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ABSTRACT: Thyroid hormone receptors (TRs) coded by TR« and TR genes are a kind of ligand dependent transcription factor. In
mammals, a number of different TR subtypes have been found, and because of different transcript start position or alternative splicing,
each subtype has several isoforms. In recent years, more and more researches have confirmed that TRs have a regulating effect on
tumorigenesis in addition to the regulation of normal body development and metabolic balance, especially TR subtype plays an
important biological role in the occurrence, development and metastasis of tumor, and shows a significant tumor suppressor function. In a
variety of tumor tissues, the expression of TR reduced or even lost. TR is involved in the regulation of intracellular signal transduction
pathways closely relating to the occurrence and development of tumor. The studies on the mechanism of intracellular regulation of TR3
are helpful to understand the development of tumor at the molecular level, and to explore new therapeutic targets for tumor therapy. This
study gives a review on the relationship between TR@ and tumor.
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NZFERNR S TRE FEHNRAS | FERMITE 2 ks
YIAHIG, TR FE K e W ist 15 R 15 i 2k 75 5 5 |l TRB Rk &
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%R, WWBRE PRI R, DMEH#E DCs iy AR
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