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Modeling atopic dermatitis-like responses in primary epidermal
keratinocytes in vitro

mRNA relative expression
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Study Example: Dupilumab (Dupi) inhibits transcriptional changes induced by IL-4+IL-13
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Modeling atopic dermatitis-like responses in primary epidermal
keratinocytes in vitro

Study Example: Tofacitinib inhibits skin barrier impairment induced by IL-4+1L-13
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Modeling atopic dermatitis-like responses in
human HEALTHY skin ex vivo
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IL-4+1L-13 stimulation induces gene expression changes associated with skin barrier impairment
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Modeling atopic dermatitis-like responses in
human HEALTHY skin ex vivo

Study Example: Dupilumab (Dupi) inhibits transcriptional changes induced by IL-4+IL-13
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Investigating the effect of a drug on lesional skin from
atopic dermatitis patients ex vivo

Study Example: Tofacitinib reduces cytokine release, up-regulates skin barrier-associated markers,
and ameliorates phenotype in lesional skin from selected patients
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Investigating the effect of a drug on inhibiting atopic dermatitis-like
phenotype in vivo: Humanized mouse model
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Investigating the effect of a drug on inhibiting atopic dermatitis-like
phenotype in vivo: Humanized mouse model
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