P3.204: TT125-802, a Selective Clinical Bromodomain Inhibitor of CBP/p300,

Targeting Transcriptional Resistance Mechanisms in NSCLC
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The epigenetic inhibitor TT125-802 targets cancer cell plasticity, TT125-802 has monotherapy activity in EGFR ex19/21 NSCLC, TT125-802 shows durable anti-tumor activity in SOX2-amplified
a hallmark of cancer and drug resistance mcludlng In patients with primary resistance to osimertinib squamous NSCLC
Preclinical POC: TT125-802 prevents CBP/p300 mediated non-genetic resistance Response analysis of EGFRex19/21 NSCLC subset Response analysis of squamous NSCLC subset
to oncogene-targeting therapies in NSCLC
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e Estimation of MTD and/or RDE

Secondary endpoints

* Characterization of PK Monotherapy dose escalation results: TT125-802 showed monotherapy activity in secondary resistant
* ORR by RECIST v1.1 * PK parameters increased with doses up to 60 mg QD KRAS-G12C NSCLC

e DCR, DoR and PFS

Conclusion: CBP/p300 is a driver of drug resistance in NSCLC

e Exposures at 60 mg QD covered the pre-clinically defined efficacy threshold for
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