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Abstract

Aging is a process along with multiple tissues and organs injuring, finally leads to cell and indi-

vidual death. Stem cell exhaustion, dysfunction and altered epigenetic states are considered as driver of aging, Altered

epigenetic states are more inportant than genes to regulate life span. Dietary habit, exercise and other methods can

change epigenetic states to affect life span. Epigenetic regulation includes DNA methylation, histone modification,

chromosome remodeling, non-coding RNA, etc. Here, we focused on current knowledge about stem cell senescence

and try to discover the possible intervention means to achieve healthy aging even delay aging in the future.
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