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[ Abstract ]

generating energy and maintaining the normal energy metabolism level of cells, and is an important part of aerobic

Mitochondria is an organelle with double membrane structure, which is mainly responsible for

respiration of cells. Mitochondrial dysfunction will lead to metabolic abnormalities in nerve cells, and induce cell
apoptosis and calcium imbalance.The brain is very sensitive to the loss of mitochondrial function, which is extreme-
ly common in Alzheimer’s disease. This review will discuss the relationship between mitochondrial dysfunction
and Alzheimer’s disease.
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