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Study information

Study name: DIFFERENSTAD (NCT04823130)

Tissue details: lesional and non-lesional skin samples from
individuals with atopic eczema (treated with dupilumab 300
mg every 2 weeks for 16 weeks) and comparative biopsies
from healthy individuals.

Assay details:
RNA: Cancer transcriptome atlas (1,812 targets)
Protein: Immune oncology panel (80 targets)

Experimental design:
Slide mounted FFPE section
Geometric non-segmented and segmented ROIs
Segmented ROI based on the following cell
populations:
* PanCK (epithelia)
* CD45 (leucocytes)
* PGP9.5 (nerves)



Results: Epidermal and dermal gene expression
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Results: normalisation of gene and protein expression
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Significance:
® FDR < 0.05 Pre-treatment
FDR < 0.05 Post-Treatment

® FC<0.25
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Significance:
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FDR < 0.07 Healthy
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Final comments

» Spatial transcriptomics was able to identify differences in response to blocking both L4
and IL13 signaling between the epidermis and dermis in atopic disease, with changes in
innate immune gene sets observed in the epidermis and adaptive immune gene sets in

the dermis.

» Treatment induced changes in both I1L4 and IL13 receptor signaling in the epidermis but

only IL4 receptor signaling in the dermis
» Spatial profiling indicates that blocking both IL4 and IL13 signaling resulted in changes to
gene and protein expression that normalised markers of inflammation in the epidermis

and dermis.
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