (3 114 24 LHaw) NaNMIANBINLINTZAL
L. Ad LA X a a L Ao o a Aaa
creatinine  ludswlaiiNnuuazlSinallsduludaaizaaasatnsiiveimenneada (p =
0.039) NRT9LALIVDI8T MMF ﬁwuﬁnvlajgmmm'u herpes simplex infection, LLNaluﬂ’m,
& A ° A [y a ' [ o o = 44
Waldaauien, aauld, 813su, WU, Uaaoniay, LazAUsawaniay MIANs1vad Li L
7 @.¢. 1999 ?mmlugijﬂw diffuse proliferative LN $1%73% 23 e liaauauasananissne
dwe cyclophosphamide uaztnaatalasidssasdlasfaaunainsuwiu 9 eu fihe
1@3usn MMF 2@ 1-1.5 n5u/A% KansanswuiUSualdsdululaaizanadain 3.88
WARD 0.75 NIN/A% UAziinMIanaduedseay creatinine MWEINAN 184 wide 94.5 lulaslua/
8917
A . 23 o
mMIAnETia prospective controlled study U84 Chan LLasathe Tudl a.¢. 2000 ¥
Ttanuminihlunssnendioen MMF uagnaann msﬁnmﬁﬂs:ﬁﬂusjﬂ’mﬁ@u pro-
liferative LN lagidSauifiuunny induction dasen MMF wwia 2 niadulugiheduan 21
Neduszoziig 6 Wwauudalinssnsndadauen MMF awa 1 nsuAwduszosiig 6 Whan
WIUABUALNNT induction @881 cyclophosphamide TRATULIZMUTWNIG 2.5 UN/NNAK
Huszeza 6 W@auualdnsinsdadasn azathioprine awa 2.5 un/nn/Auduszazina
6 L@auaANud8EN azathioprine ¥wa 1-1.5 un/nn/Audniduszoziiandn 6 @aw lagaziiain

dilndg complete remission AdailadFinalusduludasiziosnit 0.3 ndwiu lafl



urine sediment s:ﬁué’agﬁusluﬁ’i%"uag'slmﬂmsﬁﬂﬂa el S msinduuesszeu creatinine 1w
Z5uw30 creatinine clearance aNNINTasar 15 VasALEN wasINAaMIMIIhETuszes
e 12 Lﬁauwamiﬁnmwuiﬂmmauauamamﬁnmmaazjﬂwﬁgﬂ 2 ﬂéjw"laiﬁmﬂmwm
@maimﬁﬁfm%wﬁ'fyiﬂUﬂfcjmjﬂmﬁvlﬁ%'um MMF & complete remission 3aeaz 81 uazng
;Eﬂw'ﬁlvlﬁ%'um cyclophosphamide Waz&1 azathioprine i complete remission Jaua 76 M3
wWasnulasvasrSinaldsduludasns izﬁué'ayﬁulw‘ﬁ%"u Waz32eU creatinine Tuisuvas
@ﬂ’mﬁy’a 2 najuvl,&iﬁﬂ’nmmﬂ@hwﬂﬁdﬁﬁﬁé’]ﬁngmmﬁ@ \adamaumsinndallauasy 36
Ran na;uﬂﬂwﬁvlﬁ%'um MMF 3¢l@3uen azathioprine @@ ﬁaunéwﬁﬂwﬂﬁ%’um cyclo-
phosphamide 287 UEN azathioprine N IAIUEN azathioprine #alTWA ﬂﬁiuﬁgﬂ?ﬂﬁvﬁ%‘um
MMF  andeufiminauiludnfosas 46 mnﬂiﬂngiwjﬂwﬁvlﬁ%’um cyclophosphamide
590708 azathioprine anfaudedimsnauiudisefesas 17 (p = 0.02) Immaﬁmm@;m
PNVWIALNT MMF ﬁvl,@i”%'uﬁ"um@ﬁfamﬁuvlﬂ%%amwﬂq@mi%'mmﬁ'mm MMF SuAuly Tu
ﬁwuwaﬁwmﬁmmadmwu'h;jﬂ'mmjuﬁvlﬁ%'um cyclophosphamide 33uMUEN azathioprine 3
é’m’m’m@m%amﬂndméiugﬂaUﬁvl,@\”%'um MMF (3auaz 33 Uaz3asas 19 aNs1aL) e kil
AMUUANG NN BIEATYNIIRDG asmvl,sﬁﬁﬁQﬁ@ﬁmwamiﬁﬂmiﬁ@ylﬁm@‘]wadﬂ Hihe
sulngfidnsumsfinunienmsluuussuasinmwensailsadia

