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[ Abstract] Objective To explore the anti-apoptosis effects of enriched environment on ischemic penum-
bra after cerebral ischemia reperfusion in rats. Methods Models of focal cerebral ischemia-reperfusion injury
were established. After successful modeling, they were randomly divided into the sham group (n=20), the
standard-environmental model group (n=20) ,and the rich-environment model group (n=20). After ischemia
and reperfusion for 1.5 hours,they were breeded for 1 day and 28 days in different rearing environments re-
spectively,rats were assessed using a modified neurological deficit score (mNSS),and HE staining was per-
formed to observe cytopathologic changes in ischemic penumbra region. Immunofluorescence and real-time flu-
orescence quantitative (q-PCR) were used to detect P53 protein expression in ischemic penumbra. Results At
the 28th day,compared with the standard-environmental model group [ mNSS score (9. 83=41.17),expression
of immunofluorescence P53 protein expression (157.4240. 37), real-time fluorescence quantitative P53 mR-
NA (2.36£0.12) ],mNSS score (8.00+1.10),the expression of immunofluorescence P53 protein (129. 43+
0.42) ,and the real-time fluorescence quantitative P53 mRNA (2. 1140. 04) were all significantly decreased in
the enriched-environmental model group (P<C0. 01). Conclusion Enriched environmental treatment has pro-
tective effects on rats with cerebral ischemia-reperfusion injury,probably by down-regulating the expression of
P53 protein and inhibiting the occurrence of cell apoptosis.
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