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Cerebellar ataxia model and pathology in rats
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[Abstract] Objective To establish an animal model of cerebellar ataxia by injecting kainic acid (KA) into SD
rat's bilateral cerebellar fastigial nuclei and to observe the praxiological and pathological change of SD rat’s ataxia.
Methods  SD rat model of cerebellar ataxia was made by injecting KA into bilateral cerebellar fastigial nuclei. Then
the ataxia and praxiological changes were observed by rat ataxia detector and pathological changes were observed un-
der light and electron microscope. Results The praxiological manifestations of SD rat model of cerebellar ataxia in-
duced by KA injury were as follows: difficulty of hind limb movement, clumsy, unstable walking, toppling and falling
to left or right or rotating, and unable to turn over by itself,. responding slowly, timid and nervous. Pathological ex-
amination demonstrated that most neurons in injection area were necrotic or disappeared and there were pathological
characteristics of obvious neurodegenerative lesions. Conclusion Injection of KA into bilateral cerebellar fastigial nu-
clei of SD rat can successfully form cerebella degeneration animal model. The pathological changes of its injury is
mainly degeneration of neurons, while the integrity of cerebella was not destroyed. The model is suitable for research
on nerve cell transplantation and regeneration.
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