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[ Abstract] Recently, the incidence of differentiated thyroid cancer is increasing gradually. Although the cur-
rent treatment of differentiated thyroid cancer is mainly depending on surgery, the thyroid cancer with poor prognosis
still relies on other types of therapy. Elucidating the mechanism by which proliferation and differentiation of differenti-
ated thyroid cancer cells are regulated would help identify preventive and therapeutic targets for the disease. The reg-
ulatory mechanism of proliferation and differentiation of thyroid cancer is reviewed in this paper.
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