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Experimental Study on the Hemodynamic Changes of the Counterpart of the Cerebral Ischemic Lesion in Acute Cerebral Ische-
mia CHEN Wei-wei, QI Jian-pin, WU Jing,et al. Department of Radiology.Tongji Hospital, Tongji Medical College, Hua-
zhong University of Science and Technology, Wuhan 430030, P. R. China

[Abstract] Objective: To investigate the hemodynamic changes of the counterpart of the ischemic brain in acute cere-
bral ischemia. Methods: In our experiment,focal cerebral ischemia models were successfully established in 6 rabbits (desig-
nated as experimental group) ,a sham operation was undergone in 6 other rabbits (designated as control group). All of the
CT scans were performed with a GE Lightspeed 16 multisliced CT scanner. Following the baseline scans, further CT perfu-
sion scans were performed at the same sites of the brain every hour till 12 hours since the ischemic process induced by em-
bolus delivery. Then. the heads of the rabbits were cut down and the brains were taken off for study. The brains were
stained with TTC and studied the expression of Bel-2 protein with immunohistochemical technique. CT perfusion parameters
of the gray and white matter of the counterparts of the ischemic lesions at different time-points were measured and com-
pared with those relative data obtained from the control rabbits. The Bcl-2 positive cells were counted. Results: On the TTC
maps,except the ischemic side of brain of the experimental group,no white areas were found in their counterparts and the
brains of the control group. The counts of Bel-2 positive cells of the ischemic brain parenchyma.those of their counterparts
and of the control group were 25+ 2/HP,134+4/HP and 1+ 1/HP (Z &£ s) respectively. Marked statistic difference was
found among them (P<C0.001). In comparison with those of the control group,both CBV and CBF were lower in the coun-
terparts of the experimental group. In the experimental group,there was an initial and mild increase of CBV of the counter-
parts,then a decrease was found and finally a mild increase happened again. CBF of the counterparts decreased gradually
within 12 hours since ischemia. Distinguished statistic differences in both CBV and CBF were found between counterparts of
the experimental and control groups. The hemodynamic changes of gray matter were not the same as those of the white mat-
ter (P<C0.001). Conclusion; CBV and CBF of counterparts of the ischemic hemispheres reversibly decreased at acute phase,
however,some of the involved brain cells would have been led to apoptosis.
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