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A Circulating immune complex trapping
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AVOOIOKOI UNXaVIOUOi OTIC OTTEIPAMATIKEG TTABNOEIC
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DuoioloyIkd oTTEipaua




J.C. Jennette Glomerular Capillary

MeoayyeIakd [TodoKUTTOPO
Meoayyelakn  kdrrapo

STTEIPAPATIKA BACIKN ﬂggzﬁ'ggfﬁ

vepppavn (GBM) TTOSOKUTTEPOU



DuoioAoyIKO OTTEIPAPATIKO TPIXOEIDEC




Normal Glomerular Caplllary
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KAIVIKA €1IKOVa ZTTEIpauaTIKWYV MNabnoewy

* ACUUTTTWUAOTIKA algaToupia/n/kal Trpwreivoupia
* Neppwao1kO oUVOPOUO

* OcU (oTTEIpaPATO) VEPPITIOIKO OUVOPOUO

* TAXEWC ECEAICOOUEVN OTTEIPAPATOVEPPITIOO

* XpOVIa CTTEIPAMATOVEPPITION



[MpwTElVOUpia KAl aiJaToupia

Red blood
cell

, , Protein = °
To PUOIOAOYIKO OTTEIPAMATIKO

TPIXOEIOEC OUYKpPATEN T EpUBPa
algoo@aipla, Ta AsUKa
adloo@aipIa KAl TIC TTIPWTEIVEG
Kal a@rvel uovo udapr) aToixeEia
va TTEPACOUV OTO OUPO.

To OTTEIPAMUATIKO TPIXOEIOEG TTOU EXEI
BAGBN agrjvel va diapuUYouV TTPWTEIVEG
(TTPpWTEIVOUPIA) Kal EpuBpa aipoo@aipia
oTolxEia (alyartoupia) va TepAcoUV OTa
oupa.

J.C. Jennette



NeppwaiKO versus Ne@pITIOIKO

2UvOpouo
Ne@pwaIKO Ne@pITIOIKO
[TpwrTelvoupia ++ EWC +++  + EWC ++
Qidnua + EWC +++ 0 Ewg ++
YTraABouuivaiyia + EwC +++ 0 Ewc +
AlpaToupia 0 Ewg ++ ++ EwC +++
AlwBaiuia Ocwg++ 0 €wg +++

YTrepTaon 0 cewg + 0 ewg +++



2UCXETION ICTOAOYIKN EIKOVAG KAl
KAIVIKOU CUVOpPOuOU

Neppwoiko

NOCOG eAaXIOTWV AAAOIWCEWV
MepuBpavwdng oTreipauaToTTadEIa
EoTIOKN THNUATIKA OTTEIPAMATOOKANPUVON
MeuBPavOUTTEPTTAQCTIKI OTTEIPAUATOVEPPITIOA
YTTEPTTAQCTIKN OTTEIPAMATOVEPPITION

MnVvoEIDIKN OTTEIPAPATOVEPPITION )
Ne@pITIOIKO



Ne@pwWOIKO CUVOpPOUO

Qidnua

[Mpwrtelvoupia (>3g/24hrs)
YTraABoupivaipia
YTrepAimoaiyia

/\I'ITléOUpI'G (ouxva pe AITwdn woeidr) cwudTia)
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ua  Oidnua KATw AKpwv

Qidnua ue VTL’JTrwpa




H T1pwrtelvoupia TIPOKUTITEl OTAV  UTTAPYXOUV XAOMOTA OTO
OTTEIPAMATIKO @PAYMO TIOU ETMTPETTOUV TN OlAQuUyn MHOpPiwv
TTPWTEIVNG OTa oUpQ.

Normal glomerular capillary Capillary with proteinuria

algooPaipIo MNpwrTeivouplfa



O OTTrEIPAPATIKOG PPAYMOC €ival AQUTOC TTOU CUYKPATEN TNV TTPWTEIVN Kal Ta KUTTAPA
TOU QigaTtoG OTo TPIXOEIDEC Kal Ot Olageuyouv oOTa oupa. O @payudc autoc
TTepIAapBavel To evdoBnAIakO KUTTAPO, TN BACIKA HEMPBPAVN Kal TO ETTIONAIOKO KUTTAPO
(TrodokUTTaPO). To TTOdOKUTTAPO Eival TTIBAVOTATA TO TTIO ONUAVTIKO.

