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[ Abstract] Brain derived neurotrophic factor (BDNF), a member of the neurotrophic family of
proteins, plays crucial roles in protecting the peripheral and central nervous systems. BDNF promotes the
growth, development and survival of neurons, prevents neurons damage to death, fights against the
neurotoxicity and apoptosis caused by beta amyloid deposition, induces or maintains the presynaptic and
postsynaptic long-term potentiation (LTP), and also participates in the process of hippocampus-dependent
learning and memory. Alzheimer disease (AD) is a progressive neurodegenerative disorder that is
characterized by cognitive decline with a progressive impairment of memory, personality and learning. It’s
the most common type of dementia. A great effort has been directed to the understanding of the effect of
BDNF in the pathogenesis of AD since a decline of BDNF level in the brains of AD patients were reported
a decade ago. In recent years, emerging findings have revealed a decline in BDNF mRNA and protein
expression in the hippocampus and cerebral cortex of AD patients, showed that BDNF level is related to the
occurrence and development of AD, the relationship between BDNF and AD has received extensive
attention. In the occurrence and development of AD, the exogenous BDNF can protect the integrity and the
function of neurons, reduce the toxicity of plaque deposition, enhance the expression of its specific receptor
tropomyosin-related kinase receptor type B (TrkB), then enhance the expression of endogenous BDNF,
therefore exert a protective role in neurons, mediate synaptic transmission and facilitate LTP, help to
improve the learning and memory ability of AD patients.

[ Key words]  Brain-derived neurotrophic factor; Alzheimer disease; Amyloid beta-protein;
Long-term potentiation
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