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'Enthesitis: from pathophysiology
to treatment

Georg Schett’, Rik J. Lories?, Maria-Antonietta D’Agostino®, Dirk Elewaut®,
Bruce Kirkham-=, Enrique R. Soriano® and Dennis McGonagle’

Abstract | Entheses are the insertion sites of tendons and ligaments to the bone surface and are
essential structures for locomotion. Inflammation of the entheses (enthesitis) is a key feature of
psoriatic arthritis and spondyloarthritis. To date, our conceptual understanding of enthesitis
remains limited. This Review provides an insight into the pathophysiology of enthesitis,
addressing the role of biomechanics, prostaglandin E2-mediated vasodilation and the activation
of innate immune cells in the initiation phase of enthesitis, as well as the role of entheseal
IL-23-responsive cells that augment inflammation by producing pro-inflammatory mediators
such as IL-17A,IL-22 and TNFE In addition, the molecular steps that translate inflammation into

resident tissue responses, resulting in new bone formation, are discussed. The second part of the

article summarizes the clinical features of enthesitis, and the role of clinical and imaging
instruments in detecting enthesitis are discussed together with their challenges and limitations.

Finally, the Review summarizes the current treatment possibilities for enthesitis based on the

aforementioned pathophysiological concepts, focusing on the role of cytokine-blocking agents.
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AVKUAWTLKN ortovOuAapBpitida:

Mo cuxvn dAsyuovwdnc pEVUOTIKN TTABnon

Ankylosing Spondwlitis

Xpovia dpAeypovwdng madnon.
Entintwon: 0.1-1.4%

MpooPBalel 3:1 AVIPEC:YUVAIKEC
YoBapotnta vocou avaloyn tng PA,
HeyoAUTEPN OUWC SLAPKELA VOOOU
A&oviKkn) ko epdpepikn TPOoBoAN
odnyel og coPBapr avarnnpla Kot
SuoAewtoupyla.

90-98% twv acBevwv €xouv HLA-
B27+

25-40% twv a.oBevwv
napouoLalouv kot oeia mpoodLa
payoelditida

MkpookoTilkEG PAABEC O0TO EviEPO
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