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The mechanism of Wnt signal transferring from membrane to cytoplasm
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Abstract: Wnt signaling pathway is a highly conserved signal transduction pathway, and plays important roles in
multiple biological developmental processes and diseases. The biological function and complicated signal
transduction network have aroused the widespread study interest. This review introduces the molecular framework
of classical Wnt signaling pathway, combined with the findings from our own laboratory, focuses on the mechanism
of Wnt signaling transferring from cell membrane to cytoplasm.
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