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4. B’ Nedpoloyikn KAwikry ANO, TNO AXEMA Glomerulus
5. Nedporoyikn KAwikn, Mavernotnuiako Mevikd Noookopeio Natpwy O
IgA nephropathy
exhibits immune O
complexes deposition in
the mesangium. Targeted- release formulation budesonide can

inhibit the first pathogenetic event, but it
provides long-term benefits regarding the
renal function.
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Lai KN, Tang SCW, Schena FP, et al. IgA nephropathy. Nat Rev Dis Primer. 2016;2(1):16001.
C. Keskinis, E. Moysidou, M. Christodoulou, P. Pateinakis, and M. Stangou, ‘Diagnosing and Treating IgAN: Steroids, Budesonide, or Maybe Both?’, Diagnostics, vol. 14, no.

5, Art. no. 5, Jan. 2024, doi: 10.3390/diagnostics14050512.




Targeted-release budesonide

MpwTtn kot povadikn Bepareia ov EAafe €ykplon
arno tov FDA

Melwon tng AsukwpaToupilag og aoBeveic ue
npwTtornadn IgA vedppomnabela mou eivat oe avénuevo
Kivbuvo e€€ALENC TG vOooU

OL kAP oUAeC evtepkNC amodEopeVONG OTOXEVOUVY
otnv aneAevBepwon ¢ Boudeoovidng otov TEALKO
ELNEO

* Katd peoo 0po 1o 46% OAwv Twv MAAKwWV tou Peyer

Huepniowa Soocoloyia 16mg (4x1 capsules 4mg)
Touldylotov 1 wpa tpo payntou

H pElwPEVN cUCTNUATLKA amoppodnon Tou

dappakou (10%) pelwvel TIC TIOAVEC AVETILIOUNTEC ‘

EVEPVELEC.

C. Keskinis, E. Moysidou, M. Christodoulou, P. Pateinakis, and M. Stangou, ‘Diagnosing and Treating IgAN: Steroids, Budesonide, or Maybe Both?’,
Diagnostics, vol. 14, no. 5, Art. no. 5, Jan. 2024, doi: 10.3390/diagnostics14050512.
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Peyer patches in the distal ileum
T-cell dependent pathway

Major site of action.,
urieved release budesonide
inhibits the B-cell priming
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galactose deficient polymeric IgAl
I
There are less immune |
complexes in the circulation

There is decreased deposition
immune complexes in the mesangium
and limits the inflammation response
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YAka kot M€Bodoc¢

* [OAUKEVTPLKH, T(POOTITIKN HEAETN Tapatripnong oo 5 Nedpoloyikd KEvTpa
* Mpwiun andvtnon BewpnBnke n 250% peiwon tng Aseukwpatoupiag oto T3 kat oYun oto T6

* Kpurplo CUPHETOXNC loBEVWVY 0T HEAETN:
* HAwia >18 €1t
*  Awdyvwon IgA vedpormnaBelac pe oy ia vedbpou ta tedeutaia 10 €tn
*  ANYPn RAASI (L€ylotn avektn §6on) yla Touldxtotov 3 HRVeC Kal tpooBnkn SGLT-2i edv eivat epikto
* Taéwounon twv BloPlwv katd MEST-C

* Aflohoynon ¢ vedppikng Aettoupyiag (eGFR CKD-EPI) kat tng Aeukwpatoupiag os 24wpn culdoyn oUpwv (Uprot) katd tn

Bowia (bx), kat akoAoUBOwC, ota xpovika dtaotpata TO, T3, T6



AmoteAEopata

e JuumeptAndBnkav 37 acbevelc
« A/O:26/11

* Meéon nAwia: 50,38+14,32 €tn

* [ponyoUpEVN AVOCOKATAOTAATLKA Oywyn:
e Juotnuatkd Koptikootepoeldn 17/37 (46%)

* Kukhopwodpauidn 2/37(5,4%)
e Juyxpovn aywyn: RAASi 37/37, SGLT2i 27/37

e 45,65+56,67 purvec: Xpoviko Slaotnpa ou pecolapfnos

aro tn Stayvwon HEXPL TNV Evapén Bepameiog




Melwon AsuKwpaToU PLOC
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eGFR (ml/min/1,73 m?)

