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A) Mean CUI scores show an increase in biological activity from 0.01 to 0.3
mg/kg, with an apparent plateau between CUI scores across 0.3 to 6.0 mg/kg. B)

. Generates and activates naive and memorv CD8+ T cells? p  SEATET SEATTET > Due to differential weighting, the contribution of each endpoint to the mean CUI
_ _ y score varies with dose level since endpoints are optimized at different doses.
« Enhances antitumor immune responses? —
Refe re n ces ) Iiloc.kst, ir!hibi'fr:;ry TIGIT mngi}ast?rd " gggletzs _T regula::;ry fe”? whi;lr':"i:hib':t Bir;is activating FcyRllla oncnéyerid cells CO n CI us I O ns
_ checkpoint signal to memory cells s, by increased activation o cells induces new antigen+ 8 T cells
1. Garralda Gabanas E, et al. Phase 1 Dose-Escalation Study of SEA-TGT Monatherapy in patients with Advanced » Utility _T_unctions Véer? Creadted }flsing Categorical SCOOFing t1hat identified ra_\lfjges of » A CUI model incorporating PK and PD endpoints was built to help inform dose selection in the absence of a clear dose-safety/response
alignancies. Poster presented at: American Association for Cancer Research; April 14-19, : n ili re= imi ili r ween N r stron ili . ..

2. Smith AJ, et al. SEA-TGT is a nonfucosylated antibody with distinct and amplified effector function activity that S(())O(ruet_ ,;[))/ gsi%eence)’of broelog(:'galtg;?\zt; etwee a ) or strong (utility relat|0n3h|p in SEA-TGT monotherapy

leverages the dependencies of anti-TIGIT anti-tumor activity upon FcyR engagement. Poster presented virtually at: - . o _ : : : _ : :

Sodiety for Immunotherany of Cancer Annual Mesting: Nov. 12, 2020, SEA-TGT pharmacokinetics were approximately dose-proportional at doses ranging from 0.3 to 6.0 mg/kg
3. Freise KJ, et al. Moving Beyond Maximum Tolerated Dose for Targeted Oncology Drugs: Use of Clinical Utility Index to . - T - _ . - _ o - I I Vi ithi I mi I I

AN Rt e e e Al Al selections were prespecified using SEA-TGT preclinical and literature-based SEA-TGT at 1 and 3 mg/kg showed biological activity that was within desirable ranges and had similarly high overall CUl scores relative to all
4. de Greef-van der Sandt |, et al. A quantitative benefit-risk assessment approach to improve decision making in drug data to limit bias. Endpoints weights were based on a priori consensus that doses evaluated

devel t: Applicati f lticriteria decisi lysi del in the devel t of bination th f i : /i i i ili : i . . . . . e

ovoractive bladuer. Clin Phammacol Ther. 2016 ApGOMIAAZ.51 . oo o Comunaion Srapy Ior balanced relevant biological activity with variability and/or uncertainty in output. - Based on monotherapy CUI, 1 mg/kg represents the lowest biologically active dose that ensures PK linearity and has acceptable tolerability

Poster No. 17, Section 44, Abstract Presentation Number 5668 ] "E'I- \O S ®
American Association for Cancer Research; April 14-19, 2023 IEl eagen



	Slide Number 1

