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4 Profiling STAT Family Selectivity and Cross-Species Specificity

Signal Transducer and Activator of Transcription 6 (STAT6) is a pivotal transcription factor activated downstream of the interleu-
kin-4 (IL-4) and interleukin-13 (IL-13) signaling pathways. It governs the expression of key genes involved in type 2 immune re-
sponses, including Th2 cell differentiation, IgE class switching, and M2 macrophage polarization. Dysregulated STAT6 activity has
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Figure 3 . Functional assays in primary human cells. (A) FACS-based analysis of STAT6 phosphorylation following stimulation in T cells. (B) Luciferase reporter assay measuring STAT6 transcrip-
tional activity. (C) Periostin release from human bronchial smooth muscle cells (HBSMC) upon stimulation. (D) TARC secretion from PBMCs upon stimulation. (E) CD23 expression in B cells under




