Stadium IV NSCLC: een casus.
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Somatic RET fusions and mutations associated with oncogenesis
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Figure 1. Frequency and distribution of RET fusions and RET mutations across malignancies. Visual art © 2019 The University of Texas MD Anderson
Cancer Center. Red text indicates the most prevalent RET-dependent malignancies. CMML, chronic myelomonocytic leukemia.
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