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[ Abstract |
roblastoma cells (SH-SY5Y). Methods SH-SYSY cells were selected as the research object and the most appropriate

Objective To investigate the neuroprotective effect of glucagon-like 1 analogue liraglutide on neu-

concentration of liraglutide treatment was choosed by MTT assay. Then cell stretch injury model was established using
cell injury controlled II ( CIC-II). The experiment cells were divided into three groups: control, cell injury and liraglutide
treated groups (1 pM liraglutide treating SH-SYSY cells for 24 h). Lactate dehydrogenase ( LDH) was used to detect
cell toxicity. The expression of Bax,Bcl-2 and caspase-3 were detected by Western blotting. Results The MTT assay
showed that the protective concentration of liraglutide in SH-SY5Y cells was 1 wM. Compared with the control group, the
leakage of LDH in stretch injury group was significantly increased ,and the leakage of LDH inliraglutide group was signif-
icantly decreased than that in the control group (P <0.05). Western blotting results showed that the expression of Bax
and caspase-3 were significantly increased compared with the control group,but the expression of Bel-2 was significantly
decreased,and the percentage of cell apoptosis was significantly increased. Compared with the cell injury group, the ex-
pression of Bax and caspase-3 were decreased ofliraglutidegroup (P <0.05) ,but the expression of Bel-2 was significant-
ly increased,and the percentage of apoptosis was decreased (P <0.01). Conclusion Liraglutide can reduce the LDH

release induced by cell injury and the apoptosis of injured cells. thus it is speculated that liraglutide should exert its neu-

roprotective effect by inhibiting cell apoptosis.

[ Keywords ]
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