Galvokimig, a multispecific, antibody-based IL-13, IL-17A, and IL-1/F inhibitor,
modulates lesional transcriptome and circulating biomarkers in atopic
dermatitis: findings from a 12-week Phase 2a trial
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Galvokimig is an investigational biologic currently in clinical development. The safety profile and efficacy have not been established, and it is not approved by any health authority worldwide.

AD: atopic dermatitis; Cl: confidence interval; EASI75/90: >75%/>90% reduction in Eczema Area and Severity Index score; Fc: fragment crystallizable; FDR: false discovery rate; GeneRIF: Gene Reference Into Function; GO: Gene Ontology; IFN-y: interferon gamma; IL: interleukin; log2FC: logarithmic base 2 fold change; PC: principal component; POC: proof-of-concept;
TARC: thymus and activation-regulated chemokine; Th: T helper.
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