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comprehensive platform for evaluating DDR inhibitors, thereby facilitating the effi- We have established and validated WT, drug-sensitive, and drug-resistant cell lines in
cient discovery of novel therapeutics in cancer treatment. We have successfully knocked out DDR related genes in various parental cancer cell the in vivo models.
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3. Bioinformatic Analysis
drug concentration For generated drug resistant cell lines, we perform RNAseqg-based bioinformatic anal-
- - - - ysis to investigate the mechanism. Utilizing our in-house algorithm, we can provide
detailed information about differential gene expression, enriched pathway, and fea-
—> —> —> tured gene profiling. Representative data for MDA-MB-468 olaparib resistant cell line
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