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Research advances in white matter lesions in patients with hypertension
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[Abstract]Hypertension ,as the most common independent risk factor for cardiovascular and cerebrovascular diseases, does not cause
discomfort due to elevated blood pressure itself, but causes damage to important target organs of the body and various complications
due to prolonged course of hypertension or long—term high blood pressure. In addition to the research hotspots of cardiovascular and
cerebrovascular complications caused by hypertension in recent years, the association between hypertension and small cerebral vascu-
lar disease has also gradually become a research hotspot. This article reviews the risk factors for white matter lesions in hypertensive pa-

tients, in order to provide individualized regimens to prevent the further progression of the disease.
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