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Effect of total glucosides of paeony on endoplasmic reticulum stress

in the Kidney from diabetic rats
Wu Xiaoxu Zhang Chaoqun Xu Kun et al
( Dept of Nephrology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To study the effect of total glucosides of paeony ( TGP) on endoplasmic reticulum stress in
the kidney from experimental diabetic rats. Methods Rats were randomly divided into three groups: control group
model group and TGP treated groups. Diabetes rat model was induced with streptozotocin. In TGP group TGP 50
100 200 mg/( kg * d) were orally administered once a day for 8 weeks. The expressions of GRP78 p-PERK and p-
elF2a were determined by immunostaining in the kidney. Results The urinary albumin excretion rate( UAER) in
model group was significantly higher than that in TGP treatment group. Analysis of the immunostaining showed the
expression of GRP78 p-PERK and p-elF2a was significantly increased compared with control rats in the kidney.
TGP treatment with 50 100 and 200 mg/( kg * d) could markedly reduce GRP78 and p-PERK expression in the tu—
bulointerstitium p-elF2a expression in the glomeruli and tubulointerstitium. Conclusion The TGP protection of re—
nal tissue in diabetic rats may be associated with inhibition of endoplasmic reticulum stress.
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