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Research Advances on the Wnt Signaling Pathway in
Regulating Aging-Related Diseases

FAN Ting-Jun, ZHENG Ming-Yue, XU Bin
(College of Marine Life Sciences, Ocean University of China, Qingdao 266100, China)

Abstract: Since the 1950s, aging of global population has gradually increased. Aging is associated with
progressive deterioration of physiological function and increased susceptibility to diseases. It is very im-
portant to establish aging models for studying aging and the aging-related diseases. It has been found
that Wnt signaling pathway plays a key regulatory role in the aging-related physiological and pathologi-
cal processes. Therefore, we overview the research advances on the commonly used aging models and
Wnt signaling pathway in regulating aging-related diseases.
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