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Abstract : Objective To investigate the inhibitory effect of Apelin-36 on endoplasmic reticulum stress in-
duced by calcium overload in neurons. Methods Wistar rats were randomly divided into sham operation
group and model group. The expression of CHOP and GRP78 mRNA in the cortical brain tissue of two groups
were detected by RT-PCR. The calcium overload cell model was constructed by SH-SY5Y cells. The effect of
Apelin-36 on the expression of CHOP and GRP78 mRNA was detected by RT-PCR. Results Compared with
the sham group,the expression of CHOP and GRP78 mRNA in the model group were significantly increased ( ¢
=5.832,P<0.05;t=5.938,P <0.05). Compared with the control group,the expression of CHOP and GRP78
mRNA in SH-SY5Y cells were significantly higher than those in the control group (P <0.05). Compared with
the cell model group,the expression of CHOP and GRP78 mRNA in Apelin-36 group was significantly lower
than that in the control group (P <0.05). Conclusion Apelin-36 may protect the neurons of stroke by inhibi-
ting the stress of endoplasmic reticulum induced by calcium overload, which provides a theoretical basis for
the application of Apelin-36 in clinical treatment.
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