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EBERNMERX (P<0.01); IMFARKRER XIAP KL ERATHARMI LR  prodcaspase 3. pro—caspase 9 MBI Y] PARP RKit &
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Mitochondrial Omi / HtrA2 signaling pathway involved in neuronair~aptptosis after cerebral contusion and laceration TANG Bei, SHI
Jian, ZHOU Ling, et al. Department of Intensive Care Unit, Jiande First People's Hospital, Jiande 311600, China

[ Abstract ] Objective To investigate the effest of Omi/HirA2 mediated mitochondrial signaling pathway in neuronal
apoptosis after acute traumatic brain injury. Methods Brain tissue samples were collected during craniotomy from 100 patients
with cerebral contusion and laceration (traupsa gsoup), and normal brain tissue samples were collected from 100 patients with
intracerebral hemorrhage(control groug)sFiow cylometry was applied to determine apoptotic neuronal cells, Western—blotting was
performed to test expressions of Gini/titrAZ,*Xy:linked inhibitor of apoptosis protein (XIAP), pro—caspase-3, pro—caspase-9 and
cleaved poly ADP-ribose polymerasen(PARP), and four peptide fluorescence substrate method was employed to detect activities
of caspase 3 and caspase 9 pfofeins. Results Percentage of apoptotic nerve cells, expressions of Omi/HtrA2, pro—caspase 3,
pro—caspase 9 and cleavel PARR as well as activities of caspase 3 and caspase 9 proteins were significantly higher and the
expression of XIAP ywag significantly lower in brain tissues of trauma group than those in control group (all P<0.01). In trauma
group, expressiorof OnRtiA«tA2 was positively correlated with percentage of apoptotic nerve cells, expressions of pro—caspase 3,
pro—caspase 9 and sleaved PARP as well as activities of caspase 3 and caspase 9 proteins, and negatively correlation with the
expression<of XAP. The expression of XIAP was negatively correlated with percentage of apoptotic nerve cells, expressions of
Omi/HirAZ»pro-caspase 3, pro—caspase 9 and cleaved PARP as well as activities of caspase 3 and caspase 9 proteins.
Conclugion,  Ordi/HtrA2 mediated mitochondrial signaling pathway may be involved in neuronal apoptosis after acute traumatic
brain/mijdry.
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