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Study of unification of endoplasmic reticulum and mitochondrium in fetal

rat cerebral neuron apoptosis induced by intrauterine distress
LU Min,et al
(Department of Obstetrics and Gynecology,the First Affiliated Hospital,Chongqing Medical University)
[ Absiract] Objective:To evaluae the unification of endoplasmic reticulum and mitochondrium in fetal rat cerebral neuron
apoptosis induced by intrauterine distress. Methods:Fetal rat intrauterine distress model was established. The samples were
randomly divided into normal group and ischemia-reperfusion group(IR). Expression of GRP78,caspase-9,caspase—12,and
cytoron C protein were detected by western blot technique. Results:The expression of GRP78 on corresponding time in IR
group was significantly higher than that in normal group. And it reached the maximum at 3h of reperfusion. The expression of
GRP78 reduced step by step as reperfusion time extended. The expression of caspase-9 and caspase—12 at corresponding time
in IR group were significantly higher than those in normal group. Their expression increased rapidly and reached the maximum
at 12h of reperfusion. The expression of cytoron C in kytoplasm at corresponding time in IR group was significantly higher than
that in normal group and reached the maximum at 12h of reperfusion. Conclusion:The synergistic effect of endoplasmic
reticulum and mitochondrium plays an important role in fetal rat cerebral neuron apoptosis induced by intrauterine distress.
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B i 4K (Cell Signal) . Calreticulin 2 7 [ $1i 14 (StressGen) .
Actin(Santa Cruz) , RMREEARIC 47, DAB B A, BT T
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gﬂ%u IOmnR(l! IlSninRJh IlSninR& IlSm'anZh IlSm'ndeh
Nor 0.012 + 0.003 - - - -
IR - 0.092 + 0.008" 0.078 + 0.006" 0.054 + 0.009" 0.038 + 0.007"
SIEWHLILH, P <0.05
F*2 FBHETFERTES caspase-9 BARIZKFHEL (2 +5)
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*3 BEARRE S caspase-12 BERIEKFHIEN(x +5)
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