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Analysis of cancer-specific mutations overlapping on phosphorylation motifs
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Cancer cells acquire their phenotype through the accumulation of mutations
that disrupt signaling pathways. Although the development of next-generation sequencing technologies
has generated a vast amount of information on novel cancer cell mutations, most mutations, except

for high-frequency mutations, are hidden behind passenger mutations that randomly enter due to
genomic instability of cancer tissues, and are buried without being investigated for their
contribution to oncogenesis and functional roles. This study proposed a method to comprehensively
evaluate mutations that enter on phosphorylation signals, which have important roles in
intracellular signaling.
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