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Advances in understanding the effect of amyloid-p on mitochondrial

CHEN Lin!, HUANG Han-chang? JIANG Zhao-feng?*
(1College of Life Sciences, Capital Normal University, Beijing 100048, China;
2College of Atrs and Science of Beijing Union University, Beijing 100191, China)

Abstract: Alzheimer’s disease (AD) is characterized by the impairment of cognitive functions and changes in
behavior and personality. Mitochondrial oxidative damage and synaptic pathology have recently been reported
as early events in AD progression. Increasing evidence suggests that amyloid-B might be the causal factor of
mitochondrial oxidative damage and synaptic pathology in AD and the effect of amyloid—f onmitochondrial might
be an upstream event in the pathogenesis of AD. In this review we made a summary of the effect of amyloid—f on
mitochondrial inAlzheimer’s disease.
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