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Figure 1. PROTAC vs bioPROTAC (EPDeg™) H[u
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Figure 3. GX-BP1 Cell growth Inhibition (In Vitro) Figure 4, &2t &5 (Tumor Volume, In vivo)
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Figure 5. LUSC(HITHEEIHZ )= SOX2 SEE thEZQ AF

LUSC Top indications with SOX2 amplification
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= Stomach Adenocarcinoma (5.2%)
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