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Abstract

Podocytopathies are a common group of glomerular diseases that can lead to end-stage kidney disease and various
treatment-related complications. Traditionally, podocytopathies were classified based on histopathological findings,
which do not reflect the true pathogenesis of each patient. Recently, there have been significant advancements in
our understanding of podocyte biology and disease mechanisms, including the discovery of disease-causing
genes and mutations in familial podocytopathies, the roles of various podocyte molecules and ion channels in
health and disease, and the identification of pathogenic antibodies targeting podocyte proteins such as nephrin.
These advances have led to a more mechanistic classification of podocytopathies, enabling personalized treatment

selection and the development of novel therapeutic approaches.
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CPF, circulating permeability factor; FPE, foot process effacement; FSGS, focal segmental glomerulosclerosis; MCD,
minimal change disease; MesGN, mesangioproliferative glomerulonephritis; RAASI, renin-angiotensin-aldosterone

system inhibitor; TRI, tubulo-reticular inclusion
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Aoy uagnsliniidudsedlessuillumyiiniudilaings
91nn15T Angiotensin Il nuausavzaeadonvadlals
wasduthmnensshwidddndeslosunis’

Circulating permeability factor-related
podocytopathy %30 Primary podocytopathy
faust 61972 Smstumuingihefidglanlnssezgaiie
ﬁlmSUﬂ’]‘iﬂQﬂmE’JVLmJIEJﬂ’IﬁﬂaULU“LJ“ZJ’WJEJQIiﬂQQOQ‘iEJ@Jau 30
TasdrusnazBunsaamuanuiaundlalutag 2-6 Junds
nmsUgnaeln wifisrenunsmulsiudaludiaansdou
nsruiuldesdendnglaugnangluiesindn (reperfusion)
NaeIIBNUMEiY UsgnauiusenusauInuIInNIsyinnig
n38ena1aun (plasmapheresis) aunsanIuAusllsale
Fars12 s liideddvasmadiluanavised19id
AauantAviliiAnnsaadeni1sviiauves podocyte e
Fumzeglussuumuidouladin luianatsonigniFend
Permeability factor, Circulating factor 3@ Circulating
permeability factor Huias wiin3Iseasnergruium
wagneemTzydn CPF dufeluianalauiogieeniuiy
wanddlyanunsaszylddaau Robert J. Shalhoub ldtawe
amﬁgmdﬂmiﬁ@mﬂmmﬂﬂﬂﬂaﬁuaqsswqﬁﬁuﬁu uag
Fetluanawaiififiunan T cell fosnnlsndnovauos
senslifnagiduiu msfilimuseufivedanmsdesdudle
NINYIINYN LLazmiﬁWUIimiuQ'ﬂaa Hodgkin’s disease
I$os aumdgruildgnldeuenesindalsedifunauu
wingalianusoduduisnisiiogasaves CPF I unndunsdau
faadedaunadnimnlseililuain CPF Kandnnase vl
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fanulomandufudifissfonas 30 lalldnnne’
seandisgaunsalfinunlu a.a.2012 lag Lorenzo Gallon
wazaniy Aneauidimahlsangidinugnaglitudiae
Adulsalaszozaninean Primary FSGS wuinAnnig
nduidiugh BeBuusensnsamane§inen lsafinduidusn
vlgFuunalafimuiduiheiugauasinisinueds
fugaatutu antladinanldgninlugnaelsiuging
Snsevdsdudulsalanniumau wuiladananiiie
nsnduiludives FSGS annsaitusildsinigegaini
nsdifnuiloswiliauufgiunisilegues CPF gniudui

gndpaulinzdsliianunsassuiinuues CPF ligadnau”

msAnwinalnnsiinlsaves CPF-related podocytopathy
Tutlagiuazysludanisssyfmuues CPF uaguwaadinn
yosansil Anrusniiluanafigniauedienadu CPF Wy
Soluble urokinase plasminogen activator receptor
(suPAR) Tu Primary FSGS wsnnendsnwuitansadiamiu
amnuee podocytopathy wiag14le é’qmﬁmiﬁﬁqag’
nsvuumsAneIfouazanslul q finundusaon (U1 3)
Tufifagnandaanznalnuieluanaifdoyauniulugag
i1

nephrin wazlauRUafse nephrin

nephrin & Anti-nephrin antibody

Inlalav
Podocyte

Tolalesl?
(Cytokines?),”