M3AN¥BAA controlled study muﬁﬂlmyﬁla\‘i Ye uwazani” W3suLiBums induction
@8en cyclophosphamide THAAATWIA 0.75 NIN/ATLNATABLAaw T uIzEZIAN 6-12 LAaw
AUNNS induction @188 MMF 2u1a 1.5 nsuAwmduan 3 @eudadlssn MMF wuia 1
nsuAwdua 3 1@anaz 0.5 119 0.75 nSNAWDWIAT 3 LHBUMNEIAY HANTANBIWLIN
mmauauamaﬂ'ﬁ%’ﬂmiwjﬂ'sﬂﬁa 2 ﬂéjmvl,ajﬁﬂ'nmmn@mamaﬁﬁfm%ﬂﬁtymaaﬁa ngw
Qﬂwﬁvlﬁ%'um MMF Suatnadesiasnilusuonmsaauldonsen fadoanid mita
190 Wu329 AnuAaUnfvesduuarMInualszideutouinnue

MIANH UL prospective open label trial 983 Hu LLa:ﬂmz46 ludl a.¢. 2002 6'13}\‘11,‘]‘3‘%
mMsAnEUINANLIIET MMF SUssansnm@nine cyclophosphamide wfiadalasfnmnlun
Wil diffuse proliferative LN §1w3n 43 Tp@aaumsinsuduszazion 6 e law
Lﬂ%fUULﬁﬂu;jﬂmﬂﬁjuﬁvlﬁ%'um MMF 241@ 1-1.5 NIN/A% ﬁun@jugﬂ’mﬁvlﬁ%'um cyclophos-
phamide T9a&a HAMIANHINLINET MMF $U3GNnTA1w@ninen cyclophosphamide ludnn
mMIanasrasdSunmlusanludasie (Souas 70 waziouas 38 MUAIGL) WAZAITANRIVLY
nlaifealudasie Gevar 91 uaziasar 65 awdaL) ﬂéjwjﬂwﬁvlﬁ%’um MMF
1IN 15 ﬁmm:mjwjﬂwﬁiﬁ%’um cyclophosphamide $1142% 12 swgﬂﬁ@%mf:avlmm
avanasnnInwiduszoziian 6 han Namimmwmﬂgﬂmmﬁ%ﬂm MMF {n3aaas
U8y glomerular immune deposit 4NNIuazdl microthrombi crescent formation #asnIn

Wil léTue cyclophosphamide luwinathadnsvasswuin nqutheflaue MMF §



é’mwms@m%al,l,ammﬁuﬁmmaszuumuaummsﬁaﬂndﬂnﬁéwgﬂwﬁvlﬁ%'um cyclophos-
phamide

NN3AN® American multicenter non-blinded trial Lﬂum‘sﬁnmﬁlmgﬁqmmm
MMF lag Ginzler uazams’ Vlﬁv‘hmi?mm;j:ﬂm LN class IlI, class IV, a2 class V 31%%
140 Muwfsusuznivngudiheimm 69 eflasunssnw@anen cyclophospha-
mide THaSaaNY NIH regimen tdauazasalluszoziaan 6 i@anlugng induction nunaurihe
$run 71 MR ldsumMnE@ILe MMF Suanuwa 1 ﬂ%'u/i'uﬂ§uﬂwau;§ﬂasvlﬁ%'uﬂﬂ
mumgaqmmﬁmmmﬁu@iamvl,@TLL@ivl,aJ'Lﬁu 3 NYAH Namiﬁﬂmwui'ma;upjﬂmﬁvl,ﬁ%'um
MMF L‘fﬁgf complete remission 3888z 20 mnniwnsﬁiuﬁﬂwﬁ"ﬁ%’um cyclophosphamide Ya

' %

82 6 (p = 0.014) nqu@ﬂwﬁvlﬁ%’um MMF Sna33uu89 complete remission Wag partial
remission mnﬂiﬂunf,jmgﬂmﬁvlﬁ%'um cyclophosphamide (21 T8¢ 14 718) WaT19LALS
maomwuiu;jﬂ’mﬂajuﬁvlﬁ%'um cyclophosphamide Sasaz 20 mﬂﬂ’hmjmjﬂ’mﬁvlﬁ%'um
MMF fifliitpe¥onas 8 d’mé'mwmia@Léavlsjﬁﬂ’nmmﬂ@mﬁ'ulmjﬂ’ayﬁv'd 2 ﬂﬁimL@iﬂ@;&lgﬂ’m
'lé5uen cyclophosphamide ﬁmiam%yaﬁgmm i Jaadniay HAfidan necrotizing fasciitis
WAT gram negative sepsis bFUasNIMIINVUIAEN MMF ﬁ@ﬂwvlﬁ%'miawﬁnmnﬁa 3 N/
Fu wanadradosldldinnnilunsinesnin Taswuimsdesg dsuawem MMF vlw
gifﬂw"nu@iawa%uﬁmmadmvlﬁa%u ;jﬂwﬁgamﬂ 83 T lasuenluaauusnuasldsum
Iummé’awuiwmmmgaqaﬁ;ﬁfﬂaUﬂu@iawaiﬁuﬁmvlé’lmmﬁmwhﬁ'u 27 nwin gihs
Souaz 64 annNTANUGREN LGN 3 NTNAY

