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Effect of M K-801 on Caspase-3 Activation and Apoptosis af ter
Cerebral Hypoxic-Ischemic Injury in Neonatal Rats

ZHU Chang-Lian, WAN G Xiao- Yang
Department of Pediatrics, Third Affiliated Hospital, Henan Medical Unviersity, Zhengzhou 450052, China

Abgract :  Objective To study the effect of M K-801, the antagonist of NMDA receptor , on cagpase 3 activation
and apoptoss dter cerebra hypoxicischemicinjury in neonatal rats. Methods Seven-day-old rat pups were injected with
ether 0.5 mg/ kg M K-801 or norma sdine immediately after cerebra hypoxic-ischemic injury (HI). The pups were
killed 24 h &ter the injection. Brain damage was evaluated using MAP-2 immunogtaining. Cagase-3 activation was
examined usng anti-p17 subunit antibody. Apoptoss was examined by in Stu labding of hairpin probe (HPP). The
infarction area was calculated acoording to MAP-2 staining. Active capase3 cdls and HPP postive cdls were counted in
the MAP-2 negative area of the cortex. Results Theinfarction area was reduced from (52 +12) % to (23 +5) % ater
the treatment with M k-801. A few capase-3 and HPP postive cdls were d< found in the cortex of normd rat brains.
The number of posdtive cdls reached apeak at 24 h ater HI. Both the number of capase-3 (from 65+ 8 to 40+ 6. 7 per
high power visud fied) and HPP (from 61.6 + 11.5 to 12.6 = 5.2 per high power visud fied) posdtive cdls were
decreased ater the treatment with M k801. Conclusions M K-801 inhibits cappase 3 activation and reduces the number
of apoptotic cdls. NMDA isinvolved in the activation of the goptotic processin the immature brain ater HI.
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Figure 1 Bar graphs showing the average number of Cagpase 3
and HPP postive cdlsin the cortex of MAP 2 negative area
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