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Toficitinib as a new drug for the treatment of rheumatoid arthritis
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[ Abstract] Tofacitinib is a small molecule inhibitor of Janus associated kinases JAK) . In March 2017, China Food and Drug Administration
(CFDA) has approved tofacitinib to treat adult patients with active moderate to severe rheumatoid arthritis (RA), who have had an inadequate response
or intolerance to methotrexate (MTX) . Tofacitinib may be used in combination with MTX or other non-biologic disease-modifying anti-rheumatic

drugs (DMARDs) for patients with RA. The pharmacodynamics, pharmacokinetics, drug interaction, clinical efficacy, safety and cost-effectiveness of

tofacitinib were reviewed in this research.
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