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Table 3. Clinical Features of Various Forms of Spondyloarthritis.*

Feature

Age at onset (yr)
Male:fernale ratic

Peripheral joints affected
(% of cases)

Axial joints affected (%% of cases)
Dactylitis

Enthesitis

Psoriasis (% of cases)

Mail lesions

HLA-B*27 (% of cases)

Psoriatic Arthritis

15
1:1
96

50
Coemmon
Coemmon

100
87 % of cases
40-50

Ankylosing
Spondylitis

20
31
30

1040
Absent
Common
10
Uncommen

90

Reactive Arthritis

30
3:1
a0

100
Uncommeon
Uncommen

10
Uncommen

70

IBD-Associated
Arthritis

30
2:1
30

30
Absent
Uncommeon
10
Uncommeon

30

Ritchlin CT et al. NEJM 2017



2.UVVOONPOTNTEC

Ywpilaociki ApBpiTida AykuAoTtroIinTiK oTTovOUAQpBpiTIOO
2uvvoonpoTNTEG 2uvvoonpoOTNTEG
Mayuoapkia 32-60 Kapdiayyeiakr vooog 34.4
YTépTaon 19-45 YTéptaon 12.4
AOIHWSEIS e loxaIdIKA KOpdIoTIABEIn 6.5
KatdbAign-A 14-27 . .

AR Kapdiakn aveTrapkeia 2.7
YtrepAimmdaiyia 8-62 )
) 2.akx AlaBATNG 4.9
2. aKky Alaprtng 12-18 )
KakonBeia 7-9 olEsE S
Kapdiayyelakr vooog 3-43 Kakonbeieg S
HtraTtiki vooog 2

> 50% Twv aocOevwyv e
WA £xe1 > 1 ouvvoonpoTnTa

A.Ogdie, Ann Rheum Dis, Feb 2015

A.M Gulati, Ann Rheum Dis, May 2016

A.Ogdie, Current Opinion of Rheumatology, Mar 2015
Exarchou S. et al., Ann Rheum Dis 2016



Xpovia e€eAIKTIKA TTopeia vooou

‘EvTovog évog Kai avathpia

5 TTapapdéppwon TouAdxioTtov 5 apBpwoe
S 55%
0
p I
w
[ =
. J
E_ TouAdxioTov 1 diappwon Y
o
'g 47 7% Au€nuévn Bvnoiuétnta Adyw CVD
o
| |
T | I I I
Evapgn e 10 12 20 30

Ywpiang ‘Etn

Aiayvwon-Oepamncia
Mn avaoTtpépipec PAdpeg

CVD, kapdiayyelokf v6oog

Lloyd P et al. Arthritis. 2012
Gladman D et al. Ann Rheum Dis. 2005
Landells | et al. Skin Ther Lett. 2008



BioAoyikoi TapdyovTeg
I

Human recombinant Chimeric .
receptor/Fc fusion monoclonal Humar} | Hun?amzed
i antibody monociona Fab’ fragment
protein antibody
N \
Receptor %& /@ .
1 \ -
e Constant 2 / } §~\\=
IgGl( Tg61 | —
Constant 3 / 961 \ | o~
Etanercept Infliximab  Adalimumab Cer"r?l izumab
. ego
Golimumab Peg

™ Murine components

B Human components

Hanauer SB.
Rev Gastroenterol Disord. 2004, 4(suppl 3):518-524.



Percentage ASAS20 Responders

Avtamokpion ASAS20 otnv AZ

100% -
90% -
80% -
70% -

40% -

30% -

20% -
10% -

0% -

ASAS20 Response inAS

Risk ratio: 2.45, 95% Cl 2.13-2.82
P < 0.00001

63%

26%

TNFi Placebo

To 1/3 Twv aocBevwyv 1Tou EAaBav
avTI-TNFa BeparTreia
Oev TTETUXavV avTatrokpion ASAS20

Ren L et al. Am J Med Sci 2013



TTapapovh otnh Bepateia

[=]
|

Treatment course
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Proportion of patients maintaining treatment
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Treatment duration, years

