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INTRODUCTION

STAT6 is an essential transcription factor in the IL-4/IL-13 signaling pathways and the central driver of

Figure 4. Single Doses of KT-621 Achieved Rapid, Deep and Prolonged STATé
Degradation in Blood

Figure 7. KT-621: Daily Doses Over 14 Days Achieved Median TARC Reduction of
Up to 37%

RESULTS
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