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Application of thyroid hormone in animal models of multiple sclerosis

ZHAO Qiong, WANG Wen-min
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Abstract: Multiple sclerosis is an immune-mediated inflammatory demyelinating disease of central nervous system. There is no cure

method. In the study of the treatment of multiple sclerosis, demyelinating animal model has played an important role. At present, the

study found in animal models of multiple sclerosis, thyroid hormone (TH) can promote the remyelination and protect the axon and

neurons. Those studies open the possibility to future investigation on the therapy of MS. This article will take a rewiew for relative

researches in past years, to provide some reference for clinical application.
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