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Modeling atopic dermatitis-like responses in primary epidermal

keratinocytes /n vitro
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Study Example: Dupilumab (Dupi) inhibits transcriptional changes induced by IL-4+IL-13
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FLG: Filaggrin, TSLP: thymic stromal lymphopoietin.




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

Study Example: Tofacitinib inhibits skin barrier impairment induced by IL-4+IL-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
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Investigating the effect of a drug on inhibiting atopic dermatitis-like
phenotype /n vivo: Humanized mouse model
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Investigating the effect of a drug on inhibiting atopic dermatitis-like
phenotype /n vivo: Humanized mouse model
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Our vision is

to provide our clients and
partners with the highest
quality research in investigative
dermatology and trichology -
from basic science to
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What we can do for our clients: publication
record

= Conceptualize & build proof-of-concept studies

= Carry out full service portfolio for pre-clinical skin & hair research I
(in vitro/ex vivo assays, and humanized mouse models)
Our ambition is to

= Investigate side effects in the skin or hair follicle establish and refine
research techniques:
= Establish novel cutting edge methodologies and techniques Advanced
Methodology
= Design tailor-made & customized assays for all needs Program

= ldentify, characterize, or validate novel targets and therapeutics
for skin & hair disorders

= Discover mechanistic action stories, biomarkers & predictors of response

= Conduct investigator initiated skin & hair clinical trials G :
lobal client

= Provide access to human healthy & diseased skin and hair specimen ISt &

testimonials

= Prepare comprehensive project reports & manuscript drafts
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We are supported
by world-wide
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Monasterium Laboratory Skin & Hair Research Solutions GmbH was founded in 2015 by Prof. Ralf Paus, MD, FRSB.
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