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KIF18A Kinesin is a Selective Dependency QAC'R E,‘}EET‘{.‘.%
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KIF18A: Large Patient Impact Opportunity

Across Multiple Indications
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PRISM Screen with Accent KIF18A chemical matter
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AT X-295 is a Potent and Selective

Inhibitor of KIF18A
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ATX-295, a proprietary Accent development
candidate, inhibits KIF18A biochemical

activity with an ICsy of 16 nM

ATX-295 is selective for KIF18A over other
mitotic kinesins
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ATX-295 Selectively Induces Mitotic ==, ,35‘!;55“"6

Arrest and Apoptosis in CIN+ Cells s mcorcmscrons | sascaas
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ATX-295 Alters Microtubule Dynamics i socois 4 MEETING
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Leading to Mitotic Catastrophe & CeII Deathmmm.momms..mm
Altered Spindle Dynamics in ATX-295 Induces Robust G2M
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ATX-295 Exhibits Robust Anti-Proliferative 2ACH ¥ ANNURE
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Inferred from Surrogate Measurements s meommcos | scs

= A subset of CIN tumors is dependent on
KIF18A (estimated 20% of solid tumors)

WGD+ HGSOC Tumors Exhibit High Rates
of CIN Events
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ATX-295 Induces Robust Tumor Growth AACH ’fﬁgg'r%é
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WGD+ Xenograft Model (OVCAR-3) WGD- Xenograft Model (OVK18)
ATX-295 Leads to Regressionin an ATX-295 Induces Lack of Tumor Growth Inhibition in
OVCAR-3 Xenograft Model Intratumoral pHH3 OVK18 Xenograft Model
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WGD is Enriched in ATX-295
Responsive Ovarian PDX Models
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of WGD+ PDX models exhibited anti-tumor activity*
with ATX-295 treatment (n=18)
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= Alarge cell panel screen demonstrates the potential for KIF18A inhibition
across multiple solid tumor indications with high CIN, including HNSCC,
breast, lung, and ovarian cancer

= ATX-295 is a potent and selective KIF18A inhibitor that induces mitotic
arrest, cell death, and anti-tumor activity selectively in CIN+ models

= Whole genome doubling, a CIN surrogate, is predictive of ATX-295
sensitivity, as demonstrated in an ovarian cancer PDX screen
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ATX-295 Ph 1/2 Study | B By

First-in-Human Study of ATX-295, an Oral Inhibitor of KIF18A, in Patients With Advanced or
Metastatic Solid Tumors, Including Ovarian Cancer

ClinicalTrials.gov 1D @ NCTO6793065 Study Overview

Sponsor @ Accent Therapeutics Briat Summary
Tha goal af this study is 10 identily a sale and Toderated dose of The onadly administened KIF 184 infibaor
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artitumaor actrity of ATX:293 in pabents with achvanced solid tumors and ovarian caror
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