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* Rinzimetostat is a highly selective, orally bioavailable inhibitor of PRC2 via binding the EED
subunit and is currently proceeding to late-stage clinical development

« See poster #7120 for rinzimetostat's best-in-class drug properties
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Figure 3. Left. 1,944 variable genes in the atlas were modeled as a function of pseudotime, identifying a gradient of transcriptional dynamics across disease

progression. Right. Expression of luminal markers (top) [Liang et al. Prostate Cancer and Prostatic Diseases (2022)] and the neuroendocrine signature 0% combination with rinzimetostat at 100
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