Non-invasive tape sampling reveals a type | interferon RNA signhature in cutaneous lupus erythematosus

that distinguishes affected from unaffected and healthy volunteer skin
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| Differential expression of IFN-I genes,
Introduction detected with the DermTech tape device, is
more pronounced in skin than in whole blood

MXA, an interferon regulated protein,
IS Increased Iin skin of CLE but not AD subjects

Type | interferon genes (IFN-I) are upregulated in skin lesions and F
blood from patients with cutaneous lupus erythematosus (CLE)*-3.
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