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[ Abstract)

atherosclerosis.

Correlation of the aged ischemic cerebral infarction with carotid artery atherosclerosis
Hua.
Objective To study the relation ship of the aged ischemic cerebral disease (ICD) with carotid artery
Methods

divided into three groups: no infarction group (NI group) . asymptomatic infarction group( Al group) and symptomatic in-

Based on clinical manifestations and the result of brain CT or MRI, 85 elderly patients were

farction group(SI group). The relation of ICD with the carotid artery atherosclerosis was assessed by color — Doppler in the
Results

were significantly higher, and as a result, the lumen diameter of carotid internal artery (CIA) and common carotid artery

three groups. Compared with NI group, the plaque score and intimal — medial thickness (IMT) of carotid artery

(CCA) were lower in SI group and Al group. These differences could also be found between SI group and Al group.

clusion

Con-

Ischemic cerebral infarction is closely related with carotid artery atherosclerosis. The presence or absenec of ath-

erosclerosis of carotid artery may be an important index in evaluation of ischemic cerebral infarction of aged patients.
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