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Kauia oUyKpouon CUNQPEPOVTWYV




Peopoatociong apOpitioo

H PA gival n 1o Koiviy Jop®pr) TwV XPOVIWV PAEYyHOVWOWY apbpItidwv

MTTOpEi va TTPOKAAEDEI AEITOUPYIKO TTEPIOPIOHO
ApXIKA AOyw TOU TTOVOU
Kal oTadIakd AOYyw Twv aveTTavopBwTwy BAaBwv OTIC apBpwoEIg

E€w-apBpIKEG EKONAWOEIC (TTVEUNOVIKN TTPOOBOANR,peupaTOoLIdN 0lidia,
OPOAAMIKA EUTTAOKT) , AYYEIITIOO , OOTEOTTOPWON, AUUAOEIdWON)

Aladpapartidel eIl |uI0 POAO OTOUG INXAVIOUOUC TNG aBnpoBpoupwon

ETITAOKTIKA N £€yKaipn Kal ATTOTEAECHATIKE BepaTreia
(EULAR & ACR ocuoTtdoeig)




Pathophysiology of RA
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Voulgari PV, Drosos AA

Tissue damage Exp Opin Biol Th’er 2006;6:12’;49-60




Emoyn Oepometog

H ra@o@uoioAoyia tng PA dev gival TTAfpw¢ KaTavonTn

Eival SUokoAo va TTpoBAe@TEi TTO10G TTAOOYEVETIKOG unXavIoHOG (-0i)
EMTTAEKETAI O€ Eva OEDONEVO aoBevr, T OEOOUEVN XPOVIKA OTIYHA

Agv gival atTOAUTWG EQPIKTA N OTOXEUMEVN TTapEUBaon [eTTIAOYN
KAaTaAAnAou @apuaKkou]

B100¢£ikTEG TTPOBAEWYNG TNG ATTOTEAECHATIKOTNTAS YEVIKA ATTOUCIA{OUV

Kapia katnyopiag BioAoyikwyv dev UTTAPEE TOCO ATTOTEAECHATIKE , WOTE
va avTIKATAoTHOEl 6AOUG TOUG GAAOUG




IHapovoiaon

m 1°V mrepioTaTikoUu aoBevoucg pe PA

m avOeKkTIKN oTa ouvOeTIKA DMRDs

B KOl Xwpic TTponyoupevn Anwn anti-TNF




IHAPOYXIAXZH 1°° IIEPIXTATIKOY

MNuvaika 62 eTwyv
Aldyvwon: «opoBeTIKA peupatoe1idng apBpiTida»
A1ré 1o 2006

T£ONKE OTO EEWTEPIKO 1ATPEIO TOU PEUHATOAOYIKOU THAMOTOG
Tou IN.IN.N. lwavvivwyv

‘EkTOTE OTOBEPN TTOPAKOAOUONON OTO THAMO HAG




EZEIX - IXTOPIKO

AypOTIOOO KOl OIKIOKKR EvaoXO6Anon

KatrvioTpia 'z pack per day dev KatavaAwvel aAKOOA
Aev £xel aAAepyieg

EppnvotTauon o€ nAikia 49 stwyv

ATONIKO 1I0TOPIKO: EAEUOEPO




IHAPOYXIAXZH 1°° IIEPIXTATIKOY

m OIKOYEVEIOKO ICTOPIKO:




OYXIKH EEETAXH

All: 115/75mmHg, 0: 36.7°C, BZ: 54kg

ApOpiTida MNXK & 21s 31$ & 41 MK® dauew (atrdé 3pufivo
ApBpaAyieg yovaTtwyv aykwvwy Kail NMAK

Ava@epbpuevn SEKATIKN TTUPETIKN Kiviion atrdé 2unvou
"Hmio dipaocikdé Paivépevo Raynaud

Xwpig TTa0oAoyia atrdé To AVATIVEUCTIKO OUCTNMO

S1, S2 puBuiIkoi , EUKpPIVEIG 2/6 CUCTOAIKS QUONMA




APXIKOX EPI'AXTHPIAKOX —
ITAPAKAINIKOX EAEI' XOX

evikA aipgaTog Kal BIOXNMIKOS K.¢@.
TKE: 40mm/h, CRP: 28 (¢.T. < 6)
Avoooloyikég: - RF 0eTikog 1:320

