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Abstract: Objective
growth factor(VEGF) and the effect of combined treatment with Valsartan and Sodium Ferulate in diabetic nephropathy (DN).
Methods

To explore the expression of serum Cys C,pigment epithelium-derived factor(PEDF) , vascular endothelial

153 cases of patients with diabetes were enrolled in the study as diabetes group,which were divided into normal albumi-
nuria group.microalbuminuria group,and clinical proteinuria group,while 30 cases of healthy persons were recruited over the same
period randomly as control group. Microalbuminuria group, and clinical proteinuria group were divided into Valsartan treatment
group and Valsartan and Sodium Ferulate combined treatment group.respectively. serum and urine specimens were collected before
and after treatment. Serum PEDF and VEGF were determined by ELISA, and glucose (GLU), glycosylated hemoglobin Alc
(GHbA1c) ,creatinine(CREA) , urea(UREA) and cystatin C(Cys C) were detected simultaneously. Results
healthy control group,normal albuminuria group,microalbuminuria group and clinical proteinuria group were with higher levels of
serum Cys C,PEDF and VEGF (P<C0. 05), which gradually increased with the progress of DN. Valsartan combined with Sodium
Ferulate treatment can significantly reduce proteinuria and reduced serum Cys C, PEDF, VEGF levels (P<C0. 05). Valsartan com-

Compared with the

bined with Sodium Ferulate may improve abnormal angiogenesis in diabetic kidneys to protect renal function, and the effect of com-
bination therapy is superior to Valsartan monotherapy. Conclusion The levels of serum Cys C, VEGF and PEDF were highly ex-
pressed in diabetic nephropathy patients, predicting therapeutic effect significantly with drug combination of Valsartan and Sodium
Ferulate.

cystatin C;  pigment epithelium-derived factor
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1.5 Ziib=eib 3 R FH SPSS20. 0 #4447 8541 22 40 #F » i 1:1 12. 20 19. 31
WORH T s RO, AR H R B R O 22 43 A CANO- 1:2 6.29 9.85
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=0.990 0X+5.717 1,7 =0.998 9), W& 1.2; PEDF, VEGF 1025 211,251 6
fo i B 430 1,13 pg/L.1. 89 pg/mL, W3k 2, r'=0.997 1
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