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Abstract ; Thyroid — stimulating hormone (TSH) is a glycoprotein hormone produced by the anterior pituitary. It
can regulate the synthesis and secretion of thyroid hormone in thyroid follicular cells, which has important physio-
logical significance. As a drug, it has important application value. Biological activity detection is an effective and
necessary to evaluate its quality. This article discusses the signal transduction mechanism of thyroid stimulating
hormone , the clinical diagnosis and treatment of thyroid stimulating hormone, and the determination method of bi-
ological activity.
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Fig.1 Hypothalamic — pituitary — thyroid axis
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Fig. 2 The genetic characteristics and folded protein structure of TSHR
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