T cell

g A A
muLaaqv‘aaﬂLaaﬂN@ﬂ

Endothelium

AR UILAUDLOURLI
(Antigen-presenting cell)

\ W,

B cell

JUN 3 unumees B cell lunalnnisiiinlsares podocytopathies H1unalngiduiusadiunuies lnaiinn1snsesu
B cell liafuoufivedseusufauvedluianauu podocyte 811tu nephrin, annexin A uay UCHL1 Wudu usnaniuy

Sauanstanalnues T cell Monafiduieitosiunswasialanlatiaz/Msoasdu 9 No1afinase podocyte®

CD, cluster of differentiation; TLRs, toll-like receptors; UCHL1, ubiquitin C-terminal hydrolase L1

waufiuafina nephrin (Anti-nephrin antibody) wazdu 9

\lesnndnuwaizainnisden immunofluorescence il
WUNAN WYY immune complex v3alUsAumBUNELLILN
wazhinunsavauiivunuiuvesdidnaseu (Electron dense
deposit) lundesanssmididnaseu shlmAudedn Primary
MCD uar FSGS liaasiinainnssuiunisgiinuiusediu
AULDY (Autoimmunity) HIUNITASINLOUAUDA WATUYIS
vaned Ak 1unnfissaunaznsfinwinuauuuuguily
Rituximab 1Juweufivedidunasievisie CD20 Fsanunsaiin
B lymphocyte & wu3nenisiuszansainlunissne
podocytopathy TuﬁziﬂaEJLﬁﬂﬁﬁmiﬂé’uLﬁuégwﬂaw’%’aéfaﬂ%
ausonsagnasn (Steroid-dependent)” wagnuLIfY

Foyafamadeatuluglva? vdwiniulul a.a2017 Gud
nguiinideuazunmdunsdrnausuazideluaunigiuinge
AuRnUNAved B lymphocyte fiad1susufivefise podocyte
Mowduamguedsanguil andedunasine 4 wu 918910
P8I IMENTIARNIUNEIN1sAaleRa (measles) duil
nangIuveINsdLaTzvisuylulnaydu (immunoglobulin)
flanas wazdsannsoesuieldinhlulsnifmevaussio
afvsesduarenandduiu’ s rituximab Fanana
flounti

n135AnE1 podocyte Tunaoannaslazdninaass
Bununisiiegvesueudvedse nephrin Faduldsiudd

€

unumaAgegsunly slit diaphragm wuitueuRvedl
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9zl nephrin ndsusanainuivin slit diaphragm LUd
vinaduluwad vhlvinnsideusosswing foot process vos
podocyte gnugnaanaNiY wazgyiden1sinaues slit
diaphragm lufian U'i’]ﬂamiajﬁgﬂwuiuiiﬂ pemphigus
Wiy aumeulul A.A.2021 Andrew J.B.Watts oAy
I¥seunsfunuseuiveniluiindewastuilolaves
U MCD fifilFiduusindn wunouvedse nephrin
l9¥oraz 66 uay 34 ludnuazvalmuddiv waswudni
dorniudowesiediueufvefvailuvaeilzaasy
AYUFIINNITINYILINTIY AENUNITanaae 19t Ay
wionanTavaouivefduaulunnse ludiuveanimss
mane3ing Snsdunmdeunthidiluging MCD v1ese
sznuduylulnaydud (1g6) avanludnuusilugadn q
(punctate) Tu immunofluorescence (;51.117; 4) Fafudids
Linudainesursannalala Tnsusdrudedneradudios
NauINade seuninsdnuafiduduindnuasdviuiiiu

