APIZTOTEAEIO
NANENIZETHMIO
SGELIAAONIKHE

40 AIAMANENIZTHMIAKO NMPOIrPAMMA EKIIAIAEYZHZ ZTH PEYMATOAOT IA 2022-24

Ymotrpomalovoa moAvxovopitida
Kal
ovvépouo VEXAS

Apyvpom Pemma

. EmueAnTtpia A
L‘d PevpatoAoyikn kAivikn MAINH
ST o IapRaro 8 Ampihiov 2023

IATPIKH ZXOAH




Ymmorpomalovoa ToALXOVEpITIOa

[10T€ TNV LTTOWIALOUAOTE;

[1OIEC €IVAI OI TTIO OLXVEC KAIVIKEC EKENAWOEIC;
¢ viveral N Siayvwon;

[ola eival n dilagpopikn Siayvwon;

[lola eival n Bepareia;



[ote TNV vITOWIAlONAOTE;

Y€ AOBOEVEIC e LTTOTEPOTTIIALOLOA PAEYUOVH XOVEOWV

— 'Q1a, pOTN, OPOAAUOI, APOBPWOTEIG, AVATIVELOTIKO
oLOTNUO

Y€ OLVOLACHO PE CLOTNPATIKA COPTITWHATA KAl
cvPNUATA ayyelTidéag

[LVAIKES KAl AVEPEC £XxOLYV TNV idIa TTIBavoTNTA
TTOOOROANC

40-60 etV



KAIVIKR TTOpEIa

» NOOOG He LPETEIC KAl EEAPTEIC

> Y(PEQTTOLOA EVEQYOTNTA HE SIOPKWCS PUETARAANOUEVN
coPapoTtnTa.

» AVOEKTIKN VOO OC

» Ke@aLVOPROAOC HOPP HYE ATTOTEAECA BAVATO

> 'HITIa popPn XwPic TTOTE ONUAVTIKN TTOOCROAN
ONUAVTIKWV OPYAV®V

> Agv LTTAPXEI TTPOYVWOTIKOG §&iKTNG (KAIVIKOG N
£PYaoTNPEIAKOG) Yia TNV £€EAIEN TG VOO OL



KAIVIKEG EKONADOTEIC

Xovépitiba (90 %)

— Ouc

— Piva

— AEPAYWYOI
MOLOOKEAETIKO (50-85%)
OPpOaAuog (50-60%)

NELOOAOYIKEC
ekbnAwoels (3%)

NeppOI

Aecppa (17-37%)
Kapbia (25%)
ZL)O')('ETIC(')L,I&VO
VOONUaTa

Auricular chondritis
Arthritis

Vasculitis

Aortic or mitral regurgitation
Laryngotracheal symptoms
Skin involvement

Ocular inflammation

Nasal chondritis

Saddle nose

Reduced hearing
Vestibular dysfunction

Disease onset (%)
22-91
2347
0-3

0
14-38
07
14-24
13-33
0-18
7-9
4-5

During disease course (%)
89-95
52-85
1012
68
4867
28-38
51-65
48-72
20-29
3046
13-53

1.Borgia F, et al Relapsing Polychondritis: An Updated Review. Biomedicines. 2018 Aug
2. Schumacher S, Pieringer H. Relapsing polychondritis: a chameleon among orphan diseases.

Wien Med Wochenschr. 2017



KAIVIKEG eKONADTEIC- XOVvopITISa

EtepOTTAELON N AUPOTEQOTTIAELEN
PAEYHOVI TOL €€ WTOC

[0 cuxvN TTEPWTN EKONAWON

— 40%-90%

Oceia N vtToeia evapén

[1ovog, epLBPOTNTA, ELAICONCIC
DeibeTal cuvNBWCS TOL AOPOL

YmoTpommadovTa N EUUEVOVTA
ETTEICOOIA UTTOPEI VA TIODOKAAECOLV
SOUIKEC AAAOIOEIC TWV XOVEP WV

ATTAEIQ AKONG, EUPOEC, TAIYYOC



KAIVIKEG eKONADTEIC- XOVvopITISa

° Pi\/(] Saddle nose deformity in relapsing
. . polychondritis
— PIVIKEC KODOLOTEC v
— Pivoppola |
— Emiotaén

— AAyOC , EpuBpoTtnTa,
Oibnua

— KaTtaoTtpopn
XOVOp0oL

— 20%-60% Saddle nose deformity (arrow) due to cartlage damage In

patient with relapsing polychondritis.

ament J Michet, MD.



