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Abstract

Membranous nephropathy (MN) is a common cause of nephrotic syndrome. Primary MN accounts for 70-85%
of MN in adults. Clinical manifestations include insidious onset of swelling, heavy proteinuria with bland urinary
sediments, normal renal function and blood pressure. Primary MN is an immunologically mediated disease
characterized by the deposition of immune complexes in the subepithelial space with the formation of immune
complexes with epitopes on podocyte membranes. Seventy-five to eighty percent of the patients with primary MN
have autoantibody to M-type phospholipase A2 receptor (PLAZR). The measurement of anti-PLA2R antibody has been
widely accepted in the diagnosis and prognostic prediction due to its high sensitivity and specificity. Initial therapy
includes supportive care. Immunosuppressive drugs are recommended in patients with persistent nephrotic syndrome
and progressive decline in kidney function. Current evidence suggests the benefit of selective B-cell depletion or

rituximab in inducing remission in primary MN.
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IsAls membranous nephropathy (MN) wuuigugfiiduannafinuldvesvesngueinisiunlisialuglng
flornsuanuuuresiuresly flusiusilutiaanziunannn dulngldwunzneudindenuaddudaans msinuvese
wavaudulafinund fovRnnsaifesar 70-85 voslsn MN venua avainainauiinunivessruugiduiulag
fnsasansniduiuseusufauuun podocytes Inswilslutoudinuiidumnelsafidifgves MN vdaugugil Ae M-type
phospholipase A2 receptor (PLA2R) wuldfissesas 75-80 lnenuainugnues PLAZR semsinlsatuiuuAazidoni
dagtufinnsldueufivedisie PLAZR (PLAZR antibody) Lilensifadelsauazneinsallsaegraniiawna flesaindannul
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15aln membranous nephropathy (MN) LAna1nn1g
pRfuAuRaUnAfinszquliiAnlsalalnalesda diulng
wuluusswnsongannnit 35-40 U grednuimunnmdee
naueINsiunlsiia (nephrotic syndrome) fia 1N13UM
Tsiuludaanns weayfiuludondn uaznoiaainoson
Twdongs Yagdu MN wuseendu 2 afia liun wleugugl
(primary MN) wulgSeeay 70-85 way silavfegil (secondary
MN) wulgFesaz 15-30 &1%5U primary MN 1HRnARaUNG
vaansnszduiiAuiudstaudiaud1s q lusinie lag
woudnuvdninulutligtiufie M-type phospholipase A2
receptor (PLA2R) ??}ﬂaguiuuﬁwm podocytes WLazd1u13a
ATIANULBURUBRe PLA2R Tuifenlaseray 70-80 verUae
ibildlunsidedelse nensallsauazfnaiunissnule
tagtiuns¥nw primary MN Enmsiauvienisiudsuutas

lWeog1eun angaiinangiunisnwifseingulniiing
N15MOUANBITBILTANINTULAENATILALIANAY LA wn
rituximab 1Jusiu
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MN Tudszarnsinewuidusudiu 3 veslsaladniau
yiaUgull Ingdauynieeay 15.8" wayainn1sfne
suTamane1sinerdwiolaan 9 aardunisunnsly
1A59715 Thailand glomerular disease registry Uw.a.
2560 71U 1,556 518 nuaugnveslsn MN Sevay 7.1°
Payan1eszuInInegluslsemanudnAuynuedlsngs
lulszimnaiu maindunaannmemeuaiiey’ dmsu primary
MN Tutsesnsinenuléfosay 28.4° Tasaugniiindy
awengeUie variveyaluuszainslusisussina
NUAIUYNVBY primary MN Sowaz 20-30°
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Fedn MN 1inainnsnseduszuugiiduiy s 3 naln
nan (gﬂﬁ 1) el nalndl 1 Resnueudvelunszuaiden
Juivueufaunelu (native antigen) %aag’lu podocytes
Werdunguatsglidudu (immune complex) d1miu
wouAuinuluayudutseanifu alloantigen A neutral
endopeptidase wulalunisnusniiin way autoantigen
Ifun PLAZR Faduamandnyesnisifia primary MN
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Tutlagdu (53Ul 1.1) nalndl 2 1A nnguansgiduiy
Tunszuadon (circulatory immune complex) 1NERAA
Uinalnawegda Woindunalandnvesnisifia secondary
MN (3Uf 1.2) uag nalndl 3 HnanueudouMEuen (plant
antigen) unzuagisuinatuiiodevednamesda
waziflefiueufvefngaassuiniz MliAnnisaiiengs
asgifuiuiy dodnalniiduaivevesnmaia MN Tudin
(Ui 1.3)°
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Circulating antibodies