miﬁﬂ‘mﬁlﬁ’m MMF 142249 maintenance 284 Contreras LLazﬂmzzo ﬁﬁﬂmiﬁﬂwﬂ
WU sequential therapy lugfthe LN d1mau 59 alasdu WHO class Il dwaun 12 118,
class IV #142% 46 718, UAY class Vb #1wan 1 318 Qﬂwvlﬁ%'umi induction @28181
cyclophosphamide  wfladiauwia 0.5 f9 1 n3wmMauasdouszasisIutumnasale-
sdpvasaiduszozioa 4-7 LaauwﬁamﬂfuLLﬂaﬁﬂaﬂaam'ﬂu 3 nau gihunguusndiwim
20 7u'ld3un cyclophosphamide THiadiann 3 ifiau ;Eﬂ'mﬂfcjuﬁaaaaﬁwmu 19 Te'lasuen
azathioprine 3@ 1-3 un/AN/% wazngugarnogihodwin 20 TeldTuen MMF awa
0.5-3 nJuNwduszozaww 1-3 U °1Tayﬂﬂﬁdﬂizﬁﬂﬂiﬂ’]ﬁ@lﬂajﬁﬂ’ﬂuLL@]ﬂGi’NﬁusLuETﬂ’JEI
¥ 3 g ym’?ulunajm@ﬂmﬁ"lﬁ%’um cyclophosphamide T#a&iadl chronicity index 81AA77
ﬂa;mgﬂ'mﬁvlﬁ%'um MMF

HAMIANHIWLA  8a3NTsaadia ldlenuuandranuwaadinasaynieanalu
pjﬂwﬁga 3 ng éj"mwmil,ﬁﬂmazvlmﬂUL%@?&IMQN;&”ﬂaﬂﬁvl,ﬁ%’um cyclophosphamide (3
8) mﬂﬂdﬂﬂ@;wgﬂmmﬁ%ﬂm azathioprine (1 T18) Laza1 MMF (1 118) mngﬂmﬁvlﬁ%'u
#1 cyclophosphamide fimsnautiiugn (8 18) mnn’jwmjwjﬂ’mﬁvlﬁ%'um MMF (3 1) lag
linuifianuuandssssanmanauiludragedtoidymosiasznineem azathioprine

=

(6 918) uazen MMF ay"mvlﬁﬁmmﬂa;mjﬂwﬁvlﬁ%'um MMF & relapse free survival 410N



ﬂa;wgﬂwﬁvlﬁ%'um cyclophosphamide (p = 0.02) NaﬁhdLﬁmﬂuaams%'nmwﬁluﬂa;wjﬂ'sﬂﬁ
1@3usn  azathioprine #3281 MMF ﬁamniﬁﬂéjwﬁﬂwﬁvlﬁ%’um cyclophosphamide lag
nadradsefinuldund msEnTumsSnsnealsanenuna, nsia premature ovarian failure,
msaade, wazerminawldadon msfnwilidedunananadszmslaud 'cﬁwmugij”ﬂmﬁ
dhsumsdnendden, srpzaanlumsinedondhom, LLazmjuﬂszmmﬁﬁﬂmd’mlmy'L‘ﬂu
FURI amavlsﬁﬁmiﬁnmf:ﬁlﬁﬁagadwm MMF fuszlomidagile LN vamssnunlugag
induction #38n1335nw1luT29 maintenance woNINREINLINEN MMF lugnAiTnadnaides
Wopiru oMo eawld ondon ms@@L%awﬁmvlaigmmLLa:Lﬁ@]Lﬁa@mw‘h

tuwdinndayamsdnmndrsduaznuiter MMF fszansmuniaussinatnades
foansvldlumssnen LN udfidefednsoiide  Tee9e1  MMF  siwunaningn
azathioprine 4 10 1711 uazfayasiulngfldldunannisdnsuuy double blinded study
luﬂaqﬁuﬁ'ﬂsjﬁiﬂagﬂL‘%"awm@Lmziwmmmﬂ‘*ﬁmﬁmmzau msﬁnmﬁmmﬂﬁﬁaga
vl@?um*’fuﬁa Maintenance therapies for proliferative lupus nephrits (MAINTAIN) “é\‘l
Wisuaun133n e luga9 maintenance @288 azathioprine NUgN MMF #ad31n bd3UNS
Hiltalelle cyclophosphamide

