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[ Abstract ]

mones. Monocarboxylate transporter 8 (MCT8) plays an essential role in the supply of Ty to neurons in the

Transmembrane protein transporters mediate cellular uptake and efflux of thyroid hor-

central nervous system. So far, MCTS is the only one with specific clinical significance and can importantlly
transport THs into brain. MCT8 (encoded gene is SLC16A2) mutations lead to Allan-Herndon-Dudley Syn-
drome ( AHDS) with severe neurological impairment and altered concentrations of thyroid hormones. The en-
docrine component in Mct8-deficiency mice is likely to be similar to the humans’. However, unlike in hu-
mans with an MCTS deficiency, there is almost not neurological impairment in these mice. After all, deep

insight for clinical features with MCT8 mutations can be partly explained and the pathophysiological role of

thyroid hormone transporters can be partially identified in Mct8-deficiency mice.
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