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Introduction ' STRIDE™ directly labels the sites of DNA breaks, making it the most proximal marker available to date. Our technology addresses challenges
commonly encountered with immunofluorescence-based techniques in DNA damage analysis. Quantifying immunostained DNA damage-associated proteins can
be difficult due to poor staining quality and low signal-to-noise ratio. In contrast, distinct STRIDE™ foci can be accurately quantified using our in-house developed
algorithms. Moreover, STRIDE™ is highly specific and functions independently of the complex DNA damage response (DDR) mechanisms.

Schematic representation of the classic dSTRIDE™ assay. Proprietary STRIDE™ technology is a fluorescence-based method that directly labels DNA damage
sites and detects individual DNA lesions. Its strong signal amplification enables robust and reliable quantification of DNA damage.
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O1 dSTRIDE™ foci form specifically and directly at the sites of DNA double-strand breaks (DSBs). In contrast, H2AX phosphorylation can occur
independently of DSB formation, such as inresponse to oxidative stress.
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03 STRIDE™ s a direct marker that detects DNA lesions independently of the cell's DNA repair
machinery, which is crucial when assessing the mechanism of action and efficacy of therapeutics that
compromise DDR, such as ATR inhibitors.
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Conclusions ' STRIDE™technology provides a highly sensitive method for detecting even subtle changes in the levels of DNA breaks, enhancing our understanding
of DNA damage response (DDR). Its versatility allows for the analysis of both single- and double-strand DNA breaks across various cellular compartments, making it
an invaluable tool for studying the mechanism of action of DNA damaging agents and DDR inhibitors. Importantly, STRIDE™ offers specificity by directly measuring
DNA breaks without interference from other cellular events, such as oxidative stress, and operates independently of DDR pathways. This combination of sensitivity,
versatility, and specificity positions STRIDE ™ as a crucial asset for advancing our knowledge of DNA damage mechanisms and therapeutic responses.
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