Genome-wide circulating tumor DNA for monitoring treatment response and metastatic relapse in bladder cancer
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= Circulating tumor DNA (ctDNA) levels can be used to monitor treatment response and detect MRD with a
positive lead time over clinical and radiological detection2.

Table 1. Patient Characteristics and Demographics (n=67) Figure 5. Disease courses and longitudinal ctDNA results for the 67 patient study cohort Figure 8. Monitoring tumor fraction during patient disease courses.

" |n bladder cancer, mutations in plasma have been previously used to monitor response during treatment

Patients, n =67, median age = 69.9 years (range 43-77)
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Figure 7. Association between disease recurrence and ctDNA status before chemotherapy, before cystectomy, and any time

after cystectomy.
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