Albumin

® G
@ Nephrin

® G
® sSynatopodin

HAUINA3Y N15lEnaesganssmdwuulniasiu (Confocal
microscopy) ka¥NaedanssAtnIsdesaIaLuuilasiasg
mﬁmmmau?ﬁm@q (Super-resolution structured
illumination microscopy) @nwilusieasideniuiunuin
nsazay (deposit) Futunanil fo weuRvedse nephrin
(g‘ih‘?i 5) slurgﬂ:1&JﬁﬁLLauauaﬁiuﬁ’lmﬁmﬁﬁﬁmﬁaLﬁUVLiJ”
9 $98ANUILE punctate 1gG deposit INT18>

weufiveidu q fisenulufthenguil Tiun woufved
A8 annexin A2, UCLH1 way CD40 aa’mkﬁmu%mﬂga
gadilunnn wagdensaossanisduduisunuimainudins
Snade sahadlifinsAnvaunelngidinisnsiaueuiived
wandlunsfnuviieatu Ssldnsudeyansszsuiaine,
widaluvaei luowanmsdunuueuiuefinaiietailug
n19383dy Annu 3wungUle podocytopathy SIS
Yaeidennsinufiutuduazianganfugvaelddty
witeuifuiiistululsa MN

gﬂ‘ﬁ 4 Amannaea immunofluorescence Tu MCD

(dw) uanstuidlefidonseusuivefeduyiulnayau? (g6)
Fafndwans Fluorescein isothiocyanate (FITC) Tuanway
Hugaidn 9 (punctate) nsza1evh (diffuse) Tulnawesda
(121) uanstuiilefidoudsusuiveiedayiiu (Albumin)
Fadadwans FITC liwunsdoufnsaulunmdne dedudu
nsanduilulnaydudiildnauingis (Wauwanandu

faue 20 lulasiums)?

Uil 5 amanndesganssminisdosainsuuuiilaseaing
mﬁmmmamﬁmgd (Super-resolution structured
illumination microscopy) Mnndwieladiilsa MCD

(de) uanIn1sdonRAnALAIUIUBNAINIINTZAUAIVBS nephrin
AL GBMLilanin nephrin ag”luu‘%nm slit diaphragm
Fadatu GBM drwddeuansnisdoudnduylulnaydud
Fadiouviufiu nephrin (Colocalization)

(31) WAAINITEDUANFLAIUIVONTINITNTEIIEAIVO
Synaptopodin 3 9 Tu podocyte Bslaidauriufiuuiim
fouRndiTerivsuendsduylulnaydud?®
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lolalay (cytokines)

9naunfgiures Shalhoub Wefuunumues T cell
Tunensininves podocytopathy n1sAnwidunieda
yamA1meudn T cell vl podocyte gayidanisvingiu
iunszurumsle lelaladaduvilslunguuesansiidedn
grafudafiasianan T cell wagyildiAanendanin
999 podocyte lalaladfifin1sdnwasutiauin Tawa
Interleukin-13 (IL-13) wag Tumor necrosis factor alpha
(TNF-alpha) MsAnwfknuanwuinduves IL-13 wandeon
wnduuaziinsade IL-13 an T cell lufthoidniidy
Tsa ust 113 tesanansonugeivludinelsndy wu Tsadia
Tsrazifniiu Tnefiguaelaiflusiuirlulaans Jailvany
Dl IL-13 auunalnfivhiviAsanuRaunasslddaay
TudunisAnwves TNF-alpha Tugtae SRNS uansliiiudy
fisgfuiigeninuni wazdamudn podocyte Hnisuanseen
29981999 TNF-alpha Wntuwuiy sawfuseeluede
Faneaeddueufivefise TNF-alpha lugdag SRNS wudn
seeuansameanisaly SnnsAnvmildaidundes
096U FSGS wild podocyte Unfimzidsslinying
n13nseRu TNF-alpha li5ewas 21 Tuvaziizade TNF-alpha
pathway enadunislunalniianusnudaainil CPF winsevh
#io podocyte’

