Lung Cancer—EGFR Mutations Case Study

Real Patients, Real Results

60-Year-0Old female with metastatic EGFR-mutated lung cancer
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mutations provide guidance for a treatment decision today
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Only with broad NGS testing would this be known. Narrow molecular testing, just looking at targetable driver mutations, would miss clinically impactful
co-mutations. A liquid biopsy plasma NGS provides insight into a cancer’s aggressive tumor biology that can make a difference for your patient.
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