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Expression of Prorenin Receptor in High Glucose — stimulated Podocytes Du Ran, Ding Guohua, Ren Zhilong et al. Division of Nephrol-
ogy ,Renmin Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective To study the expression of prorenin receptor( PRR) in high glucose — stimulated podocytes, and the influence
of PRR on podocytes apoptosis. Methods Immortalized mouse podocytes were stimulated with 35mmol/L high glucose at different time
lengths (0, 1, 3, 6and 12h) and in various conditions as 35mmol/L mannital group, control group and 10, 20, 35mmol/L glucose group
for 3 h. Expression of PRR was detected by Western blot and real — time PCR. Then divided podocytes into 35mmol/L high glucose group |
HRP (10 °mol/L) group , Losartan ( 10 “*mol/L) group ,HRP + Losartan group to detect apoptosis rate. Results (1) The level of PRR
protein and mRNA in 3, 6,12h group were significantly increased compare with the control group( P <0.05). (2) The level of PRR pro-
tein and mRNA in 20,35mmol/L glucose group were significantly increased compare with the control and 35mmol/L mannital group(P <
0.05). (3) Compare with the 35mmol/L high glucose group, the apoptosis rate in HRP, Losartan and HRP + Losartan group were sig-
nificantly decreased( P <0.05). The apoptosis rate in HRP, HRP + Losartan group were significantly decreased when compared to Losar-
tan group( P < 0. 05). Conclusion High glucose stimulate podocytes can induce the podocyte apoptosis through overexpression of
PRR.
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