FSGS mnm'wminsmﬁqaﬁﬂﬂna (Hyperfiltration-
related FSGS %358 Maladaptive FSGS)

nalnmsuindues podocyte Tunguiiiodnidusuain
naifnAnaeSEadanaiinssvidie GFB fiuintu wesanin
ffwlundesqanssmiily fe FSGS Shwuilduwiin Perihilar
LLazmawué’ﬂwmﬂﬂaLuagﬁaﬁimﬁ'ﬁu (Glomerulomegaly)
dnwardinsanulundosganssaddianaseutesaziiiu
MsuIaiures podocyte war FPE wudnusnadilngdn
voslnuegdanszidugaiiedayfuusnszyiunndign 9
s3umAvedlsainanmsazaanmsuiaiuseonduy
naUULAENEBANNYBY podocyte Hldnszanewinfui 4
Saiuginenduiiinaglaifionnts uilifteddusiuiislulass
finsvhanmeslefides 4 anasuaznaneiulaEess sy
Lldnduidudituiindsnisugnansla anvniiddyues
Tsenguilinidu 2 nqu fio nguiitdisruaumisela (nephron)
anas Wy nsndalaeendrwmids anrlaniydvlafnung
S vienguiidauiswaumbeland wu nzdau
anuulafings Jusiu®'

a a

mmqwmagugu 9 (Other Secondary FSGS)

q

anvnvedlsangud ldun nsinde wu hfaewled
(Human immunodeficiency virus 3o HIV) lsadilaa Tasa
w1510 19 (Parvovirus B19) n15lAsue1814 9 1 Interferon
uay Pamidronate lsAugifaunssiiauaznngsniauigiesne
mansranumanegsinelugienguiiinnudu Collapsing
variant 789 FSGS uafiflsne9u variant 3u 9 we MCD wu
fu naislseananmgimanifnnuduiusesnenniullade
MIUgNTINNE WU AnuduiudvesBu APOLT MRaUNR
fsnaluudafunisinidelenled SARS-Cov-2 u3onis
16¥uen Interferon WWudu duvisammoraliiiendes wu
Parmidronate \Huu masnwilunguilinsasiufinsudanme
uilsrenaituvidelsianusaiivldlumansnsd nns¥nwily
nguiinedanmiinisiudsundainnisazyaduniszas
anudonvadlselamufeiuitislaalngess®

3UIAAYBINTINYT podocytopathy Tugllngy
naudlaferdunalnnsislselungy podocyto-
pathies saziuldirfimnuunnsirsfluidaznguogiann
n3snugUaenguiluounanivualdusadluaunaln
filmAanersanmlugvasusazsie (ndividualization)
Tnsendorieoyanisnatin n1snsravmeiesufifims sads
NTIMe A RUGNITUAS 9 Usznauny
nssnwludagiueianddasdaadidunguvesena
giduiuvdesijatufietdaniesudsnisatns CPF ngu
voswoongrsiieatuszuumsmuisuladialula nguves
gnfiliidnanmgdu 9 uenan CPF waznguveseiisaih
finszuaunsena 9 lu podocyte Ingnss ddluthgtufiomany
fiifdadinsAnweglunsmaasszesd 2 uay 3
gInANNANAY
Whvnevesnslderlunguil Ao sudanisadievde
v¥n CPF fefuindonldlunguivisdasdonsoidu
CPF-related/primary podocytopathy Wity eglsfiny
esantagiudilianmnsansammdngiuves CPF ey
TR Fddnsiivselusingueinisiulnsfinuazanive
U 9 mLﬂuﬁqﬂﬁ%aawhigﬂéfaﬂuﬁﬂwnﬂﬁEJ g1iuIN
Auuzahlilinsallifidoring fe aiiisoaduunngs (High-dose
slucocorticoid) agndlsfnuaissesdidueniidnainafgs
TnstamzlugUasfinovausranisinwidnazgnuugiiil
Tovioidenduszoznaunuld 16 dUasi' Geillonnadl
nadraAssgenn Sdumstauinisinuiifanusing
warratafswnIadudedify
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dsuifthe MCD Tuglngtu Haqtu KDIGO Iduusthly
1981 Cyclophosphamide, Calcineurin inhibitor (CNI) #3®
Mycophenolate mofetil (MMF) tduendrduusnlunsdl
Aaeiidevumieufiasmsiiaiososs dalunsdlfiae
finduidudrves (frequently relapsing) n3efoslasy
aiusegsagnaon (steroid-dependent) 813315007
Rituximab 1dudnmadennildldideosanideyasdina
ludhedu uslunsiives CPF-related FSGS Hugnfignuusth
Tltannianagidugingu CNI

