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Abstract: Thyroid cancer is the most common malignant tumor in the endocrine system. There are
4 pathological types of thyroid cancer:papillary carcinoma (PTC),follicular carcinoma (FTC),
medullary carcinoma(MTC), undifferentiated carcinoma(ATC); and PTC is the most common type,
accounting for about 85%. The incidence of thyroid cancer is increasing in recent years. Surgery,
endocrine therapy and radiotherapy are the three therapeutic modalities for thyroid cancer,and the
overall curative effect is favorable. But some thyroid cancers,such as iodide-resistant metastatic
differentiated thyroid cancer,poorly differentiated carcinoma,undifferentiated carcinoma have poor
prognosis and lack of effective treatment methods. Immunotherapy is a promising,novel therapeutic
strategy for malignant tumors; it would be a new solution for the treatment of some types of thyroid
carcinoma. Currently ,the methods of immunotherapy used for thyroid cancer include tumor vaccine
therapy ,immune checkpoint inhibitor therapy,adoptive immunotherapy, monoclonal antibody ther-
apy and immunoregulatory cell-targeted therapy.
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