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ABSTRACT: Rheumatoid arthritis is a common autoimmune disease, can cause joint pain, deformity and disability to varying
degrees, and affects the patient's quality of life. Along with the in-depth study of the pathogenesis, there have been a growing number of
rheumatoid arthritis drugs. Based on the time of development and principle, is divided into five generation: the first generation is
nonsteroidal antiinflammatory drugs (NSAIDs), the second generation is glucocorticoid, the third generation is disease modifying
anti-theumatic drugs (DMARDsS), also known as slow acting anti-rtheumatic drugs (SAARDs), the fourth generation is early biological
agents such as TNF-a, the fifth generation is new biological agents, which specific effect on T lymphocytes. Biological agents are novel
drugs for the treatment of rheumatoid arthritis in recent years, which reflect a clear advantage compared with traditional medicines and
have broad application prospects. This review describes the pathogenesis of rheumatoid arthritis briefly and focuses on the therapeutic
drugs.
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