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CDH11* kukAodOopPOUVTEC LVOBAACTEC KoL LVOGOKUTTOPO TTOU

ouV-eKppAlouVv UTTOOOXELC XNUELOKIVWYV OE AOOEVELC ME
xpovia pAsypovwodn apBpitida
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Moupiknc A.3, BAaxoyiavvng N.1.2, Tektovibou M.2, Zdnkakng MN.M.12

1 Kévtpo Néwv Blotexvohoylwv kat latpikng AkpiBeiag, latpikr ZxoAn, EBviko katl Kamodiotplako Mavemniotipwo ABnvwy, ABriva
2 A’ Npomadeutikn Maboloyikry KAwvikn, latpikr ZxoAr, EOvikd kot Kamodiotplako Mavemniotiuo ABnvwy, ABrva

37 OpBomadikn KAwikn, latpikr) 2xoAn, EBviko kat Karmodiotploko MNavemotipo ABnvwy, ABAva



Elocaywyn

OL pnxaviopot e€amAwonc Twv xpoviwv PpAeypovwdwv apbpitidwv napapévouv acadelc.

» TNepapatika povteda apBpitidag £xouv utooTtnpléel TNV KavoTnTA
WOBAQCTWY VA LETAVAOTEVOOUV HECW TNG KUKAODOpPLaC o€ VEEC apBpWOELG

(Aidinis, et al., 2003; Leféevre, et al., 2009)

> Imavia KUTTtopo tou ekPpAlouV TO LECEYXUUATLKO LOPLO KavTxepivn-11
(CDH11) £xouv Bpebel oto mepldpeplko alpo acOevwy e peupatosldn

apBpitda (Sfikakis, et al., 2014).

» OAeypovwdn peoeyyuvpatika (PRIME) KUTTOpO £XOUV EVTOTILOTEL OTNV
nepldpepikn KukAodopia aoBevwyv pe peupatosldr) apbpitida Alyec nUEPEC

npLv Ta enelcodia €aponc tng vooou (Orange, et al., 2020).

ZKOTOG: EVTOTMIOMOC KOl XOPAKTNPLOUOC KUTTAPWY HECEYXUUATLKAC TPOEAEUONC
oTo aipo aoBevwy pe evepyo peupatoeldn (PA) 1 Ywplaoikn apBpitda (WA).
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MeEBobol
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X PpOKTNPLOTLKA OULETEXOVTWV

Controls, n=9 RA, n=11 PsA, n=12
Characteristics
n (%) n (%) n (%)
Age (years), median (range) 48 (38-60) 56 (33-65) 51 (19-57)
Gender (female) 5 (56%) 11 (100%) 9 (75%)
Treatment
Naive N/A 4 (36%) 5 (42%)
csDMARDs-experienced N/A 5 (46%) 4 (33%)
b/tsDMARDs-experienced N/A 2 (18%) 3 (25%)
CRP (mg/l), mean (+SEM) N/A 32.9(+x23.7) 13.5(%5.1)
ESR (mm/h), mean (xSEM) N/A 39 (£ 8) 32 (£ 8)
RF positivity, n (%) N/A 9 (82%) N/A
Anti-CCP positivity, n (%) N/A 7 (64%) N/A
Disease activity score, DAS28, DAPSA,
mean (+SEM) N/A 5.24 (+ 0.29) 19.65 (+1.30)
Axial involvement, n (%) N/A N/A 5(42%)
Enthesitis, n (%) N/A N/A 1 (8%)
Dactylitis, n (%) N/A N/A 1 (8%)

BSA (= 3), n (%) N/A N/A 6 (50%)




AmtoteAeopata

1. Indviotl WWoBAAGCTEG KOl LVOKUTTOPAO OVLXVEUTNKOV OTO MEPLPOPLKO LIl LECW KUTTAPOUETPLOG HAlog
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AmtoteAeopata

4. Oudetepodila nov ouv-ekppalouv CDH11 kat CCR6 BpEOnkav avénpéva otn xpovia pAsypovwdn apbpitidba

6000= == controls (n=9) CCR4* CCR6* CCR7*
mm RA (n=11)

=3 PsA (n=12)

3000+ l

*

10001 ' ns

T

1000

ow
88
88

om
=
88

: I
! I
: I
: £ £ s I
1§ g g -
I 3 5 3 |
5 !
I & ° & —~ a00
5@ 1501 B 0] 5B 1
] ©¢ OE Ot
l
I +8 ~ 1004 8 ~ 1004 ?) = 1504 I
I S. H ;“ 1004 I
I £ = £ £
— 400" o= - - 1 2 1 2 5o :
0 | 2 & g o g -3
— o 04 S S 04 S 04 8o
g I : controls PsA  RA +PsA controls PsA controls PsSA  RA +PsA I
o) n=9 n 11 n=12 n=23 n 11 n=12 n 11 n=12 n=23 I
o |_| I 1
Y I l CXCR3* £ =7  CXCRS* I
() g s 900
2 200 I £ g I
) I I : ER "
o £ =
o I I o )
= I é ‘@ 15 § Q15 I
3 | St S¢ I
- | e g8 1
a 10 a 10
o I —p) g g I
& 20 | 1 g 9
< e < 54
8 1 £ £ 1
K I < cgm 5 I
— | o o o o 1
- I I conlrols PsA RA + PsA comrols PsA RA + PSA I
1
£ 15 | - -
S
> 1
<
? 1
@
© 1
10 |
5 :
0 . ﬁL ﬁ ﬁ.ai.;.i ;ﬁi - mﬁi %iﬁ =Mo
1