Azathioprine

;jL%ﬂamty"lﬁmmﬁfﬂﬁaNﬂ“ﬁwﬁmmnmﬁnmﬁamm cyclophosphamide 343a21%
Foam3lTeneanninatnafeaiasnin 8 azathioprine LﬂumﬁuwulﬁlLL@iluﬂaq'ﬁ’uéTﬂ&iﬁ
NMIINBIUL induction G818N azathioprine Lﬁaamﬂm azathioprine maﬁﬂizaﬂ%n’lwﬁﬁaﬂ
n81 cyclophosphamide laaimyuszifiulu NIH study™ Fawuinen cyclophosphamide
NINRANIAATEAU  creatinine udsuuasilastiumsisuveslaldaningr azathioprine
ud luflanuuanasnuaineflivedayneaia wenaNHMIAnENTHia prospective trial 310
ﬂs:mﬂml,ﬁal,t,auﬂu;‘?ﬂw LN 7l&50e&a cyclophosphamide pnagaIouieuiuiae
#1e5uen  azathioprine  3anAUMIMREN pulse methylprednisolone  fiaanum 3N Tn
szpzam 2 Ywuddanmadng partial Wia complete remission wazdasin s lidl
mwnmmiwﬁ'u’lu;&’ﬂmﬁga 2 nau LL@imjwjﬂmﬁvlﬁ%'um azathioprine 37uNUEN pulse
methylprednisolone #8a3NMT linaUFUEIGENTINEY 8ATIMIAIISLLRILIA LAZEAIINNT
ﬁﬂL%amnﬂfhﬂﬁqimjﬂ'mﬁvlﬁ%'um cyclophosphamide °um@§\138 WoNINNHMIAN V8
Contreras  wuinlifianuuandnsnuatefivioiagrmeadaszningugiolaiumsinm
fuen MMF w38 81 azathioprine TunstlasiumsiBudiueslsa udmssnsndosn MMF
i #1 azathioprine snansnilesnumsmiGudnaastsalddninet cyclophosphamide lagdl
nathadefitasninlasanizmsiage”

Cyclosporine

MIANBILULY uncontrolled study WUI181 cyclosporine fUv=AnTnnalunssnm

Ko proliferative LN %avl,ajmuauaa@iamﬁﬂmﬁmmﬂairaiﬂmamaﬂ@i’ua:mﬂ@{]ﬁﬁm



“n’]‘uféli‘u,48 ANIANHILUY randomised controlled s’[udy49 Wisusunslwnssnsmeen
cyclosporine NUMNIIAIMILEN cyclophosphamide 3IuALENABSALARLALTEEA AT
;jﬂamﬁﬂ%uflu proliferative LN WU namssnunluszosaunasnissnmnainen cyclospo-
rine lifianuuandanumMISnmesen  cyclophosphamide siunUENAasalaafusane
FAsBwudEn  cyclosporine  swnsnaaUTmmlusduludasizldduazainmrin - renal
biopsy WU activity index 8aa3 ;jl,%'mmrgLLuzﬁmmﬂﬁmﬁﬂmﬁ'Jm_nfﬁumfﬁﬁl,ﬁ@
L§aﬂmw‘i'}%ﬂﬂmmmiﬁmnﬂgﬁﬁwumué’aé"u‘lﬁ st lafinugthednaziimahiGuues
laldtsswaannnganisinmeism cyclosporine msAnmamlwgjinnazyinlugioién
waedislaifinmsfinuafia randomized controlled trial W3suifisudssAnEmwaaseniiiumn
cyclophosphamide luglty wonaniensilnadnafsenasdsznisign mifade anazla
MY LLazm';:mwué’uiaﬁ@gﬁaﬁﬂﬂ&iﬁﬂﬁﬂ“ﬁmﬁaii']{lLLWi"vxmsJ

Intravenous immunoglobulin (IVIg)

i1 Vg Suszansawdussludinues Fe receptor vihldiAanssusnounaiune
LLazsﬁ'ﬂI@vlﬂﬁﬁﬁwamz@ju B uaz T cell ZavlwiiAia anti-idiotype antibody 4% mMsAnwwwa
anwia randomized s’[udy50 AN¥INNTINBILLY maintenance 1%@‘11?8 proliferative LN ;‘Tﬂ’m
nmwmz‘lﬁ%’un'ﬁ%’nmﬁmm cyclophosphamide Thafaliuiian 6 1@aua1a NIH regimen
%é’amnfu@”ﬂam:gﬂm_iaaamﬂu 2 ngy gthenduusndwan 5 noldmsinmedne vig
21710 400 Aadniudeilaniudaidaniuszozioa 18 Wau dilwdnngudwan 9 meldiu
MBI cyclophosphamide THadann 2 Waawiuszoziia 6 Waaw uaznn 3 Laaw
Wuszpznandn 1 U wanisdnswudinen Vg HUsz@nSawivinnuen cyclophosphamide
afadalunsTnslugie maintenance uaﬂmﬂf:miﬁﬂm%‘naﬁ'v%oﬁﬂmlmjﬂazJ LN #ilal
aavanasdansinmlasitinasgminuildnadwdein’  dadnalunsinmeeom
Vg fidnAtyfasaenuazn1iz sucrose nephropathy @sazviliianazlaneidoundule
IﬂUmwwﬂumrﬁﬁ;&”ﬂaﬂﬁmiﬁwmmaa"lmﬁﬂ'ﬂﬂ@

