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The pathophysiological role of zinc homeostasis in the development and progression of cerebral small vessel
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University , Changchun 130033, China)

Abstract: Cerebral small vessel disease (CSVD) refers to a series of clinical, imaging, and pathological syndromes
caused by various etiologies affecting arterioles, capillaries, and venules in the brain, and the main clinical manifestations
of CSVD include cognitive impairment, gait and balance disorders, urinary incontinence, and mental and behavioral
disorders such as depression, anxiety, apathy, and personality changes. At present, the pathophysiological mechanism of
CSVD remains unclear. As one of the most important trace elements in the human body, zinc ions play an important role in
the development of the nervous system, and the change in zinc ion concentration will affect a variety of nervous system
diseases; therefore, the research on the association between zinc ion homeostasis and the development and progression of
¢SVD has gradually become a hot topic. This article reviews the mechanism of the development and progression of CSVD,

the role of zinc ions in the nervous system, the association between zinc ions and the development and progression of

CSVD, and the latest research advances.
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