INFLUENCE OF CALORIC RESTRICTION IN THE AMYLOID PLAQUE FORMATION AND THE MICROGLIAL CELL ACTIVATION IN TG2576 MICE
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Findings of recent prospective studies indicate that caloric intake may be a risk factor for Alzheimer Disease (AD). The present study was designed to explore the possibility that caloric restriction (CR) may attenuate the inflammatory response that occurs in the AD amyloid neuropathology. Three-month-old Tg2576 mice, which develop AD-type amyloid neuropathology, were fed a daily low carbohydrate diet for 9 months resulting in a 30% lower caloric intake compared with that consumed by control Tg2576 mice. We studied both the cortex and hippocampal tissues to quantify microglial activity and amyloid plaques. We might conclude from our data that the quantity of microglial cells surrounding the senile plaques it is not correlated with the amyloid plaque size. Finally, we observed about a 75% reduction in the number of senile plaques in the CR-mouse brains compared with that of controls. This striking effect of CR on plaques suggests that CR may prove beneficial in reducing the incidence of AD amyloid neuropathology in humans.
