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Abstract : Thyroid cancer occurrence and development process involves multiple signaling path-
ways, These signaling pathways play an important role in the process of cell growth,proliferation
and apoptosis. The MAPK,PI3K/AKT and NF-«kB signaling pathways have became a hot topic of
thyroid cancer related signaling pathways. The effect of MAPK, PI3K/AKT,NF-kB signaling path-
ways in thyroid cancer to provide reference for the treatment of thyroid cancer were summarized
in this article.
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