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Wnt/B-catenin Signaling and Stem Cell Aging
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Abstract The Wnt/B-catenin signaling is an evolutionarily conserved signaling pathway which has
extensively biological function. Recent researches suggest that the Wnt/3-catenin signaling influences stem cell
aging. The Wnt/B-catenin signaling may accelerate the aging of stem cell, and the age-related changes in stem cell
may be delayed by altering the Wnt/3-catenin signaling directly. This review focused on the relationship between the
Whnt/B-catenin signaling and stem cell aging and the mechanism of the Wnt/B-catenin signaling promoting stem cell
aging.
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