Endothelial cell
with fenestrations

Podocyte

Epithelial cell foot
¥~_Processes attached
by a thin slit pore
diaphragm

Glomerular basement
membrane (GBM)
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Direction of

filtration Uri
rinary space

S Podocyte foot process

Yy

Slit diaphragm made
of nephrin molecules
from two adjacent
foot processes

GBM

o-Actinin-4
Endothelial cell :
Capillary lumen



% of Nephrotic Patients

2.UXVOTNTA AITIWV VEQPWOIKOU CUVOPOUOU
KAaTta nAIKia (Kata TTpooeyyion)
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MeuBpavouTtrep-
TTAAOCTIKI

EcTIOK TUNMOATIKA
OTTEIPAUATOCKANPUVOT

MeuBpavwong
OTTEIPAMATOTTAOE IO



NOo oG eEAaXICTWV AAAOIWCEWYV
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EAaxioTeC N KOBOAOU BAGBEC OTO PWTOVIKO PIKPOOKOTTIO KAl TOV
avooo@pOopIouO.



loTotra@0AO0Yia: AiIGxuTn ocuvTnN¢n TWV TTOOOEIdWYV
TTPOCEKBOAWY TWV TTOOOKUTTAPWYV

DuacioAoyikO TPIXOEIDEC NOOOG eAaxioTwVv aAAOIWOEWYV

2.UvVTN¢n Twv TTod0EIdWV TTPOOEKBOAWY



NOooC eAaXioTwV aAAOIWCEWV
HAEKTPOVIKO HIKPOOKOTTIO

, 2.UvTnEN TTPOd0EIdWV
duoioloyIko TTPOCEKBOAWV




Autoantibodies Targeting Nephrin in
Podocytopathies

Felicitas E. Hengel, M.D., Silke Dehde, Moritz Lassé, Ph.D., Gunther Zahner, Ph.D.,
Larissa Seifert, Ph.D., Annabel Schnarre, M.Sc., Oliver Kretz, M.D., Fatih
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Nicola M. Tomas, M.D., Tobias B. Huber, M.D., for the International Society of
Glomerular Disease
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Prevalence of Antinephrin Autoantibodies in Patients with
Proteinuric Glomerular Diseases and in Controls

A Detection of Antinephrin Autoantibodies by Immunoprecipitation
MCD IgAN  Control

B Antinephrin Autoantibody Prevalence among Adults C Antinephrin Autoantibody Prevalence
among Children

Antinephrin negative Antinephrin positive Antinephrin Antinephrin
negative positive
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D Clinical Measures in Antinephrin Autoantibody—Negative and —Positive Patients with MCD or Primary FSGS
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Hengel FE et al. N Engl J Med2024;391:422-433

The NEW ENGLAND
JOURNAL of MEDICINE




Quantitative Measurement of Antinephrin Autoantibodies.

A IP-ELISA Hybrid Assay B Correlation of Antinephrin Autoantibody Levels with
Disease Activity

Urinary Albumin- or Protein-
to-Creatinine Ratio

%

MCD or Membranous Control 0 100
Primary FSGS  Nephropathy

Antinephrin Autoantibody Level (RU/ml)

Antinephrin Autoantibody Level (RU/ml)

Term Clinical Course in a Patient with Antinephrin-Associated Podocytopathy

Prednisolone Prednisolone

Cyclosporine A
Rituximab Rituximab

eatinine ratio

Urinary Albumin-to-Creatinine
Antinephrin Autoantibody Level

Months

D Rituximab Treatment in Patients with Antinephrin-Associated Podocytopathies
Patient A Patient B
Prednisolone Prednisolone
Cyclosporine A
Rituximab Rituximab
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Hengel FE et al. N Engl J Med2024;391:422-433
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Induction of an MCD-like Phenotype and Rapid-Onset
Nephrotic Syndrome in Mic.

