Updated efficacy of mutant-selective PI3Ka inhibitor RLY-2608 in combination with fulvestrant in patients with
PIK3CA-mutant HR+/HER2- advanced breast cancer: ReDiscover trial
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INTRODUCTION RESULTS CONCLUSIONS

e Oncogenic PIK3CA mutations constitutively activate PI3Ka and drive ~40% of cases of e The ReDiscover study validates RLY-2608 as the first allosteric, pan-mutant and

HR+/HER2- BC'? . . . . isoform-selective PI3Ka inhibitor
| e . | | Table 2. RLY-2608 Has a Favorable Safety Profile Consistent With Mutant-Selective
e Approved 2L therapies (alpelisib, inavolisib, capivasertib) are nonselective PI3K pathway PI3Kq Inhibiti
a Inhipbition

inhibitors with off-target toxicity that limits their tolerability (hyperglycemia, rash, diarrhea,

stomatitis) and efficacy (mPFS of ~5.5-8 months with endocrine therapy)*~

Figure 6. Median Progression-Free Survival by Subgroups

Table 1. Patient Demographics and Baseline Characteristics

e Across PIK3CA genotypes without concurrent PTEN or AKT1 E17K co-mutations,
RLY-2608 at the recommended dose + fulvestrant demonstrates durable
a. By Line of Therapy (N=52) efficacy in patients with advanced HR+/HER2- breast cancer, confirming potent,
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