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Recent advances in molecular mechanisms related to longevity and aging

XTAO Hang, FENG Ping, ZHOU Qihai "
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Ministry of Education, Guangxi Normal University, Guilin 541004, Guangxi, China)

Abstract ; Longevity is a complex trait that varies depending on genetic, environmental, and other factors, while it
mainly depends on the rate of aging under ideal conditions. There are various molecular mechanisms involved,
including growth hormone ( GH) and insulin-like growth factor 1 (IGF-1) pathway, Forkhead box O3 gene
(FOX03), AMP-activated protein kinase ( AMPK), sirtuins family gene, apolipoprotein. E gene ( APOE) ,
telomerase gene, mTOR signaling pathway, tumor suppressor gene p53, chronic inflammatory transcription factor
NF-kB, autophagy-lysosomal signaling pathway, long noncoding RNAs (IncRNAs), and methionine sulfoxide
reductase system ( Msr). At the same time, environmental factors also affect the life expectancy of human beings,
such as dietary restrictions, exercise, geographical conditions, environmental pressures, and so on. This paper
reviews the latest research progress on factors affecting human life expectancy from the aspects of genetics and
environment.
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Fig.1 Factors affecting longevity and aging
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