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[ Abstract)

which increase the risk and mortalities of cardiovascular and cerebrovascular diseases. The hypothalamus and

Both hyperglycemia and dyslipidemia are important components of metabolic syndrome,

pituitary are the centers of the endocrine system. They not only play critical roles in regulating the endocrine
function of target organs, but also regulate glucose and lipid homeostasis by various mechanisms. Impaired
structure or function of the hypothalamus by a series of diseases, could directly cause the imbalance of glu-
cose and lipid homeostasis, or lead to this disorder by affecting the body hormones. However, pituitary dis-
eases mainly affect glucose and lipid metabolism by changing hormone. In order to promote clinicians’ under-
standing and management of hyperglycemia and dyslipidemia related to hypothalamic and pituitary diseases,
this paper intends to elaborate this problem from three aspects: functional pituitary tumor, hypopituitarism
and hypothalamic diseases.
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