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Fig. 1 The stem genes and aging-related genes are associated with mutual antagonism and determine the fate of stem cells
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The Expression Levels of The Stem Genes and Aging-related

Genes Are Associated With Mutual Antagonism®

XIE Zhen-Hua™, WU Yao-Jiong™
(The Shenzhen Key Laboratory of Health Sciences and Technology, Graduate School at Shenzhen, Tsinghua University, Shenzhen 518055, China)

Abstract

The aging of adult stem cells has been researched by the traditional theories and methods of the aging

of somatic cells and the unique role of the self-renew and the stem genes of adult stem cells has been ignored by

now in the aging of adult stem cells. The down-regulation of stem genes may be the major cause of the aging of

stem cells. By analysis of the relevant information, we found that the expression levels of the stem genes and

aging-related genes are associated with mutual antagonism which can be reflected in the following four aspects:

The aging of stem cells is accompanied by down-regulation of the stem genes; The aging of cells is inhibited by the

expression of the stem genes; The stem genes inhibits the expression of aging-related genes; The knockdown of an

aging-related gene enhances the expression of the stem genes. The conclusion in this review that the expression

levels of the stem genes and aging-related genes are associated with mutual antagonism provides a solid molecular

basis of the viewpoint that the aging of adult stem cells may originate from the decline of stemness.
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