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The detection of hemorheological indices after the compression of rabbits vagus nerve* HU Ge-jile' ,WANG Qian',
LIU Shan' ,WANG Yan-yan' ,GAO Nai-kang®” (1. Department of Clinical Laboratory ;2. Department of Neuro-
surgery sAf filiated Hospital of Inner Mongolia Medical University s Hohhot . Inner Mongolia 010050 .,China)

[Abstract] Objective To fix vagus nerve with connective tissue to make an cross-compression of vagus nerve
and arteria carotis,and then to detect the hemorheological indices. Methods The vagus nerve of 25 New Zealand rab-
bits were fixed with connective tissue to make a cross-compression of vagus nerve by arteria carotis,and 25 New Zeal-
and rabbits were treated without surgery as the control group. Hemorheological indices were detected by automatic a-
nalysis instruments. Results There were significant differences between the two groups in whole blood viscosity, e-
rythrocyte aggregation index, fibrinogen and other indices of rabbits (P<C0. 05). Conclusion The persistent and pul-
satile compression from arteria carotis to the demyelinated vagus nerve of left cervical part could make the changes of
hemorheological indices abnormal.
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