Autologous stem cell transplantation

Autologous stem cell transplantation L'%'aJLLsﬂ‘L%%‘ﬂm;jﬂwﬁtﬂumﬁwauﬁmﬁaﬂ
uazdlsngan@niindaolasld allogenic bone marrow transplantation %333 INM33NHLIING
dﬂmmimaﬂiﬂgmanﬁﬁuﬁm ;ﬁa"’ﬂﬁﬁwmﬁﬂmkﬂLaml,aaﬁﬁaiﬁfﬁ' autologous stem cell
transplantation I@ﬂﬁﬁv’umuﬁ'mﬂﬂmiﬁw CD34-positive hematopoietic stem cell Tadﬁjﬂ’m
EJ’]Lﬁ']JVL’S/LLﬂZ‘ﬁWﬂ’]ULGﬁﬂﬂuVLTﬂizgmﬁzdﬂwﬂ (myeloablation) #2881 cyclophosphamide THa
aﬂlmlu’mg\‘li’mﬁ"]_lm antithymocyte globulin WIDNIAYITIF (total lymphoid irradiation)
1&5\‘1%’1ﬂﬁ?ul,a%u hematopoietic system MumslA autologous cryopreserved hematopoietic
stem cell #9n33nENEILAEHezinNaeAfBNI1AE allogenic transplantation lagtfiannas

graft versus host disease (GVHD) lastaenin



madnslunidgladuazantnnile  dulngidunismonudtheduwnldenn
nsAn®28d Traynor %uﬂumiﬁﬂmmmﬁq@luﬁﬂaﬂ LN ‘ﬁ'ﬁmmi;umﬁﬁmu 15 318
lagfamumssnsluszozioa 36 w@an wamsanwwudsunaldsduludaaizaass
I@ﬂ;‘ﬂ”ﬂm%ﬁﬂmu 12 MeldfaaumIsnImnBIINn 1 ﬂLLazgﬂam'ﬂ"ﬁmu 10 3188IN1IN
%q@mn@gﬁﬁmmuﬁv’mmqﬁ atslafionudigihe 2 efmsnsudugraaslse msdnmn
phase | WLaz phase Il W83 European Group for Blood and Marrow Transplantation (EBMT)
WRe European League Against Rheumatism (EULAR) lugﬂw‘[smaauaaﬁﬁmu 53 18
wWugihofidannaidng remission fiszuziom 6 tioudowaz 66 lagdsziinan Systemic
Lupus Erythematosus Disease Activity Index (SLEDAI) score %#agnin 3 ashdvliﬁ?l@'ﬂw%aﬂ
sz 32 flsaiGumelu 6 eundamsnen Tesrtaluminmnlasitiaesanmadsdia
GARRERHEE 12% é’aﬁf’u‘tumiﬁﬂmﬁa"[ﬂfja'cﬁﬂLflua:@Tmﬂ%’uﬂ’gﬁ%mnm:iﬁmaumiﬂgﬂn’m
Vlmﬂsz@ﬂmuﬁ”'dmsﬁwﬁamjﬂaalﬁmmzamiams%'nm

m3lgen cyclophosphamide ‘luwmﬂgamn (immunoablative dose)

msdnwlay Petri uazame” lugthelsaeauandlanlwnisinmaism cyclophos-
phamide whadaluvwia 50 wnmnsn Wuszezom 4 Sudadatunasansiulin
granulocyte colony-stimulating factor (G-CSF) 2u#a 5 lulasnsumn aum:ﬁiﬁ‘hmu
neutrophils §9n31 1000 frdelulasanstoazuandiainds myeloablative Wlasandsd
hematopoietic stem cell ‘ﬁ??a@iam cyclophosphamide L‘V\ﬁaagj hematopoietic stem cell
mdﬂ‘l‘iﬂ: express La 1 bl aldehyde dehydrogenase Lﬁaﬂaaﬁumﬂﬂaﬂu aldophosphamide
T phosphoramide mustard ‘T}delu active alkylating agent LWS’]zOﬂ:ﬁ?uﬁdeliﬁﬂLﬂuﬁaﬂﬁ
hematopoietic stem cell Tuniemas nsdnlugihie LN $1wan 14 Malasgihedwn 9
lu 14 swliseusussdanisinmeiomaaiflosdssosduazenanfidnumu  wisan
leFumstnmneasen cyclophosphamide sfiadaluziagiwuin SLEDAI uazUSunmllsdu
luﬂama:a@amazgﬂw 7 Muaunsadng complete remission 3@ partial remission 189
famunsinwiduszazioan 27 1@aw ﬁoﬁ“‘hiﬁ;jﬂasmUl@ﬁLﬁﬂ%’immhamsﬁnm
msdns3suisumsinmnlasdsanumslinnsinendiee cyclophosphamide anu NIH
regimen MAIGUAUNIANINITLBE]

Plasma exchange

Plasma exchange unin autoantibody L&z immune complex 8an3aNINNNLY
1at/3% unselective remove IMNWANRIINID specific adsorption §a immunoglobulin LB% anti-
ds-DNA antibody MyneaEiianuseaadasiunniifiaveslse (pathophysiology) 34
wandumssnsnfidussininme agrdlsfianundsmssnenasiismanues B cell 1finduis
AAENANTFUNMURAINTN plasma exchange NMIANBIUUL randomized controlled
trial Tugthe LN ﬁguuw%ﬂﬁ%‘umﬁﬂmﬁasﬁ% plasma exchange MWAUMSTLTEN

cyclophosphamide wazenaasalasifusond lasfaaumasnsiduszoziian 2 U wa



MIANHINLINBANMSFETIR sarmadenvadlauszSunmlusaulutlsansliaans
uanmnﬁ?ﬂ’aﬁé’mwmiaﬂL%'yaﬁ;mmLm:é“mwmil,ﬁﬂ%'immmiam%mﬁu%uﬁu y* N
ﬁa;&amﬂmiﬁﬂmﬁﬁagiuﬁaﬁ;ﬁuﬁﬂajLLu:ﬁﬂﬁ%’an’ﬂamamma’é‘l@ﬂ’i% plasma exchange
wnuenanldumu