KAIVIKEG eKONADTEIC- XOVvopITISa

[ToOGPROAN acpaywywV S

— AQpLYYQG /;wj_
- Tpaxeia ﬁqi
_ BpéYXOI i

Right bronchus

[TOvog Kal evalcONnaia oTNV TTIEPIOXN TOL
BLPEOEISOLC XOVEOOL KAI TNG TPAYXEIAC

[MoooPoOAN TpaxEIag KAl BPOYXwV
— Kopia artia BvntotnTag kai
vooneoTNTag

— TpaxelopaAakia (AerTovon
TOIXWHATWV TPAXEag)

— MpoTTwon
— XTEVAON



KAIVIKEG eKONADTEIC- XOVvopITISa

BOoAx0C pwvng o
ACPCDViO polychondritis A

EioTTVELOTIKO CLEIYUOC
Brixag, Svotvola
Exkpioe€Ig

AOINWEEIC AOYW TNC ATTOPPAENG
AEQLAYWYWDV

YOVEPOUO LTTVIKNG ATTVOIAG



KAIVIKEG EKENARDTEIC- HDOOKEAETIKO

Mn SIARPWTIKN ACVLUUETON OAIYO 1 TTOALAEOEITI6C
ALTOUATN Y(PEON O€ PEPEC €C ERSOUALEC
YTTAVIA TEVOVTOEALTPITIOO

YLXVN TTOOCROAN

— XTEPVOKEAISIKN OpBpwon
— AaPBooTEPVIKN
oLyxopPdwon

— [MAevpoxovépITIbO

Crectnd for the Prosur QN Sy Acctomiiodeling



KAIVIKEG EKONADTEIC - OPOAANNOC

20%->60%
EmokAnpinéa Ty
YKANPEITIOO

— NeKpWTIKN TTPOOCBIA N oTTiocBIa

— AUPOTEQOTIAELPN, LTTOTPOTTIAlOLOA
Emmimrepukitida

[EPIPEPIKN EAKWTIKN KEQATITIOO
Payoecibitiba

DAEYUOVH KOYXOUL

AYYEITIOQ/ IOXAIUIKN OTITIKN VELPEITIOA
KATAPEAKTN




KAIVIKEC EKSNADOEIC

* NeLPOAOYIKEG EKSNAWOEIC
« Kpaviakég vevpotmabeieg ( V, VI
« Avyyelimiba
« KegpahaAyia
« MnviyyiTiba
¢ EYKEPAAIKQO EUPOAKTA
e HummAnyia
« ATaia
¢ EmAnyio
« WoHxwon
¢ Avola



KAIVIKEG EKENADTEIC - VEPPOI

e XTTOVIQ
*  MIKOOOKOTTIKN QIJATOLPIA
« [lpowTevovpia

« <10% PBroyia BeTiKN
— Meoayyeiakn pAeyuovn
— IGA veppottabelia
— XANVapIodiaueon veppiTiba
— EoTiakn TuNuaTikn OTTEipapaTovepPITISa

— MeBpavadnc veppottabeia
— AvVOOO0B@OpIoUOG : evarmobeoeic IgA, 1IgG, IgM kal
CLUTTANPWUATOG

« DTOOXN TTPOYVWON
« 10-year survival rate of 10%



KAIVIKEG EKENADOEIG

Aépua

> AQPOEC, EAKN, TTOPPLPEA,
0dib1a, OLEETELOPIAIKN
SEQPUATWON, ETTITTOANG
OpouPOPAERITIOO

» AEUPOKLTTAPIKN ayyYelTidéa
> 10% mpIv TNV SiIdyvwon

Kapdia

> 25%
> Kupidc avépeg
> 2" aItia BavAaTou
» BaARibotmtabeia

» AoPTN/UITPOEISNG
> AOPTIKO AVELPLOUA
> AIOXWPIOPOC A0PTNG
» MookapbiTiba
> MNepikapditidba

» KOATTOKOIANIOKOG
QTTOKAEIOUOG

> Ayyeimidéa



IxeTiI{OpEVa voonuara

Table 1 Systemic diseasesreportedto be associated with
RPC. (Modified from McAdam et al. [6], Trentham etal. [7])

