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Role of the JNK pathway in Ang || induced podocyte apoptosis in endoplasmic reticulum stress
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Abstract: Objective To explore the effect of endoplasmic reticulum stress(ERS) in Ang [I caused glomerular podocyte injury
and the c-Jun N-terminal kinase(JNK) pathway in the apoptosis induced by Ang || glomerular podocyte in promoting the role of
protection and its specific inhibitor SP600125). Methods Cultivate podocyte cell to be differentiated and then randomly divided into
control group(N group) , Ang [l group(A group),Ang [l +SP600125 group(A-+S group). After 48 hours,observe cell morphology
change,detected cell apoptosis rate using flow cytometer,detected the expression of GRP78 mRNA and p-JNK mRNA with Real-
time PCR and detected the expression of GRP78 protein and p-JNK protein with Western blot. Results The cell apoptosis rates of
A group were higher than N group. Realtime PCR showed the GRP78 mRNA, p-JNK mRNA expression of A group were higher
than N group. Western blot show the GRP78 protein, p-JNK protein expression of Ang [[ group were higher than N group, the
difference was statistically significant(P<C0. 05). Compared with A group, the cell apoptosis rates, the p-JNK mRNA expression
and the p-JNK protein expression of A+S group were significantly reduced,the difference was statistically significant( P<Z0. 05).
Conclusion High Angll can induce podocyte apoptosis in vitro. High Ang ]l can activate ERS to speed apoptosis of podocyte,and
may induce cell apoptosis through JNK pathway. The inhibitor SP600125 antagonistic apoptosis of podocyte by inhibiting JNK
pathway.
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