A Antinephrin Autoantibody Levels and Disease Activity in Mice B Histologic Alterations in Mice

Control Nephrin-immunized Control Nephrin-Immunized

Periodic
Acid-Schiff
Staining

to-Creatinine Ratio

C Phosphoproteomic Analysis in Mice Electron

Enriched in Control Enriched in Nephrin-Immunized Microscopy
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D Proteomic Analysis in Mice
Podocyte Adhesion
a

Control

Nephrin-
Immunized

Normallzed Expression: 2 10
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EoTiok) TUNUATIKA ZTTEIPANATOOKANPUVON

*H 1TI0 OUYXVN AITiO VEPPWOIKOU ouvdpouou o€ African-
Americans

[1pwToTTAONC (1010TTAONC) OTTEIPAPATIKN TTAONON N

*AcguTtepoTTaONC (T1.% TTaxucapkia, HIV Aoipwen, kai
KANPOVOUIKEC YEVETIKEC DIATAPAXEC).

*JoToTTaB0A0YIKA KAl KAIVIKO XOpaKTNPiZETAl ATTO
ETEPOYEVEIQ



EoTiok TUNUATIKA ZTTEIPAMATOOCKANPUVON

Early phase histology:

* Lesion in some but not
all glomeruli (focal) and ®

* In some but not all
portions of the
glomerular tuft
(segmental) .

 The lesions often
included deposition of
Increased extracellular
matrix material
(sclerosis).



EoTiakn Tunuartikn ZmreipaparoockAnpuvon (ETZK)

TUNUATIKA GKARpUVON NMayidevon IgM and C3 oTig
TTEPIOXEG TNG OKARPUVONG



loToAoyikoi Ymrotutrol ET2ZK




 PRIMARY (IDIOPATHIC) FSGS
« SECONDARY FSGS
VIRUS-ASSOCIATED
HIV-1 (*HIV-associated nephropathy”)
Parvovirus B-19
FAMILIAL FSGS
Mutations in a-actinin 4 gene
Mutations in NPHS2 gene for podocin
Mutations in TRPCG6 gene for a cation channel
DRUG TOXICITY
Heroin (“Heroin nephropathy”)
Pamidronate
Interferon-a
MEDIATED BY ADAPTIVE STRUCTURAL RESPONSES
Reduced renal mass
Obesity
Cyanotic congenital heart disease
Sickle cell anemia



MeuBpavwdng oTreipauaTOTTABE I

[Taxuvon TOU TOIXWPATOGC TWV CTTEIPAMATIKWY TPIXOEIOWY OTO PWTOVIKO
MIKPOOKOTTIO XWPIC UTTEPKUTTAPIKOTNTA

7 gl

duololoyikd MeuBpavwong
OTTEIpApOTOTTABE IO



MeuBpavwodng
DuaoioAoyiko TTaxoc VEQPOTTAOEIO ME
TOIXWMOTOC TPIXOEIDWV TTOXUOMEVO TOIXWHO
TPIXOEIOOUG

S, o




AVOOOOUUTTAEYUATO

H pepBpavwong
VEQPPOTTABEIN
TTPOKOAEITAI ATTO TNV

aBpoion

QVOOUUTTIAEYUATWYV

OTOV UTTOETTIBNAIOKO
XWPO (=XWPOgG PETAGUY
TWV TTOOOKUTTAPWYV Kal
TNC OTTEIPAMATIKAC
Bacikng pepppavng)

J.C. Jennette



J.C. Jennette

MepBpavwdng
OTTEIPAMATOTTAOEIO

AVOOOOUUTTAEYUATO



J.C. Jennette podocyte ) Q

subepithelial
immune
complex
deposit

mesangial
cell

Membranous
glomerulopathy
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HAeKTPOVIKO MIKPOOKOTTIO: AVOCGOCGUMTTAEYUATA OTA TOIXWUATA
TWV OTTEIPAMATIKWY TPIXOEIDWV
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MeuBpavwdng 2TTeIpapaToTTadEIx

Avooo@Bopiouoc- IgG avoooo@aipivn oTa OTTEIPAMATIKA
TOIXWHATA (KOKKIWONG)

-




Glomerular capillary
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NOrMal eeeed  \lembranous glomerulopathy



