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ABSTRACT Objective: To investigate the neuroprotective effect of 5- [5- (2-nitrophenyl)furfuryliodine]-1,3-diphenyl-2-
thiobarbituric acid (UCF-101) on activation of C-Jun NH2-terminal kinases (JNK) and extracelluar-regulated protein kinases (ERK) after
cerebral ischemia-reperfusion injury in rats. Methods: The focal cerebral ischemia models of Wistar rats were established by the right
middle cerebral artery occlusion (MCAOQ) with thread occlusion methods. Reperfusion began 1h after the right middle cerebral artery
occlusion. Rats were randomly divided into sham operated group, ischemia-reperfusion group and UCF-101 treated group. Brain infarct
volume was assessed by 2, 3, S-triphenyl tetrazolium chloride and TUNEL staining was utilized to evaluate the amount of apoptosis. In
addition, expressions of protein JNK and ERK were examined by Western blot analysis. Results: UCF-101 treatment significantly
decreased cerebral infarct size and TUNEL-positive cells in hippocampus neurons. Furthermore, UCF-101 treatment decreased JNK and
increased ERK expression. Conclusion: UCF-101 treatment has neuroprotective effects against cerebral ischemia-reperfusion injury in
rats, and that this may be associated with differentialy regulation of ERK and JNK expression.
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Fig. 1 Comparison of neuronal apoptosis of hippocampus in all groups( TUNEL, x 200 )
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Fig. 2 The expression levels of p-JNK, pERK protein (Western blotting)
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