g1iidainisRauimieAnwauisedulunyududa
sfiduendisjang B cell \umén iilesandeyaiidedn CPF
wianiiurezadneen B cell wazdruniduduneufived
ABULBUAINYEY podocyte enguLsn oA Monoclonal
antibody ¢® anti-CD20 leuA Rituximab wag Obinutu-
zumab Tagd w3y Rituximab dsfinsldegudalulsadimds
finsAnwilazaenedovsdlugiaslinfanntu fnsfinw
TulsewmadinguuIsuiisunisly Rituximab fugivaen
Tugthefidu MCD wie FSGS faftaslmiuaznduidud lns
lafesosfvu1ngennsIe (TURING; ISRCTN16948923)”
3nnsdnwindsluniuaadunisAinvidseudisunisti
Rituximab $auAUnNIaouaissesdillofUisdngszes
aswvedlsavdsliafosenduuingmeududu euiuns
SnwUn@ (RIFIREINS; NCT03970577)* @ Obinutuzumab
Faduusuivedde CD20 ulmideiinalalunisviians B cell
Funnsnuaediusgansnimannnd Rituximab fdsfinisdng
Tuszezd 2 Tugthy FSGS agiruiu (NCT04983888) eng
B q fdnsAnwiiduiuegfeusissesd 2 1¥ud vB-119 &
\HuueuRuefisie CD19 Fadulunanauuiaves B lymphocyte
Wi (NCT05441826)

gritgjadiinszuaunisnely podocyte

aﬂﬁmmiﬁiﬁmﬂ Monogenic podocytopathy Usgnau
fumeluladeing 4 lumsfnundeyansiasuutassefumad
1Usfu uagnsuansoanvesdudiuuuInnsen 9 du vili
s ladnalnfiintuly podocyte Wialunnazuniuay
dodnnisuiaduindu W nalnfiieaiostunisieu
994 actin cytoskeleton audanalnfiAeafunisasisuay
19109 slit diaphragm Wudy Felainsiauievwse
ansiiazifudativanesha q ﬁﬁwﬁﬂgmdﬁumuﬂaiﬂmmﬁ
Fadunainamdsanmsuiadusazenailugnsmevie
werdanmdusiel®

nalanilsiiraule fe nisiiutuvessyduuaadey
Tu podocyte azdsdyannilunsedu Calcineurin Geaane

