Discovery of PLX-4107, a selective IKZF2 molecular glue degrader, that modulates
suppressive regulatory T cells and demonstrates anti-tumor activity
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PLX-4107 Results in Single Agent Activity

PLX-4107 is a Selective IKZF2 Degrader PLX-4107 Converts Tregs into Effector-like T Cells and Enhances CPl Efficacy In Vivo
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« Escaping immune destruction is a key step in cancer progression. Regulatory T cells (Tregs)

undruggable transcription factor, IKZF2, for degradation
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