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Σπονδυλαρθρίτιδες 

Κοινά κλινικά xαρακτηριστικά 



 Gooderham MJ et al. JEADV 2018  
 

TNF 

Από την παθογένεια στη θεραπεία 



IL-23: κύριος ρυθμιστής 

IBD, inflammatory bowel disease. 
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 Gooderham MJ et al. JEADV 2018  
 



Armstrong AW & Read C. JAMA 2020  
 

Παθοφυσιολογία: Ψωρίασης / Ψωριασικής Αρθρίτιδας 



 IL-23 έκφραση, ενεργοποιεί τοπικά Τ κύτταρα ενθέσεων  φλεγμονή 
(ενθεσίτιδα) & παραγωγή νέου οστού (μέσω IL-17, IL-22 …)  

UPR, unfolded protein response. 

RANKL 



Ψωριaσική ονυχία 

Οι Σπονδυλαρθροπάθειες χαρακτηρίζονται από 

φλεγμονή σε σημεία που δέχονται stress 



Transitioning From PsO to PsA 

Scher JU et al. Nat Rev Rheumatol 2019 



Scher JU et al. Nat Rev Rheumatol 2019 

Από την ψωρίαση στη ψωριασική αρθρίτιδα 



DMARDs Approved for PsA in the Last 20 Years 

12 

bDMARD: biologic disease-modifying antirheumatic drug; tsDMARD: targeted synthetic disease-modifying antirheumatic drug; PsA: psoriatic arthritis; TNFi: tumor necrosis factor inhibitor; IL-17i: interleukin-17 inhibitors  
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Golimumab Certolizumab pegol Etanercept Infliximab Adalimumab 
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Apremilast 

Abatacept 

Upadacitinib Tofacitinib  

Secukinumab Ixekizumab Guselkumab 

Ustekinumab 



GRAPPA 2021 Treatment Recommendations for PsA 

Consider which domains are involved, patient preference, previous/concomitant therapies; choice of therapy should address as many domains as possible 
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Peripheral arthritis Axial Disease 

NSAIDs 

Biologics 
(TNFi, IL-17i) 

or JAKi 

Switch 
Biologic 

(TNFi, IL17i) or 
JAKi 

Enthesitis 

NSAIDs 

MTX, biologics 
(TNFi, UST, 
IL17i, IL-23i, 
ABT), JAKi or 

APR 

Switch 
Biologic 

(TNFi, UST, 
IL17i, IL-23i, 
ABT), JAKi or 

APR 

Dactylitis 

NSAIDs 

MTX, biologics 
(TNFi, UST, 
IL17i, IL-23i, 
ABT), JAKi or 

PDE4i 

Psoriasis 

Phototx or 
csDMARDs, 

biologics (TNFi, 
UST, IL17i, IL-

23i, CTLA-4-Ig), 
JAKi or APR 

Switch Biologic 
(TNFi, UST, IL17i, 

IL-23i), JAKi or 
APR 

Nails 

Biologics 
(TNFi, UST, 

IL17i, IL-23i) 
or APR 

Topical 
therapies, 
pulsed dye 

laser, 
csDMARDs, 

acitretin, JAKi 

Switch Biologic 
(TNFi, UST, IL17i, IL-

23i) or APR 

Comorbidities and associated conditions may impact choice of therapy and/or guide monitoring 
Treat, periodically re-evaluate treatment goals and 
modify therapy as required 

Standard Therapeutic Route Expedited Therapeutic Route 

Topicals 
(keratolytics, 
steroids, vit D 

analogues, 
emollients, 

calcineurin i) 

NSAIDs, 
csDMARDs 

Biologics 
(TNFi, UST, 
IL17i, IL-23i, 
ABT), JAKi or 

APR 

Switch 
Biologic 

(TNFi, UST, or 
IL17i, IL-23i, 
ABT), JAKi or 

APR 

Switch 
Biologic 

(TNFi, UST, 
IL17i, IL-23i, 
ABT), JAKi or 

APR 

IBD Uveitis 

TNFi (not ETN), 
UST, IL23i, JAKi, 

MTX 

TNFi (not ETN), 
CyA 

Adapted from Coates et al. EULAR 2021 #OP0229 [oral presentation]. 



 
Guselkumab competitively binds to the p19 
subunit of IL-23 

Guselkumab mechanism of action1-3 

IL, interleukin; NK, natural killer cell; R, receptor. 1. Gordon KB et al. N Engl J Med 2015; 373: 136–144; 2. ; 2. Megna M et al. Expert Opin Biol Ther 2018; 18(4): 459-468; 4. Zhou L et al. P394 Presented at 2019 Annual ESDR Meeting; 5. Zhang TT et al. 
AAPS 2019; 21: doi: 10.1208/s12248-019-0352-8. 
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This binding inhibits the IL-23 cytokine 
from binding to the IL-23 receptor 

2 

 

This inhibition subsequently prevents the 
intracellular and downstream signaling of 
IL-23 

3 

 

The IL-12 signaling pathway is 
maintained 
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*Patients must have documented their reason for prior biologic discontinuation. 

Phase 3 Clinical Development of Guselkumab in PsA 

 

 

Trial  Phase  Study Population 

DISCOVER-1 Phase 3, bio-naïve and bio-
experienced study 
(DISCOVER-1)2,3 

 

Patients are Bio-naive or Bio-experienced. Bio-
experienced patients received ≤2 prior anti-TNFα 
agents, accounting for approximately 30% of the 
overall study population*.  

DISOCVER-2 Phase 3, bio-naïve study  
(DISCOVER-2)4,5 

 

All patients are  
bio-naïve and have had an inadequate response 
to standard therapies (e.g. DMARDS, apremilast 
and NSAIDs) 

 

COSMOS Phase 3, bio experienced 
study  

All patients are Bio-experienced.  Bio-
experienced patients received previous 
treatment with either 1 or 2 anti-TNF alpha 
agents. 

70% patients =  
Naïve to 

bDMARDs 
 

30% = TNF 
experienced  

100% patients =  
Naïve to 

bDMARDs 

100% patients =  
TNF 

experienved 