nyneaneanaIn Synaptopodin wagviiilAinnsaanesa
999 actin l#ée7u feftusinglugtas Monogenic FSGS
nnsiuNInaaUndvesngy TRPC tulee'® nalnil
Fudunalnidoinedureyszansamlunisanivsiusilu
Jaanzvesengy CNI Alaildsiunalnnisnagiduiuvie
nsuasveasndenlndnaiy (Podocyte stabilization
effecty?’ fatfu CNI oradfudsnalnitenaifunsyuauntsiivili
\ianenSan1wlu Monogenic FSGS annunsauls CNI Fedadu
fianiesineratianldly Monogenic FSGS aluneann
fulnBunidlsvield deuurtihan KDIGO Jagiudilsiuugiii
Ienagidusulugihenduid® uinvanensnmiiiuan
wuigtheiniiidu SRNS azmevauswsie CNI l¢¥evas 44
4 83 dauiu;iiﬂaaﬁaﬂé’w'%aﬂqﬁ]ﬁmﬂu Monogenic FSGS
a1anevavedliasiesay 22° Tulngjdilideyasgosun
d7u Voclosporin Fadu CNI flwaifildsunisdusedlild
Tulsalndniaugda (Lupus nephritis) ﬁ?ué“ﬂhjﬁ%aaﬂamiﬁw
wllugUae Primary podocytopathies inlatin
uananMsdudedl Calcineurin uda MadnsWanend

fugarasleosuitdrAnlungy TRPC laenstoguinuny 81

I =

fimsAnvmnenadndeszesit 2 uda ldud efiduds TRPCS
fio GFB-887 Tugfthe FSGS vide MCD filinouausisionis
S viaelsalaaniuamu (NCT04387448)° wazendiduds
TRPC6 fip BI-794198 Gafnunlugthn FSGS (NCT05213624)°
Tnefinsinwinaniilasfausifiody Monogenic FSGS
wildludnuazdsznsfinirety iesnnuanisineiing
nsuanweenfiunniululsaladusenarlunoundn
Whmnelunssnulunguildeimsfinunananenisdinu
wazuuilthnniudes 9 enfivu nsldeniioldunsnuss
n1sAeanssEning podocyte wasiwadideylnawesdalg
sou Mslefietiensianuvesivreusis msliedie
Fudilalalaising q fioraiinasie podocyte
griudluanivnianizuas podocytopathy

4,524

n3difl podocytopathy WaHuAnIN@NMATIENTA
sld Wy msfindeli¥aunseiia vie undwndladisine,
n1sfnwianng ldwn n1stieadiulida wien1sshw
Tsauzidsenanganisdniulsn sauiwilimeannisald
drun1ssnwlungy Primary podocytopathies agitiun1s
Tilugnagiiauiv

d1115U Monogenic podocytopathy dugisldfienfianuisa

M o

Snwriinesindala dueanslderlungduiiesdussuy

'
N

nyudsulafinlule (Renal hemodynamics) iiie%zae
ANUdeY wazn1sugnareladlelsadniudnlndvsewng
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lmeidefiszevaainewiniy uiludfdiuindsmenuns
ﬁmnnmﬁzjmﬂﬂﬂﬁa’ummmbﬂ A N13ANE181 Inaxaplin
67'}@Lﬂuawﬁm%’wizmuﬁaaﬂqm%(ﬁuégqmiﬁwmwuaq APOL1
TugfUg APOL1-mediated kidney disease nsAnuiy
nsAnuszesd 2a lugthe 16 18910 12 anntiilu 3 Ustine
Tnefnwdiae FSGS fildsunstusudaonisdndudels
waziinisnanewusvesdiu APOLT luvis 2 woala waed
Wsfusalutaanizannit 0.7 nfusefu wazaAUszuI
é’m']msﬂﬁawaa‘[ﬂamagé’a (Estimated glomerular filtration
rate 30 eGFR) s 27 wa.steuniisie 1.73 az.al. Tulu Tngle
81 Inaxaplin e 13 §Uast wuiaasaanUSina
Wuisludaanldesdifodfnyiisesay 47.6 nadhades
finu 1dud ernsuinfsee aduld endeu waziands®
Mnwan1sAnwiviliessnmsemsuagevesansgeuisng
$us0slld Inaxaplin Tufthondutl dwsunamsaddnluszey
gsessetoyalusuaniAusely
griifnadeszuunyuisulainnislulauazduds
nszuUMsHansAatule
Amznsnsesiigeinunfvedlnawesdaidunseuiuns
fifuiissnfuuumeaunis angihlfiAnnsundude
podocyte TWsfusludaanzuazdniulsnsunasidy
Tsaln3esald Tnesewhanssuiunisasiiansavauvosiadin
(Kidney fibrosis) $2u#28 anziinululsalnainrainmans
anvg nsldelunguianunsoussgndldfuduaslungs
podocytopathy l¥unuynauvalasianizlunsdiild
msdnwdumnedu 9 flduafsanguiiinannngnnses
flasfinunfkeusuan insrzdddasiinersaninitliannse
ndufudndlduds fazifanszuviunsdouveslafidniy
selulnefinalnsauiuunsd sriflddudinszuiunisden
wianil ﬂmﬁy'qLﬂuamé’ﬂiu%aaimLﬁausf,wgﬂaakﬂlmL%a%’a
Alusfusanegenu Ae e1lungu Renin-Angiotensin-
Aldosterone system inhibitor (RAASI) %ﬁlﬁ%'um‘iﬁgﬁlﬂ
feUsrdnsnwiientsdneslunaennaaewazn1s AN
nepdtnunung
enguinlufigndunuuazihunldsiudu RAASH Tunns
geaslanday Ao Sodium-Glucose Cotransporter-2 Inhibitor
(SGLT2i) nalnn1seonguddauiavessingui Ae n1san
mwmiﬂ‘imﬁqqﬁmﬂﬂﬁLLazsTu&mnﬁmﬁ’ﬁmiuimmfuﬁu
Forvosnsldolunguil Ao anunselilulsalafidlusiu
Inannvaneaime dmSuteyaludiie podocytopathy &4
HuuAitosszmnanduderlunsinuaualvauesevanil
W Tunsiesiesifiae FSGS Adududensdniuilele