Anti-PLA,R avTicwpara otnv 1d101T00N
MeuBpavwdn Neppotradeia

® Neutral endopeptidase @® Phospholipase A, receptor

- Proteinuria
T
- Podocyte injury
o 6o (& @ A
Yy YYW YTY Yw Activation of
Y Y complement
Y Y y

Beck LH Jr, NEJM, 2009



Anti-PLA2R level (densitometric units)

H peiwon Twv Anti-PLA,R avTiowpartwy gival Taxutepn atro
TNV MEIWON TNG TTPWTEIVOUPIAC
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Membranous Glomerulopathy

* [1d10TTAONCS (N TTI0 CUXVN)
* AgutepoTTaBNC !
e 2UCTNMATIKOG £pUBNMATWONG AUKOG
e HtraTitidoa B
* 2UQIAN
« 'EkOeon o€ pappaka/ yETaAAa
 PENICILLAMIN, GOLD, MERCURIC CHLORIDE
« Kakonoeleg



2TTEIPOAMATOVEPPITION
(Ne@pI1TIOIKO OUVOPOMO)

2TTEIPAMATIKNA algaToupia
™ a0 00 A% _‘.\ib; W o

AlpaToupia ,ﬁ T R R
[TpwTelvoupia | RGO
YmépTtaon 9.7 Sen oat | perocis



Glomerulonephritis

Mesangioproliferative GN
(mesangial hypercellularity)

Proliferative GN
(endocapillary hypercellularity)

Necrotizing GN
(slight hypercellularity)

Crescentic GN
(extracapillary hypercellularity)




2UOXETION EUPNMATWY ATTO TN Blowia vE@POU UE TIC
KAIVIKEC EKONAWOEIC TNC VOOOU

LIGHT MICROSCOPIC MORPHOLOGY

Focal or Diffuse
Mesangioprolifertive
Glomerulonephritis

& A

Histologically Focal or Diffuse Focal or Diffuse
Normal - Proliferative or Necrotizing = Sclerosing
Glomeruli Glomerulonephriti\\ Glomerulonephritis
Crescentic

Glomerulonephritis

Asymptomatic Rapidly Chronic

. Acute g ”p
Hematuria and/or Nebhritis Progressive Nephritis
Proteinuria P Nephritis or ESRD

CLINICAL MANIFESTATIONS




Thin GBM
Nephropathy
IgA Nephropathy

Lupus Nephritis
ANCA & Anti-GBM Nephritis

Focal or Diffuse
Mesangioprolifertive
Glomerulonephritis

& S

Histologically Focal or Diffuse Focal or Diffuse
Normal -3 Proliferative or Necrotizing -3  Sclerosing
Glomeruli Glomerulonephriti\\ Glomerulonephritis
Crescentic

Glomerulonephritis

Asymptomatic
Hematuria and/or Progressive Nephritis

Acute Rapidly Chronic

Nephritis

Proteinuria Nephritis or ESRD



Ne@piTiOa Tou ZEA- eupU pAoUA ICTOTTOBOAOYIKWY EUPNHATWYV
TTOU JUTTOPOUV VA BPeO0UV KAl 0& AAAEG ZTTEIPAMATIKES
NMNadnoeig.

LIGHT MICROSCOPIC MORPHOLOGY

Focal or Diffuse
Mesangioprolifertive
Glomerulonephritis

& S

Histologically Focal or Diffuse Focal or Diffuse
Normal -3 Proliferative or Necrotizing -  Sclerosing
Glomeruli Glomerulonephriti\\ Glomerulonephritis
\\ Crescentic
Membranous

Glomerulonephritis

Glomerulopathy

Asymptomatic Rapidly Chronic

. Acute g cex
Hematuria and/or Nebhritis Progressive Nephritis
Proteinuria P Nephritis or ESRD

CLINICAL MANIFESTATIONS




J.C. Jennette

PYZIOAOI'IKO ZIMNEIPAMA PYZIONOIIKO 2MNMEIPAMATIKO TPIXOEIAEX



J.C. Jennette

Normal glomerular capillary



J.C. Jennette NS([) pf’ClSOL >YEA

Class | lupus nephritis

(minimal mesangial lupus glomerulonephritis)




