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myeloid cells, lung epithelial cells, bronchial smooth muscle cells, and vascular endothelial cells. As a result of STAT6 degradation, KT-621 fully blocked « KT-621 is orally bioavailable and can fully degrade STAT®6 in vivo across several preclinical species including NHP with low oral doses. «  Kolkhir et al., Type 2 chronic inflammatory diseases: Targets, therapies and unmet needs.

various IL-4/1L-13 functions in these cells with picomolar potencies comparable or superior to dupilumab and did not degrade or inhibit any other STAT . . . - . . . . o Nature Reviews. Drug Discovery. 2023 August.

transcription factors. KT-621 showed potent STATé degradation and IL-4/IL-13 functional inhibition in human whole blood, was orally bioavailable in ~ * KT-6211s \{vell tolerated in multiple preclinical species and in safety studies at concentrations that were 40-fold above efficacious
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