Systemic vasculitides ANCA-associated vasculitides
Behcet's disease (MAGIC syndrome) .
Hepatits C « 1/3 100V Q0Bevwy N
Polyarteritis nodosa

Connective tissue diseases Sg,rl_stemi{: lupus erythematodes UﬂOTp OTTI d CO LOQG
e TTOLALXOVEPITIOA euPavileTal
Rheumatoid arthritis Seropositive rheumatoid arthritis I‘J € U e d )\ )\n VCI)O_O

Juvenile rheumatoid arthritis
Spondyloarthritis Ankylosing spondylitis

Psoriatic arthritis

Reactive arthritis

Hematologic diseases Myelodysplastic syndromes
Lymphoma
Pernicious anemia
Acute leukemia

Other diseases Hypothyroidism
Hashimoto's thyroiditis
Ulcerative colitis
Graves’ disease
Myasthenia gravis
Primary biliary cirrhosis
Mixed cryoglobulinemia
Diabetes mellitus
Glomerulonephritis

RPCRelapsing polychondritis, ANCA Anti-neutrophil cytoplasmic antibodies,
MAGIC Mouth and genital ulcers with inflamed cartilage

Schumacher S, Pieringer H. Relapsing polychondritis: a chameleon among orphan
diseases. Wien Med Wochenschr. 2017



Alayvaon

«  KAIvIKR eikova, | « Avaloya Twv evoeifev
EpPyaoTNEIaKA, RBloyia — CT 6kpaka
— Bpoyxookotnon
L — MRI Bpaka
 EpyaoTnpIiakog EAEYXOG
_ OPA — PET/CT
_ PFTs — ALTOAVTIOCWMATO
— a/a BwpaKkog
— 'EAEYXOG VEPPIKNG
AEITOLPYIAC
— HKT, utrepnxoypapnua
KapdIiag

— ANCA



Alayv@OoTIKA KPITAPIO

Table 1. Diagnostic criteria of relapsing polychondritis, according to different authors.

Authors, Year and
Reference

Suggested Criteria

Mc Adam et al. 1976 [3]

At least three clinical features among auricular chondritis, nonerosive
inflammatory polyarthritis, nasal chondpritis, ocular inflammation, respiratory
tract chondritis, audiovestibular damage; histologic confirmation not required

Damiani and Levine

1979 [4]

At least one of the six clinical features suggested by Mc Adam et al. [3] plus
histological confirmation
or
two of the six clinical features suggested by Mc Adam et al. [3] plus positive
response to administration of corticosteroids or dapsone

Michet et al. 1986 [5]

Confirmed inflammation in two of three cartilages among auricular, nasal or
laryngotracheal
ar
proven inflammation in one of the above cartilages plus two other minor
criteria among hearing loss, ocular inflammation, vestibulary disfunction,
seronegative arthritis

Borgia F, et al Relapsing Polychondritis: An Updated Review. Biomedicines. 2018 Aug 2



Bioyia

Npowipo oTtadio

— AiInBnon
AEPPOKLTTAP WY,
TTOALOPPOTTLONVAY,
LOVOKLTTOPWY KAl
TTAQOUATOKLTTAP WYV
OTNV XOVEP0&EQUIKN
OLUPOAN

— Kupiwg CD4 kouTtTapa

— EvammoBeon IGg kal C3

Auricular biopsy in relapsing polychondritis

Auricular biopsy of an early active lesicnal site in a patient
with relapsing polychondritis. Histopathology reveals a
pleomorphic cellular infiltrate at the chondro-dermal junction
in conjunction with proteoglycan depletion.

Courtesy of Jerome H Herman, MD.



Bioyia

AINBNON KOKKIWSOLG
I0TOL

AlQoTTaon Xov6pou

Avgnuevn TApAywyn
LETAOANOTTOWTEIVAT WV

ATTOTITON
XOVOOOKLTTAP WV

Alatapaxn NG
APXITEKTOVIKNC

lveoon

Biopsy in advanced relapsing polychondritis showing chronic
inflammation with granulation tissue invading and destroyin
cartilage.

LR

&
POARES

A ¢

Advancing disease with granulation tissue invading and
replacing regions of cartilage (arrows), leading to the
creation of sequestered islands in a patient with relapsing
polychondritis.