- ANA : apvnTiKa
- anti-CCP: 198

NMpbéo@aTtog 10AoYIKOG EAeyxog (Hbs ag, HCV ) : ApvnTIKOG
Alpia BwPAKOG : EVTOG PUCIOAOYIKWY OpPiwv

HKI: SR




APXIKOX —ITAPAKAINIKOX EAEI'XOX

a/@ia AKPWV XEPIWY :

£KONAO 0idNUa HOAOKWY HOpPiWwYV, TTEPIAPOPIKN
OO TEOTTEVIA, KAl KUOTIKEG BAARBES KUpiwg oTA
OO0 TAPIO TWV KAPTTWYV

a/@ia AKPpWV TTOdWYV, YOVATWY KOl OYKWVWYV :

Xwpig ouciwdn TTadoAoyIkd eupfpaTa




APXIKEX XYXTAXEIX-AT'QI'H

Atropuyn Bapidg XEIPOVAKTIKAG EPYATiag

A10KOTTH) KATTVIOHATOG

XpRon atrAwv avaAynTiKwv

Mikpnr} d6on kKopTikooTEpOEIdWYV (Tabl Prezolon , 10mg/d)

Ag@Aouvouidn (Arava 20 mg/d)

Aucaveia otn MTX




IHOPEIA NOXOY

AUo pnveg apyoTepa TTapouciadel:

KAIVIKR KOl EpyaoTnPIOKK) UPEOT)

(kapia eTTwdUVN R o1dNUHATWON aBpwon TKE: 14, CRP:2)
‘Eyive peiwon TwV CTEPOEIdWYV

Mpooonkn utroAImdaIpIKAG aywyns (Chol 312, LDL :190)




IHOPEIA NOXOY

OKkTW pRveg petd (lavoudpiog 2007)

Mapapével o upeon (Ae@Aouvopidn & Mpedvifovn 2 mg/)
Néo rpoBAnua : Trapodiké AEE

CT eyke@daAou: BAABEC CUUBATEG PE MIKPO ICXAIMIKO EHPPAKTO
U/S kapdidag: K.@. E F : 50%

ANA:(-), Cardio(-), ANCA:(-), Cryo(-)

‘Evap&n kAomridoypEANC




IHOPEIA NOXOY

Méxpi To TEAOG Tou 2007

Mikpég e€apoeig

2UVEXNG XOMNARN evepyoTNTA VOO OU

AVTINETWTTION ME TTEPICTACIOKN XPHON MIKPWYV OOCEWV OTEPOEIdOWV

NMapapovrh otn Bepatreia pe AegAouvopion 20 mg / d




IHOPEIA NOXOY

2T10ad10KN £mMIOEIiVWON TG VOOOU TTapd TNV TTPpoodnkn
KUKAooTtropivng A Kal YOpoSuxAwpokivng

2eTrTEMBpPI0g 2008, peydAn evepyodTNTA TG VOOOU
KAIVIKA KOl EpyaoTnpIaKn £§apon
a/a AKPWV XEPIWYV : eTTIXEIAIEG DlOBpWOEIg

DAS 28 =5,9




2uoTtaoceic EULAR yia 1o 2013 yia TNV AVTIMETWITION
TNG PA pe ouvBeTikoug kai BioAoyikoug DMARD

OepaTtreieg OeUTEPNG YPAMMNAG

Av 0 BeparmeuTIKOC 0TOXOG OV emiteuxBel pe TNV Mpwtn otpatnytkr) DMARD,
ETL AMOVCLOC MTWXWV TPOYVWOTIKWV ITAPAYyOvVIwyY, Do ipEmeL va
gEetaletal n aAlayn og kamola AAAN otpatnykn pe csDMARD. Otav
UTTAPXOUV MTWXOL TPOYVWOTLKOL MOpAyovTec, Oa mpemel va e€eTaleTal N
npooBnkn evog Blodoywkov DMARD

Y& aoBeveic mou avtamokpivovtal avemopkws otn MTX kat/n og AAAEG
otpatnyKeC pe csDMARD, pe 1 xwpic YAUKOKOPTLKOELSR, Ba pEmel va
¢ekwvouv BroAoyikoi DMARD (avaotoAeic TNF, abatacept r tocilizumab, ko
O€ OPLOUEVEC TIEPLOTACELG, rituximab) poadt pe tn MTX




Yvotaocelg EULAR yw 1o 2013 yo tnv avripetomion tc PA
ne ovvleTikovg kot Proroyikovg DMARD

