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Effect of exercises on the expression of caspase-3 and IL-10 in the brain of rats after intracerebral
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Abstract Objective: To study the interrelation between exercises and interlukin-10 (IL-10) and cysteine asparate
protease—3 (caspase—3) in the brain of rats after intracerebral hemorrhage (ICH),and to explore the mechanism of
exercises promoting the neurological function recovery after ICH. Method: Eighty SD rats were made to be the
models of ICH in right striatum with its autoblood.The successful models were randomly divided into exercises
group (Group E) and control group (Group C), each group including 1,3,7,14,21d sub—groups. Group E exercised
with rolling cage training, net curtain training and walking balance beam training, but Group C had no intervention.
The neurological function of rats were evaluated at different time points.Then rats were executed and the right
brains were taken out for the detection of protein and mRNA expressions of IL -10 and caspase =3 by
immunohistochemistry and hybridization in situ. Result: At the 14*d and 21%d after ICH the neurological function
scores in Group E were better than that in Group C, and the expression of IL-10 in Group E were higher than
that in Group C. At the 7"d after ICH the expression of caspase-3 in Group E were lower than that in Group C.
Conclusion: Exercises could elevate the content of IL-10 in the brain of ICH rat and reduce the content of
caspase—3 in the brain of ICH rat. Exercises could be one of the mechanisms of promoting neurological function
recovery.
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