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Circuit instability-progress in mechanisms underlying

epileptiform activity in Alzheimer’s disease
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Abstract: Amyloid-B (AP) deposition is one of the key pathological characters of Alzheimer’s disease (AD).
Although pathological levels of AP cause excitatory synapse depression, inhibitory effects of AR on GABAergic
inhibitory neurons render excitation-inhibition imbalance in local neuronal networks, leading to epileptiform
discharges. This disinhibition of excitatory neurons may be a compensatory mechanism in response to Ap-induced

excitatory synapse dysfunction. Here we review the pathogenesis of AD and AD-associated epilepsy from the view

of circuit instability, and discuss regulating network activity as a new strategy in the treatment of AD.
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