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Immune inhibitors of inhibiting JAK3 kinase: Tofacitinib
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Abstract: Janus kinase (JAK)/STAT cytokine signal transduction pathway is believed to play an important role in many diseases, such
as theumatoid arthritis and psoriasis. Tofacitinib (CP-690550) is a selective inhibitor of JAK3 kinase developed by Pfizer Inc.. The U.S.
Food and Drug Administration approved tofacitinib for the treatment of moderate to severe rheumatoid arthritis disease in November
2012. The mechanism, synthetic method, efficacy, pharmacokinetics, and clinical research progress of tofacitinib have been
summarized in the paper. We would like to provide some reference for the research and development of congeneric new drugs.
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Fig. 2 Synthesis of Tofacitinib
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