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Protective effect of monosialotetrahexosylganglioside on fluid-percussion brain
injury in rats
ZHUO Yu, YAO Yi (Research Institute of Field Surgery, Daping Hospital Third Military Medical University, Chongging 400042, China)

Abstract. Objective To evaluate the protective effect of monosialotetrahexosylganglioside (GM1)
on the acute stage of fluid-percussion brain injury (FPBI) in rats to pwovide experimental basis for the
clinical treatment. Methods After the establishment of rat model of FPBI, the water content of brain
tissues was detected with dry-wet method and regional cerebral blood flow GCBF ) was measured with H»
elimination method. Pathological changes of the brain were observed with light microscope. Results
GM 1 significantly inhibited the elevation of the water content in the brain and showed no effect on the
1ICBF after FPBI. Meanwhile, GM1 significantly ameliorated the pathological manifestation of the brairs.
Conclusion Early administration of GM1 can prevent ischemia/ eperfusion damages of tCBF, improve
cerebral blood supply and reduce cerebral edema, denaturation and necrosis of the neurons afier fluid-
percussion brain injuty in rats.
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Fig 2 Cortic neurons of injury group 6 h
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