Uil 1.1

Circulating immune complexes
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Non-native Circulating
antigens antibodies

Ul 1.3

3U# 1 nalnnisifialsa membranous nephropathy (AALUAYINLENTITININUIENAY 6)
JUN 1.1 weuivadlunszuaideniuiukeuiaunelulnawesda (native antigen); JUN 1.2 nquansaiiduiulunszuaidon

wmeiilnawesds; JUM 1.3 weufvedlunszuaifonduiukeufiaunieusn (non-native antigen) flnawesaa
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n19349d8 primary MN Usgnauaiy n15dnuszin
A998 NIATIRIMsUJuRnsuasTadinen §Uae
MN aslasun1stnuszdf 93995198 NsdInsIanIsies
Ujtansuaznismsiamedadineuiiudiniiovnannaues
secondary MN e Usedanisleen laun erann1seniay
fladlvaiiusens (non-steroidal anti-inflammatory drugs
#39 NSAIDs), gold, wag penicillamine Uszianig
Tsanfdnumuiieiesios wu lsaoauead Ussiflsnusss
TowA ue5esile uedeild wazuziSwiongnvann UseTinis
Aateseds laun hiasusniay, 37aa uazialsa N9n9a9
371918 MUY IRTEU N3a3MeeslfiRnvnedlslad
laun anti-nuclear antibody (ANA), n1sasaanilasa
FUBNLAUTLAE, anti-HIV Lagn15a539vTNad (RPR, TPHA)
N99529N9398IMeN TowA AFIEINEIMTNEN LaZN1IATID
Samsuniudvesiies nsnTadansasmeSwmunnudsdy
uslazdeny Mansraene e sudolafedunsgu
lun1sitadelsanidlnawesda lnednuugniang1sine,
Fuilalaluiitiae primary MN it n1snsaadendesganssen]

(Light microscope) 9¥WUN391UI8I89 glomerular baserment
membrane (GBM) wazidlofoudie methenamine silver 4z
Wudnwalg subepithelial projections #30 spikes ANHLUITDY
GBM n1501519978 immunofluorescence (IF) 3gWU immune
deposit 199 IgG tag complement (C3) Sosuadluanuue
fine granular i capillary walls #3affonfn PLA2R antigen
U3 capillary walls n1snsiamendesqanssaudianaseu
(Electron microscope) a¥nWu electron dense deposits Tu
FUNUS subepithelium A1TATIAMIUBURUDAGDLOURLIU
veensiinlsn Jagdunuinnisnsiadenviuauivasisie
weuRluUeINIsiinlsa lawn PLAZR antibody (PLA2Rab)
fanuhuazanudunglunsidadelsnas uazdirelides
Supuidesnnnisnsiuieln Seanunsadunldlunis
98y primary MN 1alugihefifimsvhauveslaund
ndayaluuszinalneny PLA2Rab Tvinauinlu
primary MN 3988y 60 wazaInNN1sAneINITIATIzRaiuIu
(meta-analysis)’ Usgnausmeithe primary MN 3712u 710 978
WAENFNAIUAN U 1,502 T18 WUIINITATIANU PLA2Rab
frnuhlunsidadulsniovaz 78 (95% Cl; 66-87%) way
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anuTnglunsitadelsadeuar 99 (95% Cl; 96-100%)
uenandiinsAnuging MNS1uIu 97 Tefiamawukauan
o PLAZRab uaglinuamgues MN Taeffuaeildsu
nsnsaanedinerswileln 60 s1eiifenisnsosvesle
(glomerular filtration rate; GFR) 11N31 60 18./U17/1.73 #1541,
wudilifies 2 eviduiitadelsadu warlusuauging
37 yeiilien GFR tleendn 60 ua./undi/1.73 a5, 1 5 51
fAfadelsndu Feduainnisdnuniiiiunniuaudule
Tuns30iade primary MN Tugftefifinauansie PLAZRab uaz
GFR11NNT1 60 118./u191/1.73 #15.41.° N150153991 PLA2Rab T
taquuil 3 38 A westem blot WuAsmsnsrafifimnulogs
fign anansansrenuld¥esas 70 ¥aUae primary MN il
Todrin e nldlusuideidesannlufivavdniogy
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immunofluorescence test (IFT) JwaSAfiaulifinia

