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[ Abstract] "Active health” has been emphasized in "Healthy China 2030" in dealing with
the challenges of population aging, so the anti-aging strategies are requires to be more precise and
effective at both individual and population levels. Aging is influenced by both genetic and
environmental factors. In the recent 20 years, the research of genetics of human ageing has been
greatly facilitated owning to the development of high-throughput sequencing techniques, statistical
methodology for multi-omics data, as well as the growing qualified evidence of large-scale
population-based genomic research. This paper provides a review of genome-wide association

research of aging.
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