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[ Abstract | To investigate the mechanisms of the protective effects of dexmedetomidine against the propofol-in-

duced neuroapoptosis in primary cultured cortical neurons. Methods

Objective
The neurons were cultured for 7 days and treated with 500
pmol/L propofol and(or) different concentrations of dexmedetomidine,then were divided into the propofol treatment group,propo-
fol+ dexmedetomidine treatment group. The neurons in the control group were treated with 20 % fat emulsion dissolved in the same
solvent. 12 hours after different treatments,neuron viability was measured by using MTT assay.neuroapoptosis was detected by u-
sing Hoechst33258 staining,and the levels of pCREB and Cyt-C protein were detected by using Western blotting. Results Com-
pared with the control group, propofol inhibited neuron viability greatly, the neuroapoptosis increased greatly, the level of pCREB
decreased greatly and the level of Cyt-C increased greatly, there were statistically significant differences(P<C0. 01). Compared with
propofol treatment group, dexmedetomidine increased neuron viability greatly, the neuroapoptosis decreased greatly, the level of
pCREB increased greatly and the level of Cyt-C decreased greatly, there were statistically significant differences. Conclusion
Dexmedetomidine exerts the neuroprotective effects against propofol-induced neuroapoptosis, which may be associated with the in-
crease of pCREB level and the decrease of Cyt-C level.
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