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[ Abstract] Thyroid hormones (TH) are transported and stored by binding to serum transport pro-
teins, including thyroxine-binding globulin ( TBG ), transthyretin ( TTR) and human serum albumin
(HSA). Genetic variations in TH transport proteins lead to inherited disorders of TH binding proteins and
the affected individuals present with euthyroid hyper-or hypothyroxinemia, which may be misdiagnosed as hy-

per- or hypothyroidism. Summarizing the molecular structure, gene loci, pathogenic mutations and clinical
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features of the three TH binding proteins can increase clinical awareness of these conditions.

[ Key words] Thyroid hormone transport proteins; Thyroxine-binding globulin; Transthyretin; Thy-

roxine-binding globulin deficiency; Familial dysalbuminemic hyperthyroxinemia
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