Barrier Dysfunction, Type 2 Inflammation,
» and Neuroimmune Dysregulation Interact to Drive
the Pathophysiology of AD, Asthma, CRSWNP, and EoE*"’
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AD, atopic dermatitis; Bas, basophil; CRSWNP, chronic rhinosinusitis with nasal polyps;
EoE, eosinophilc esophagitis; Eos, eosinophil; ILC2, innate lymphoid type-2 cell; MC, mast cell; Th2, T helper 2 cell. >
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Triad of Dysregulated Mechanisms
Driven by Type 2 Inflammation Impacts
Patients’ Quality of Life>'°
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