Rituximab (RTX)

a '

B cell AAnudadanatnnanalsnlosioad UnAIUa9 B cell :Ruan@Lanun

o
@

AR BTN widluniufide  cD20 LLauaLaw‘ﬁaﬁqmauﬂ'ﬁLﬂu non-glycosylated
transmembrane protein ﬁwuvlﬁuu pre-B cell, immature B cell, naive B cell, memory B cell
WRe germinal center B cell ua badwulu plasma cell &1 rituximab (RTX) 1T chimeric
mouse/human anti-CD20 monoclonal antibody \losunendvadiiny CcD20 weudlauuuin B
cell 9:¥ 1% B cell malasiannz CD20-positive B cell luntzuaidanlaslivina1s B cell ‘ﬁlagji
Iwlunszgn vafiUSunm  immunoglobulin - lunszumisaszlifmsi/asuuasdiasen
plasma cell iwaadnlaid cp20 woudlnuuinaadrnldizad lignanalasm RTX”

asdmresuazenasensgauimangnalildeniliiuasiusnluila.a. 1997 lasd
ﬁaﬂo%luﬂﬂi§ﬂwﬁ relapsed %30 refractory low-grade B cell follicular non-Hodgkin’s
lymphoma® &1 RTX 2w 375 daaniudamauasiissnsadoaazyinliues B cell aaas
Souaz 60 LLa:ﬁnﬂ’ﬁgaQ'"léTmu 6-9 Lﬁauiﬂﬂvlaiwumiam%aﬁ;mm luﬂﬁlqﬁuﬁmﬂﬁmfﬁu
{18 lymphoma vlanunndn 300,000 318 mysnmliagan@ndiom RTX L'%NLLiﬂgn
Nl idiopathic thrombocytopenia purpura58 LRe autoimmune hemolytic anemia’
gamndeaumssnmaanen RTX ludnnanslsagu cold agglutinin disease’, dermato-
myositism, type Il mixed cryoglobinemia62 L8z Wegener's granulomatosis63

M3AN1TAA multicenter randomized double blind controlled trial WU3INANTSNEA
#2881 Rituximab $341U81 methotrexate Waz81 cyclophosphamide slupjﬂ’m‘[swﬁaé'ﬂmugm
aoudRUszENT NG lasdnIneuauadauinmesd ACR 50 snnindausz 40° w1 RTX
Naﬁﬁuﬁmﬁéwﬁmﬁammﬁm (allergic reaction) @olwnaw1aIn anti-mouse antibody
M3AN® phase | waz Il 289 Anolik tWTsuifisunmsSnmdiosn RTX AUINANTFUNIL
aulaglwen RTX luawiaiiensiu 3 ngw ;jﬂmmjmnﬂvl,ﬁ%'um RTX 100 4n/@n319tuaInita
ass ;jﬂwn&jw?‘iamvlﬁ%'um RTX 375 un/@159iaasnitinss LLazﬁjﬂ’mmjuﬁa’vaﬁ%'um
RTX 375 un/mmauanndlani@adanii 4 a%s ;jﬂwﬁﬁﬁ'umsﬁﬂmﬁﬁwmu 18 18 WA
miﬁnmwudﬂgﬂ’mi‘hmu 10 T8l B cell depletion (3143% B cell 5 cD19 anasiaunin
5 was/lulasiay) uazgihodwau 10 efanmsatulasdsziuen Systemic Lupus
Activity Measure (SLAM) 336iugn RTX Hanusuwnsivs win B cell fiaaaduaz SLAM
score AWNT ;jﬂmﬁ B cell a@aﬂ&imnmmﬂaagﬂayﬁaﬂ&iaﬁu athilanafigihedwamn
6 T187A329WL human anti-chimeric antibody (HACA) Iﬂﬂﬁvlajﬁwml,mnfﬁaugmm Fatlady