56,28+23,67 (TO)

TO

52,71+19,91 (T3)

T3

—e—cGFR (ml/min/1,73 m2)

57,88+24,75 (T6)

T6

2,5

1,5

0,5

Uprot (gr)

2,66+1,84 (TO) 2,56+1,84 (T3)

1,7+1,16 (T6)

P=0,003

TO T3 T6

—e— Uprot (gr)



OL IO pAYOVTEC TIOU ETMNPEACOV TNV OITAVINGCN

* Mpwiun anavinon(T3):
* Eudavioe to 33,3% twv aoBevwy

*  OLaoBeveic pe avénuévo eGFRbx 78(56) vs 66(22)ml/min/1,73m?, p=0,04

* OYun amavinon(T6):

* MNapouaciaoe 1o 43,8% Twv acBevwv

*  OLaoBeveic pe avénuévo eGFRbx 72,5(42) vs 48(21)ml/min/1,73m?, p=0,01
* OMoL oL mpoavadepBevteg aoBeveic epdavilov E1 oto MEST-C score
[ ]

H Baputnta tng Asukwpatoupiac oto T6 oxetilovtay LE:
* TO XPOVLIKO Slaotnua amo tnv apxikn dtayvwon, p=0,001

* Kol Tn Aeukwpatoupia oto TO, p=0,003

F. Locatelli, L. Del Vecchio, and C. Ponticelli, ‘Systemic and targeted steroids for the treatment of IgA nephropathy’, Clin.
Kidney J., vol. 16, no. Suppl 2, pp. ii40-ii46, Dec. 2023, doi: 10.1093/ckj/sfad224.
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Systemic steroids
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TRF budesonide
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AverlBUuNTEC EVEPYELEC

Kvnopog 3 0 0

Noipwén 3 0 0

AnoppUOuLON ZaKXOPWEOUG

1 0 0
Stapntn
AUEnon aptnpLlaKng nieong 1 1 0
ALoTOpaXEG EQUAVOU PUCEWG 1 0 0

MuOGKEAETIKO GAYOG 1 0 1




2UUTIEPACHOTOL

* H xopriynon Boudeoovidng pmnopet va
o0nNyNoEL o€ MPWLUN 1 0€ OYPLUN PElwON TNG

Aeukwpoatoupiog

* AocBeveic pe npoodatn dtdyvwon Kat

Statnpnuevn vedplkn Asttoupyla €xouv

dhesion or sclercsis that not The percentage of tubular Extrocopilary cel proiteration > 2
olving the entire glomendus atrophy/ interstitial fibrosis of celllayers thick and
certical orea <50% matrix

measangiol orea of a glo

HeyaAUTepn TBavotnTa amavtnong otn

Bepaneia

M1 >50% of glomeruli \\E1 Any presence T1 26%-50% C1 <25% of glomeruli

! ! ! >50% 225% of glomeruli
o H Unapén evdotpixoelSikic untepraoiog 1= £ s
Conclusion: Pattrapornpisut P, Avila-Casodo C, Reich HN. IgA Nephropathy:
, ’ , IgAN pathogenests, clinical manifestations, histology, prediction tools, and Core Curriculum 2021. Am J Kidney Dis. 2021 Sep,78(35429-441.
( E 1 ) (I) QILVETOL VO ov ()'XE'[[ZE'[Q L OTOATLOTLKO treatment are reviewed, and case examples are presented to illustrate the dot 10.1053/j.0lkd.2021.01.024. Epub 2021 Jul 9. PMID: 34247883,
approach to the management of patients with IGAN. VAby O" Dilushivijay MD MRCP

ONUOVTLKA UE TNV amavtnon otn Bepaneia






