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[Abstract]
cerebrovascular diseases. White matter hyperintensity (WMH) of presumed vascular origin is one

Cerebral small vascular disease (CSVD) is one of the most common age-related

of the imaging markers of CSVD. The prevalence of WMH is extremely high, and which is closely
related to the occurrence and development of cognitive impairment. However, the heterogeneity of
imaging manifestations and clinical symptoms of WMH brings some difficulties to early detection
and diagnosis. What’s more, the potential mechanism for disease development is not clear, so
it leads to a relative lag in prevention and treatment of these diseases. This paper reviewed the
current state of research on the mechanisms of cognitive impairment in the development of WMH
from pathology, imaging and biology, and summarized the current treatment strategies, and raised
some research objectives and directions in the next, for example, to establish the biomarkers and
prediction model for assessing prognosis, to explore pathophysiological mechanism of WMH
development, and find new potential targets for early intervention.
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