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Fig. 1 Less ERp detected in various cell

fractions of female AD brains
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The Role of Brain Mitochondrial Estrogen Receptor
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(The Key Laboratory of Biomedical Informaiion Engineering of Minisiry of Education, Insititute of Mitochondrial Biology and Medicine,
Xi'an Jiaotong University School of Life Science and Technology, Xi'an 710049, China)

Abstract The decrease of brain estrogen was considered to be closely involved in Alzheimer's disease in women.

Moreover, less estrogen receptor 3 (ERB) was detected in mitochondrial, nuclear, and cytosolic fractions of female

AD brains. The level of brain ER in aged rats is also decreased significantly. ERB depletion impairs learning and

memory of mice, while estrogen or ER selective agonist could activate the expression of synapse related proteins.

ERB colocalizes with mitochondria in primary neuron, suggesting that ERB might play roles in regulating

mitochondrial function and affect the function of neuron accordingly.
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