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INTRODUCTION RESULTS

Atopic dermatitis (AD) is a chronic, relapsing inflammatory skin
disease involving epidermal barrier dysfunction, immune
dysregulation, and altered host-microbiome interactions. Central to
its pathogenesis is a Th2-skewed immune response, characterized by
elevated levels of interleukin-4 (IL-4) and interleukin-13 (IL-13),
which directly impair keratinocyte differentiation and downregulate
epidermal key structural proteins such as filaggrin. The resulting
barrier disruption promotes increased transepidermal water loss,
enhanced penetration of allergens and irritants, and heightened

susceptibility to microbial colonization, perpetuating a vicious cycle D. Inflamemicey st @4+ 113) € iflammatory sivem .4+ 113) F. inflammakiy sheas @4 + 1.1
of inflammation and barrier impairment.

OBJECTIVES *

To establish a human ex vivo skin model that reproduces key molecular
and functional features of AD-like inflammation, particularly epidermal
barrier disruption.

Figure 1: Micrographic evaluation of filaggrin labeling in human ex-vivo skin fragments exposed to
MATERIALS AND METHODS the inflammatory stress. A-C: Untreated skin fragments (Basal Control). D-F: Skin fragments
exposed to the inflammatory stress protocol (IL-4 + IL-13). The filaggrin are marked in green and
the blue marking represents the nucleus of the cell (DNA; DAPI). The reference bar corresponds to
) Day0 50um.
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fragments exposed to IL-4 + IL-13. Data represent the mean * standard deviation of 06 replicates
(Student’s T-test).

Cryosections were prepared Sections were stained for filaggrin
from the frozen explants and nuclei (e.g. DAPI) and
(e.g. 5-10 um). analyzed by fluorescence

MICroscopy.

DISCUSSION
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consistent with AD pathophysiology. The magnitude of this reduction highlights the critical role of IL-4 and
IL-13 in driving structural impairment of the epidermis and supports the translational relevance of the
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evaluation of therapeutic and dermocosmetic interventions targeting barrier restoration in patients with AD
and sensitive skin conditions.
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