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Retrospective baseline biomarker analyses in a first-in-human Phase 1 trial of the PKMYT1 inhibitor lunresertib (RP-6306) in
patients with advanced solid tumors harboring CCNE1 amplification and/or deleterious alterations in FBXW?7 or PPP2R1A
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= Retrospectlve central anaIyS|s by SNiPDx confirms 56/62 (90%) of enrollment alterations alteration type. ANC, absolute neutrophil count; CA-125, cancer antigen-125; CDK, cyclin-dependent kinase; CHIP, clonal hematopoiesis of indeterminate potential; chr, chromosome; CN, copy number; ctDNA,
aNGS report centrally reviewed and annotated by the Precision Oncology Decision Support group at MD Anderson Cancer Center. "(CCNE1 amplification (CN = 6). aFBXW?7 hotspots: R465, R479, R505. "PPP2R1A hotspots: P179, R183, S256. circulating tumor DNA; DDR, DNA damage response; ECOG PS, Eastern Cooperative Oncology Group performance status; FISH, fluorescence in situ hybridization; Gl, gastrointestinal; Hgb,
hemoglobin; IHC, immunohistochemistry; MYTHIC, PKMYT1 inHlIbition for the treatment of Cancers; mVAF, mean variant allele frequency; NGS, next-generation sequencing; OE, overexpression;

PBMC, peripheral blood mononuclear cells; PD, pharmacodynamics; PK, pharmacokinetics; PKMYT1, membrane-associated tyrosine- and threonine-specific Cdc2-inhibitory kinase; PSA, prostate-
specific antigen; RP2D, recommended phase 2 dose; SNiPDx, SyNthetic lethal Interactions for Precision Diagnostics; y, years.
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