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Abstract: Objective To observe the expression of vascular endothelial growth factor (VEGF) in renal tis-
sue of rats with unilateral ureteral obstruction,and to explore the correlation between VEGF and renal inter-
stitial fibrosis. Methods Totally 42 male SD rats were randomly divided into sham operated group and unilat-
eral ureteral obstruction model group (UUQO group),21 rats in each group. On the 5th,15th and 25th day after
operation,7 rats in each group were killed and serum and urine were collected. Serum creatinine,urea nitrogen
and 24 h urinary protein were measured. The kidneys on the obstructive side were taken for pathological ex-

amination. The expression level of VEGF in renal tissue was detected by immunohistochemistry. The correla-
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tion between the expression level of VEGF and the degree of renal interstitial fibrosis and renal function was
observed. Results On the 5th, 15th and 25th day after operation, the serum creatinine level of UUQO group
was significantly higher than that of sham operation group (P<Z0.05). On the 5th and 15th day after opera-
tion,the urea nitrogen level of UUQO group was higher than that of sham operation group (P<C0.05). On the
5th day after operation,there was no significant difference between UUQO group and sham operation group on
24 h urinary protein(P>>0. 05) ,however,on the 15th and 25th day after operation, 24 h urinary protein was
higher than that in the sham operation group (P<Z0. 05). The results of pathological examination showed that
on the 5th,15th and 25th day after operation,there were more VEGF protein expression in the epithelial cells
of renal tubules in the sham operation group; on the 5th day after operation, there were a small amount of in-
flammatory cell infiltration in the interstitial tissue of renal tubules in the UUO group,a small number of re-
nal tubules were dilated,and VEGF protein expression was found in some renal tubules. On the 15th and 25th
day,there were more inflammatory cells infiltrated in the renal tubules,and the expression of VEFG protein
decreased gradually. On the 25th day after operation,there were a large number of inflammatory cells infiltra-
ted,only a small number of renal tubules showed weak VEGF expression,and there was no VEGF expression
in the renal interstitial fibrosis area. In UUO group,there was a positive correlation between VEGF expression
and 24 h urine protein quantity on the 5th day after operation (P<C0. 05); there was no significant correlation
between VEGF expression and serum creatinine and urea nitrogen level on the 5th,15th and 25th day after op-
eration (P >>0. 05). Conclusion

struction, the expression of VEGF decreased gradually with the aggravation of renal interstitial fibrosis. When

In the model of renal interstitial fibrosis in rats with unilateral ureteral ob-

renal interstitial diffuse fibrosis, there was almost no expression of VEGF in renal tissue, suggesting that

VEGF may play an important role in the development of renal interstitial fibrosis.
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