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Effects of Exendin —4 on Endoplasmic Reticulum Stress Induced by High Glucose and JNK Signaling Pathway in INS -1 Cells. Zhang
Qiang, Chen Xuan, Xu Liang. Department of Gasirointestinal Surgery, First Affiliated Hospital of Southwest Medical University , Sichuan,
646000 , China

Abstract Objective To explore the effects of exendin —4 on endoplasmic reticulum stress induced by high glucose and JNK signa-
ling pathway in INS -1 cells. Methods Mouse INS — 1 cells were divided into 4 groups according to different treatment methods, the
control group (group A, complete medium) , high glucose group (group B, 30mmol/L glucose medium) , high glucose + 100nmol/L ex-
endin —4 group (group C),high glucose + 100nmol/exenatide — 4 + JNK agonist ( group D). We observed the survival status of each
group in every day. After cultured for 7 days, cell survival was assessed by MTT staining. Total cellular protein was extracted. We used
Western blot to detect the expression of Bip, CHOP, P - SAPK/JNK and caspase —3. Results After the fourth day of culture, the cells
in group B start died, and a large number of cell deaths occurred in groups B and D until the sixth and seventh days. Compared with group
A, the cell activity of group B and group D decreased (P <0.05). Compared with group A, the group B up — regulated the expression of
Bip, CHOP, P - SAPK/JNK and caspase - 3 (P <0.05). Compared with group B, group C down — regulated the expression of Bip,
CHOP, P - SAPK/JNK and caspase -3 (P <0.05). Compared with group C, group D promoted JNK signaling upregulate the expression
of P - SAPK/JNK and caspase -3 (P <0.05). Conclusion Exendin —4 can ameliorate or block INS -1 cell endoplasmic reticulum

stress (ERS) induced by high glucose, inhibit JNK signaling pathway and reduce cell apoptosis.
Key words Exendin —4 ;High glucose;INS -1 cells;Endoplasmic reticulum stress ( ERS) ; JNK signaling
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