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Effect of IL-10 on expressions of HSP70 and caspase-3 after intracerebral hemorrhage in rats”
Jiang Guohong , Huang Liangguo , Shi Yingbing
(Department of Neurology.Affiliated Hospital of Zunyi Medical College , Zunyi,Guizhou 563003 ,China)
Abstract: Objective To observe the effects of 11.-10 on expression of HSP70 and caspase-3 after intracerebral hemorrhage in
rats and study the neuroprotection mechanism of 11.-10 for intracerebral hemorrhage. Methods 96 SD rats were randomly divided
into four groups:normal group(group N) .model group(group M), Low-dose IL.-10 treatment group(group L.) and high-dose 11.-10
treatment group(group H). The intracerebral hemorrhage rat model was established by intracranial injection of V[ collagenase. The
recovery of rats’ neurological function of all groups was recorded after 6 h,12 h,1 d,3 d,7 d; The expressions of HSP70 and
caspase-3 were analyzed by immunohistochemistry. Results The expression of HSP70 in perihematoma in group L. and H were up-

regulated(P<C0. 01) , caspase-3 and the score of neurologic impairment were downregulated as compared to M group(P<C0. 01).

The above roles of 11.-10 were more significant in group H(P<Z0. 05). Conclusion

IL-10 plays protective role in hemorrhagic brain

damage by upregulation of HSP70 and downregulation of caspases-3.
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