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Advances in molecular targeted therapy of thyroid carcinoma

Summary Thyroid carcinoma is the most common endocrine maligancy, and the worldwide incidence has

been rising in recent years. Differentiated thyroid carcinoma is the most common thyroid malignancy, which in-

clude thyroid papillary carcinoma and follicular thyroid carcinoma, accounting for about 90 percent of thyroid carci-

noma incidence. Currently,surgical treatment, iodine radiotherapy and TSH suppressive therapy are the commonly

accepted effective treatments for differentiated thyroid carcinoma, and most patients can be cured. But there are

still some patients not sensitive to the general treatments, who have lost the treatment of opportunity. Molecular

targeted therapy is an agonistic or suppressive treatment for molecular biology targets of malignant tumor, and

currently is a frontier research in the field of malignancy treatment. By retrieving and analyzing the related litera-

ture of molecular targeted therapy of thyroid carcinoma through PUBMED in the past 5 years, the article intro-

duced the current status of molecular targeted therapy of thyroid carcinoma.

Key words thyroid neoplasms;molecular therapy;targeted therapy
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