Western blot tneasianulé¥esas 52 109 primary MN 3
Arfilsazssnudunavinvionaau (nsluuisaaituens
s1eudunzuuuld) enzyme-linked immunosorbent
assay (ELISA) fleaalalunisnsiasiign wulimauan
defiA1unnndn 14 RU/A. agalsAmugUasuiase
fifinauanse PLA2Rab luiden wifldnwazniandin
wionansIan193lsladduinund saudsfUaeiifiaany
$nduiidessnuidisnagiduiu szdedldiunisnge
Fuidolafiofusunisifedelsn uenanifvaeiduaay
o PLA2Rab mslasunisasaatuielaiiesunisiteds
wazdedaum PLAZR iflosannluszozusnvadlsnazasiany
WBILBURALIUINNNITATIINIINE 5NN Lazdinnulinnni
15959991 PLA2Rab luiden fauansluukunind 1

GFR > 60 28./4171/1.73 A5,
warliidalasuenngiauiu

31948 primary MN
laifpansiaduilels
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PLA2Rab test
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syndrome Liia PLA2Rab
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BRUATNA 1 N5RSURS9T3uilalnnunansia PLA2Rab Tuden (9muad1nenalse 9osvuienay 10)

WONAINNIATIIN PLA2Rab Tudeniiediade primary
MN wéh Safin1sfnwiienuleufuedsie Thrombospondin
Type-1 Domain-Containing 7A (THSD7A) lun1s3tiade
15a Tnonuwoufvedninanlalssunniovas 3 waznuld
undududesar 10 Tu primary MN @ PLA2Rab T¥inaau™
agslsnmudadinangiulaifisanedisaruudugivenis
AILOUAUDARD THSDTA Tun153dade primary MN lag

1991 euRveARINaFuRUsAUlSA secondary MN
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Tlun193%ade primary MN lgin neural epidermal growth

factor-like 1 (NELL-1) wuldSeeas 16 vosgUse primary MN

78 PLA2Rab lvinaau™ semaphorin 3B wuunnlulinuse

Hlvejengies uay neutral endopeptidase (NEP) wuluvisn
~ 1d' &) ¥ 13

usnAaeATINIIANAVIA NEP Uy
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Lﬁa\ifﬂﬁﬂ@:ﬂ’w primary MN daunilsanunsameliies
(spontaneous remission) wazduniainlsaladesiniman
éﬁ’aﬁ?ummimﬂﬂﬁﬁﬂLLaxmamimmmaﬁaaUﬁﬁamsﬁm%u
Fneanudsdunisdiiiulsavedsalnteds wieane

wnsndeuvedlsa Jfldrdrelunsdndulalinisshwdtae
FauvsanudssieniainlsalaGosieondu 4 ndu fe
nauAIEBI Ununans g9 uaz gann laefiansanay
Amsnsasedle Usinalusiuiisaluliaans seiuueayilu

Tuden waztladedunsandlunnsnen 1

M13°99 1 nguanudsstansiialsalaizesily primary MN (Fa6Uad9I0k80a71567989937848% 10)

Low risk

Normal eGFR

(260 mL/min/1.73 m?),
Proteinuria < 3.5 ¢/day and
Serum albumin >3 g¢/dL

Moderate risk

Normal eGFR

(260 mL/min/1.73 m?),
Proteinuria >3.5 g/day

and no decrease >50%

OR
Normal eGFR,

after 6 months of
ACEIs/ARBs therapy

Proteinuria < 3.5 g/day AND
or a decrease >50% after | Not fulfilling high-risk
6 months of ACEIs/ARBs criteria

therapy

High risk

eGFR < 60 mL/min/1.73 m?
and/or

Proteinuria >8 g/day for

>6 months

OR

Normal eGFR,

Proteinuria >3.5 ¢/day and

no decrease >50% after

6 months of ACEIs/ARBs
therapy

AND at least one of the following:

