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Background Mechanisms of Action Trial Design
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transcriptional regulators in cancer. N6-Methyladenosine (m6A), the most prevalent internal genes and the regulation of different biological processes, including innate immunity, DNA repair and differentiation and expansion study to investigate the efficacy, safety, tolerability, and pharmacokinetics/
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oncogenesis, tumor persistence, and tumor immune evasion by downregulating tumor innate immunity through the interferon and nuclear factor kappa B (NF-kB) Figure 3. STC-15 Mechanism of Action advanced solid tumors. Combination Dose Escalation Expansion Phase
suppressor pathways, including immune checkpoints. Conversely, MET TL3 inhibition has been pathways. This activation leads to interferon signaling, signal transducer and Phase 1b Dose Escalation evaluates multiple ascending doses of STC-15 in combination with All Solid Tumors Relapsed/Refractory to
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STC-15 Efficacy is T-Cell Mediated

Tumor Biopsy Analysis
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