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Uncoupling protein and Alzheimer’s disease
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Abstract: Uncoupling protein (UCP) is the mitochondrial inner membrane carrier protein. When the concept of
mild uncoupling has been introduced, UCP predicts the existence of a protein-regulated proton leak with the main
purpose of controlling mitochondrial oxidative stress, and reducing the generation of superoxide anion. In addition,
UCP interferes with ATP synthesis, as a potential modulator of mitochondrial Ca®" uptake and energy metabolism.
Alzheimer’s disease (AD) is progressively neurodegenerative disorder. A large number of studies have shown that
reactive oxygen species (ROS) plays a significant role in AD pathogenesis. UCP has an important impact on

mitochondrial ROS production, ATP generation and calcium regulation, suggesting that UCP, especially UCP2, may

be a potential target for AD treatment.
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