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[ Abstract]  Somatic mosaicism is defined as the occurrence and accumulation of somatic
mutations in humans, and mosaic chromosomal alterations (mCA) are recognized as one of the aging
phenotypes due to their impact on genome integrity. With the coming acceleration of global
population aging, understanding the prevalence and influencing factors of mCA will help to explore
the "genomic instability" of human aging and its biological mechanisms and provide the scientific
basis for the primary prevention of age-related diseases. This review aims to summarize the
epidemiological distribution and influencing factors of autosomal mCA in peripheral blood based on
previous large-scale population-based studies.
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