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Abstract: Myriad synapses are functional nodes in brain’s neuronal circuits, within which highly ordered neuronal
activity forms the basis of higher brain functions. Synaptic plasticity, the ability of synapses to change their efficacy
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in response to neuronal activity, is believed to underlie the development of functional brain circuits as well as

learning and memory functions. Abnormality in synaptic plasticity could result in psychiatric disorders such as

depression and neural degeneration such as Alzheimer’s disease. Here we review recent studies that link synaptic

plasticity to the two devastating brain diseases, focusing on underlying molecular and cellular mechanisms, which

in turn lead to new therapeutic strategies.
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