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Neuroprotective Effects of Sulforaphen against Focal Cerebral Ischemia/reperfusion Injury in Rats. Zeng Weixian, Chen Daging, Xing
Chao, Gong Yugiang, Sun Laifang. Department of Emergency Medicine, The Second Affiliated Hospital of Wenzhou Medical College, Zhe-
Jjiang 325000 , China

Abstract Objective To investigate the anti — oxidative effects of sulforaphen against focal cerebral ischemia/reperfusion injury in
rats. Methods Sprague dawley rats were subjected to transient focal cerebral ischemia/reperfusion model in rats. The rats were randomly
divided into Sham group(n =8), ischemic reperfusion group(1/R) (n =8), sulforaphen group(n =8). SFN was injected intraperitoneal-
ly 15 minutes after ischemic reperfusion group. Ratsin Sham - operated group ( Sham) received equal volume PBS. Ratsin I/R group re-
ceived equal volume PBS after ischemic reperfusion. Ratsin salforaphem graup received SFN at S5Smg/kg after ischemic reperfusion. Infarct
volume was measured by TTC staining and morphologic changes were observed by HE. Rats were sacrificed at 24 h after ischemic reperfu-

sion. The contents of malondialdehyde ( MDA ), superoxide dismutase ( SOD ) were measured by enzyme — linked immunosorbent assay
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(ELISA) and the expression of HO — 1 in the brain tissue was detected by Western blot. Results Compared with the ischemic reperfu-

sion group,the contents of MDA in brain tissue were decreased in the SFN group in rats( P <0.05). SFN reduced neuronal loss, injury,
and infarct volume (0.30 £0.02 vs 0.48 £+0.04) (P <0.05). And also, SFN upregulated SOD and HO -1 in I/R - affected brain tis-
sue compared with those of the ischemic reperfusion group (0.67 +0.042 vs 0.56 £0.032) (P <0.05). Conclusion SFN reduced fo-

cal cerebral infarct volume caused by ischemia/reperfusion. This neuroprotection is mediated by up — regulating HO — 1 expression and de-

creasing the level of MDA.
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