Class Il lupus nephritis

(mesangial proliferative lupus glomerulonephritis)



Class lll lupus nephritis

(focal proliferative lupus glomerulonephritis)



AN

Class |V lupus nephritis

(diffuse proliferative lupus glomerulonephritis)
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Class |V lupus nephritis

(diffuse proliferative lupus glomerulonephritis)



Development of

lupus membranous
glomerulopathy *

(membranous
glomerulonephritis)

>x<Us.ually causes nephrotic
syndrome rather than
nephritic syndrome)




Class V lupus nephritis (membranous lupus glomerulonephritis)



Class V lupus nephritis (stage |)



Treatment of lupus nephritis Clas .
* Histopathological

Initial therapy -1% line

Acute Kidney injury

criteria of severe
disease

* Mycophenolate mofetil/ acid (2-3
2.16 g /day)

* Cyclophosphamide IV (0.5-0.75)

 * pulse methylprednisolone IV (0.
* + Glucocorticoids (0.5 mg/kg/BW




Outcome of Sequential therapy for LN

Complete renal response: 20-30% of cases
within 6-12 months

20-30% of remitted patients relapse within
3-5 years
20% of patients develop CKD

5-10% reach ESKD within 10 years from
onset



Belimumab in LN therapy

May be added from disease onset in moderate to severe proliferative LN
* NIH activity index > 5, + > 1 of the following

a. NIH chronicity index > 2

b. Proteinuria > 3 g/24h

c. Increase in serum creatinine > 20%

Cellular/fibrocellurar

* Acute Kidney injury crescents

* Histopathological Fibrinoid necrosis
criteria of severe disease Wire loops

Interstitial inflammation




Class V lupus nephritis (stage lll)



YTITapXouv OIa@OPETIKOI TUTTOI CTTEIPAMATIKWY TTAONCEWYV aTTO

OVOOOCUMTTAEYH AT
GLOMERULONEPHRITIS
LS
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IgA dominance IgA and IgG/IgM/IgA subepithelial mesangio- GBM numerous 20nm other
and no systemic and SLE humps by EM capillary dense subepithelial fibrils  features

vasculitis  vasculitis clinically and infection changes deposits deposits by EM
l l l clinically by EM by EM by EM l
\ \ \/ \/
IgA H-S Lupus Acute Post- Typel Typell Membranous Fibrillary Many

Nephropathy Purpura Nephritis Infectious GN MPGN MPGN GN GN Others






MeTaAoIpwoONG ZITEIPAUATOVEPPITION

Acute (especially self-limited)
infections (e.g. streptococcal
pharyngiitis and pyoderma)
may cause an immune complex
mediated acute postinfectious
glomerulonephrits

Chronic (persistent) infections
(e.g. hepatitis C, SBE) may
cause an immune complex
mediated chronic
membranoproliferative
glomerulonephrits




O=EIA METAAOIMQAHzZ 2MNEIPAMATONE®PITIAA

Nephritis usually begins 1 or 2 weeks following the onset of
pharyngiitis or pyoderma, usually is accompanied by
hypocomplementemia, and typically resolves within weeks to months.



O=EIA METAAOIMQAHZ 2MNMEIPAMATONE®PITIAA




IgA Neppotradeia

* low¢ n ouyxvoTtepn 2N TTAYKOOUIWG (s181kK& aTov
QVATITUOOOUEVO KOO UO)

* 2UVNOwWC¢ apopa atopa 15-30 eTwv
Asian>Caucasian>African
Males>Females

* H KAIVIKIN EIKOVO £XEI UEYOAN ETEPOVEVEIQ:
*40% QOUUTITWHATIKA AlgaTOoUpId

*40% €T1T€100010 YOKPOOKOTTIKAC AIUATOUPIOC
*10% VveE@PWOIKO OUVOOPUO

*10% ve@pikn averrapkela (eviote TE2ZN)




IgA NeppotrdBeia-Opiouog

Xapaktnpiletal atrd ‘
ETTIKPATNON I} CUVETTIKPOTNON ‘ t \
Twv IgA evatroBEoewy OT0

