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Abgract : Objective To determine whether or not gooptoss occursin the ddayed cel death following hypoxic
ichemic injury , and assess the senghility and ecificity of various techniques. Methods Usng HE saining and
eectromicrosoopic technique, in stu end labeling (1SEL) and DNA dectrophoresis, we observed the histologica features
of gpoptotic celsin the cerebral cortex and hippocampus, and compared the ipslatera hemigphere at various time points
following hypoxicischemia (HI) with that of the shamrgroup. Results In the cerebra cortex and hippocampus at the
ipdlaterd hemigpherein neonatal rat modelsof HI, light and eectronic microsoopy exhibited cdl shrinkage, chromatin
condensation , and gpoptotic bodies. ISEL and DNA dectrgphoress a < provided evidence of DNA fragmentation. It was
found that gpoptotic cell death generdly began 6 12 h &ater the initiating insult , and reached the peak at 24 hin the
cortex and hippocampus. Conclusions Cerebrd HI can induce neurona gpoptossin neonata rats. Apoptossis manly
involved in the delayed cel death following hypoxicischemic injury except for the existence of necross. Apoptoss gopears
to be a mgor form of delayed cdl death during the selective neurona lossfollowing hypoxic-ischemic injury. Owing to the
limitation of different techniques, it is necessary to adopt several ways to determine the existence of goptoss.
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Table 1.  The number of gpoptotic cdls (10 high - power fidd) at different time point following hypoxic - ischemia
by HE staining, fluorescence labelling and 1SEL (n=3,x £ s)
HE ISEL
HI HI HI
0Oh 5.0+£2.8 4.7+2.5 6.7+2.1 7.0£2.6 5.7+2.1 6.3+2.5
2h 4.7+3.0 5.3%x2.5 7.3%1.3 7.7+£3.2 6.3+2.1 7.3x2.1
6 h 5.3+2.5 15.7+3.5% 7.7£2.7 22.7+4.5%° 6.0+3.2 21.3+3.5%P
12 h 5.3£2.0 32.3+4.5% 7.3+£2.1 43.0+7.5%P 5.7+2.5 39.7+4.5%
24 h 4.7£2.1 56.7+9.1% 7.7+2.5 69.7+8.0%° 6.3+2.1 63.7+3.2%°
48 h 5.0£2.5 37.3+7.5% 7.3+£2.1 47.0+6.6%° 6.3+2.0 42.3+4.5%0
72 h 5.3+2.5 23.7+6.0% 7.3%£2.0 34.3+6.0%° 6.7+2.0 34.0+6.9%P
7d 5.3+2.1 6.7+£2.9 8.3%+2.5 9.7+2.1 7.3%2.5 8.3%x1.5
14d 4.7+2.1 4.7+1.5 7.7+2.0 8.3+1.5 6.7+2.5 7.3+x2.1
a: P <0.01; b: HI HE P <0.01
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