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IgA Negporabeia
H cuvnB<otepn popdpn npwrtonadouc IN
lotoAoyikn elkova: Meoayyelakn untepridaocia, Evanobgoelc IgA, C3, IgG
EvupU daopa KAwIKwvV ekdNAwcewv
(LLKPO-, LOLKPOOKOTILKN allpatoupiot EWC o0&V vedpLtidLko cuvdpouo)

Nedpikn emiBiwon: 80% ota 10 xpovia
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mn* KDIGO 2025 Clinical Practice Guideline for the Management of
Immunoglobulin A Nephropathy (IgAN) and Immunoglobulin A

lgAN at risk of progressive
kidney function loss

Driver for nephron loss — Manage the IgAN-specific In all patients, these should Manage the generic responses  Cardiovascular
drivers for nephron loss be considered simultaneously to IgAN-induced nephron loss risk reduction
Stop synthesis of Reduce glomerular Blood
Treatment goal — pathogenic forms Stop IgA/IgA-IC hyperfiltration, proteinuria
of lgAand IgA-C  mediated kidney injury and the impact of proteinuria "%
formation on the tubulointerstitium hen

Lifestyle modification

Interventions with reported | Nefecon
efficacy across populations . ..
y Pop Systemic glucocorticoids RASi or DEARA = SGLT2i
Interventions with reported Mycophenolate mofetil (China)
efficacy in specific populations — Hydroxychloroquine (China)

(see Figure 4) Tonsillectomy (Japan)



2.70X0C:
H aéloAoynon tng amavinong twv acBevwyv pe IgAN peta tn xoprnynon TRB otnv KAWVIKA tpaén

O eVTOTILOMOC KALVLIKWV KOl EPYOOTNPLOKWYV TIOPAYOVIWVY TTIOU TIPOBAENTOUV TNV ATAVINGON

YAiko-MéOBodoi:

>e a.oBeveic pe IgAN, oL omtoiotl oAokAnpwoav 10unvn Bepareia pe TRB, aéloAoynBnkav
T evupnuata NS floPiag kata tn dtayvwaon (Thx),

0 EKTLULWUEVOC pUOUOC oTtelpapatiking StiOnonc (eGFR),

n Baputnta tnc Asukwpatoupiac (Uprot),

OTOL XPOVLIKO SlaoTripata:

TBx, otnv €évapén tnc TRB (TO) kau otouc 3, 6 ko 10 puiveg (T3, T6, T10)



Acdopéva 133 aoBevwv pe IgAN uné TRB

/ \ Clinical parameters at induction (T0) All patients
Hippokration | - N N 133
Thessaloniki Nikaia 14 M/F 106/27

40 - - Age (Years) 45.7+16
> < /LGPiSSG 12 Systolic Blood pressure (mmHg) 127+12
Laiko _ ) Diastolic Blood Pressure (mmHg) 769
Athens 18 BMI (kg/m?) 24.55+3.35
> < Heraklion 11 Time since diagnosis (months) 43162
AHEPA Previous Steroid treatment (%) 57(42,85%)
Thessaloniki Previous Cyclophosphamide treatment (%) 15(11,27%)
$9 / Current RAASi treatment (%) 129(96,99%)
Current SGLT-2i treatment (%) 87(65,41%)
Patra 15 eGFR (ml/min/1.73m?) 68.75+27.55
Uprot (g/24hr) 2.41+1.79




eGFR (CKD EPmg/ml/1.73m2

Acdopéva 133 aoBevwv pe IgAN uné TRB

Changes in eGFR during follow up
Changes in Uprot during follow up
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Acdopéva 133 aoBevwv pe IgAN uné TRB

Proteinuria at T10

Time since initial diagnosis p=0.034, r=0.25
Uprot (at TO) p=0.001, r=0.36
Uprot (at T3) p<0.001, r=0.63
Uprot (at T6) p<0.001, r=0.71
eGFR at T10

Age (at TO) p<0.001, r=-0.4
eGFR (at TBx) p<0.001, r=0.87
eGFR (at TO) p<0.001, r=0.83
eGFR (at T3) p<0.001, r=0.83
eGFR (at T6) p<0.001, r=0.87

Response at T10: stable e6FR+{Uprot (50%)
Uprot (at T3) 1.6+1.3gr/24hr vs. 2.9+1.3gr/24hr, p<0.0001



TMpémel va amokAciovral Kanolol aoBeveic and Tn xXopnynon Budesonide?
eGFR>35ml/min/1.73m?
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TMpémel va amokAciovral Kanolol aoBeveic and Tn xXopnynon Budesonide?
Time since Kidney Biopsy < 5yrs
N - 104 Uprot (gr/24hr)
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Time since kidney biopsy (months)

Uprot at T10: >1gr/24hrs
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Acdopéva 133 aoBevurv pe IgAN uné TRB

time since initial diagnosis

Uprot at T3 and T6
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Patients who remain with Uprot>1gr/24hr at the end of TRB treatment are mainly patients with
» Long standing diagnosis before commencing on TRB
> No response at T3 and T6

They may benefit from a 2"? course of treatment

>1gri2dhr



TTapevépyeiec

7.3% experienced non-severe infection, 1 of them caused by SARS-COV-2,

3.4%, with glucose intolerance, developed DM,

2.4% showed abnormal blood pressure

1.2% female patient temporarily presented menstrual disorders.

3.6% peripheral myopathy — discontinued treatment at the 4" month

Continue with

Side Effects Num.ber of reduced treatment ] Treat.ment.
patients dosage discontinuation
Acne 10 0 0
Infection 6 0 0
Diabetes Mellitus 4 0 0
High blood pressure 4 4 0
Menstrual disorders 2 0 0
Myopathy 5 0 2




2 udnepaopara:
Ikavorolntikn €kBaon peta tn xopnynon TRB oe aoBeveic pe IgAN akoun Kol o€
aoBevelC e paKpOXPOVLO VOCO, UN ATIAVINOCN CE IPONYOULLEVN aywyn, KoL EMLOEWVWUEVN

veEppPLKN AeLToupyia

H mpwiun amnavinon otoug 3 HAVEC AmoTEAOUCE TOV LOXUPOTEPO TPOYVWOTLKO O€eiKTN

LOLKPOTIPOOEC NG AVTATIOKPLONC.



