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[ Abstract)
cells undergoing DNA damage and apoptosis as a function of duration of reversible middle cerebral artery occlusion in
Methods

were subject to transient focal cerebral ischemia induced by intraluminal blockade of the left middle cerebral artery.

ischemia in rats

Objective  To investigate the spatiotemporal relationship between the magnitude and extent of

the rat. A total of 72 adult Wistar rats were recruited and divided into four groups: a normal two groups
After different periods of ischemia/reperfusion(1, 6, 12, 24 and 48 h) , the number and anatomic distribution of P53
protein were detected by immunohistochemistry technique, and were compared with apoptotic cells examined with the
technique of a terminal deoxynucleotidyliranferase ( TdT)-mediated dUTP-flourescein nick end-labeling (TUNEL) as-
Results

with that of apoptosis. Whereas the amounts of P53 immunoreactive cells were significantly higher, the presence was

say in adjacent sections. The dynamic progression of P53 protein expression was approximately consistent

earlier and the distribution was more extended, as compared with those of the apoptotic cells(P <0.05). Conclu-

sion Our data suggest that DNA damage is an early event after neuronal ischemia and may trigger DNA repair
processes, and that the failure of repair of DNA damage may trigger apoptosis.
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