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ABSTRACT: Estrogen is a steroid hormone, including estrone, 17B-estradiol, estriol, through different forms of estrogen receptors
to function. Estrogen affects cell energy metabolism of glucose, including glucose transporter, glycolysis, tricarboxylic acid cycling and
oxidative phosphorylation, as well as the by-products such as methylglyoxal, reactive oxygen species in the process of energy
metabolism. Abnormal energy metabolism of glucose both exists commonly in Alzheimer's Disease and tumors. This article reviews the

regulatory role of estrogen on glucose in energy metabolism in Alzheimer's Disease and tumors, and offers new ideas for prevention and

treatment of related diseases and development of new drugs.
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