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Characteristics and Mechanism of Brain Default Mode Network Dysfunction

in Primary Insomnia
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Abstract: Primary insomnia is one of the common sleep disorders. It is a type of insomnia with unknown causes,
which is often accompanied by a variety of daytime dysfunction and sleep—wake disorders. Neuroimaging and neuroelectro-
physiology studies suggest that there may be default mode network dysfunction in patients with primary insomnia, which is
closely related to daytime dysfunction and sleep—wake disorder. This article summarizes the characteristics of default mode
network dysfunction of primary insomnia and introduces related research in neural structural imaging, functional imaging
and neuroelectrophysiology, as well as the role and the mechanism of default mode network impairment leading to daytime
dysfunction and sleep—wake disorder of primary insomnia.
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