STAT6: A Transcriptional Driver in Type 2 Immunity and a Rising Therapeutic Target
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D STAT6 degradation_ Different cells _ WB Figure 4. STAT family selectivity and cross-species specificity profiling. (A) HTRF evaluation of I-2—mediated STAT/CRBN ternary complex for-
1507 mation. (B) SPR analysis of STAT family selectivity. (C) Western blot—based assessment of STAT degradation selectivity. (D) Reporter assays
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of key genes involved in type 2 immune responses, including Th2 cell differentiation, IgE class switching,
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Figure 2. PROTAC-mediated STAT6 degradation assessed by HiBiT, WB, and FACS assays. (A) HiBiT-based STAT6 degradation, with degrada-
and M2 macrophage polarization. Dysregulated STAT6 activity has been implicated in a range of diseases, tion and viability measured in a single assay. (B) STAT6 Degradation evaluated by Western blot. (C) FACS-based STAT6 degradation in human
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