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Influence of internal jugular venous flow disorder on nervous system diseases HUANG Haoqi, XU Suilian, HU Bo,

et al. (Department of Neurology , The Second Clinical Medical College of Jinan University , Shenzhen 518000, China)
Abstract: Internal jugular venous flow disorder can affect intracranial hemodynamics extensively, and studies have

shown that internal jugular venous flow disorder has an impact on various nervous system diseases. This article reviews the

association of internal jugular venous flow disorder with related diseases and non-specific symptoms, such as transient

global amnesia, transient monocular blindness, white matter lesions, cognitive impairment, Parkinson disease, idiopathic

intracranial hypertension, and multiple sclerosis, in order to expand the clinical thinking of the nervous system diseases

associated with internal jugular venous flow disorder.
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