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BItEfR% (Axial spondyloarthropathy)
XM TER (Inflammatory back pain)
BHERE 2 228 (New classification criteria)
SEE (Treatment)
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ERPR3RIR (Clinical features)
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T BB B iR HERE SpA £ 75% » TIMLFS 48 38 4
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Y o 9T HBsAg 55 1 8 anti-HBC F5 1% » HIIFR
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anti-TNFa ©
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The Clinical Features and Targeting Therapy in

Patients with Inflammatory Back Pain

Chung-Tei Chou

Division of Rheumatology, Immunology and Allergy,
Department of Internal Medicine, Taipei Veterans General Hospital

Spondyloarthritis (SpA) is a common rheumatic disease and SpA consists of a lot of diseases in this family
which includes ankylosing spondylitis (AS), psoriatic arthritis (PSA), inflammatory bowel disease (IBD), juvenile
SpA and undifferentiatied SpA (UsPA), etc. The common clinical features in SpA are inflammatory back pain,
peripheral arthritis, enthesitis, dactylitis, and uveitis, etc. In order to define the axial SpA, ASAS group in 2009
proposed new classification criteria which included the sacroiliitis on either MRI or x-ray plus one of the SpA
features. Without x-ray or MRI, axial SpA is considered if HLA-B27 is positive plus 2 of the SpA features. For
management of axial SpA, except for physical therapy, non-steroid antiinflamatory drugs (NSAIDs) are still the first
line remedy. Only 20% to 30% patients are failed, and they require anti-tumor necrosis factor (anti-TNFe«) therapy.
In Taiwan, 3 anti-TNFa drugs are available now; etnarcept (Enbrel) was the first drug to enter into the market
and then adalimmumab (Humira) and the recent one was golimmumab (Simponi). The mechanism to remove
soluble TNFa by using receptor binding is etanercept. Adalimmumab and golimmumab are monoclonal antibodies
which can remove both soluble and membrane TNFa. When anti-TNF a fails, other drugs including anti-IL6R
(tocilizmab), anti-CD20 (rituximab), anti-IL17 have been used but the efficacy, in general, was not satisfied. Other
than anti-TNFa therapy in axial SpA, more new drugs either for anti-inflammation or for anti-syndesmophyte are
warranted. (J Intern Med Taiwan 2012; 23: 313-317)
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