UETAYYEIO -s*
- |

MTTOpEi va gival TTpwTOTTa0RC *, N "
(1010TTa0NC) 1N va EUPAVIOTEI OTA " .
TTAQioIa GAAWV voonuaATWY » :& :
(NTTATOTTABEIEC, AYKUAOTTOINTIKI " \' '
OTTOVOUAITION, ywpiaaon, HIV ,‘t WA
Aoipwen KAT)



IgA Nephropathy

Mesangial immune complex deposits




LIGHT MICROSCOPIC MORPHOLOGY

Focal or Diffuse
Mesangioprolifertive
Glomerulonephritis

P S

Histologically Focal or Diffuse Focal or Diffuse
Normal -3 Proliferative or Necrotizing -3  Sclerosing
Glomeruli Glomerulonephriti\\ Glomerulonephritis
Crescentic

Glomerulonephritis

IgA Nephropathy

Asymptomatic Rapidly Chronic

. Acute g cex
Hematuria and/or Nebhritis Progressive Nephritis
Proteinuria P Nephritis or ESRD

CLINICAL MANIFESTATIONS




IgA Nephropathy

Lupus Nephritis
Focal or Diffuse ANCA & Anti-GBM Nephritis
Mesangioprolifertive /

Glomerulonephritis

A A

Histologically Focal or Diffuse Focal or Diffuse
Normal -3 Proliferative or Necrotizing -  Sclerosing
Glomeruli Glomerulonephritis Glomerulonephritis
N ~
\\ /’
Crescentic

Glomerulonephritis

Asymptomatic
Hematuria and/or Progressive Nephritis

Acute Rapidly Chronic

Nephritis

Proteinuria | Nephritis | orESRD



MnVvoE&IOIIKN ZTTEIPANATOVEPPITION

Glomerular crescent formation is an etiologically nonspecific
response to glomerular capillary rupture, and is usually
caused by severe acute inflammatory injury.

e

crescent fibrin in crescent




Frequency of crescents by histopathological category

Anti-GBM
Glomerulonephritis

Pauci-immune
Glomerulonephritis

Immune-complex
Glomerulonephritis
(SLE)

Patients with

Patients with Average

any crescents >50% % of
crescents crescents
97.1% 84.8% 717%
89.5% 50.3% 49%
56.5% 12.9% 31%

Jennette JC. Kidney Int. 2003 Mar;63(3):1164-77
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Necrosis
| ¥
Crescent £y
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>85% of the patients are (+) ANCA

~15% of the patients have systemic vasculitis

JC.Jennette



GLOMERULONEPHRITIS

GBM IF
staining
usually with

circulating
anti-GBM antibodies

with lung without lung
hemorrhage hemorrhage
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Pauci-immune/ANCA Glomerulonephritis

Necrosis

Crescent

Pauci-immune

* Of patients with pauci-immune crescentic glomerulonephritis, ~80% have
circulating antineutrophil cytoplasmic autoantibodies (ANCA) and ~75% have
systemic small vessel vasculitis




Antineutrophil cytoplasmic autoantibodies-ANCA

& S |
Cytoplasmic
C-ANCA
0 Proteinase 3
% (PR3-ANCA)
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GLOMERULONEPHRITIS
(usually with necrosis and crescents)

Paucity of glomerular IF staining
for immunoglobulin
(usually with circulating ANCA )

\J Y Y Y
no vasculitis with granulomas eosinophilia,
systemic no asthma or and no asthma and
vasculitis granulomas asthma granulomas
\ \ \ \
Pauci-immune Microscopic GPA EGPA
GN Polyangiitis (Wegener’s (Churg-Strauss

Granulomatosis) Syndrome)



Diagnosis of AAV

Disease assessment

Induction of remission

Rituximab + (glucocorticoid taper or avacopan)
OR
Cyclophosphamide + (glucocorticoid taper or avacopan)
OR
(Rituximab + Cyclophosphamide) + (glucocorticoid taper)

Consider plasma exchange*

Kidney International (2024) 106, 160—165



Evbeifelc Boyiac vedpou
1. Neppwokd ocuvdpopo

* Nedppwolkd ouvOpopo o€ EVAALKEC Kol pLeyaAutepa atdla
e OLouxvotepec SLOYVWOELC:

v'"NOoOC eAaxloTtwV AAANOLWOEWV

v EOTLOKA TUNUOTKA OTIELPOLOTOOKANpUVON

v MepBpavwdnc omnelpopoatonddeia



Evbeiéelc Broioc vedpou
2. O&U vedpLtdLlko cuvdpouo

e JUXVQ OXETL(ETOL LE CUOTNUATLKA TTABnon.

