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Abstract .

Objective To investigate the correlation between the neuroimaging and clinical features of cerebral small

vessel disease with cognitive impairment, and evaluate the diagnostic value of imageological examination on cerebral small

Methods

vessel disease.

The neuropsychological and radiology imaging data of 50 patients with cerebral small vessel

disease were analyzed retrospectively. Data analysis were performed by combining the routine cerebral MRI and neuropsy-

chological scale. Results

There was significant correlation between MMSE and Fazekas-scale.

Conclusion MRI can

clearly demonstrate the manifestation of cerebral small vessel disease,and provide useful information for the clinical diagno-

sis of cerebral small vessel disease.
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