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PARP1 trapping at single-strand DNA breaks (SSBs) is a fundamental mechanism of action for PARP inhibitors (PARPI) and a key determinant of therapeutic etficacy. Despite this
clinical importance, direct methods to measure in situ PARP1 engagement are lacking, often relying on indirect surrogates like global PARylation. To address this we developed

sSTRIDE-PARP1, an image-based assay utilizing the STRIDE platform
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sSTRIDE-PARP1: technical and biological validation

o
e Single-cell resolution: Quantitative functional profiling at the individual cell level
e Sample versdatility: Validated across coverslips, 96-well plates, and clinical tissue (FFPE & fresh frozen).
e High-dimensional multiplexing: Seamless integration with cell cycle (Geminin, Kié7, PCNA) and DDR markers. _
e Al-driven quantification: Automated analysis via CABLES, a custom Al solution for robust, high-throughput image 12 A549 WT : MDA-MB-436
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sSTRIDE-PARP1 provides a definitive, single-cell readout of PARPT-DNA engagement. Validated through knockout models,

fechnical controls and PARPI1 inhibifors, the assay serves as a high-fidelity o
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