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Figure 2: ST316 impacts the Wnt/B-catenin pathway. (A) Exposure of HCT116 CRC cells to ST316 results in antagonism of the Wnt/B- Pancreatic 2 (8.7%) **p<0.01.
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* ST316 disrupts the interaction of B-catenin with BCL9 to result in Wnt/B-catenin pathway inhibition
Efficac * ST316 was shown to be safe and well tolerated at all doses tested
Methods Y * The prolonged stable disease noted with ST316 is consistent with early signals of anti-tumor activity
ST316 was shown to demonstrate clinical proof-of- All patients CRC patients * ST316 demonstrates tumor uptake and target engagement, as shown by a shift in the localization of B-catenin from
A phase 1-2 dose escalation-expansion study has enrolled patients with advanced solid tumors likely to harbor concept activity as a single agent. Four out of 23 patients Best Resbonse o I nucleus to cytoplasm/membrane following treatment in 4 of 7 patients
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assessed by flow cytometry for expression of myeloid and lymphocyte populations. the second remains ongoing for more than 14 months. * Based on safety and pharmacodynamic effects that are consistent with the mechanism of action, ST316 is now being

tested in combination with chemotherapy in advanced colorectal across different lines of treatment

Confidential © 2025 Sapience Therapeutics, Inc.

Contact information: elkhouei@med.usc.edu| www.Sapiencetherapeutics.com




	Slide 1: Safety and Biomarker Assessment of ST316, a Novel Peptide Antagonist of β-catenin, in Patients with Advanced Solid Tumors

