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Research process of the role of environmental enrichment in
improving Alzheimer’s disease

YAN Pei-yun'?, HE Dan-ni'?, ZHANG Jun-fang'*
( 1.Medical School, Ningbo University, Ningbo 315211, China;
2.Zhejiang Provincial Key Laboratory of Pathophysiology, Ningbo 315211, China )

Abstract: Alzheimer’s disease (AD) is the most common neurodegenerative disease with progressive cognitive
and memory impairment. Despite intensive study about its mechanism and treatment, there is still no effective
treatment at present. Studies find that changing the living environment and way, strengthening physical exercise
can prevent and relieve AD. One broad definition of environmental enrichment (EE) is a housing condition that
facilitates enhanced sensory, cognitive and motor stimulation relative to standard housing conditions. EE has
been shown to confer benefits to hippocampal neurogenesis, synaptic plasticity, cognitive performance and so on.
Since ameliorating neuron loss by EE was initially found in the neurodegenerative disorders, the research on EE
and AD has been widely reported such as ameliorating related mechanisms on Amyloid  protein (AB) and Tau
protein from different views. The authors review the latest progress in the beneficial effects of EE on AD and the
underlying mechanisms.

Key words. Alzheimer’s disease (AD); environmental enrichment; neural plasticity; Amyloid B protein (Ap);
Tau protein



