Development of KT-253, a Highly Potent and Selective Heterobifunctional MDM2 Degrader #2776
for the treatment of Acute Myeloid Leukemia
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In vivo Experiments
AML patient cells from leukapheresis were intravenously (IV) injected and established in * Preclinical data suggest potential for KT-253 to be active in additional hematological malignancies, such as DLBCL.

immunocompromised host strain mice. Surrogate animals were used to determine the level of

engraftment targeting a threshold of ~20% huCD45+ cells in BM. Mice were randomized on study and » Kymera is focused on indications with specific sensitivity to degrader mechanism, such as AML, other heme and solid tumors through a biomarker selection

treatment was initiated. Vehicle and KT-253, 1 mg/kg were administered |V, every three weeks for six strategy.
weeks (total of two doses of KT-253). At study end, whole blood, bone marrow and spleen were o .
assessed by flow cytometry. » Anticipated IND clearance in 2022
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