* lotohoykn emnBePaiwon tnc Olayvwong kot kabodbnynon 1INng
Bepaneioc.

e Eviote n €vapén tng Beparmeiog elval avaykaia mpwv tn OLEVEPYELA TNC
Bloyiac. Mapadeypa n ANCA ayyetitida pe vedpikn tpocBoAn.

 Ta voonuata nou ocuoyxetilovtal pe TEZN ocuvnBwc avadelkviovtal
Qo TNV KALVLKN ouvdpoun Kol ToV 0pOoAOYLKO EAEYYO.

e Mpoyvwon, oxedlaopoc tne Bepamelog, AMOKAELOUOC TNE MEPLIMTTWONC
avadeLEnc un avVapEVOUEVOU aLTiou.



Evbeiéelc Broioc vedpou
3. Avegnyntn oteila vedpkn BAABN

e OL o ovuxvec attiec ONB (mpovedpwka altior Kot
anmoPpaKTILK oupomabela) pmopoulv va SLAYVWOTOUV
xwpic Boyia.

* H Boyia evdeikvutol otav n dlayvwon sivat apfeBatn
onw¢ T.X oupPBaivet oe ofela Owapeon vedpitda
ETIAYOLEVN ATTO AP UOKAL.



Ta evpnuata tng vedplknc Polac cuyxva emnpealouyv tnv €mhoyn tTng
Bepamneioc

Mpoomtkn peAetn, N= 266 acBevwv

276 Bloyiec vedppou, 263 eMLTUXELC

Evdelén % ennpeaoe tn Bepamneia
* Mn vedppwaikou eupoug npwteivoupia (N=25) 12%
e Alpatoupia kat mpwTteivoupia (N=28) 32%
* Nedppwolko cuvdpopo (N=28) 86%
e Oteia vedpikn BAaBn (N=31) 45%
« Xpovia vedppikni PAAPN (N=128) 45%

Meéooc aplOpog omelpapdtwy mouv eAndOn ntav 23 (0-115).

8 aoBeveic elyav pakpookorikn atpatoupia kat 2 EAafav petayylon aipotod.

Richards NT et al. Nephrol Dial Transplant. 1994;9(9):1255.



Avtevdeitelc Boyiac veppou

* Mwpotl (<9 cm) urtepnyoyeveic vedppol pe HELWUEVO TtaxoGS PpAotoU (<1 cm)
e Awoppayikn 6taBson nov 6& SlopBwvetal

* OpopPormevia

e AppUBULOTN APTNPLOKA UTEPTOON

* Yopovedpwon

e Evepyoc vedpikn 1 epvedpikn Aoipwén

* JoBapn pAeyuovni PAeypOVA TWV UTTEPKELPEVWY TOU VEDPOU LOTWV

* Mei{oveG QVATOMIKEG QVWHOALEG TOU VvePPoU, TIOAAMAEG  KUOTELS
apdotepOonAeupa

e Meilovec avaTOUIKEC avwHaALleg og omovOUALKN oTnAN, Bwpaka N KoLALd
e Aduvapia cuvepyaoiac tou a.oBevn



Avtevdeitelc Boiac vedppou (OXETIKEC)

* Movnpng vedpog

* Mapouoia oAlyaplOpwWY KUOTEWV 1 ULKPOU, EVIOTILOLLEVOU
OYKoU VEDPOU

* EKoEoNUAOUEVN TIAXUOOPKLAL
* Brxog



Ewbkec opadec aoBevwv & Boyila
VEDPOU

* HAwKLwpevol

e Klnon

* Movnpng veppog



HAKLWEVOL 0l0DEVELC

*H peyaAn nAwioo Oev amoteAel oavtevdelen vwa tn
dtevepyela tng Bowiog vedpou.

