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Effect of Recombinant Human Erythropoietin on Survivin Expression in Brain Tissues after Traumatic Brain Injury in Rats

LEI Peng, PENG Long-feng, ZHANG Xing—chao. Department of Neurosurgery, Lanzhou General Hospital, Lanzhou Command,
PLA, Lanzhou Gansu 730050, China
-~ [Abstract] Objective To éxplore the effect of recombinant human erythropoietin (r-HuEpo) on the expression of survivin after
iraumatic brain injury’ (TBI) in rats and the mechanisms of neuro~protection by r-HuEPO. Methods Seventy—eight adult Wistar rats
were randomly divided into sham operation group (n=6), TBI group (n=36) and r—HuEPO group (n=36). The experimental TBI model
was established by Feeney's method. The injured cerebral cortexes tissues were obtained 1 day after sham operation in sham operation
group and 6 hours and 1, 2, 3, 5 and 7 days after the TBI in TBI and r—-HuEPO groups for determining apoptosis of cells by Epics XL
Flow Cytometer and the expressions of surviving and NF-kB proteins by immunochemical method. Results Compared to the sham
operation group, the number of apoptotic cells and survivin, NF-xB immunopositive cells were significantly increased in the injuried
brain 3, 5 and 7 days after TBI (P<0.01). R~HuEPO significantly increased the expression of survivin and NF-xB (P<0.05), and
decreased significantly the apoptotic rates of cells compared to TBI group(P<0.05). Conclusion The expression of NF-kB increased by
r-HuEPO might be one of the mechanisms in regulating survivin level, inhibiting neuronal apoptosis in the injury cortex.
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