Abstract #5028/15

Detection of non-small cell lung and bladder cancer signatures in peripheral blood using a novel active chromatin capture assay
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Introduction Results
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study highlights the use of cfDNA,. analysis as a non-invasive dpproach to
understanding dynamic changes at both the gene and pathway levels, under-

scoring its potential for a wide range of clinical applications in precision oncology. Figure 2. Responders and non-responders exhibit significant differences in cfDNA,. signatures at pre-treatment time point (T0) Summary

Using a novel active chromatin capture workflow, we identified molecular
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