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[Abstract] Rheumatoid arthritis (RA) is a common autoimmune disease characterized by joint damage and synovial in-
flammation. Two major classes of RA drugs, including small molecule synthetic RA drugs and macromolecular biological RA
drugs (TNF inhibitors, B cell inhibitors, T cell inhibitors, IL inhibitors, target RANKL biologics, target GM-CSF biologics)
were reviewed in this paper,focusing on the therapeutic mechanisms of these two classes of drugs. In addition the latest thera-
peutic target for rheumatoid arthritis was also summarized, which provided a potential new direction for the treatment of pa-
tients with rheumatoid arthritis.
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