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Understanding of clonal evolution in cancer and normal tissues questions regarding somatic mosaicism:
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believed that the genomes of normal cells
remain stable throughout life. However,
accumulating evidence suggests that somatic
mutations occur in all cells over time, and

This study aims to broaden our grasp of human somatic mosaicism and our
knowledge on aging, environmental responses, and diseases beyond cancer research.
promising new insights into the human lifecycle and homeostasis. From the
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