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Background

Case Report
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(A) Resolution of psoriasis on L arm over treatment course, (B) Resolution of L leg psoriasis
over treatment course, (C) Normalization of inflammatory markers 2 months post-treatment

Discussion

e |nformed consent obtained in accordance with X Response to tofacitinib therapy hlghllghtS Increased |IFN and JAK
Declaration of Helsinki and specific consent signaling as contributing factors to autoimmunity in DS
obtained for case report . | o
A  under Cotorada Multiole lnstitutionat *» Participant’s response to tofacitinib encourages further study of whether
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. iInhibitors are preferable pharm herapy for patients with DS an
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