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Experimental Study on Influence of Ginkgolide B on Omi/HtrA2 Signaling Pathway Involved in Post — traumatic Neuronal Apoptosis. Chen
Fanghui, Wang Yi, Fang Jinyan, et al. Department of Emergency Medicine, Hangzhou First People's Hospital, Nanjing Medical Universi-
ty, Zhejiang 310006, China.

Abstract Objective To utilize Ginkgolide B for treatment of rat craniocerebral injury and investigate its influence on Omi/HtrA2
— mediated mitochondrial pathway implicated in neuronal apoptosis after rat craniocerebral injury. Methods Sham - operation group,
brain trauma group and treatment group were formed. 30 rats were randomly assigned and 10 rats were arranged in each group. Rats in
brain trauma group and treatment group underwent external force hit, while rats in sham — operation group did not. Rats in treatment group
were administrated intraperitoneally with 20mg/ (kg « d) Ginkgolide B daily for 3 days, while rats in sham - operation group and brain
trauma group were given an intraperitoneal injection of 1ml normal saline until completion of day 3. At post — traumatic day 3, apoptotic
neuronal cells, expressions of Omi/HtrA2, X — linked inhibitor of apoptosis protein ( XIAP), pro — caspase — 3, pro — caspase —9 and
cleaved poly ADP - ribose polymerase (PARP) and activities of caspase —3 and caspase —9 proteins were determined in hippocampus tis-
sues. Results As compared with sham — operation group, percentage of apoptotic neurons, expressions of Omi/HtrA2, pro — caspase 3,
pro — caspase 9 and cleaved PARP and activities of caspase —3 and caspase —9 proteins were significantly elevated (all P <0.01) and ex-

pression of XIAP was obviously decreased (P <0.01) in rat hippocampus tissues of brain trauma group. Percentage of apoptotic neurons,
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expressions of Omi/HtrA2, pro — caspase 3, pro — caspase 9 and cleaved PARP and activities of caspase —3 and caspase — 9 proteins were

significantly decreased (all P <0.01) and expression of XIAP was obviously elevated (P <0.01) in rat hippocampus tissues of treatment

group when compared with brain trauma group (all P <0.01). Conclusion

Ginkgolide B might depress neuronal cellular apoptosis of

craniocerebral injury rats via inhibiting Omi/HtrA2 mediated mitochondrial pathway.

Key words Rat; Craniocerebral injury; Neuronal apoptosis; Omi/HtraA2; Ginkgolide B
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