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[ Abstract] Objective To study the pathogenesis of vascular dementia. Methods Follow-up CT scans and
1Q tests were performed sequentially in 167 stroke patients for five years. These patients were divided into two
groups ; the vascular dementia( VD) group(n =95) and the control group(n =72) who suffered from vascular disease
but without dementia. The data obtained from the study were compared between the two groups. Results It was
found that 56.89% of the patients developed dementia within 5 years, and 50. 17% of them occurred in two years af-
ter their first onset of stroke. More lesions and larger volumes, especially the subcortical lesions, were observed in
VD group. Most of the original unilateral lesions finally developed as bilateral lesions in the VD patients. Subcortical
cerebral atrophy was more serious in the VD group. There was no significant difference in respect to the leuco-araiosis
area changes between the two groups. Conclusion Vascular dementia after stroke occurs largely in two years after
the first onset. The occurrence of VD was related to the relapse of stroke,the volume, and the location of the lesion.
Rapid subcortical cerebral atrophy is the second contributing factor to VD development. Leuco-araiosis seems not to
be related to it. Effective treatment of stroke carried out within two years after the first onset is conducive to reduce
the occurrence of VD.
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