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Modifications to the Dual Payload Linker Technology Enables Tunable FAP- Broad Applicability of the FAP-dependent Dual Payload Technology Demonstrated pre|CISION® Dual Payload Compounds Effectively Kill FAP-Negative Tumor Cells in

Introduction

Dependent Release of Exatecan and MMAE by Release of Two Payloads from FAP-Exd/DDRi Compounds a 7-day 3D Spheroid Bystander Assay

FIGURE 1. The pre|CISION® peptide masks the toxic effects of cancer drugs and releases the active drug directly in the tumor.
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Dual Payload Peptide Drug Conjugates. DR EP e FIGURE 13. 3D spheroids of MDA-MB-231-GFP cells alone or co-cultured with primary human mammary fibroblasts (1:3 ratio) were treated with indicated Compounds

+10 uM FAP inhibitor for 168h. Cells were imaged on Incucyte. Tumor cell death was analyzed as % reduction in GFP intensity vs. vehicle control.
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