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OL otoxol otn Oepamneio tng PA

MANRpnc Odeon, SnAadn e€ovdetEpwon tng vooou (KUPLOC 0TOXOC)
AvakoUdLon armo Tov mOvVo Kal YEVIKA EAEYXOG OAWV TWV CUUNTTWHATWY TNE

VOOOU

MpoAnyn twv BAaBwv Twv apOpwoswv Kat, EMOUEVWC, TPOANYN Twv
TMOLPOLOPPWOEWV TWV APOPWOEWYV, TWV AELITOUPYLKWV KIVNTLKWV

Slatapaywv Kot TnG avarnneiog
BeAtiwon tn¢ mototntac {wng Twv acbevwv

Smolen JS, Clin Exp Rheumatol 2006; 24:s7



DMARDSs kot BroAoyikoi mapayovteg otn RA

2uppBatika DMARDs

— MeBOotpeéatn (MTX)
— ZouAdaocalalivn (SSZ)
— NedAouvouidn(LEF)

— KukAoomopivn (CyA)
— AvOelovoolakad

— Xpuoogim

— AZaBelonpivn (AZA)

BlioAoyika DMARDs

Avtaywviotéc TNF
IL1 receptor antagonist
AvaotoAéac tng IL-6

AvaoTtoA£ac TNG
ouvlLEyepongtou T
Aepdokuttdpou

MoVOKAWVLIKA avTLIoWwHaTA
gvavtiov twv B
Aepdokuttapwv



O 4 xpovol pappakokivntikng dtadoponoinong otn Bepamneia
NG PA pe DMARDS kot BLoOAOYLKOUG TTOLPOALYOVTEC

v' Xpovog évapénc Spaonc
v' XpOvocg HEyLoTtnc anodoon
v' XpOvog amodoxr ¢ avortoTEAEGHOTLKOTNTOG

v' Xpovocg éknAuvong tou GopUAKOoU



MNpooOnkn AedpAouvvopidng oe aacOeveic avOeKTIKOUC OTN
pnovoBepaneia pe pebotpefatn
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Kremer et al. Ann Int Med 2002;137:726-33.



Treating rheumatoid arthritis to target:
recommendations of an international task force

1. The primary target for treatment of rheumatoid arthritis should be a state of

clinical remission.

2. Clinical remission is defined as the absence of signs and symptoms of significant
inflammatory disease activity.

3. While remission should be a clear target, based on available evidence low disease
activity may be an acceptable alternative therapeutic goal, particularly in established
long-standing disease.

4. Until the desired treatment target is reached, drug therapy should be adjusted at
least every 3 months.

5. Measures of disease activity must be obtained and documented regularly, as
frequently as monthly for patients with high/moderate disease activity or less
frequently (such as every 3—6 months) for patients in sustained low disease activity
or remission.

Smolen JS, Ann Rheum Dis 2010;69:631-637




BloAoyLkoi mapAyovTeC, XPOVOC Kat
Bepanevtika SIARppata otn PA

H kAwikn mpaén dtadpEpet amo tig KAVIKEG LEAETEC YLOTL TPOCOPHOTETAL OTOV
kaOe acOevn (Target to Treat) Evavtl twv peAeTwv mov dtatnpouv to

TMIPWTOKOAAO OTNV MOPELA TOV XPOVOU

H 6o0v 10 Suvatov cuxvotepn MapakoAoUOnon Katl TPocapoyY] TNG AYWYNS
EXeL ouoXeTLoOel pne kKaAUtepn €kBaon tng PA

Edooov 0 OeparmeuTtikog oTOX0G ivar n KAwIKA UPECN ELHAOTE LKOLVOTTOLNEVOL

pe DAS28 3.6 ano 5.6 kot toco Oa mePLUEVOUHE yLa TEALKN amodoaon oo tov

tpéxovta anti-TNF napdayovta yia va ckepBOoUpe aAlayn tov;



Baputnta tng PA

Emwdeivwon tnc PA

MNpwiun PA MétpLag Baputntog

Awapkera tng Nooov (Etn)

Oyun PA
= (@Aeypovn
Avikavotnta

AKTLVOAOYLKQ
gupiuoTo

Kirwan JR. J Rheumatol. 2001;28:881-886



Meiwon tn¢ povipng BAaBng tneg PA pe ouvexn
£€Aey)xo TNG HpaoTnpLotTnTaC TNC Vooou™

ItaBepd XapunAog DAS pe YYnA6g DAS pe ItaBepa uPnAog
XopunAog DAS Slakupavoeig SLOKUUAVOELG DAS
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Welsing et al. Arthritis Rheum 2004;50:2082-93



H vpevitida nponyeitat tng ootiknG BAABNC

\

H T1-akoAouBia tTnG XELPOC TOU aloOEVOUC ME
npwipun PA S&iyvel meplopOpPLKO 00TLKO
oldnpa

MeA€tn pe MRI

= 31 aoBeveic pe mpwiun PA

= 31 uyleig HAPTUPEC
68% twv acBevwv pe PA eiyov 00TIKO
oldnua évavtt 10% twv paptupwv (P
< 0.0001)

97% twv acBevwv pe mpwipn PA
gixav vpevitda twv MK® oe

xopnynon Gd-DTPA

McGonagle D, Arthritis Rheum 1999;42:1706-11



H dopkn BAABn eEmEpXETAL IPLV VAL VIVEL
endavnc otnv ammAn aktwoypadio

e H MRI 8€iyvelL eupripata eEMepYOUEVWV SLaBpwaoewv ntpv tTnv a/a

MK® apBpwoslg

Images compliments of: O. Troum, MD, J. Crues, and Magna Vu.