* [MoAAEC peletec exouv Oeitel otL n Sladepuikn Boyia
veppou uUmopel va rpaypatonotnfet aopaiwc.

* AvadelkvUel pn avapevopevec Stayvwoelc oto 15-33%
TWV TIEPUTTWOEWV aoBevwy >65 eTwv.

e AkOopn Kot og uttepnAkec (>80 etwv), n vedpkn Boyia
Ltopel va €xeL uPnAn SLAYVWOTLKNA KoL TTPOYVWOTLKN aéla.

e Kamowa voonupata €xouv &€& O0OpLOMOU  HEYAAUTEPN
ETUITTWON OTLC NAWKLEC > 60 €TWV.



Kunon

* Aev aroteAel avtevoelen yia tn dtadepuikn Boyio vedppou.
* Odeloc/kivbuvol



Movnpng vedpog

e Agv amoteAel amoOAUTn AVTEVOELEN.
* Avolktn (xewpoupykn Broyial)



Mpoetowpacia ywa foyia veppou

* Kataypadn tou Latpkol LotopLkou.

e Kataypadn tnc apUAKEUTIKAC OyWYNC.

* MEtpnon tnC aptnPLaKNC Iieonc.

* YIIEPNXOYPOPLKOC EAEYXOC (1ey£Bog, méxos dpAolol, TapoUsia AVATOIKIY avwpaALiY).

e Ektipnon tTn¢ cwpatodounc, utoAoyLlopoc Tou BMI kalt ektipnon
tnc duvatotntac cuvepyoaoloc Tou acbevn.



Bioyia veppou

* H dtadepuikn Boyia vedpou sival pia emepBatikn mpaén
e uPnAo kivbuvo atlpoppayloc.

* Alevepyeital pe TOmKN avalwoOnota.
* O aoBevnc elval og eypnyopon.
e ATtoutel peyan akpiBela amo 1o XelpLotn.

* [IoAU KaAO emimedo ouvepyoaolog pe Tov aoBevr), €L0KA
yLa Touc puotkouc vedpouc.



Boyia vedppou

e >tn BabLa sLomvor) eVTOTILOUOG
ToU HAOLOU TOU KATW TTOAOU
Tou vedpou (kivnon tou
vedpou pE TNV avarmvon).

* OL pETOHOOXEV YEVOL VEDpPOL
gpLGKOVTOLL 0to Aayovio 366po,
€v akoAouvBouv TLg
OVOTIVEUOTIKEG KWVHOELG
(ouvBnkec povrpouc vedpou).

* Andn Seiypatog ano tov Katw
TIOAO TOU QPLOTEPOU VEPPOU
(dpuotikol vedpol).




Mpoetowpaacia ywa BoYia veppou

* ALOLKOTI) QVTLOULUOTIETOALAKWY Pappakwy kat MZAQD (7
NUEPEC TIPLV).

e ALOLKOTI KOUMOPLWIKWY OVILUTNKTIKWY KOl QVTLKOTOOTOOoN
ue HXMB pe otoxo INR touAayilotov < 1.5 tnv nuEPA TNG
Boyiac.

* AlOLKOTI) VEOTEPWYV avTIMNKTWKWY dopudakwv (NOACs) (5
NUEPEC TIPLV Kall avTlkataotaon pe HXMB).

* Atakomry evOodAEBLOC KAOOIKNC Nraplvng TouAaxlotov 6
WPEC TIPLV.

e Atakomr) HXMB touAdaxiotov 24 wpeg mpLv.



ErtutAokec tne Brolac vedppou

* Tortiko ailyoc — 4.3%

* MMapodikn HaKPOOKOTILKN atpatoupio — 3.5%
* Mepvedplko atpatwpa — 11%

e AvAaykn HETAyYLONG aipotoc — 1.6%

e Avaykn enepPatikic npaénc (euBoAtopov) yia tn dlakomn
NG awoppayiac — 0.3%

* Nedppektoun ylia tov EAeyxo tnc atpoppayiac— 0.01%
* Oavatoc — 0.06%



Euxapiotw!
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