eutr_PhllsIEosmophlls Basophils Monocytes NK cells MAIT/INKT y& T cells CD4" TcellsCD8" Tcells B cells



AmtoteAeopata

4. Ta enineda twv CDH11* woBAaoctwv, CDH11* vokuttapwv kat CDH11*CD90*CCR6* oudetepoPpiAwv napapévouv
auénMEva oto MePLPEPLKO alipa TwV acOevwy, aveaptATWE TG KALVIKAG ATOKPLONG
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AmoteAEopata

4. AoOeveic pe CDH11*wopBAdoteg mapouvoiacav uPnAotepa enineda popilwv OXETWOUEVWV HE OYYELOVEVEDH, XNHELOTAia Ko
KUTTOPLKN TIPOOKOAANGN 0TO MAQOHO TOUG.
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AmtoteAeopata

6. Oudetepodila nov eloxwpouv otnv apBpwon pnopei va aAAnAenidpolv pe apOpLkoug LVOBAAOTEG HECW TNG KOVTXEPLVNG-11
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2UUTTEPACOTOL

» Imaviol KUKAopopoUVTEG LVOPAAOCTEC Kol LVOKUTTOPO OVIXVEUTNKAV OTO TEPLPEPLKO alpa PE KUTTAPOUETPpia palog

» KukAodopoUvteg LVOPAAOTEC e eV SUVAUEL LETOVAOTEUTLKH LKAvoTnTa BpeBnkav amokAeloTkA o€ acBeveic e PA Kal

WA Kol OXL O€ UYLELC LAPTUPEG

» AuénueEvoc aplBuog wvokuttapwy Kol oudetepodlwv mou ekdpalouv Kavtepivn-11 kot uTodOXElC XNUELOKIVWV

EVTOTILOTNKOV OTO TEPLPEPLKO allpa acBevwy pe xpovia pAeypovwdn apBpitida

» H Umnapén kavtxepivn-11* wvoBAaotwv 0TO alpo cUOXETIOTNKE PE auEnUEVN XNUELoTagla KAl KUTTAPLKA TTPOOKOAANGN

» Oubetepodla mou ekdppalouv kavtxepivn-11 evtomiotnkav kKovid o€ woPAdaotec mou ekdppalouv kavtxepivn-11

EVTOC TOU apBpLkov vpéva acBevwv pe PA
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[MPOTEWVOLLEVO LOVTEAOD

Me Bdon to EUPHHOTA HAC KoL TTPONYOUUEVEG LEAETEC, TTPOTELVOULE £Val LOVTEAO «SLaoTIOPAC TNE apOpitidac» o€

ooBeveic pe xpovia pAsypovwdn apOpitida mov punopei va Aettovpyel aveaptnta oo tnv eniktntn avooia

) |
«-4 ~ 7z

JOINT i R — MARROW

° Chemokines

__ Synovial
= fibroblasts

,’_.
% 7
Circulating Z
. i obasts X
Fibrocytes
A\ E h k' ' 0\
/C) Neutrophils | chemokine CD90 ! chemokine €D90
- ! integrin ! i integrin
' o e ' : P
Endothelial : &>~ ' ; TN :
— cells - : ' N g i
S : DISTANT JOINT - ; 11

Created with BioRender.com T



QNOTIy .
B,

pMedGR

Eupwnaiki ‘Evwon
Eupwnaixd Tapeio
Nepepeiafic Avantuéng

Euxapiotw moAv !

o+
EA "HNIKP&::!OK’AT\A ENAVEK 2014-2020 & Ez "A
D OYLIEE ENIXEIPHSIAKO MPOTPAMMA =
OIKONOMIA & ANANTYZHE é’f;‘émﬂﬂﬁ%ﬁmﬁ = 20]4-2020
Prr b=l bl KAINOTOMIA avimaty - oyacia - dUeyyin

Me tn ouyxpnpatodétnon tng EAAadag kat tng Eupwnaikig Evwong

EANHNIKH PEYMATOAOTIIKH ETAIPEIA
& EMAITEAMATIKH ENQZH
PEYMATOAOIQN EANAAOZ

EAAHNIKH AHMOKPATIA

Edvikév kar Konodiotprokoy
MavemieTuiov Adnvev
IAPY®EN TO 1837




