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Introduction Results

* Noninvasive urinary ctDNA-based liquid biopsy approach can be used to detect and track ; —
cancer driver mutations for rapid diagnosis and disease monitoring. An alytlcal Assay Sensitivity Long itudinal Monitori ng by ctDNA KRAS G12/13

* Using a highly sensitive ctDNA mutation detection platform, we examined detection of Lower Limit of Detection (LLO D) = 0.002%
KRAS G12/13 mutations in urine obtained from patients with advanced cancers, assessed '

Representative cases showing dynamics of urine and plasma ctDNA KRAS G12/13 in patients

urine sample requirements, and compared the results with matched tumor tissue. e LLoD was defined as the lowest number TABLE 3: Verification of KRAS G12/13 assay with advanced or metastatic cancers on experimental therapies.
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