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[Abstract] Aging is a complex biological process accompanied by a time-dependent functional
decline that affects most living organisms. Cellular senescence plays an important role in a variety of age-
related diseases. The hallmarks of aging identified in different organisms, include genomic instability,
telomere attrition, epigenetic alterations, loss of proteostasis, dysregulated nutrient sensing, mitochondrial
dysfunction, cellular senescence, stem cell exhaustion, and altered intercellular communication. This paper
reviews the new research progress on aging in recent 3 years, which includes senescence related signaling
pathways and mechanisms, new technologies in the field of aging research, and new achievements in anti-
aging research, and finally prospects the future development of aging mechanism and anti-aging research.
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