e Serum albumin < 2.5 ¢/dL

e PLA2Rab >50 RU/mL

e Urine IgG >1 pg/min

e Urine al—microglobulin
>40 pg/min

» Urine f§ -microglobulin
>250 mg/day

* Selectivity index* >0.20

Very high risk

Rapid declined of

kidney function not

otherwise explained
OR

Life-threatening

nephrotic syndrome

*AUIUN IgG clearance/albumin clearance

N3 RaTaNAINeINThaYIERUAMLL AL oS
Anlsaladess ol nduil 1 enudesd (Low risk) nauil
fanudssironisifalsalaitesuaznnzduiengadiu
Tngannisfnyuuuinaamuigihenguifnadwsvled
uiilalldumssnwdeenaniduiu dunissneluging
nauiitadumssnwmueniswasihfaniueinsneaddn
ﬂ&jmﬁ 2 mndesisnans (Moderate risk) Lﬁuﬁﬂasﬁmwwu
PLA2Rab Tu@$u wazen PLA2Rab Uesni1 50 RU/ua. dulvig
s liRnnmeInsmeedin esananansameldiesds
Sovaw 45" winlaifduanunsalinssmumesnagiduiu
6iuA rituximab 38 calcineurin inhibitor (CNI) 8819l5An
Foyalunisdnwidig CNI Wisswlinieadunaiegaios
6-12 ieunuidsnmnanduludngenendmgas uay

TUpn

oA

q

TunslddmiugUaeiidnisyihauresdaunnses
ngudl 3 AaABags (High risk) WudUaenilusiululaaie

WnN91 8 /U mslinmssnwdmeenagiauiu Lesan

Alenamelsesanaafisiosay 34" AIsEuATSAEIRIY

rituximab, cyclophosphamide %38 rituximab 323U CNI
Wesnmslignnagiiduiuanansavinlvidnslsnasuiiindu

W complete remission (CR) %30 partial remission (PR)
ngudl 4 anudssgeunn (Very high risk) wugiiliFy
M3$nwdae cyclophosphamide ilosandalaifinisdnu
feusvavisnmues rituximab Tunisansasnisiialsaladess

Tunguil waimniivevialunisly cyclophosphamide agfias

USnwiiedvngy
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Usznause msannnusulafinuazanlusiuslullaans
%Qﬁﬁ]ﬂimﬂ%mﬂdu angiotensin-converting enzyme
inhibitors (ACEls) vi3enay angiotensin receptor blockers
(ARBs) lasniiuszansamlunisanausuniglulasiuiu
nsdiande auaumMsTulsEmUlUsAulivinzan uax
Frsanlieranmoadnasoaniuauidssvenisiinlsa
wilalarviaenidon

N133NEIABEINANIANNY

§the primary MN #ld§umsinuseeaesalaaifiesoss
(corticosteroids) Inglailf3usnaniduiuduinismevaues
son1ssnwLiiesdesay 50 wazlulinadonisaiiuveslsa
FohuFauushlden cytotoxic agents salumsshwn® 91n
nsanwiuuneaesdiluusemadmalugdie primary MN
dau 67 Teifiszduaiuedtuludentesni 2 un/ma.
Taels8 methylprednisolone 1 n$u/4u faredu 3 Tu
AuAIY prednisolone WA 0.4 WN./NN./TU U 27 U
Tuieudl 1, 3 uag 5 aduiunistv chlorambucil 3w 0.2 310/
nn/fu w1 ieuluieud 2, 4 uay 6 SImsTeEna 6 1oy
Wisuifisudumsinuiniuenis Wedamugiieidunan
1-7 Ywuinfewas 71 vesilduenagiduiuiilsaasy
youfinguiildFunsnvinueinsifelsaasuiiissiesay 307
uazilefamugthsniondsnsdnui 10 U wuinguiilasu
snagiiduiuiisnisendivlagliifnlsalaidosiszzaniing
gefis¥erar 92 Wenpuiisuiunguilasunsinuinueins
fiflsnsnsontinlagliifnlsnlate faszaniineiisosas
60" siaudnsAnwUIpuisunisli cyclophosphamide
wiinsuusenumag chlorambucil wudnlifianuuwnnsineiu
g alldeddneadnnednsnisiinlsnauLazsnsnis
douvesla winuingudild chlorambucil Huatnadss
11nn31" eusiicyclophosphamide awdinatn9tAg
ffenin wiarsvanidssnslierluguaeifvunneazan
1T 10 nfu Llesniniiiumnandsanisiynsenn wag
sgiiumnudssionininlsauzisslufirsifvunnenavay
11NN 25 n3u egalsimuiinsfinymaaesuuuduuundn
fifinnsusuanauinen chlorambucil® wu3n cyclophos-
phamide wllasuUszmuiUszaNSAMANI1 chlorambucil
wonanilulsuinasingulddnisinsiteIsuiiisy
Usz@van1nn1s5nwsendnensly chlorambucil, enlungu
CNI wazn133nwInuen1stugUis MN 91U 108 518
WU’i”ma:uﬁ%'ﬂmﬁw corticosteroids $3ufU chlorambucil

