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Figure 3. Tralokinumab inhibits IL-13-induced expression of the chemokine CCL-2
in human dermal fibroblasts: A) CCL-2 protein concentration in supernatant;

B) Percentage inhibition of IL-13-induced CCL-2 protein secretion; C) CCL2 mRNA
expression; and D) Percentage inhibition of IL-13-induced CCL2 mRNA expression

Figure 5. Tralokinumab restores expression of skin barrier markers decreased by
IL-13 in human keratinocytes: A) LOR mRNA expression; B) Percentage inhibition
of IL-13-induced LOR mRNA suppression; C) FLG mRNA expression; D) Percentage
inhibition of IL-13-induced FLG mRNA suppression; E) FLG2 mRNA expression; and
F) Percentage inhibition of IL-13-induced FLG2 mRNA suppression

e Atopic dermatitis (AD) is a chronic, pruritic skin disease characterized
by type 2 immune-mediated inflammation and skin barrier
dysfunction'’
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