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Tofacitinib is the first Janus kinase inhibitor apﬁroved for the treatment
of rheumatoid arthritis. Although macrophages are critically involved in the pathogenesis of
rheumatoid arthritis, very few studies have reported the influence of tofacitinib on macrophage
activation. In the present study, we examined the effect of tofacitinib on the expression of major
histocompatibility complex class Il (MHC 11) and co-stimulatory molecule CD86 in macrophages. IFN-y
induces the cell surface expression of MHC Il and CD86. Tofacitinib treatment significantly
upregulated IFN-y -induced expression of MHC 11, while decreased the expression of CD86, hence CD86-
MHC 11+ cells were induced. We anticipate the contribution of induction of CD86- MHC I+
macrophages by tofacitinib in its antirheumatic action, because antigen presentation by MHC 11
without co-stimulation leads to T cell ignorance, a process known as peripheral immune tolerance.
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MFI: Mean Fluorescence Intensity. Mean = S.E.M, # P < 0.01 versus tofacitinib 0 / IFN-y (-), *P<
0.05 and **P< 0.01 versus tofacitinib 0 / IFN-y (+).
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