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Since both IFN-1 and autoantibody-producing cells are involved in the
pathogenesis of SLE, a drug that selectively inhibits both IFN-1 production and differentiation and
proliferation of autoantibody-producing cells was required.

In this study, we screened the approved drug libraries and found Vorinostat, an approved drug for
chronic lymphocytic leukemia, inhibits, 1) TLR-stimulated IFN-1 production and B cell
differentiation and proliferation; 2) TLR-stimulated phosphorylation of TBK1 and subsequent IRF3
nuclear translocation as well as IRF5 expression; and 3) improves the mortality of SLE prone mice
due to the inhibition of IFN-1 production and reduction of glomerulonephritis.
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