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Epigenetic regulation of TTF-1and its differentiation—-inducing properties
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In the thyroid, Thyroid transcription factor-1 (TTF-1) is essential for thyroid organogenesis and
governs thyroid functions by regulating various thyroid-specific genes. However, certain subtypes of
thyroid cancers have shown low or negative expression of TTF-1. The aim of our study was to
investigate the function of epigenetic modification in dysregulation of TTF-1 in thyroid carcinoma cells.
Our data showed that epigenetics is involved with inactivation of TTF-1 in thyroid carcinomas, and
provide a possible means of using TTF-1 as a target for differentiation-inducing therapy through
epigenetic modification.
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