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Observation of vessel endotheliocyte reactions in the early stage of acute mechanical cerebral vasospasm/
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Abstract Objective:Cerebral vasospasm after subarachnoid hemorrhage or stroke is prolonged contraction that
leads to cerebral ischemia or infarction.The studies have shown dystrophy of endotheliocyte. But the reactions of
vessel endotheliocyte in the early stage (2 hours after stimulation finished) of acute medianical MCA vasospasm re-
main unknown. Method:The right MCA of six cats were persistent mechanical stimulated using a small smooth
stainless steel nail in the field acrossing the olfactory tract for 30 minutes.The changes of MCA diameter was mea-
sured by metrical ocular of microscope. The changes of the perfusion index of brain tissue were observed through
the Laser Doppler flowmetry monitor fixed on the skull. The concentration of Glu was examined by HPLC.The ul-
trastructure of vessel endotheliocytes were investigated through the electron microscope.Result:The diameter of MCA
decreased to 68.76% of normal,two hours later the diameter of MCA recovered. The perfusion index of the cortex
surface decreased to 42.95% of normal and up to 61.87% 2 hours later.During this time,the concentration of Glu
increased to 46 times of normal. There is no marked difference between the temporal lobe and the occipital lobe.
The chromatin of endothliocyte concentration to the side and form the lunular body,2 hours after the mechanical
stimulation.Conclusion: Ischemia cascade effect occurred in the endothelial cells in the early stage of acute me-
chanical cerebral vasospasm.The possible role of endothelial cells in cerebral vasospasm is discussed in this article.
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