lun1sAnw1 The Dapaglifiozin and Prevention of Adverse
Outcomes in Chronic Kidney Disease (DAPA-CKD) 48981
Dapagliflozin wudndigUasiamun 104 518 gnduegly
naueasasevaenduduIu 45 uay 59 eauaiv
wudaladfauunnansegiitedidyfomadniugugd
(Primary outcome) lunis@nwnil fe wasaun1sanas
909 eGFR Mausosay 50 maiglanlnszezaning viie
nsdetinanisalaviselsaile lnedl Hazard ratio Wiy
0.62 (95% confidence interval 0.17 4 2.17)* Usgangam
Tunsvzaslaidounes SGLT2i Tufthenguiitsdaufionides
funazosedoyaiiisnfsluounn

Endothelin iusnluananilsdasloduriusaiuiin A (ET,
receptor) wenaznsvsuliinn1stuiveswaendanlnuiaen
(Efferent arteriole) inn1zAnuauaslulnaesiauaziin
amenansesfigaiinunfnarnisadieieinniumn uanainiu
Tuanatifivdngiuitnssdunszuiunisnieves podocyte
WUy apoptosis LASLNINUEINITINNIUYDY actin ke
anslaseselddndne® drgafiseaunis@inel DUPLEX &4
unsmeaeanuuduenuauUieuiisunislden Sparsentan
Lﬂumﬁqw%‘ﬁusﬂ ETA receptor ey Angiotensin Il receptor
Tuluanaifieafuen Irbesartan Tugftae FSGS Aduglng)
wudndinsasuuUasmesdnsinisanasves eGFR Lady
liunnsnafusehafidodiny uinguillé3u Sparsentan fins
anasasUiinalusiusiluaanzannitegnaditedfy®
Fufufinaulahenguiasdunfunumdadalumsin
fhenguilldvelsl
Ry

anudlafifienalnnisiinlsaves podocytopathies
thangniaasuutaslumatedu efiannaniside nng
FuungUig Msimu1Isnsitadenazesnuuun1sinw
Tl 9 Feazdmuusiuduazarumnzausedihousdas e
wntuluauen n1suungiheeennuaye WU Primary
podocytopathies 310 CPF azgaiiunslvienagiiuiv
dodussnisasneansvand vitelumefiAnnzmansestigs
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