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TNG462 + RAS(ON) inhibitor combination drives durable
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MTAP deletion occurs in 10-15% of cancers MIA PaCa-2 * Preclinical tumor response to combination of a sub-therapeutic TNG462 dose with the RAS(ON)
G12D-selective inhibitor zoldonrasib supports clinical collaboration with Revolution Medicines
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TNG462 osimertinib TNG462 * TNG462 combined with the EGFR inhibitor osimertinib (AstraZeneca) showed superior efficacy
compared to monotherapy

* TNG462 demonstrated strong efficacy in combination with CDK4/6 inhibitor palbociclib

3000 * TNG462 at an efficacious dose demonstrates robust efficacy, matching its combination with the
MAT2A inhibitor AGI-41998

* These preclinical findings provide strong support for evaluating TNG462 in combination with
other targeted therapies in clinical trials for patients with cancers featuring MTAP loss

« TNG462 alone or in combination with pembrolizumab is currently enrolling in the Phase 1/2
clinical trial (NCT05732831)
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