Alagpopikn diayveoon

Noigén
Kakon®sia
Aeppopa
KOKKIOUATWON ME
TTOALAYYEITIOO

PA
SAPHO

Chondrodermatitis

nodularis helicis
APLAOEISWON
PivookANp®ua

Pemphigus vulgaris



MaBoguoioloyia- aiTioAoyia

« Teverikn mpodiaBeon
— HLA-DR4

« Nolgwéeig

« Tofiveg

« Tpavua

+ Evepyomoinon avtoavooiag Kal
HECG AVTIOWHATWY EVAVTI TOL
XOvVo0 0oL

— KoAdayovo totrovu ILIX,XI
— matrilin-1
— MpwTeoyALKAVV

Tissue insult{s)

v

Release of and/or in situ
exposure to sequestered connective
tissue/cell membrane epitopes

v

. Inflammatory responsea
2. Genetically conditioned

a. Autoantibody formation
b. Cell mediated immune response

v

. Further perturbance of tissue metabolic and

structural homeostasis via cytokines, oxygen
metabolites, and proteinases

. Induction of pathologic changes elsewhere

secondary to connective tissue epitope sharing

* AIQOTTAON TOL XOVEOOL UTTOPEI VA TIPOKAAETEI
AVTIYOVOTTAQOLOIACN UE ATTOTEAECUA TNV EVEQYOTTOINONCG TNG
KOTTAPIKNG AVOOiag, TTAPAYWYNGS KUTTAQOKIVV KAl TEAIKA TNV

KATAOTOOMPN TOL XOVEO0UL




O¢parreia

« A&V LTTAPXOLY 06NYIEC

¢ XTTAVIO VOOOCG

« Etepoyeveia , AdSvvapia TTOORAEWNCS TNC TTOPEIAC
* ATTOLOIA KAIVIKGV JEAETV

« EvepyoTtnta kai PapdTnNTa VOOOUL
— Mopeia TNC VOO oL

— Opyavikn TTPOGROAN ~EAEYXOG YIQ DTTOKAIVIKN
VOOO

— AIQPKEIQ VOO OU
— PuBuoOCg vITOTPOTTIWV
YLVVOONPOTNTEC

Lekpa FK, Chevalier X. Refractory relapsing polychondritis: challenges and solutions. Open
Access Rheumatol. 2018 Jan



O¢parreia

« MIAO® « MeOotpe€arn
« KopTikooTepoeidn — Corticoid sparing
— YynAeg 600¢€IG (] — YTTOTPOTIEG OF€
mg/kg) N Qoeig o€ KOPTIKOOTEQOEION
OORAPEG EKSNAWOEIG N — Avocavedia oe
ETTIKLVOEG YIa TN ¢wN OTEPOEION)
/Opyava eKENAWOTEIC
B TO'TrIKI’] XPNon « AlaBeiotpivn
« Aayovn

« KukAooTtropivn
— 50-100 mg/day ( +  AepAovvapion
peylioTn doon

200mg/day ) * mycophenolate mofetil
— Mapevépyeleg

Lekpa FK, Chevalier X. Refractory relapsing polychondritis: challenges and solutions. Open
Access Rheumatol. 2018 Jan



Oeparreia

« ATTEIANTIKES YIO TN {wr/ OPYAVO EKENAWOTEIC
— KukAopwo@apidn pe LWYNAES SOTEIC KOPTIKOOTEQOEISWV

— Anti TNFa
« etanercept
* Infliximalb
« Adalimumab
— anti-interleukin (IL)-1 receptor
« Anakinra
— anti-IL-6 receptor antibody
» Tocilizumab
— T-cell costimulatory inhibition
« Abatacept

Lekpa FK, Chevalier X. Refractory relapsing polychondritis: challenges and solutions. Open
Access Rheumatol. 2018 Jan



Treatment of relapsing polychondritis: a systematic review

A Petitdemange!, C. Sztejkowski’, L. Damian®, T. Martin!, L. Mouthon*, Z. Amoura’,
M. Cutolo?®, G R. Burmester’, J E. Fonseca®, S. Rednic®, L. Arnaud?