finsanasweanisinauvedlatosiign uinunatiadss
ngniign” 91nn1sAnvimaassuuugluszmaiu
TugUag primary MN 91w 73 518laen15li tacrolimus
UM 0.1 1n./nn./Au uislit 2 an vn 12 $lus wagilszdv
g1ludonsEwINg 5-10 un./ua. 1u 39 518 1WIsuiiey
Aun5l¥ cyclophosphamide ¥u1a 100 1A,/ 9149U 34 578
Hunan 4 e Tnevisaeanguldsu prednisolone 1
1 un/nn/Su WWunan 4 dUanviuazuiuanauinen e
Aanuily 12 Weunuinguiild tacrolimus fignsinsiAn
Tsrasu¥eray 85 wagnguiils cyclophosphamide 1§01
msifnlsrasudosay 65 efinuuanesiuegnaiituddy
n19afid uiwuInngudild tacrolimus 1AnlsALuImay
pgelitfedrAgneada” sisundinsAnwinasshuudy
Tudszineawosilolagly cyclosporine aum 3 un./nn./du
AUANSEAULT 80-100 un./uA. T1uau 13 38 WisuiiBuiy
azathioprine vu1a 1.5-2 1n./nn./u $1uau 10 Tetduna
6 1ieu wuinUas MN #ld3u cyclosporine T8msn
nsiAslsnacufosas 80 Tuvazfinguillé$u azathioprine
foms1nsiinlsnasuseay 93 agislsiniunuinlydl
ANULANA1SAeE Ty d AN 19EtA” angainisfnw
1A g0 AN UL B ULBUTENI19n1TIA CNI Ay
cyclophosphamide f1u2u 21 n19AA¥Y WU
cyclosporine way tacrolimus fuUsgansninlunisvinlv
Tspasusnnnii cyclophosphamide muﬁ"’nmmamﬁm@ayﬁu
Tuden waranUimalusiusiludaanglduinndn udny
Sasmsinlsat (relapse) 41NN @MTUNATILABINY
gy CNI flgURnisalvesn1izauan nsaginluiionas
LLaxmmﬁu‘Eaﬁmquﬁmﬁu Tuvnizdl cyclophosphamide vl
Anamzdadenunii nusiuazsusniauiingu®
Rituximab (chimeric murine anti-CD20 antibody)
funumlfifueinagddudulu primary MN sndusisann
N1SANYILUUARM UL DUNSIAZNITANYIMUUNARBIFY
flosannuinnisTy rituximab SUszansamvilvlsaasy
165 Tnsfinsfnuvimaaesuuuguidunisdnuindndei
msAnwusn Ao GEMRITUX Tuussmersaeaifunisiing
Tugftae primary MN §1u3u 75 5967 GFR 1nnnd1 30
18./UN/1.73 a3, Wisuieuseninensl rituximab
nevaealdendivuin 375 un./nsa Tutudl 1 way 8
Lazn1s¥nunuuyszAvUszAouiioanuiuialusiuly
Yaary wuiildfianuwans1aturesuuialusivi
Sludaanizfiszeziig 6 oy wiilefanuraiiies
JuATU 24 Heunudnguiildfu rituximab fin1sanas
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vosUSunalusiiisiluliaans suddnnmsinlsaauitu
warszau PLA2RAb Tudsuanaseg1siidedrAgynieais
Tnefinathadeninelimannssnuuuuussdulszaed
soulud w.e. 2562 SnsAnuiidedn MENTOR Wunisanu
wuuguan 22 andululssmeansgaiini lnevinisiine
Tugfte primary MN §112u 130 5967 GFR 3nnnd1 40 a/
W/1.73 n1a. wazlusiiulullaameannnd 5 nsu/iu USeuidisu
FYMINNTIA rituximab yevasalEeasIIuIe 1 /iy
$1uu 2 Adwineiu 16 fu uay cyclosporine Suuszmuly
YUIA 3.5 UN./NN/IUUU 12 1HU WUIBRTINISIAALIARNY
Tuits 2 ndulsifinnuuenssfuiszesna 12 dou wiide
AnnuauAsy 24 ey wuinguiilésu rituximab T8Rsns
\Anlsnasuannninguitlé3u cyclosporine agnsiitfudndny
n9adR warlunguitlsaasy nudsedu PLA2Rab Tudduves
7l rituximab anasdandnguitlésu cyclosporine st
"Lz,jwummmsiwuaqﬂmﬁmmasﬁmﬁmﬁquwwdwmﬂ%

