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Expression of vascular endothelial growth factor in renal interstitial fibrosis in rats
Li Zhilan' ,Chen Biying"' \Wu Xuebing' ,Ye Yumei®
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Seventh Hospital of Shanghai »Shanghai 200137 ,China)

Abstract: Objective To analysis the role of vascular endothelial growth factor (VEGF) in the formation of the early renal fi-
brosis. Methods A total of 45 male SD rats after receiving right nephrectomy were randomly divided into model group(30 rats) and
control group(15 rats). Rats in the model group were given intraperitoneal injection of bovine serum albumin, rats in the control
group were injected with physiological saline. Renal function,24 h urine protein,and VEGF level, routine pathological detection of
kidney tissue were detected at first, fifth and ninth week. The correlation between the VEGF level and the renal tubulointerstitial
pathological (TIL) score,and urinary protein. Results The 24 h urinary protein, renal function and TIL score in the model group
were significant difference compared with those of the control group (P<C0. 05),and rats in the model group showed pathological

characteristic of the early renal interstitial fibrosis. The level of VEGF and 24 h urine protein excretion in the model group were

positively correlated (P<C0. 05). Conclusion VEGF might play an important role in the mechanism of proteinuria.
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