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Introduction
Targeted protein degradation is a new therapeutic modality that expands the ability

KYM-003 causes rapid, potent, and highly selective degradation of STAT3
in multiple cellular systems

KYM-003 represses the growth of multiple heme cell lines
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Kymera Therapeutics is developing degraders of STAT3 with drug-like properties,
represented here with KYM-003 and its analog compound A. These compounds
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Deep Tandem Mass Tag proteomics at 8h (>10,000 proteins detected) KYM-003 decreases STAT3-dependent
demonstrates selective STAT3 degradation

gene expression

A sustained and robust degradation of STAT3 with KYM-003 leads to

profound anti-tumor activity in vitro and in vivo
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