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Research on the neuroprotective roles of Orexin in cell model of oxidative stress
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Abstract : Objective To explore the roles and the underlying mechanisms of orexin in oxidative stress.
Methods HT-22 cells were randomly divided into control group,H,O,( hydrogen peroxide) group,OA( Orex-
in A) group,OB( Orexin B) group,H,0,+0A group and H,0O,+OB group. The cell model of oxidative stress
was constructed by treating HT-22 cells with H,0,. OA and OB were added to investigate the effects of orexin
on cell number and morphology using microscopic analysis. The levels of Nrf2 in HT-22 cells were detected
by qPCR( Quantitative Real-time PCR) and Western blotting. Results Compared with the control group,the
cell number decreased significantly after H,O, treatment ( P<0. 01) ; OA and OB couldrobustly decrease the
death of HT-22 cells induced by H,O,( P<0. 05) ; Compared with the control group,H,0, led to a significant
increase of the expression level of Nrf2 in HT-22 cells ( P<0. 05) ; Furthermore, compared with the H,O,
group,OA and OB obviously enhanced the expression levels of Nrf2 in HT-22 cells. Conclusion All of these
results suggested that orexin in creased the levels of Nrf2 in HT-22 cells and decreased the injury of HT-22
cells induced by H,O, ,leading to the neuroprotective roles in oxidative stress.
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