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IgAN — evikQ oToLyEla

* H 1TLO OUYVI) OTIELPOMATLKY) VOOOC'

e JUOXETLON ME Aolpwén tou
QVWTEPOU AVOTTVEUOTLKOU

e Alayvwon pe BoPia

>NUELO/2UUTTWUOTO
e Alpatoupia

* Neukwpatoupia (rvedbpwoilkou
gvpoUC)

* Oela vedpikn BAAPN?

Tafwounon katd Oxford?

M esangial hypercellularity

E ndocapillary hypercellularity

S egmental sclerosis

T ubular atrophy/interstitial fibrosis

C rescents
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IgAN - Oeparelec

Edapuolopevec
* RASI

e SGLT2i
* [AUKOKOPTIKOELON?
« MMF 3

YoépoluxAwpokivn
2UVTNPNTLKA LETPA

e PUBULON AN

e AAN\ayn tpomnou (WNC
+ApuySbalektoun

Neotepec / KAWIKEC OOKLUEC

 TRF-Budesonide?®

» Sparsentan’

 Complement inhibitors (avacopan,
iptacopan, ravulizumab)®

* APRIL inhibitors (sibeprenlimab)’
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H IgAN — Metadpacpevn o€ aplOpouc

AvadpouLkn LEAETN
napatnpnonc (10 €tn)

* N=55
e HAwkia = 48116 £€1n
¢ |O) =81%

e Juvvoonpotntec (AY: 60%,
2AI1:19%)

* sCr baseline = 2.03+1.08 mg/dI
* Neukwpatoupia = 2.76+2.44gr/24h
* |gA opoU (1) 25% acBevwv

Blola

* Mnvoeldikot oxnuatiopotl (36%
aoBevwv)

e Atapeon dAeypovn (83% acBevwv)

* Meoayyelakn pAeypovn (64%
ocBevwv)

* Aptnplakn vaiivwon/wvoeAdoctwon
(oxedov 100% acBevwv)

* AvooodBoplopoc : KabBnAwon IgA,
IgM, c3, A-eAadpwv aAUowV




H IgAN petadppaopevn o aplOpoug

Oeparneia

* RASi = 50% aoBevwv

e SGLT2i = 14% acBevwv

e AVOOOKOTOOTAATLKN aywyn
- GC (33%)
> GC+CYC+AZA (13%) » M:?'.O'Oq (')pOC FO”OW-Up .
—> TRF-Budesonide (9%) 2 etn

* Yrtotporn 9% aoBevwv (GC/budesonide)

« XNNTZ = 6 aoBeveic




H IgAN petadppaopevn o aplOpoug

Eupnuoata follow-up NoAupetaBAntn ypauuikn naiwvépopnon
e Avetdaptntn ovoxeton dtadopac sCr (FU-baseline)
UE:
e AoBeveic umo GC - - baseline npwTteivoupiac (=0.38, p<0.01)
otaBepo eGFR (FU pelov - xopriynon GC (B=-1.23, p=0.01)

bsl eGFR O vs -3

ml/min/1.73m2) p=0.01 > MEST-C, S (B=1.27, p=0.04)

* Ave&aptntn ouoxetion Stadopag eGFR (FU-
e AoBeveic uno SGLT2i > baseline) pe:
otaBepo eGFR (FU peiov > baseline eGFR (B=-0.43, p<0.01)

bsl eGFRO vs -11 - . ;
: — baseline npwTteivoupia =-2.54, p<0.05
ml/min/1.73m2) p=0.01 ,p , prag. ¢ p<0.09)
- 0PTNPLOKN UTTEPTOON (B=-2.54, p<0.05)




H IgAN petadppaopevn o aplOpoug

2UUTEPACUOTO

* OQepareia pe GC N pe SGLT2i - KaAvtepn mopeia vedpLkNC AELToUpyLOC

 MEST-C, S - Apeon cuoxETion Ue mpoyvwon vooou (p-value 0.04/ b-
coefficient )




