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Background Results Figure 2. JAK 1-3 and TYK2 inhibitor plasma concentrations over time and whole blood ICs,
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Ob] ective JAK 1-3 and TYK2 inhibitor pharmacokinetic parameters and whole blood IC;,

Daily percent inhibition by JAK 1-3 and TYK2 inhibitors « At clinically relevant doses, deucravacitinib C,.,, C.., and C.;, were higher than or close to the TYK2 ICs, value, but were considerably lower than JAK 1/3 and JAK2 ICs, values (Figure 3)

» To compare the selectivity of deucravacitinib vs the approved Janus kinase (JAK) inhibitors « At clinically relevant concentrations, deucravacitinib inhibited TYK2 by >50% over 24 hours e Crao Cave, and C.i, values for tofacitinib, upadacitinib, and baricitinib were many-fold lower than TYK2 ICs, values, but were above or within range of JAK 1/3 and JAK2 ICs, values
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deucravacitinib is a selective TYK2 inhibitor and does not modulate the JAK 1-3 pathways Figure 3. JAK 1-3 and TYK2 inhibitor pharmacokinetic parameters and whole blood ICs,
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« Pharmacokinetic (PK) profiles were simulated using parameters derived from published population PK ] BID, twice daily; C,e, average plasma concentration; C,,,, maximum plasma concentration; C,, minimum or trough plasma concentration; ICs,, half-maximal inhibitory concentration; JAK, Janus kinase; QD, once daily; TYK2i, tyrosine kinase 2 inhibitor.
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