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A Study of the Relationship between Acute Brain Hypoxia

and Epilepsy in Rabbits

Chen Mane and Xu minhui (Department of Neurology, Third Teaching Hospital,
Third Military Medical College)

In order to study the relationship between acute biain hypoxia and epilepsy,

acute brain hypoxia was induced in 12 rabbits and the clinical manifestations were

observed. It was found that the occurrence of epilepsy was not in close relation
with the severity of brain hypoxia. Pathological examination of the brain of the
rabbits revealed that there was local ischemic change of the neurons of the cortex

and necrosis in the subcortical region in a few of the rabbits. The mechanism of

the results was discussed.
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