v

2 4l MsAnwianandedn STARMEN Wunsdnwinaaes
wuuguluvAdglsulugfine primary MN fildsumstudulag
WS Ienduiielasiuau 86 el GFR annnd 45 wa. /il
1.73 av. wardvsualusavludaanzannnit 4 nsu/du
Tawlasuenanaiudulaineg1etios 2 LhouwazAnmIy
Wunan 6 Weou wWisuflsuswinamslei corticosteroids
3911 cyclophosphamide wlinfuusenmuvun 2 un./nn./Ju
1unan 6 1o uaznIslii tacrolimus awia 0.05 un./An./u
\unan 6 Weulnmuauszduendl 5-7 un./ua. Tauiy
M5l rituximab wua 1 n3uiiiewdl 6 wuinguitldsu
corticosteroids UMV cyclophosphamide wtinsulseniu
fdnsniaialspasuannndl 1.44 win (RR 1.44, 95% CI;
1.08-1.92) wazgaunsnansgau PLA2Rab Tud@sulaninni
vdsdanuuil 6 e 9nteyanisAnundiniuan 147
fuugiiAsiurauazIsnslieluguag primary MN
ﬁﬁmmLﬁadqmamsﬁwLﬁu‘[iﬂlméa%ﬂ Fauandunisieil 2

M13199 2 Mslvignagiauiulunsny primary MN (FAuUa99INL00F7150 1989918487 10)

g1 ‘

YUIALAZITNT AN

Cyclophosphamide

LLUUL‘flu'NIiaU (cyclical protocol)

o WAOUN 1, 3 way 5
methylprednisolone WA 1 N$L/3U NsnaoadonmAnRBil 3 Tu Aasie
prednisolone fuusgyuluyuin 0.5 un./nn./3u W 27 §u

o WAOUN 2, 4 uay 6
Cyclophosphamide Suusgyuluwuin 2.5 un./nn./du uu 30 Ju

wuusaLilag (continuous protocol)

. Woufi 1,3 uay 5
methylprednisolone 9119 1 N31/3u MaaeadenaIfaRail 3 U

. Foudi 1-6 i}
Prednisolone Suusevuaua 0.5 un./nn./u lagliiuiuiu @induanvuineias)
391U Cyclophosphamide $uusznuluauia 1.5 un./nn./du

Rituximab

Rituximab u1a 1 n§u Meviaeadons 2 Asin1ely 2 Uanii w3a
Rituximab U@ 375 1n./A5.4. Nvaeadans vineiuyn 1 dUast 9w 1 - 4 A%

Tacrolimus

Tacrolimus SuUsemuauIn 0.05 - 0.1 un./nn./3u (Wanwne e trough level 3 - 8 un./ua.)
Wunan 12 ey

Cyclosporine

Cyclosporine $uusznuawn 3.5 1n./nn./3u (Uusne A trough level 125 - 225 un./ua.)

N133NEIRBEINGUDU

fins@nwld adrenocorticotropic hormone (ACTH) Tu

WJumSufieguuiinnes podocytes wazfiunuimiieaiu
n1537vealusiulutaaniy FalinsAnwnidelagld ACTH
[ & 1 a al

Wunan 1 weu nuiaiunsaandsunalusiuludaanizuay

ms3nwthe MN Taeidedn ACTH agduiiu melanocortin
receptors 1 to 5 (MC1-5R) laglan1zeg198s MCIR 9

wWinszauueayfivludenld wiidunis@nwiauiadnuas
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JuugUiersudaiiedsliaiuisaasulse@nsnines
ACTH lapgretimau® aanns@nwiaienisii corticosteroids
52U mycophenolate mofetil (MMF) wuandsnsinsiia
Tsmasuliinnnmneainnisle cyclophosphamide wanuin
nauiild MMF f8asinisindulsadnd 24 Wouwnnia
vananinsenululssmesunuinnisly corticosteroids
sauiu MMF Tuaunm 2 nsu/du Wunaiuiu 6 e i
dnsn1siialsaasulauanm1eiu corticosteroids saufU

