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Novel Targeting Therapies for Rheumatoid Arthritis

CHOSA, E., SEKIMOTO, T. & HAMADA, H.

Department of Orthopaedic Surgery, Faculty of Medicine, University of Miyazaki, Japan

Over the years, significant progress has been made in understanding the pathogenesis of
rheumatoid arthritis (RA). Recently, the targets for its treatment have been identified.
Advancement of technologies utilizing monoclonal antibodies and recombinant proteins has
allowed the development of novel drugs that effectively target the disease. Tumor necrosis
factor alpha (TNF @), interleukin-1 (IL-1), and IL-6 are notable therapeutic targets for RA.
Recently, anti-TNF a antibodies used to treat RA were approved for use in Japan and
results of clinical studies have been reported. In this report, the current context and state
of each target cell or molecule are described. We also discuss other targeting therapies that
are expected in the future, such as adhesion molecules, T-cell and B-cell surface antigens,
osteoclastogenesis inhibitory factors, signal transduction pathways, angiogenic factors, and
novel peptides.
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