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[Abstract] The neurovascular unit (NVU) is the smallest structural unit that maintains the integrity of the blood-brain barrier
(BBB), regulates cerebral physiological activities, and maintains the homeostasis of the brain's internal environment. It has become a
hot topic in the study of brain physiology and pathological changes. NVU plays a crucial role in age-dependent central nervous system
diseases such as cerebral white matter lesions, cognitive impairment, and cerebrovascular disease. Its dysfunction can lead to
destruction of BBB integrity, with subsequent protein leakage, immune-inflammatory responses, and alterations in cerebral
hemodynamics, all of which can trigger seizures or progression of neurodegenerative disorders. Conversely, seizures can also
accelerate NVU dysfunction and promote brain aging. The review summarizes the role of dysfunctional constituent cells of the NVU
in the pathogenesis of age-dependent epilepsy and the research progress in related molecular pathways, aiming to provide new
perspectives for epilepsy treatment research.
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Fig.1 Uncoupling of neurovascular unit after aging or epileptic seizure
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