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Preliminary Experimental Study of the Therapeutic Time-window in Brain Parenchymal Lesion of Acute Cerebral Venous
Occlusion ; Correlation of Diffusion Weighted Imaging and Histopathology WANG Juan,ZHOU Yi-cheng, LI Xiang, et al.
Department of Radiology, Tongji Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan
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[Abstract] Objective: To discuss the existence and significance of therapeutic time-window in brain parenchymal le-
sions of acute cerebral venous occlusion in animal models. Methods: 28 New Zealand white rabbits were randomly divided in-
to 2 groups, including experiment group (n=24) and control group (n=14). After injection of cellulose acetate polymer
(CAP) into left or right internal jugular vein, T, WI and DWI were performed and glial fibrillary acidic protein (GFAP)
expression and electronscopy examination of brain tissue were analyzed,at an interval of 1,3,6,12,24 and 48h. Results; The
process of occurrence and development of brain parenchymal lesions induced by acute cerebral venous occlusion could be
showed by DWI, T, WI, GFAP expression and electronmicroscope examination. Decrease of apparent diffusion coefficient
(ADC) values within brain lesion could be showed on DWI within 1h of operation. After 3h, lesion could be assessed on
DWI as well as T, WI. The volume of DWI abnormality was bigger than that of T, WI before 6h (r=13.69,P<C0.01). No
obvious difference of the volume on T, WI abnormality and DWI was found after 12,24 ,and 48h (t=1. 467,0. 996,2. 017
respectively; P=>0. 05) ,and the ADC values of the brain parenchymal lesions subsequently increased gradully. At 1h after
operation, the number of GFAP positive cells increased,deeply stained and enlarged, the neurodendrites elongated and thick-
ened. These changes became more obvious after 3h and 6h. Vasogenic edema was the main patho-histology findings within
brain lesion,large amount of necrosis was found after 12h. The above-mentioned abnormalities were not assessed in the con-
trol group. Conclusion: The severity of brain parenchyma injury after acute cerebral venous occlusion could be accurately e-
valuated by DWI,DWI in combination with GFAP expression is helpful in the demonstration of the existence and signifi-
cance of therapeutic time-window in brain lesion after acute cerebral venous occlusion.
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