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Progress of genetic study on congenital hypothyroidism related genes
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Abstract: Congenital hypothyroidism(CH) is caused by thyroid dysgenesis or by the disturbance of thyroid
hormone synthesis. Recent studies have revealed that mutations in some genes can cause thyroid dysgenesis
or dyshormonogenesis. These results suggest that thyroid dysgenesis and dyshormonogenesis may be asso—

ciated with the heredity of the gene. This paper briefly addresses the research progress of genes associated

with dyshormonogenesis in recent years, and gives a new prospect of the development in the area.
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