Oepatreieg deUTEPNG YPAUUNG

I I
~AAT A~ L s R A e AN A i~~~ aa DAl DA v A va A A

2uotaoeig EULAR yia to 2013

O1 TTapAyoVvTEG TTOU TTIOTEUETAI OTI €ivVal TTPOYVWOTIKOI TNG KAKNG €KBaong

avecapTnTa givai:

a) H mmapoucia autoavTiIowPATwy, dnA. PEUPATOEIdOUG TTAPAYOVTa Kai/f
ACPA 10iw¢ o€ uypnAo eTritredo

b) H uwnAi dpaoTtnpidotnTa TG vOoOoU OTTWG PJETPATAI OTTO OUVOBETOUG
oeikteC (DAS, DAS28, SDAI, CDAI), atré tov apiBud Twv o1idnuatwdwy
apBpwaoewyv [ atrd Toug avTIdOPWVTEG TTapAyovTeG ocgiac eaons (CRP,
TKE)

c) lNpwiun epgpavion diaBpwoewv

O1 Tap@yovTeC QuTOi £EXOUV OUYXWVEUBEI TToOO@Ara o€ ovréAa Kivouvou




ANTIMETQIIIXH

A2OQAAEIA
KOZTOxz




Abatacept: a biologic iImmune modulator for
rheumatoid arthritis

To abatacept o€ cuvdouaoué pe MTX | dAAa ouvBeTikd DMARDsS

‘Exel atrodeix0ei atroteAeoHaTIKO Yia Tn OgpaTtreia Tng PA ywpig
TTPponyouuevn xopnynon anti-TNF

2NMAVTIKA MEIWON TNG EVEPYOTNTAG TG VOOOU META aTTO 1 - £€TOG

Ypeon éwg kal 41% Twv acBevwyv pe rpwipn PA 1Tou AduBavav
ouvduaoud abatacept kar MTX

To abatacept Trpoo@£épel CNUAVTIKA ATTOTEAECHATIKOTNTA KOI EUVOIKO
TPOYIA ao@PAAEIag , KaI
MTTOPEI VO TTPOCPEPEI ONUAVTIKA OQEAN o€ acOeveig e PA

C Papagoras et al.Expert Opin. Biol. Ther.




ANTIMETQIIIXH

OkTwRp106 2008 : Evapin Abatacept

Iv 10 mg/kg every 4 weeks after a loading dose given on days 1, 15
and 29

20PNRG BEATIWON TWV CNUEIWYV KAl TWV CUNTITWHATWY HETA a1Td 3
MNVEG oUVEXOUG Xopnynong

DAS 28: 2,3




IHOPEIA NOXOY

®m 2T0 €mOpevo didoTtnua (2008 — 2014)

m [lap€ueive yevika o€ UPeon

= Xwpic agioAoya TpoAjuaTa




IHAPOYXA AT'QI'H

Abatacept (IV Orencia) ZuvoAIka 58 eyxuoeig
AgpAouvopidn 20 mg/d

KAommdoypéAn (Plavix 75)

Lopresor a4 x 2

Lipitor 20 x1




IHAPOYXA KATAXTAXH

Me Tnv TTapouoca aywyn [Abatacept & AegAouvouion]

Eival o€ KaAR YEVIKA KaTdoTaon

Me kaAn avoxn

Ag1ITOUpYIKH) 600V a@opA OTIC KAONUEPIVEG OPACTNPIOTNTEG

H cupuoép@won tng otnv aywyn givail apioTn




IHapovcioon

m 2°V TTEpIOTATIKOU aoBevouc pe PA

® KAl atToTu)ia oTov ouvouaopo antl-TNF &
DMRD




ITAPOYXIAXH 2°° IIEPIXTATIKOY

MNuvaika 45 eTwyv
Aldyvwon: «VEAVIK PEVHATOELIONG apBpiTIOO»
A1ré 10 1986

T£ONKE OTO EEWTEPIKO 1ATPEIO TOU PEUHATOAOYIKOU THAMOTOG
Tou IN.IN.N. lwavvivwyv

‘EkTOTE OTOBEPN TTOPAKOAOUONON OTO THAMO HAG




IHAPOYXIAXH 2 IIEPIXTATIKOY

TéTte paBATPIa AUKEiOU , ORUEPO VOO HAEUTPIO

Agv katrvidel, 0ev KATAVAAWVEI AAKOOA

Aev £xel aAAepyieg

‘EMMNVOG pUOTN QUOIOAOYIKA

ATONIKO 1I0TOPIKO: EAEUOEPO




ITAPOYXIAXH 2% IIEPIXTATIKOY

m OIKOYyeVEIOKO ICTOPIKO:




OYXIKH EEETAXH

All: 100/65mmHg, 0: 36.7°C, BX: 58kg

2UMMETPIKA TTOAUAPOPITIOO HIKPWYV KAl HEYAAWYV apBpwoewv
[MKO®, MNMXK, aykwvwyv, yovatwyv Kal MTP] (atméd S5urvou)

‘Evrovn ,pakpdg d1dpKeIag TTPWIVH OUCKAUWIa
Xwpig egavOuarta, Kal Aveu Tpoo oA} o@OaApwyv
Xwpig @.Raynaud ,

Xwpig TTa0oAoyia a1rdé To AVATIVEUCTIKO oUCTNMO

S1, S2 puBUIKOi , EUKPIVEIG Kl XWPI§ pUOHMATA




APXIKOX EPI'AXTHPIAKOX —
ITAPAKAINIKOX EAEI' XOX

evikA aipatog: Het: 31, WBC: 7200, PLT:230.000
TKE: 80mm/h ka1 BioxnMIKOG Xwpig TTaBoA0YIKA eupAuaATa

Avoooloyikég: - RF Bemikog 1:160
- ANA : apvnTiKa

loAoyikdg EAeyxog (Hbs ag, HCV ) : ApvnTIKOG
Alpia BwPAKOG : EVTOG PUOIOAOYIKWYV OpPiwV

HKI: SR




APXIKH OEPAIIETYTIKH ITPOXEITIXH

Natrpoéévn 250 x 3 kai revikiAAapivn 500 mg

‘Eva €106 apyoTtepa EAafe YOpoSuxAwpokivn & Ridaura

Me 1TTOAU KaAR avratrokpion — Y@eon vooou

To 1988 diEkowe auTOBOUAWG TNV PAPHMAKEUTIKI YWY
(TreproTaciaki Ayn MZA®)




IHOPEIA NOXOY

Aiyoug pnveg HeTd TTPOONAOE EKTAKTWG AOyw £Eapong TG vOoou
ETravévapén YopoSuxAwpokivng Kal £TTi CUNTITWHATWY MZAD
KaAf avTatrokpion , XWEig AVTIKEIMEVIKA CUMTITWHATA
EpyaocTnpiakn UQeon

KaARf AEITOUPYIKR KOTAOTOOT




IHOPEIA NOXOY

Apx€EG TOU 1993 OAOKANPWONKE ETTITUXWG N TTPWTHN TNS KUNON
Aiyoug pfveg HETA TTOpOUCiaoE NEYAAN £Eapon TG VOOOU

ApBpiTIda Kupiwg MIKPpWV apBpwoewv Kal HEYAANS SIAPKEING TTPWIVA
ouokauyia [TKE: 60]

‘Evapén MeBotpearng 12,5 mg/w kai MeBuAtrpedvi{oAdévng 8 mg/d

BeATioTOoTroinon tng d6ong ota 15 mg/d kai TTpoocOnKn
KukAooTropivng A 200 mg/d 1o id1o £€T0¢g




IHOPEIA NOXOY

2100ep KaTaoTaon HEXPI TO TEAOG Tou 2004

Mikpég EapOEIG KATA TO OIACTNHA AUTO Ol OTTOIEG
AVTIMETWTTI{OVTOUO AV HE MIKPEG OOOEIGC KOPTIKOOTEPOEIOWV

‘EKTOTE : OUVEXS KAl HEYAAN evpyoTnTa VOoou [DAS 28 : 6,2]

Mapd tn repaiTépw BeATioTotroinon tng Medortpegarng [20 mg/w] kai
TNV TTAapAAANANn Aqun MeBuATtpedvi{oAdvng 8 mg/d

H KukAooTropivn A d1ekOTrn [avetTiBUuNTES OpaoeIg]




ANTIMETQIIIXH

‘Evapén anti TNF [Inj Adalimumab 40, 1 éveon ka0 14 nuépeg ]

