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Abstract : Proto-oncogene rearranged during transfection (RET) was identified in 1985, and then, the different types of RET/PTC
rearrangement of chromosomes were discovered in papillary thyroid carcinoma (PTC). Activating point mutations in the RET pro-
to-oncogene were discovered in both hereditary and sporadic forms of medullary thyroid carcinoma (MTC). Different from the
change of RET in PTC, the activation of RET in MTC is mainly through the activation point mutation. Thus, the different types of
rearrangement activation of RET are closely related to the high incidence of thyroid cancer. Different activation mechanisms of
RET will lead to different treatment strategies. In this review, we discussed the role of RET proto-oncogenes in the pathogenesis,
diagnosis and prognosis of PTC and MTC, which was expected to provide reference for the thyroid carcinoma caused by RET activation.
Key words: rearranged during transfection; medullary thyroid carcinoma; papillary thyroid carcinoma; pathogenesis; diagnosis;
prognosis
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