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[ Abstract)

as intrasynaptosomal free (Ca®* )i in neurons of the hippocampus in rats with cerebral infarction.

To explore the effects of rehabilitation training on the learning and memory, as well
Methods
ty-four Wistar rats were randomly and equally divided into 3 groups: a normal group, a rehabilitation group and a
Results

No significant difference was found among the 3 groups (P > 0.05), with regard to the concentration of the free

Objective

Twen-
model group. The intrasynaptosomal free (Ca>* )i was assayed by use of Fura-2 as a fluorescent probe.

(Ca”* )i in hippocampus in quiescent state. However, in the state of KCl depolarization, the intrasynaptosomal free
(Ca®*)i in the hippocampus of rehabilitation group was found significantly higher than that of the model group and
the normal group (P <0.05). The Y labyrinth test revealed better ability of learning and memory in the rehabilitation
group comparing with the model group, as indicated by the one-off passive elusion reaction test for the learning and
memory ability. Conclusion The improvement of learning ability and memory of the rats with cerebral infarction

caused by rehabilitation training might be closely associated with the changes of the intrasynaptosomal free (Ca®* )i in

hippocampus neurons.
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