WRE9NZNA HACA Aazuiad



m3dns7fia open labeled study Tugthelsaasuaaddmin 6 Meldiuminm
fBp1 RTX 2u1@ 500 U TIWAULN cyclophosphamide 1Hadia 750 JadnTuuazennasale
a & X o a akf a .
sdoosdvmnagInudheimn 5 Nufanmsveslsadtulaydsziinann British Isles
Lupus Assessment Group (BILAG) score aaadann 14 1iu 6 luszoziian 6 1haw Hilenn
uRF1WIN B cell 8aadlasin1Ianasved B cell iluwszuziiandszano 4.4 1Gan wazethe 2
= ' [ o < ' Y
Tu 3 Medfinnie LN aumeaziiszay anti-ds-DNA antibody ludsuaaasvadasneunn ed
£9v19% urine protein creatinine ratio anavadnslpmAYNIRDIA NIANERAAAWNT
[ & | = £ ::ly a A' &/ o v U
neufluszoziianwin 2-3 I Daudsngasiuasinaiinduasimn B cell ui i
= o A a & 966
yNeinsiSueelsaiadnla
m‘sﬁnmlug}”ﬂasﬂimaauaaﬁﬁhmu 21 e laTumsinsalIsen RTX mqm'&'y
mad;ﬂ”ﬂaUﬁu’iﬁ%’umﬁ'ﬂmwhﬁ'u 30 T (17-48 7)) szpznavesmsidulsaiesuaadlasiade
. @ Ve a ° A £ o
wihny 9 U 415 1) wamsﬁnmwmwQﬂammﬁmmu B cell LANNMIUATINGALN
- .. o X . .
Uszanmk 3-8 1@aw (g 7 1@aw) e 1 einadniueesiium B cell naIngans
SnswIweInnin 3 1 Vl,ajwuﬂ'ﬁ?]m%aEuLLiﬂuQﬂaﬁﬁvlﬁ%'ums%'ﬂmﬁwm RTX ;jﬂ'm
o P ' Y ' ' @ o .
um 6 Nefianez LN Hindisuaszldaeuauasdanissnsneissn cyclophosphamide lag
Hihodwan 5 Moty class IV wazdn 1 el class V ;ﬁfi}"ﬂlﬁm RTX 241@ 1000 un
2UNULN cyclophosphamide T#ada 750 an LLazmﬂa%?ﬂﬂaLﬁmaﬂﬁmm@gmﬂunm 2
é’ﬂmﬂ@imq@mﬂ(ﬂgﬁé’ﬁumué’ﬁumL'?umﬂa%aiﬂmamaU@TLLazm hydroxychloroquine
Namiﬁﬂmwu'ngﬂwﬁa 6 MUINIIAARIVBI BILAG score, 3¢@U creatinine 14@5%, urine
protein/creatinine ratio, J*ALUABNWALUUG, WA anti-ds-DNA antibody Nszeiziian 6 Leaw
Hile 1 Nuinsmsuvelsaiialfeni 10 vasmiTnslasionnisdamnastiatannue
el o A 67
laifinsisuesniig LN
m‘sﬁnmlu@”ﬂw LN class Il 48z class IV d7%3% 9 3ud9lesUNITNEBGIEN
RTX Tiunugiaasalasfosassruiatunanaduiig) 10 §Uad wWuRanIssnnauin
= o 68 Y ' < Aaa o @ [
VELALIN nmMsfnsrasatunuiien RTX iwenidadanudianlunsinsls
awaafiasnnuatiadesldinnlasawzlungurihe LN filinauauasdamainm smeh
ﬁwé’aﬁmiﬁﬂmﬁomﬁag’mmﬁmﬁ'ummﬂm'ﬁmmmu mﬂﬁms’wﬁumﬂm‘jﬁﬁmﬂm
FRADULRZNATIIALITTHZENIVBILN
Nucleoside analogue (fludaribine and cladribine)
A A & . . = ' & v
pnoiatiduwen purine nucleoside analogue RGN lymphocyte NIUWEWNLLRE
MauLIa lasenazunsnadqls DNA 1w lymphocyte ¥inldinsaaasaasiiuin B cell
waz T cell enfignldassusnlunisinmlsn chronic lymphoid leukemia lull a.d. 1999
Boumpas uazame la3i3unslgen fludaribine §ﬂ‘1m;§ﬂm lupus membranous nephritis F9la
AOLEBEIGENIIINEAILET cyclophosphamide #AINIIINEIGILEN fludaribine WUINLINND

a A @ a A a . 69 &
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m3dns phase | Tugthe proliferative LN lagl$en cladribine wisuifisusznivisfiada
fansfazasanuaiia continuous infusion Wwa1 7 TunamMIANEANLIIEN cladribine THa
continuous  infusion  sansnaalSinaldsiulutlasazldunniuaiinisaadaannnia
WEnitan” mm:ftﬁwé’aﬁms?mmlu;&'ﬂm LN flenslden fludaribine $a8nueN cyclophos-
phamide Tfiasudszmuluamadn

LJP 394 (Abetimus)

