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Clinical significance of VEGF and TNF-a in patients with diabetic nephropathy
GENG Xiao-zhong
(Luozhou General Hospital sLuoyang, Henan 471039, China)

Abstract Objective To explore the significance of vascular endothelia growth factor(VEGF)and tumor necrosis factor-a( TNF-
VEGF and TNF-q were measured in eighty-
one patients with DN and twenty control subjects (control group) by enzyme-linked immune absorption assay (ELISA),and the

(1) VEGF level was significantly higher in the patients of DM, MA and ODN groups than in the

o) in the peripheral blood of the patients with diabetes nephropathy (DN). Methods

correlation was analyzed. Results
control group; TNF-q level was significantly higher in the patients of DM, MA and ODN than in the control group. (2) The levels of
VEGF in peripheral blood were positively correlated with the levels of TNF-q ;the levels of VEGF and TNF-q« in peripheral blood
were correlated with UAER. (3) The levels of VEGF and TNF-« in peripheral blood were positively correlated with the levels of low
The levels of VEGF and TNF-q has the varying degree of in-

crease in the different stage DN patients,and show the positive relation with UAER, which is possible to become the effective index

density lipoprotein cholesterol (LDL-C) and HbA1C. Conclusion

to monitor the condition change of DN.
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