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[ Abstract] Objective  To explore the effects of movement on hippocampal B-amyloid protein ( AB) and
amyloid precursor protein (APP) in senescence-accelerated and senescence-prone (SAMP8) mice, and the mecha-
nism by which movement improves learning and memory in mice with a model of Alzheimer's disease. ~Methods
Forty 3-month-old SAMP8 mice were divided randomly into a movement group and a control group. The movement
group was trained with a running wheel 10 min daily, 5 days a week in the first month, and 20 min daily in the sec-
ond month. Morphological changes in the hippocampus were observed under the microscope after HE staining. The
expression of AR in the hippocampus was detected by immumohistochemical methods and APP mRNA expression was
detected by RT-PCR two months later. Results HE staining showed neuron degeneration and death, chromatin
condensation and vacuolar degeneration in the hippocampus of the 5-mouth-old SAMP8 mice of the control group. The
movement group showed less neuron degeneration and death, and the morphology of most cells was normal. The ex-
pression of AB in the hippocampus of the 5-month-old SAMP8 mice in the movement group was significantly lower
than that in the control group. APP mRNA expression levels in the movement group were also significantly lower.
Conclusions Movement can delay neuron degeneration and down-regulate AR and APP mRNA expression levels in
the hippocampus of SAMP8 mice. It may be an important mechanism by which movement improves learning and mem-
ory in mice with a model of Alzheimer's disease.
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