81 LJP 394 Lﬂum%agnL%'aiwﬁnavl,nmsaanqw‘ﬁﬁuqamﬁﬁammmﬁﬁ@ patho-
gennic autoantibody-producing B cell Taedilufinsvinanslugan non-autoimmune B cell 81
LJP 394 Lﬂumﬂﬂgﬁﬁmmuﬁﬂiznauﬁay ds-DNA helix 4 %u%aa@a%iﬁ'mmunmaﬁﬂu
triethyleneglycol core E'f;\‘iLﬂuﬁhuﬁVL&iﬁ immunogenicity m‘f:ﬁ]:ffuﬁ‘u anti-ds-DNA-producing
B cell fnliiian1az B cell toleragen uazyinl#3nuin B cell aARIINNAME anergy W
apoptosis SINAIHINTET19789 anti-ds-DNA antibody aaasderhlwmImidusesniig LN
AR miﬁﬂmlmﬂ@maaaﬁﬂukmammaﬁwudwm LJP-394 RIaNI0aAIZAL anti-ds-DNA
antibody lunszusmdealameln 1 dolaswaslien” msdnsafia randomized controlied
trial lurﬁﬂ’m LN class Ill, class IV, lLa class V 37%43% 58 318 faaunsnwuduszezia
8 §UaNA Wuinen LUP 394 anun3adlasnumsmisueadniig LN kasanszusian lumssnes
Az LN wasiimsnaududnle uanmnﬁa:Ummlum‘sﬁwL'%umaaiiﬂiuﬂéqiu;jﬂaﬂﬁvlﬁ?um
ﬁﬁamﬂdﬂuﬂéju;‘ij’ﬂwﬁiﬂﬁ%’uﬂﬂ@mawnﬂq’uﬁﬂwﬁﬁ high affinity antibody @aen LJP-
394 a9 lsfiaN198A8I89IEAY  anti-ds-DNA  antibody  udsuldfianuuanensasngg
ﬁfﬂﬁwﬁtymaaﬁaizmwﬂfcjumjugﬂaUﬁvlﬁ%'um LJP-394 Lm:ﬂaq'mjﬂmﬁvlﬁ%'um cyclophos-
phamide SufLENAasAlAATOLE - Tagtiuiasinsdnmniadszaniniwuess LIP 394
mwwﬂumjugﬂamammaﬁﬁﬁ high-affinity #ie anti ds-DNA antibody Ssnanisanmnidiasdu
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Anti-C5 monoclonal antibody
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Renal replacement therapy
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A13191 1. ANULANAIIIZAING latrogenic Cushing’s syndrome LLa¢ spontaneous Cushing’s

syndrome

Latrogenic

Spontaneous

Hormone involved

Shared clinical features

Distinctive features

Glucocorticoid

Obesity

Osteoporosis

Psychiatric symptom

Poor wound healing

Glucose intolerance

HPA axis suppression
Glaucoma

Osteonecrosis

Posterior subcapsular cataract
Benign intracranial hypertension
Pancreatitis

Panniculitis

Glucocorticoid
Adrenocortical androgen
Mineralocorticoid
Obesity

Osteoporosis
Psychiatric symptom
Poor wound healing
Glucose intolerance
HPA axis suppression
Hypertension
Hirsutism, virilism
Altered menstruation
Impotence in men
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wagilayniniszaas (Rheumatology Quiz)
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1. mﬂuﬁﬂﬂﬂaﬁwu fla Mutiple, discrete, oval-shaped erythematous plaques
with central atrophic change on the extensor surface of forearm

2. myifaaslsa fie Discoid lupus erythematosus (DLE)

3. amuddgreiniziae WudusiiaeSifidansmenmsannsunziulse

systemic lupus erythematosus Waz LIu criteria wialuniftaaslse

Discoid LE (DLE)
duAurfieiwotesfigalunguiusiasess lasfanugniosar 1530 lamiu
anmyhsasaz 6-10 anwulwwendivvesninms lugasiw 3:1 I@]ﬂmqﬁﬂag’szmn 30-40
U wuigthedulwgfiins DLE Taglifanmiauszuy esiasaz 5-10 vasgthenTiu
A A a P A o & .
TUAKILLNADINITNIEULAUA UI@ﬂLﬂuIiﬂgﬂa (systemic lupus erythematosus)
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§1a0 13ondudu “ocalized DLE” wu'ldSasss 70 fufaniusimlddafsseuazinadinas
3un “generalized DLE” lagainwufishunanvasuaua 2 419 waslla uazdundivosdu
W% wullanugniasas 30 A1 generalized DLE f:ﬁﬂawmé'wﬁuﬁﬁ'uisﬂgﬂaﬁﬁmms@rm
TULUA? (systemic lupus erythematosus)
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1. USodawiliTunan  (epidermis)  AanBmAEIABAWAWIGIAN  (ortho-
hyperkeratosis)

2. EL?JWUaaﬁgmwumﬂﬂ‘s”'ml,l,a:ﬁa'lil,ﬂaﬁ@mm:?maEi

3. fmadasuudaslasifi vacuole (vacuolar degeneration) dunmsluimasfiaia
FILADTIAL LAY wu%uamgﬂs'wnauﬁa@’él,m (homogenous eosinophilic round bodies) “7]
35137 “colloid” W38 “Civatte bodies” ALTagAIMTITUMEN WiasIuAIMIITUlL (dermis)

4. \TasTHha mononuclear Lmiﬂﬁ?a%ﬂ@] maumamﬁammzymu (perivascular and
perifollicular infiltration) Tugufiansiasuly
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3. MINBINN systemic :  ITenduNaSualaanits 398 2 vfia fe chioro-
quine WA 250 AN/ (3.5-4 AN/NN/A) WA hydroxychloroguine IW1a 200 UN RS 2 AT
(5-6.5 un/NN/AW) lasendInaInidafaenadnafsddaaIn retina dnin (Seuasz 3 : Tauas
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