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Nucleotide Excision Repair (NER) removes bulky DNA lesions generated by UV or chemotherapeutics such as cisplatin. NER acftivity can influence tumor response but despite its
clinical importance, current methods often rely on bulk or indirect measurements that fail to capture single-cell repair dynamics. To address this, we developed sSTRIDE-NER, an

Image-based assay utilizihng the STRIDE platform. By targeting the XPD helicase at acfive repair sites, the assay enables the direct visualization and quanftification of fransient
single-strand breaks (SSBs) generated during NER. This approach provides the first single-cell readout of functional NER activity.

STRIDE® methodology & analysis
Direct detection: High-sensitivity in situ labeling for the detection and visualization of DNA strand breaks SSTRI D E - N E R: 'I'ec h niCCI| d nd biOIOQiCGI Vd Iid ClﬁOn Time - dependent respo nse II'o CiSplClﬁn

(]

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.

° AI-d.rlven quantification: Automated analysis via CABLES, a custom Al solution for robust, high-throughput image Tre(}’rmer.]’r with &5 uM cisplatin IndU.CeS a sSTRIDE-NER sSTRIDE 2
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sSTRIDE-NER expands the STRIDE platform’s capabilitfies offering a robust and validated method for quantitying NER activity with
high technical precision. By demonsirating a clear response to cisplatin treatment and maintaining high performance across
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