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Alzheimer’ s disease (AD), which accounts for majority of dementia cases, is
thought to be prevented and improved by promoting neurogenesis in the hippocampus and the removal
of amyloid B accumulated in the brain. We focused on the tyrosine phosphatase SHP-1, which has been
reported to inhibit signals such as neurogenesis and phagocytosis by microglia. We proceeded with
the verification of the effect of SHP-1 inhibition in AD model mice. By crossing AD mice with SHP-1
knockout mice, or administering SHP-1 inhibitors to AD mice, it was shown that the accumulation of

amyloid B in brain tissue and the hippocampus was alleviated. Furthermore, it was revealed that
SHP-1 expression in the brain decreases with voluntary running in mice, suggesting that SHP-1 may
contribute to the promotion of neurogenesis in the hippocampus and the expulsion of amyloid 3 by

exercise.
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