KaAn avratrokpion Kai avoyn

Meiwon TG TPpWIVAG OUCKAUWIAG

2TaOI0KN MEIWON TWV OTEPOEIdDWYV




IHOPEIA NOXOY

Ta 4 erépeva xpoévia n acdevhg AGupave:
Inj Humira 40 1 éveon kaBe / 14 d

Tb Methotrexate 15 mg /w

Tbh Filicine5 mg /w

MepioTaoiak AQYn pIKpRG 660ong KopTIKOOTEPOEIOWY Kl
avaAynTIKwWvV

Vit D3 & Ca++




IHOPEIA NOXOY

ATr6 10 2004 £WG TIG apXEG Tou 2009 TTapoUCIAlEL:
NMoAAatTAég e€apoeig

XaunAn £éwg HETPIA EVEQPYOTNTA THG VOO OU

Avo cofapég AoINWEEIC AVATTVEUOTIKOU

Kakn yevikd mroiétnTa {wng




Inadequate response to anti-TNF can be due
to one of four possible scenarios

\------------

L ]

\.-.-.-.

B Primary lack of efficacy
B Partial response

B Secondary loss of efficacy
B Side effect

Baseline Follow up 1 Follow up 2 Follow up 3 Follow up 4

van Vollenhoven RF, et al. Ann Rheum Dis 2007:66:849—-851.



OepoamevTIiKOg aiyoprOpnog s PA

Patient diagnosed with BA

Contraindication to MTX

r

LFM or S5Z or injectable gold = CS
I

Poaor
prognostic
factors present

¥
Hesponse? Mo

L

Adverse prognostic
factors present?

Continue

v

Mo
Start a bioclogic
(usually anti-

Alternative DMARD TNF-a) + DMARD
or DMARD
combination = CS

i ----— - — ]

Alternative anti-
TMF-o or abatacept
or rituximab or
tocilizumab (all +

: . DMARD)
Continue Responsa?

+ F Y
Mo

Response?

Papagoras C et al.Expert Opin. Biol. Ther.



Treatment options after first anti-TNF-a
faitlure

1. Optimize MTX/DMARDs

2. Optimize anti-TNF-a dose/frequency

3. Discontinue TNF-a blocker, treat with synthetic DMARDs only
4. Add another biologic (not recommended)

5. Switch to another TNF-a blocker

6. Switch to another category of biologics




Avranoxpwn ] Oap(msw c¢ acOeveig pe PA mov
£yovv amoTVYEL 6€ Eva TovAdyietov anti TNF-a

% patients
o 5 10 15 20

Infliximab - Etanercept [38] 5% (12 wee‘ks)

Infliximab —> Etanercept [39] 15% (12 weeks)

Eranercept - Inisimab (0] # 15.4% 16 weels)

Infliximab/Etanercept - Adalimumab [41] | 13%(12 weeks)

Infliximab - Adalimumab [72] | 33%4 (52 weeks)

anti-TNF-a -> Golimumab (50mg) [48] |: NN 12%(24 weeks)

anti-TNF-a —> Rituximab [51] [ | 12%(24 weeks)

anti-TNF-a > Abatacept [59] | 10.2% (28 weeks)

anti-TNF-a -> Abatacept [61] M Y] 23% (24 wreee)

anti-TNF-a - Tocilizumab [63] |33 | IZ.T% (24 weekr)
| |

[] Acr70 [ pas28 <26 RCT

C. Papagoras et al. / Autoimmunity Reviews 9 (2010) 574-582



Emioyn Ospamnerog...

Agv utTap)ouV €10IKEG KATEUOUVTAPIEG YPOAMMEG OXETIKA HE TNV
€miIAoyn TnNG deUTEPNG YPAHUHNAS BIOAOYIKOU TTOPAYOVTA META TNV
atroTuyia Tou TTpwTtou anti TNF -a

