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Research Progress on Interleukin-6 Inhibitors in the Treatment of Rheumatoid Arthritis

CHEN Yue( Center for Clinical Pharmacy ,PLA General Hospital ,Beijing 100853 , China)

ABSTRACT Rheumatoid arthritis (RA) is a chronic inflammatory disease characterized by polyarthritis. Numerous agents
with varying mechanisms are used in the treatment of RA,but there is no radical cure. Interleukin-6 (IL-6) plays an important
role in the pathogenesis of RA. Agents targeting IL-6 such as tocilizumab (TCZ) attracted significant attention as a promising
agent in RA treatment. This article reviewed the key efficacy and safety data from clinical trials of TCZ,as well as six candidate

IL-6 blockers including sarilumab, ALX-0061 , sirukumab , MEDI5117 , clazakizumab , and olokizumab, and their future perspectives

in the treatment of RA.
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