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Recent Trend in the Treatment of Rheumatoid Arthritis
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Table 2. Biologic Agents in the Treatment of Rheumatoid Arthritis

Cytokine inhibitors

TNF antagonist:
Table 1. Therapeutic Approaches Based on Pathogenesis Monoclonal antibody: Infliximab, Adalimumab Golimumab,
Trans-endothelial migration: Certolizumab-pgol
Monoclonal antibodies against adhesion molecules have not been TNF-a R II-g fusion protein: Etanercept
proved as useful yet. IL-17 antibody
Neovascularization: Suppression of new vessel formation IL-12/23 antibody(anti-p40 antibody)

Soluble mediators: cytokines IL-1R antagonist: Anakinra
Induction of inflammatory cell death IL-6R antibody: Tocilizumab
- T lymphocytes

- B lymphocytes

Blocking of accessory signal:
CTLA-4-Ig fusion protein: Abatacept

- Synovial fibroblast B cell death:

Blocking of inflammatory cell activation Anti-CD20 antibody: Rituximab
- Macrophage IL, Interleukin; CTLA-4, Cytotoxic T Lymphocyte Antigen-4; TNF, tumor
- T lymphocytes necrosis factor; TNF-« Rll-Ig, tumor necrosis factor-a receptor II-
- Osteoclast Immunoglobulin.

Auto-antibody

Cartilage
1 Cartilage and bone
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Figure 1. Therapeutic approaches based on the pathogenesis of rheumatoid arthritis.
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Recent Trend in the Treatment of Rheumatoid Arthritis

Dae Hyun Yoo, M.D., Ph.D.
Division of Rheumatology, Department of Internal Medicine, College of Medicine,
Hanyang University Hospital for Rheumatic Diseases, Seoul, Korea

Rheumatoid arthritis (RA) is a chronic and destructive inflammatory disease resulting in disability. During the past 10 years,
developments in medical science have improved RA treatment significantly, but have not proven curative. The most important
developments over the past 10 years are the followings: 1) an emergence of new therapeutic agent against a specific single molecule
or target, including biologic and chemical agents, 2) development and clinical usage of various outcome measures to detect disease
activity more accurately and 3) introduction of new strategies in the treatment such as early and aggressive combination trials,
depending on the disease activity. Over the course of these activities, we have been able to control clinical symptoms and signs more
effectively, and slow the destruction of the joint, and finally improve the quality of life in RA patients. Here, we discuss the recent
development of RA treatment and a perspective on future development.
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