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Bimekizumab treatment in psoriasis patients: A mechanistic understanding of the

durable clinical response
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The top 15 genes with largest mean expression differences are labelled. R is the Pearson correlation coefficient.
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Gene Set Variation Analysis!® was used to estimate gene set level of expression. Red horizontal lines correspond to the median baseline expression in non-lesional tissue. LogFC and FDR-adjusted p-values were calculated using the limma moderated
t-test. ***FDR<0.001; **FDR<0.01. [a] CD103, CD69, CD44; [b] BCL2, BCL2L1, MCL1, BIRC5, CFLAR, BCL2A1, BIRC3, PEA15.

BKZ: bimekizumab; FC: fold change; FDR: false discovery rate; GSVA: Gene Set Variation Analysis; IL: interleukin; PASI: Psoriasis Area and Severity Index; PsA: psoriatic arthritis; RNA-seq: RNA sequencing; T, tissue-resident memory T cells.
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