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[ Abstract] Objective To study the role of CTGF and VEGF in the occurrence and development of rat diabetic
nephropathy,and to investigate the protection mechanism of vildagliptin to diabetic nephropathy. Methods 60 rats
were divided into three groups:group A,B and C. Group A and B were treated by streptozotocin for the preparation
of diabetic nephropathy rat models. Then the diabetic nephropathy rats of group A and B were treated by continuous
intragastric administration of 8 mg/ (kg « d) vildagliptin for 8 and 12 weeks respectively. Group C was control group,
and just given intragastric administration of saline. The rats were killed, then blood glucose, 24 h urine protein, and
the expression levels of CTGF and VEGF of rats in group A and B were detected. Furthermore, kidney weight index,
morphological observation of glomerular volume,glomerular basement membrane changes were determinated as well
as the glomerular average sectional area (MGA) and the average calculated glomerular volume (MGV) were com-
pared. Results The levels of blood glucose, 24 h urine protein, CTGF and VEGF of group A and B were significantly
higher than those of control group. After vildagliptin treatment, the levels of blood glucose,24 h urine protein, CTGF
and VEGF reduced in both of group A and B,and those in group B reduced more significantly than group A. At the
same time, both of the kidney weight index and the degree of renal hypertrophy reduced after treatment,and the lev-
els of CTGF and VEGF were positively correlated before and after treatment. Conclusion CTGF and VEGF could
serve as a valuable indexes of diabetic nephropathy. Vildagliptin might play a role of renal protection via partially reg-
ulate the expression of CTGF and VEGF.
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