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2TPATHIIKEZ ANTIMETQMIZHX
A2OENQN ME ANOTYXIA 2E avTtiTNF
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APXIKH ANTAINOKPIZH 2E RITUXIMAB
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MOIOI AZOENEIZ O®EAOYNTAI AINO RITUXIMAB KAI OXI AINO avriTNF
(AMOTYXIA TOYAAXIZTON ENOZ avtiTNF)

OEPAMNEYTIKH ANTIZTAZH ZE avniTNF
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MOIOI AZOENEIZ O®EAOYNTAI AINO RITUXIMAB KAI OXI AINO avriTNF
(AMOTYXIA TOYAAXIZTON ENOZ avtiTNF)
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MOIOI AZOENEIZ O®EAOYNTAI AINO RITUXIMAB KAI OXI AINO avriTNF
(AMOTYXIA TOYAAXIZTON ENOZ avtiTNF)

NMPOHIOYMENH OEPAIEIA ME ENA A MNEPIZZOTEPOYZ avniTNF

Change in DAS28 [DAS units)

Change in RA Disease Activity Change in RA Disease Activity
(with 1 prior aTNF agent) (with several prior aTNF agent)
-
o
wl
=T
a
=
2] @ I I, . Y [
on g B
T = RTX(12TNF) N=8g) | L L @ 4 [{mE aTNF sovermlaNF)N =19 [
VBT e ETNF (1TNF)(N=144) [~ 7 S 8 | RTX (several aTNF) N =85y [T
1.8 T T T -18 T T T
0 3 3 g 0 3 5 g
Time [Months] Time [Months]

Finckh, Ann Rheum Dis 2009



AKTINOAOI'IKH EZEAI=ZH 2TIz 56 EBAOMAAEX
A2OENEIZ ME AMNOTYXIA avtiTNF
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ANAYXTOAH AKTINOAOI'IKHY EEEAI=ZHX
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To Rituximab eaoc@alAilel ETTITUXNMEVN
OEPATTEUTIKN AVTIMETWTITION TTOU OINPKEI:

open-label extension of Phase Il and Ill studies
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Keystone EC, et al ACR 2007 [abstract]




To Rituximab e§aoc@alAilel eTITUXNMEVN
OEPATTEUTIKN AVTIMETWTITION TTOU OINPKEI:

LaKpoxpovia euTtreipia atro TN HEAETN REFLEX
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TUXOIOTTOINMEVEG KAIVIKEG HEAETEG OE AOOEVEIC ME
OVETTAPKN avTATTOKPIoN o€ avTl TNF

TTAPAYOVTEG

Rituximab? Golimumab?

(REFLEX) (GO-AFTER)
RA duration (years) 12 9
Background Tx MTX MTX (66%)
TNF inefficacy 91% 58%
DAS28 6.8 ND
HAQ 1.9 1.5
X-ray data Genant-mSS No

Long-term data 2 years No

1Cohen SB. Arthritis Rheum 2006; 2Smolen J. EULAR/ACR 2008



To Rituximab gival TOuAayxioTov TO idIO

atroTeAeoHATIKO ME avTITNF TTapayovra
(atroTuXia evog avtiTNF TrTapayovTta)

Rituximab vs TNF inhibitor after failure of ONE prior TNF inhibitor

Emor Bars: + 1 Standard Emoe(s)
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Stockholm registry: N=511

MabThera: p<0.0005 change from baseline in DAS28 at 3 and 6 months
MabThera vs alternative TNFi: no significant differene
MabThera vs infliximab: p<0.05 at 6 months

van Vollenhoven RF et al ACR 2008 [abstract]



To Rituximab gival TTI0 ATTOTEAECHUATIKO OTAV O AOYOG
aAAayn¢ BepaTtreiag gival AVETTAPKAG AVTATTOKPION
oToV apXIKO avTti TNF
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Finckh A et al EULAR 2008 [abstract]



Rituximab use in everyday clinical practice as a first-line biologic
therapy for the treatment of DMARD-resistant rheumatoid arthritis

D. .\-'lc(}qmaglc-"z._ A. L. Tan?, J. Madden', L. 'l'a]_.-'h}r' and P. Emr.:-r],r2

Time points

DASZ8, median (range)

Change in DASZ8, median (range)

Baseline (36 patients)
3 months (33 patients)
& months (33 patients)
5 months (29 patients)
12 months (30 patients)

6.35 (4.61, 7.84)
3.38 (1.25, 7.08)
3.79 (1.98, 7.41)
3.48 (1.86, 8.32)
3.30 (1.80, 7.25)

EULAR response, i (%)

—3.08 (+1.02, —5.27) P<=0.0001
—2.47 (+0.99, —4.92) P<0.0001
—2.76 (+2.08, —4.59) P<=0.0001
—3.21 (+0.06, —5.61) P <0.0001

EULAR good response, (%)

13 (39.4)
12 (36.4)
10 (34.5)
15 (50.0)

Rheumatology, 2008



Rituximab use in everyday clinical practice as a first-line biologic
therapy for the treatment of DMARD-resistant rheumatoid arthritis

D. McGonagle'*, A. L. Tan”, J. Madden', L. Taylor' and P. Emery”

Rheumatology key messages

e Rituximab may be a useful first-line biological agent in the clinical
setting.

e Rituximab can be safely given to patients with relative contra-
indications to anti-TNF agents.

Rheumatology, 2008



* YTTAPXEI AUEOAVOMEVN EUTTEIPIA, ATTO KAIVIKEG
MEAETEGC AAAAQ KAl KAONUEPIVR EPTTEIPIA, VIO TNV
OTTOTEAECHUATIKOTNTA KOI TNV AC@PAAEION TOU
rituximab META ATTO AVETTAPKN AVTATTOKPION O€ EVa
avTli TNF TTapdayovta

* To rituximab gival o HOovog BIOAOYIKOG TTAPAYOVTAG
TTOU O100£TEl OKTIVOAOYIKA OEOOUEVA VIO aoBeVEiG
ME PA OTOUG OTTOIOUG £XEI ATTOTUXEI BepaTreia pE
avTl TNF TrTapdayovTteg



2YMNEPAXZMATA

 YTTAPXOUV ICXUPEG ATTOOEIEEIG VIO TNV
OTTOTEAECMATIKOTNTA TOU rituximab HETA ATTO
AVETTOPKN avTatrokpion o€ avtl TNF Tapayovra

e 2ZTNV KABNUEPIV TTPAYMATIKOTNTA UTTAPXEI
OUYKPIOIUN ATTOTEAECUATIKOTNTA KOl AC@PAAEIN OE
xopnynon MeTa atmo 1 avti TNF TTapdayovTta j HETA
a1ro 2 | TTEPICCOTEPOUG

 Aoc@aAsgia Kal TTI8avr) aTroKATACTACN TNG

ATTOTEAECHATIKOTNTOG O eTTOVAXOopRYNon avti TNF
(? immunological reset ?)
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