1 TUENETEC
177 aocBeveic

« Abatacept 72% amavinon
« Tocilizumab 66% ammavinon
 Anfi—-TNFa 64% amavinon

« MIKPOC apIBuoc oe Abatacept

‘OxI QpKeETOI ACOEVEIC YIO CLUTTELACUA YIA TN
KLOKAOPWOTPAUIdN

Petitdemange A, et al. Clin Exp Rheumatol. 2022



O¢parmeia

« Xeipovpyikn Oeparrsia
— ATTOPPaEN AEPAYYWV
— RaAPibotTaBeIa



Oeparreia

« Alapkela Ogparmeiag
— AVOAOYQ TA CLUTITUATA KAl TIC DTTOTPOTTEC

— ApPKETOI aoBeveic xpelalovTal HAKOOXPOVIA UIKOES
5O0EIC KOPTIKOOTEPOEIbWY (Prezolon 5-7,5
mg/day)

« Mpoyvwon
— MepIcCOTEPOI ACOEVEIC KOAN TTOOYVWON
— ©avaTtog
* AOINWEEIC
* [ToooPROAN aepaywywVv/ Kapdiag

Borgia F, et al Relapsing Polychondritis: An Updated Review. Biomedicines. 2018 Aug 2



VEXAS

« ETTIKTNTO QLTOPAEYHOVWEEC CLVEPOUO

« Xapaktnpeiletal amo XPoVvIa PAEYUOVN WE Evapén
oTNV evNAIKN {wr KAl UTTOPEI VA OXETICETAI UE
AIUATOAOYIKAO VOO UATA

« [leprypapnke 10 2020

Grayson PC, Patel BA, Young NS. VEXAS syndrome. Blood. 2021 Jul 1
Vitale A, et al VEXAS syndrome: a new paradigm for adult-onset monogenic autoinflammatory
diseases. Intern Emerg Med. 2023 Jan 20.



Vacuoles

E1 enzyme

X- linked

Avutoinflammatory

Somatic Syndrome

VEXAS

e Vacuoles are seen in myeloid and erythroid
progenitor cells from bone marrow aspirates

e E1 enzyme refers to the ubiquitin activating
enzyme encoded by UBAI

e UBAT is an X-linked gene

e Mutations in UBAT are lineage restricted to
myeloid cells and result in autoinflammatory
disease

e this disease presents late in life as the result
of somatic mutations in blood



VEXAS

« DOLAOCLVEETO VOO O « MeraAAaéeig
— XTTAVIA O€ YOVAIKEC — p.Met41Thr(c.122T > C)
— p.Met41Val(c.121A > G)

e METAMOAGEEIG OTO — p.Met4iLleu (c.121A > C)

UBATyoviéio TToU — p.Ser56Phe (c.167 C > 1)
BpiokeTal OTO — p.Gly40_Lys43del (c.118-
XOWUOowUa Xp11.23 1G>C)

— Gly40Ala

« H Mo cuxvn hETAANGEN
ApoPA TN YEBEIOVIVN OTNV
Oecon 4



MaBoyeveia

« [lepIpePIKO aipa

— wild-type T kai B f " &
AEUPOKOTTAPA Iy ° .
— mutant myeloid cells 1™ s 2
neutrophils and monocytes §ow ofe {. -
o SZ:_%_ z: C:'tl VEXAS
*  MOVOKOTTOPA KAl OLOETEPLOPIAC e o
UE METOAANQEEIC eppavIoAV el B | _u :
— YTTEpEKPpOaAoN Tl * o .5. &f
« tumour necrosis factor SaF SRS
(TNF) 256+ 2
° in.l.erleukin(”_)_é Control  VEXAS Control  VEXAS
« |L-8

* interferon(INF)-y

Beck DB, et al. N Engl J Med



[MoTte 1O LTTOWIAlOHUAOTE;

¢ Y€ EVNAIKOLGC AOBEVEIC uE CLOTNUATIKO PAEYUOVWEN
voonua ( LTTOTEOTIIAZOVTA TTVPETO, OLOETELOPIAIKN
SEPUATWON, LTTOTEPOTIIAZOLOC TTOALXOVEPITIOA,
OPOAAUIKN TTOOCROAN) TTOL CLVOSELETAI ATTO
LLEAOSLOTTIAQCTIKO CUVEPOUO N AAAEC AIUATOAOYIKEC
SIATAPAXEC

« Y& QOBOEVEIC YE AVOEKTIKO OTN BePATTEIO ALTOPAEYLOVSON
voonua

« Av6pEC >40eTdv (UEON NAKKIG eupAvIONG TA 67 €Tn)

Vitale A, et al VEXAS syndrome: a new paradigm for adult-onset monogenic autoinflammatory
diseases. Intern Emerg Med. 2023 Jan 20.



