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Effects of Erigeronbreviscapus on Receptor for Advanced Glycation End Products (RAGE) mRNA in Renal Cortex of Diabetic Rats. Sun
Jiemin ;,Ma Xiaolan ,Shen Jianguo,Yao Meifen,Li Lulu,Li Qi. Zhejiang Hospital , Zhejiang 310013 , China

Abstract Objective To determine whether erigeronbreviscapus affects expression of RAGE mRNA in renal cortex of streptozotocin
—induced diabetic rats. Methods We induced diabetic rats by an intraperitoneal injection of streptozotocin ( STZ) in SD rats. The crite-
rion of diabetes diagnosis was the consecutive blood glucose level =16. 7Tmmol/L. Totally 27 male SD rats were randomly divided into 3
groups : diabetes adding erigeronbreviscapus group (DD group, intragastric administration erigeronbreviscapus 20mg/ (kg + d) and diabetes
group (D group) and normal control group (C group). The body weight and blood glucose were measured every two weeks. Totally 8
weeks later, all rats were killed and the expression of RAGE was semiquantified in renal cortex by reverse transcription — polymerase chain
reaction (RT - PCR), and renal morphology was evaluated respectively. Results The RAGE expression was increased in renal cortex of
diabetic rats. RAGE/B — actin ratio of diabetic group was significantly higher than that of the control (P <0.01). After treatment with eri-
geronbreviscapus, RAGE expression decreased significantly. Conclusion The high expression of RAGE may participate in the renal damage
of diabetic rats. Erigeronbreviscapus has no effect on the level of serum glucose, but significantly down — regulate RAGE expression in renal.

It may have some renal protective effect on diabetic nephropathy, partly through inhibition of excessive expression of RAGE in renal cortex.

Key words Streptozotocin; Erigeronbreviscapus; Receptor for adnanced glycation end products (RAGE)
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