H emiAoyn Ba TTpE1rel va eCATOMIKEVUETAI AVAAOYO ME TO TTPOQIA TOU
KGOe aoBevn

ZuvvoonpoTnTta
ZUppOpPWOnN

MpoTiunon
KoéoTtog




ANTIMETQIIIXH

Treatment options




ANTIMETQIIIXH

Avatrpooapuoyn TnG Beparreiag
Alakotrp Tou Adalimumab
‘Evapén Abatacept

iv 10 mg/kg every 4 weeks after a loading dose given on days 1, 15
and 29

20PNG BEATIWON TWV CNUEIWV KAI TWV CUNTITWHATWY HETA a1TO 5
HNVEG OUVEXN Xopnynon

DAS 28: 2,2




AIAXPONIKH EMIZKOINH2ZH THZ NOPEIAZ NOzOY

1986 1987

I

ACUMNTITWHATIKA TTOPEIa

AIAXPONIKA H NMOPEIANO2OY TH2 A2OENOYZ

e - o zu’vaxgig
egapoeig
MZAOD




AIAXPONIKH EMIZKOINH2ZH THZ NOPEIAZ NOzOY

€CApoEIg KAl
UQECEIG

YTTOAOITTOMEVN
véoog

ACUUTTTWMOATIKI
TTopEia

AIAXPONIKA H NMOPEIANO2OY TH2Z A2OENOYZ

MTX 15 mg

Adamimumab

Abatacept

Abatacept

MTX 15 mg

Filicine 5 mg




IHAPOYXA KATAXTAXH

Me Tnv Trapouca aywyn [ Abatacept & MTX 15 mg/w ]

Eival o€ KaAR YEVIKA KaTdoTaon

Me kaAn avoxn

Ag1ITOoUpYyIKN

EpyddeTal KaOVOVIKA

E¢akoAouBei va TrapakoAouBegital oTo THAMO HOG




Experience of abatacept administration
in rheumatoid arthritis patients

Rheumatology Clinic
Medical School

University Hospital of loannina




Demographic characteristics

Sex:
Female N (%)
Male N (%)

26 patients

21 (80.8)
5 (19.2)

Age (years) (mean % SD)

62.8 £+ 15.3

Disease duration (years) (mean = SD)

18.5+10.8

Extraarticular manifestations N (%)

11 (42.3)

Rheumatoid nodules N (%)

1(3.8)

IgM RF(+) N (%)

13 (50)

Anti-CCP (+) N (%)

13 (50)

Smoking status: current smokers
never smokers

6 (23.1)
20 (76.9)

Weight (kg)

69.4 + 16.5




Previous use of DMARDs & biologic agents

Pts with RA refractory to at least 2 DMARDs N (%)

22 (84.6)

Mean number of DMARDs prior used per patient

2.8+1.5

Pts with no prior use of a biologic agent (naive) N (%)

9 (34.6)

Pts with prior use of a biologic agent N (%)

17 (65.4)

Mean number of biologic agents prior used per patient

1.4+0.7

Total number of biologic agents prior used
- Anti-TNF
- Other class of biologic agent (rituximab)

24
22
2




Reason for discontinuation of previous biologic agents

Reason for discontinuation Anti-TNFa Other I?'OI(.)Q'C agent
(Rituximab)

Inefficacy 12 2

Infusion reaction 4

Other adverse event 6

Total 22




Response to treatment according to ACR
response criteria

(®))
o

OACR 20%
OACR 50%
B ACR70%

D
o

Patients (%)

N
o

6mo 12mo

Percentage of response are calculated on the basis of 11 patients presented at entry.




Response to treatment according to EULAR
DAS-28 response criteria

6mo 12mo 24mo 36mo

N (%) N (%) N (%) N (%)

Remission

(DAS-28 < 2.6) 2 (7.7) 2(7.7) 1(7.1) 3 (37.5)

Low disease activity

(2.6 < DAS-28 < 3.2) 3(11.5) 6 (23.1) 5 (35.7) 2 (25)

Moderate disease activity

(3.2 < DAS-28 < 5.1) 14 (53.8)  14(53.8) 7 (50) 3 (37.5)

High disease activity

(DAS-28 > 5.1) 7 (26.9) 4 (15.4) 1(7.1) 0 (0)

Total N of patients estimated 26 26 14 8




Abatacept & adverse events

No deaths
No infusion reactions
4 serious adverse events demanding discontinuation from therapy

17 (65.4%) pts developed mild to moderate adverse events




LVUTTEPUCUOTO,

To Abatacept €ival JIa ATTOTEAEOUATIKA KAl A0PAANG BEPATTEUTIKN
emAoyn otn PA

MTTopEi va xopnynBei we TTpwTNG YPAPUNG Bepartreia HeTd atrod
atroTuyia Twv ouvBeTikwv DMARDS

MTropei va xopnynOei peta atmrd armrotuXia cOMARDs + anti-TNF-a

2& KGO mrepitTrTwwon N BEATIOTN OEPATTEUTIKA ETTIAOYN Oa TTPETTEI VO
gival TTPOCOPHUOCHEVN OTOV KABE aoOevi







