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[ Abstracts] Objective: To investigate the pattern of cerebral cortex activation changes of various motor related areas in
patients with acute cerebral infarct compared with that of normal subjects with BOLD function MRI (f{MRI) study. Meth-
ods: 12 patients had acute cerebral ischemic infarction of basal ganglion area (experimental group) and 12 matched normal
subjects (control group) underwent BOLD fMRI with passive index finger movement. The functional images were managed
and analyzed by statistical parametric mapping (SPM). The primary sensorimotor cortex (SM1), secondary sensorimotor
cortex (SM2),premotor cortex (PM) ,supplementary motor area (SMA) ,motor area in gyrus cingula (CMA) and cerebel-
lum (CB) were chosen as the regions of interest. The activation of cortex related to movement in both experimental group
and control group were evaluated and the activation volumes and frequencies of the contralateral SM1 were quantitatively
analyzed. Results; For the control group,the activated area mainly located in the contralateral SM1 (the median of activation
volumes was 1006k, the interquartile range was 1142k; the activation frequency was 100% ), the frequency of other cortex
areas activated related to movement were less and the volume was relatively smaller. The activated areas of experimental
group were also mainly located in the contralateral SM1 (the median of activation volumes was 15k, the interquartile range
was 71k;the activation frequency was 58. 3%) ,the other areas of cortex showed minimum or almost no activation related to
movement. The activation frequencies and volumes of the contralateral SM1 were lower/smaller in experimental group when
compared with the control group (P<C0. 05). Conclusion: BOLD {MRI is a useful technique for the study of movement func-
tion in patients with cerebral infarction.
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