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Mechanism and intervention of vascular cognitive impairment caused by chronic cerebral
hypoperfusion
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[Abstract] Vascular cognitive impairment (VCI) encompasses a range of cognitive deficits from mild cognitive
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impairment to dementia. VCI seriously affects the quality of life of patients and has become a public health
problem that needs to be solved urgently. The pathogenic mechanism of VCI remains controversial due to the
heterogeneity of vascular etiology and the complexity of disease neuropathology, and recent clinical studies on
cerebral blood flow measurements support chronic cerebral hypoperfusion (CCH) as a major driver of vascular
lesions and clinical manifestations of VCI. This article reviews the pathological mechanisms involved in the
induction of VCI by CCH, and summarizes the new findings on the pathogenic mechanism of CCH to
effectively intervene in the progression of VCI.
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