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Abstract: White matter hyperintensities (WMH) is the main imaging indicator of small cerebral vascular disease. Due to its
insidious onset, it is easy to be ignored by clinicians. However, with the progression of the disease, patients may gradually have
cognitive decline, gait disorder, urinary incontinence, ischemic stroke and so on. At present, it is generally believed that age and
hypertension were the main risk factors for white matter hyperintensities. However, there are many disputes over the main mechanism
of white matter hyperintensities. In this review, we discuss the relationship between the various mechanisms of high signal in white
matter, and provide the latest data and review the specific mechanisms of inflammation and hypoperfusion in the pathogenesis of high

signal in white matter.
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