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Figure 1. Identification of TRIM7. (A) Mice bearing CT26 CRC KRASC'2P tumors were conditioned to develop
acquired resistance to CPI therapy. (B) Through a series of in vitro and in vivo transcriptomic studies, TRIM7 was
identified as a potential driver of the AR phenotype (Memon D, Fromm G, Hellmann MD. 2024. Cancer Cell). (C)
TRIM7 is an E3 ubiquitin ligase that sits downstream of RTK/RAS signaling. TRIM7 is not a known mutated
oncogene, rather it is hyperactivated when the pathway is dysregulated upstream due to mutation or amplification
(e.g., EGFR, RAS, etc.).
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negative control enantiomer of KT-300. KT-
300 induced transcriptional changes in a
TRIM7-expression dependent manner and
reversed the expression of genes associated
with KRAS signaling and the AR phenotype.

achieves high systemic exposures, a broad therapeutic index, and was well-tolerated
in large animal toxicology studies.

« KT-300 first-in-human IND filing expected 2H 2026
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