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[Abstract] Objective

diabetic rats and its mechanism. Methods

To investigate the effect of caffeic acid phenethyl ester(CAPE) on the kidney function of STZ-induced
A total of 50 rats were divided into 5 groups:conrol group, model group, CAPE low, mid-
dle and high doses(12,24,48 mg/kg) groups. The diabetic rat model was established by a single injection of streptozotocin(STZ) 65
mg/kg. At the end of 8 weeks,urine Alb,retinol binding protein(RBP) and creatinine were detected and blood glucose and HbAlc
were detected by collecting blood from abdominal aorta. The renal tissue was taken. The partial renal tissues were flushed by 4 C
normal saline, weighed, grinded into homogenate and centrifuged and the supernate was taken for measuring the levels of malondial-
dehyde (MDA) ,superoxide dismutase(SOD) , glutathione peroxidase(GSH-Px),NO, NOS and Na-K-ATP. The histomorphological
changes in another part of renal tissues were observed under optical microscopy. Results Compared with the model group,the Alb
and RBP levels in the CAPE 48 mg * kg-1 group were significantly decreased (P<C0. 05),NO,NOS,GSH and SOD levels in renal
tissues were significantly elevated, while the MDA level was significantly decreased, the Na-K-ATPase activity was increased (P<C
0. 05) . the renal histopathological injury was alleviated. Conclusion CAPE can reduce the renal injury in STZ-induced diabetic rats

and has the protective effect, which may be related with increasing the renal function for anti-oxidative stress injury.
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