Development and validation of baseline predictive biomarkers for response to immuno-checkpoint treatments
in the context of multiline and multitherapy cohorts using EpiSwitch™ epigenetic profiling
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Table 1. Data sets analyzed using EpiSwitch Figure 2. Generation of indication-agnostic NSCLC classifier Figure 4. Survival plots for PD-L1 subgroups Figure 5. Application of monotherapy signatures to predict
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 We profiled patients with non-small cell lung cancer (NSCLC) and melanoma
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