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“ Figure 3. PROTAC-mediated STAT6 degradation and selectivity (A) HiBiT-based STAT6 degradation (B) HiBiT degradation kinetics (C) Western blot in
cell lines and primary cells (D) FACS-based degradation in human T cells (E) WB selectivity profile (F) SPR selectivity profile.

Targeted protein degradation (TPD) harnesses the ubiquitin—proteasome system to eliminate disease drivers once b) Binding site of STAT6 PROTAC Assessed via SPR, in vitro functional assay

deemed “undruggable.” PROTACSs recruit E3 ligases to targets via two linked warheads, while monovalent molecular

glue degraders (MGDs) induce novel ligase—substrate interactions and ternary complex formation. Preclinical suc- A B
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Figure 1. Spectral Shift (SpS) platform and CRBN fragment library: (A) Ligand binding induces a shift in fluorescent emission. (B) Fully automated SpS MGD dosing induces VAV1 degradation (day 21).

platform enables library HTS. (C) SpS profiling captures both binary and ternary binding affinities. (D) In-house CRBN fragment library accelerates b) Off-target profiling by Proteomics and ICE 90 Safety panel

MGD discovery.
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