Normalisation of molecular signatures associated with pruritus
In plaque psoriasis correlates with itch resolution following
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[a]l UMAP representation shows log normalised expression in single-cell data; [b] Black arrow heads indicate increased IL17A+ and F+ infiltration.
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Dysregulation of several different types of itch mediators
was observed in psoriatic lesional skin, with dysregulation
of keratinocyte-specific itch mediators such as KLK8 and
TRPV3 associated with increased areas of IL17A+ and logFC=0.533 (***)
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Violin plots show log normalised expression of (A) key itch mediators and (B) the itch signature (using GSVA to estimate gene set level expression’) in healthy tissue (patients without psoriasis; blue), baseline non-lesional (clear skin in
patients with psoriasis; grey), baseline lesional (baseline; black), and treated lesional tissue at Week 8 (BKZ Week 8; yellow). Wider sections of the violin plot indicate higher density of data at the respective y-axis value. White box plots
show median and IQR normalised expression. LogFC and FDR-adjusted p-values were calculated using the imma moderated t-test.® ***FDR<0.001.

BKZ: bimekizumab; DC: dendritic cell; FC: fold change; FDR: false discovery rate; GSVA: Gene Set Variation Analysis; HRH2/3: histamine receptor H2/3; IL: interleukin; IQR: interquartile range; KLK6/8/14: kallikrein 6/8/14; RNA-seq: ribonucleic acid sequencing;
TRP: transient receptor potential; TRPV3: transient receptor potential vanilloid 3; UMAP: Uniform Manifold Approximation and Projection.
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