» Episclentis (12.1%)
« Uveitis (9.5%)

VEXAS

®

Sclenitis (8.6%)
*  Orbital mass (3.4%)
* Blepharitis

Cardiovascular system

« Hearth involvement (11% )

« Artenial involvement (10.3%)

* Venous thromboembolism (10%-36%) [29]

Musculoskeletal system
Arthralgia

Chondritis (362%)

Mono- oligo- of poly-arthntis

Myalgia
* Myofascitis

pystemic symptoms

< Fever (0070,
* Weight loss (34.5%)

« Fatigue, night sweats and muscle ache

Gastrointestinal tract (13.8%)

* Abdominal pain (8.6%)

« Diarrhoea (6.9%)

* Ulcerative bleeding lesions (0.9%)

« Digestive perforation or obstruction (0.9%)

® ©®@

®

|
®OOOO®

Nervous system

* Headache

* Minor or major cerebrovascular accidents
*  Meningitis

* Peripheral nervous system

* Pulmonary infiltrates

« Pleural effusion

« Pulmonary fibrosis

« Bronchiolitis obliterans
= Vasculitis

IL\'mph—hjstion'tic system I

« Lymph node enlargement (34.5%)
« Spleen (13.8%)

Kidneys and urogenital system
* Kidney involvement (9.5%)
« Epididymitis

*  Orchitis

+ Prostatitis

| Blood (50%0-62.5%) __J

*  Macrocytic anemia (100%)
« MDS (37.5%-30%)

* Lymphopenia (80%)

*  Monocytopenia(30%)

« Neutropenia (12.5%)

* Thrombocytopenia (30%)

* MGUS (12.5%)

Skin (83.6%)

« Very heterogeneous
+ Skin biopsy:a small tomedium vesselsinvolvement
with leukocytoclastic vasculitis or mixed infiltrations

Vitale A, et al VEXAS syndrome: a new paradigm for adult-onset monogenic autoinflammatory

diseases. Intern Emerg Med. 2023 Jan 20.



Alayvoon

MetaAAaeic oto UBAT yovidio

KAIVIKN €EIKOVa

— AVvEPAC HE AQVOEKTIKO VOO UG KAl AIUATOAOYIKES
SIATAPAXEC
OMB: TTAPOLCIA KEVOTOTTIGV

ALENUEVOI SEIKTEC PAEYUOVNG
MaKpPOoKULTTAPIKA avaidia

Avaiuia

O©poupoTtrevia/AevkoTTEVIA (AEUPOTTEVIQ)



ATTEIKOVIOTIKO EAEYXOG

AKTIVOYPQ®pia
CT

N

MRI

PET/CT




OoTteopveAIKn Bioyia

KevoToTTia OTO
KOTAPOTTAQCUA
TTOOYOVIKWY HOPPWY TRV
EOLOPWV KAl HLEAOEISGV
KOTTAP WV

BAGoTEC
[MToOPLEAOKUTTAPA

HwoIvOPIAQ,
LOVOKLTTAPQ,
TTAQOUATOKLTTAQA KAl
LEYAKAPLOKOTTAPA b7 7

Ta Agppokurrapa 6ev
EUPAVICOLV KEVOTOTTIC



O¢parreia

KOPTIKOOTEQOEION
cDMARD:s

Anti- [L-1
anfti-IL-6
Janus kinase (JAK) Inhibitors

Azacytidine
— MDS

HSCT



Mpoyvwon

e @vnrornta 50%

«  ApPVNTIKOI TPOYVWOTIKOI TTAPAYOVTES
— NpooPoAn MNex
— AeUPAdeVOTTABEIO HECOBWOEAKIOL
— vevpovika SINBNuaTa
— MIKPOTEPN NAIKIA EVAPENS CLOUTTTOUATWOYV
— p.Met41Val mutations



AVTI COUTTEPACHATWYV

YTTAVIA VOO UATO
YLOTNUATIKN TTOOCROAN
Evpeia Siapopikn Sidyvwon

VEXAS cOVEpOoUO: pTwXN TTOOYVWON —

AIMATOAOVIKEC SIATAPAXEC TOE AVOEKTIKO VOO NUA



