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Experimental study of caspase-3 inhibitor in treatment of HIBI neonatal rats
ZHANG Yu-ping, ZHAO Cong-ming, WANG Li-yan, YU Ruo-gu, WEN En-yi ( Department of Pediatrics, Xingiao Hospital ,

Third Military Medical University, Chongging 400037, China)

Abstract; Objective To observe the effect of a caspase-3 inhibitor, AC-DEVD-CHO, in the hypoxia-is-

chemia brain injury (HIBI) of neonatal rats. Methods After a total of 20 rats at the age of 7 d were inflicted
with HIBI and then randomly and equally sacrificed at 24 h and 1 month later. There were NS sub-group [ nor-
mal saline, intracerebroventricular administration (i. ¢. v. ) | and AC-DEVD-CHO sub-group (20 pg/kg, i. c.
v. ), and another 5 rats served as normal control for each time point. Morphological changes and TUNEL-posi-
tive cells were observed. Shuttle box trial, tiredness and activity trials were carried out for their learning and
motor abilities. Results The percentage of TUNEL-positive cell in the cortex and hippocampus were signifi-
cantly decreased in AC-DEVD-CHO sub-group than in NS sub-group. The stimulating time in shuttle box trial
was significantly shorter in Ac-DEVD-CHO sub-group than in the NS sub-group, but there were no obvious
difference in tiredness and activity trials between the 2 sub-groups. Conclusion Intracerebroventricular admin-
istration of Ac-DEVD-CHO is helpful to decrease apoptotic neuronal death in HIBI rats and can improve their

learning and memory abilities. However, it's no use in the improvement of the motor ahility of the animals.
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