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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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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

IL-4 IL-13

o

beta signaling
Immune system <
teir

154 15- Pathway analysis in response to tofacitinib treatment
L]
° GO BP
=
= 1.0 E 10 immune response e
£ ; biological process involved in interspecies interaction betwe
<
o o
e '
= o
= 0
= 0.54 Y L] =1 response to biotic stimulus
e system process
immune response
se to stress
se to external stimulus
response to chemical stimulus
0.0- =
Vehicle TOFA Vehicle TOFA Vehicle TOFA Vehicle TOFA
Lesional Peri-Lesional Lesional Non-Lesional
96 hours 24 hours :
ine response <
_ Vehicle Tofacitinib
1 © KEGG
c -
% = b 9 JAK-STAT signaling pathway < KEGG:0463C 3.776x104
iz 1 REACTOME
mm W
£ 3 w Int NG <
R a "
g

o
Vehicle TOFA  Vehicle TOFA
Peri-Lesional Lesional

ation of proteins

Lesional




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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Our vision is

to provide our clients and
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quality research in investigative
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