AktwvoAoyikn emdeivwon acBevwv pe PA o€ Udeon
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Mpwiun Oepameio pe DMARDSs avaoteAAeL

TNV OKTLVOAOYLIKN EMLOEivon

B KaBuotepnuévn Bepanceia (LEoog xpovog kKaBuotépnong, 123 pépec; n=109)
Mpwiun Bepancia (LEoog xpovog kaBuaotépnong, 15 pépeg; n=97)
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*P<0.05 vs delayed-treatment group
Lard LR, Am J Med. 2001;111:446-451.



Effect of a treatment strateqgy of tight control for
rheumatoid arthritis (the TICORA study): a single-blind
randomised controlled trial

Catriona Grigor, Hilary Capell, Anne Stirling, Alex D McMahon, Peter Lock, Ramsay Vallance, Wilma Kincaid, Duncan Porter

Summary

Background Present treatment strategies for rheumatoid arthritis include use of disease-modifying antirheumatic
drugs, but a minority of patients achieve a good response. We aimed to test the hypothesis that an improved
outcome can be achieved by employing a strategy of intensive outpatient management of patients with rheumatoid
arthritis—for sustained, tight control of disease activity—compared with routine outpatient care.

Methods We designed a single-blind, randomised controlled trial in two teaching hospitals. We screened
183 patients for inclusion. 111 were randomly allocated either intensive management or routine care. Primary
outcome measures were mean fall in disease activity score and proportion of patients with a good response (defined
as a disease activity score <2-4 and a fall in this score from baseline by >1-2). Analysis was by intention-to-treat.

Findings One patient withdrew after randomisation and seven dropped out during the study. Mean fall in disease
activity score was greater in the intensive group than in the routine group (-3-5 vs —1-9, difference 1-6 [95% CI
1-1-2-1], p<0-0001). Compared with routine care, patients treated intensively were more likely to have a good
response (definition, 45/55 [82%)] vs 24/55 [44%)], odds ratio 5-8 [95% CI 2-4-13.9], p<0-0001) or be in remission
(disease activity score <1-6; 36/55 [65%)] vs 9/55 [16%], 9-7 [3-9-23-9], p<0-0001). Three patients assigned routine
care and one allocated intensive management died during the study; none was judged attributable to treatment.

Lancet 2004 ; 364: 263-69
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Sulfasalazine 500 mg daily, increasing every week to target
dose of 40 mg/kg per day (or maximum tolerated dose)

'

Sulfasalazine 40 mg/kg per day

Methotrexate 7-5 mg per week

Folic acid 5 mg per week

Hydroxychloroquine 200-400 mq per day (<6-5 mg/kg per day)

H peAétn TICORA

A 4

Triple therapy with monthly increments of methotrexate dose by
2-5-5-0 mg per week (maximum 25 mg per week)

Y

Triple therapy with weekly 500 mg increments of sulfasalazine
dose (maximum 5 g per day in divided doses if tolerated)

!

Addition of prednisolone in enteric-coated tablets 7-5 mg daily

Change triple therapy to:
Ciclosporin 2-5 mg/kg per day
Methotrexate 25 mq per week
Folic acid 5 mg per week

!

Change to alternative disease-modifying antirheumatic drug
therapy (leflunomide or sodium aurothiomalate)

OL aoBeveig mov evtaxdnkav
OTNV OMASA TNC EVIATLKAG
Oepanciog eetalovrav ava pava

ortd tov idLo pevpatoAdyo

2e KAOe eniokePn IA €yxuon Kz,
omov unnpxe ¢pAeypovi, €wg 3
apBpwoelg tn dopa

Metantwon o€ ENOMEVO B YL
DAS28 >2.4

Ztnv opada tng ouvidoug
OLVTLULETWTILONG £EETOLON OTO

PeupatoAoyiko Latpeio ava 3
HAVEG

Grigor C, Lancet 2004; 364:263-69




H evtatikn Ospaneia tng PA BeAtiwvel tTn Spaotnpiotnta TN
vOOOU, TNV aKTwoAoylkn e€EALEN, T duoikn SpaoctnpLoTnTa Kot
tnv towotnta {wn¢ (TICORA study)
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Grigor C, Lancet 2004;364:263-9



H akpBi¢ yvwon tn¢ popakoKLVNTIKAG TOU KAOE
dappakou givol EEQLPETIKA ONLOVTLKN ETLELON
NPOOTATEVEL TOUC aoBeVEic Tou Oa AMAVTACOUV HEPLKWC
oAAd KoL eutouC TTov Sev Ba atavtioouv ano

TLOLPOLTELVOLLEV TAPAOVH OE EVEPYO PpAOH TG VOGOU



COSTA
NAVARINO

be part of our story

‘Exete
npoBAnuata
OTLC OXEOELG

oaG e To AAlo
¢UAo;

‘Eneoa o€
PEVHOTOAOYOUG

- ’b..

. ..

Oy, €xoupe
TLAVTOTE
peLAL




Méoo DAS44

BeSt: Apaoctnplotnta tng vooou META 1 £T0¢

—&— | Monotherapy
-l || Step-up

—&— |Il Combination
-8 |V Biologic
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De Vries-Bouwstra JK, Arthritis Rheum. 2003;48:3649.



