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Advances in canonical Wnt signaling pathway

and potential therapeutic targets of NSCLC
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Abstract: Canonical Wnt signaling pathway plays an important regulative role in the pathogenesis and development

of non-small cell lung cancer, and it is tightly associated with the proliferation, growth, metabolism, invasion and

metastasis of tumor. Complicated alterations of Wnt signaling-relevant proteins influence the prognosis of cancer, so

studying their expressions helps figure out the mechanisms and therapeutic strategies. This review focuses on the

changes of the expressions of Wnt signaling-relevant proteins and the potential therapeutic targets.
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