¥ wanandnsAnwdSeuiisunishin MMF

chlorambuci
52ufU tacrolimus wazn15i tacrolimus WigapE19Lhen
wuindnsmsiinlsaglafinnnuuands U nan1sAn
Funansnafusenanerfniiesinanuuanemnsdew A
Tnglanzvaieidedeenansuaussiosildaniivnglsy
obimutuzumab Lﬁuaﬂuﬂfjm humanized and glycoen-
gineered type Il anti-CD20 monoclonal antibody Fail
RS epitope 715UA193N rituximab fikuEAEnngi
obimutuzumab 1nlgluftae refractory MN waziiusein
Wil rituximab 7y chimeric Taglun1snwwuudounds
WU obimutuzumab @wnsaufindnsinisiinlsaasule?
widlasannuszrnslunisdnudeusiwaiusite vlidesd

AsEnEwRLRuslU

nslienazanedudon
amziulisAnazifiuaudssienisiinnngvaonidon
fuazunsgadulungugtae MN Ssnnuidssedlsadnilvy
Ay 6-12 iWeuvdsiionnts Taediduuzthinfiaeifsssiu
weayfiuludentiesndn 2 nfw/ma. msldfusazarsaudeon
dmuifiisssuueayiludentiosnin 3 nu/ma. mslasy
gnavanpauidono1afinsanaueuidswemvasndenuas
9afu FrufunsUszifiuruidswesnisiidenseninuni
roulenazaneduidon mnglhelaundssgsionisiinidon
sondwarinsanlrioduinIaidonunueiazaeauden

ﬂ']iaﬂﬁnllﬂ']'i%lﬂﬂq

Jagtuldenniamendin Ysunalusiululdaanie uay
seaukeayiivludenlunsinwiasinaueinisvesyiay
uananiifedinsldsziu PLAZRab ludsusaudne lesann
A110UBNNITROVALBIRENTINYIAG 1nesyayU PLA2Rab
fanasduiusiuslsaiinty egnslsAmudlaifinnsimun
sefUYes PLAZRab fidmaulumsssyfisnsnouaussselse
i Inevarilonaweinisanaduedsesiu PLAZRab fineudues
FONITINE Lwiﬁimaév’?fmmﬁgiﬁmmLﬁu'jﬁséfu PLA2Rab

flanasarniiudesas 5 -90 Usuandanisnovaussiia
vaeialsa saudanunsaldvendinisnduifugivaddsa
(relapse) ldmniiszdfy PLAZRab geiussninnsinuide
ANRILDINTT

msnauilugrvaslsa (relapse)
mengen1suanangle

finsldan PLA2Rab Yasuandnsinisndutdulsaen
nevaanisugnanelelugdae primary MN lagminasaany
PLA2Rab 9siignsinisnduidugiuszunandonas 50 uas
winlinaauaziisnsmsndulusussanadosas 10 ognsls
fAaalutegdudlifidrsyfuves PLAZRab ludsudidaiay
Tumsszymanduiiudivedse swdedslditoyaifivme
flazagulddnnslil rituximab Aewihnsugnanglelungs
Aneiiuseianisnduidusvdeinavanse PLAZRab 9gil
Uszavsnmlunisansnsinmsnduidusivestsa

GELY

15Al» membranous nephropathy wHiaUgunil (primary
MN) ulsalnawesdaiinuldvesludlugifiongdus 35 9
U Tnefiarnunidutunuoiguesitas nalavdnvens
\in primary MN tian1snseausyuuiiquiusietaumiag
vufves podocytes Inaifiaiwaufivediid ey fio PLA2Rab
Feanunsaliidadelsn Anniunissnen weansallse uas
Tflunisdndulaneunsdananele lunisdndulanissnwae
firsanauenuidssiemaialsalaFess Tnewuimsly
corticosteroids $auugnAgRAuiu lfld cytotoxic agents,
81Ny CNI %138 rituximab Hunuindidgilunisinuwingu
fuaeifanudesgs damsiansanldengulmiazdosdiis
feuszansamildsuainer swfeaildssuazannuduen
lunmsidenmisidewsiazsiinnuanumuizauvesusuniy
usiazUseine
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