SWITCHING OF TNFi IN PSORIATIC ARTHRITIS

39% switched
Drug survival decreased after switching

Glintborg B et al. Arthritis Rheum 2013



HAIKia Evap¢ng CUNTTTWHATWY Kal d1ayvwong o€
ao0eveiC HE AYKUAOTTOINTIKN OTTOVOUAQPOBpITIOXO

20voAo aoBevwyv (%)

£
""" """ * """""" u‘920 d\/Tpeg
L A i ‘ O4 476 yuvaikeg

HAIkia (xpovia)
Méoog 6pog KaBuoTépnong Tng didyvwong: 9 xpoévia

Feldtkeller E et al. Curr Opin Rheumatol 2000;12:239-247 (with permission) Aﬂs



H aAAayh Bepameiac odnyei oe peiwpéva
TT0000Td AVTATIOKPIONC

- i 1
Results from the NOR-DMARD Register NOR-DMARD

B TNF non-switchers TNF switchers
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Lie E et al. Ann Rheum Dis. 2011



H 6epartreia pe avri-TNFo 0€ oTtapata tnv
OKTIVOAOYIKN ETTIOEIiVWON HETA OTTO 2 XpOvia oTnV AZ

mSASSS change

mSASSS change

1.4 1
1.2 1

0.8 1
0.6 1
04
0.2 1

14 1
1.2

0.8 -1
0.6 1
04 1
0.2 1

Etanercept!

1.27

0.95

. OASIS*
Etanercept OQEJ;S MANPOUVTES Ta KPITHPI
€100yWYG OTN HEAETN
Adalimumab?
1.0

OASIS* OASIS*
OAOI MANPOUVTEC Ta KPITHPIA
E1I0aywyng aTn HEAETN

Adalimumab

Infliximab?
14 -
1.2
1.2 1 10
& 1 -
S
S 08 -
2
g 0.6 -
o 04 1
£
0.2 1
0 4
Infliximab  OASIS* OASIs*

ohor  TIANpouUvTEC Ta KPITHPIO
E10aywyng atn PEAETN

*OASIS=10T0pIKN ) OMGdA HOPTUPWY HWE AZ Xwpic Bepartreia
Me avTI-TNF yia 2 xpévia
Tiun p yia OAEC TIC CUYKPITEIC OTATIOTIKA N ONHAVTIKA.

1. van der Heijde D et al. Arthritis Rheum 2008;58:1324-31
2. van der Heijde D et al. Arthritis Rheum 2008;58:3063-70
3. van der Heijde D et al. Arthritis Res Ther 2009;11:R127



Editorial

The IL-23/Th 17 pathway in spondyloarthritis: The Royal Road?
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Evepyomoinon ka1 diapopoTtoinon Twv
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Patel DD et al. Ann Rheum Dis. 2013
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IL-23 Kai T KUTTapa TWV EVOECEWYV TTPOAYOUV eVOETITION
KOl OCTEOTTAPAYWYN OTNH OTTOVOUAQpPOBpiTIOa
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Lories RJ et al. Nat Med 2012;18:1018-9 (with permission) AsAs
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To povomdTi IL-23/IL-17 diadpaparile
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Makpd nuilwn mAdopartog: 3-4
epOopadeg

Aeopelel eKAEKTIKA Kdl Secukinumab

;&ouBeTepwvsl ™n dpdon Tng IL- Aeopeter Tnv IL-17A
7A

OTOUC 10TOUC avaoTéAAovTac
, _Tnv 10TIKR PAGPn

Aeopevovrac thv IL-17A To : :
secukinumab dpa epmodifovracg Tn

Opdon @AcyHovoyovwy TTapayoviwy 1 ;]
O mpwrTo¢ avaoToAéac Tng IL-17A / > /e
Tou éx el Adper éykpion yid \ }.«g?
eVAAIKEC aoBeveic pe Ywpiaon, j
Ywpiaoikn ApBpiTida & ‘ ’
AYKUAOTTOINTIKA 2TTovOUAapOpiTIda

Yywpiaon apOpiTidec

(3éppa) (apBpwozeig)



