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Effects of ghrelin on 6-OHDA-induced mitochondrial famage
and apoptosis in SH-SYSY cells
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Abstract : Objective To observe whether Ghrelin can protect SH-SY5Y cells against mitochondrial damage
and apoptosis caused by 6-OHDA. Methods SH-SY5Y cells were culutured and randomly divided into control
group , Ghrelin group,6-OHDA group and 6-OHDA+Ghrelin group. We utilized human neuroblastoma SH-SYS5Y
cells exposed to 6-OHDA as a PD model in vitro. After pretreatment with Ghrelin, cell viability was measured
by CCK-8, cytotoxicity was observed by LDH, and mitochondrial membrane potential ( AYm) by JC-1 stai-
ning. Additionally, the ratio of Bcl-2/Bax reflected the cell apoptosis. Results Compared with the control
group, cell viability, A¥m,and the ratio of Bcl-2/Bax were decreased while the cytotoxicity was increased in
the 6-OHDA group. ( all P<0. 05). Compared with the 6-OHDA group ,pretreatment with Ghrelin increased cell
vitality, A¥m,and the ratio of Bcl-2/Bax but decreased the cytotoxicity (all P<0. 05). Conclusion Pretreat-
ment with Ghrelin protected SH-SYSY cells against cell damage, ameliorated the mitochondrial dysfunction,
and reduced cell apoptosis induced by 6-OHDA.
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