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identities, tumor types, and disease presentations encountered in oncology, represented
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interconnected by lines, symbolizing shared genomic alterations that can range from
single-nucleotide mutations to complex structural rearrangements. Although diverse in
nature, such alterations may converge on common functional outcomes that drive tumor
formation or therapy resistance. The ability to recognize these hidden molecular patterns
relies on advanced next-generation sequencing technologies, robust computational
and statistical frameworks, and the systematic functional validation of detected variants.
Together, these approaches enable the identification of clinically meaningful alterations,
including C-terminal truncations of FGFR2 and FGFR3, as well as MYC activation associated
with resistance to mTOR inhibitors, key discoveries explored throughout this thesis. By
uncovering shared vulnerabilities among diverse tumors, this knowledge contributes to
improved patient stratification and the development of more effective, individualized
treatments, thereby advancing the goals of precision oncology.
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