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[ Abstract ] The Wnt signaling pathway is highly conserved and has a complex structure. It has been a research focus in embryonic

development and tumor-related fields. At the same time ,more and more studies show that the reactivation of Wnt signal in the body is closely

related to the progression of cardiovascular disease, and it can participate in the regeneration and proliferation of vascular endothelium in

multiple centers and multiple links. There is considerable diagnostic potential in atherosclerotic heart disease.
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