L LT ..-'I‘
*_ aw [ ] -

[ ] ) .
on - L

Poster # C112 ACR-2316 is a novel, differentiated, clinical-stage WEE1/PKMYT1 inhibitor designed by Acrivon’s Generative Phosphoproteomics Agg‘jxegif.
AP3 Platform for optimal pro-apoptotic pathway effects in tumor cells resulting in superior preclinical activity
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Introduction ACR-2316 displays superior preclinical efficacy in vivo at doses

PKMYT1 targeting contributes to the anti-cancer cell activity of ACR-2316

that suppress both WEE1 and PKMYT1
»» ACR-2316 is an internally discovered, clinical stage, potentially first- and best-in-class WEE1/PKMYT1 inhibitor
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ACR-2316 displays superior WEE1 inhibition alongside balanced PKMYT1 inhibition, without BRAF/MAPK pathway modulation. (A-B) compared to clinical WEE1/PKMYT1i. (A-B) Ovarian cancer cell lines treated 24h with 1. * : preclinical efficacy optimized by AP3 pathway-based structure-activity relationships in the
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clinical WEE1i/PKMYT1i. (D) Eurofins scanMAX in vitro binding assay using the indicated compounds (1 uM) reveals lunresertib binding to BRAF, followed by Western blot. (D) ACR-2316 leads to cell death initiation within 12h, with near-complete loss of viability by 48h observed using live cell imaging in a »» Acrivon’s ongoing Phase 1 ACR-2316 monotherapy trial has already demonstrated initial
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