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Effect of Sulodexide on Serum VEGF, ACE and IGF-1 Levels in Patients with Diabetic
Nephropathy and Retinopathy

ZHAO Jun-hua, ZHOU Zhi-jie, CUI Ji-gang,et al., Department of Respiratory Nephrology, Luoyang Oriental Hospital, Luoyang 471003, Henan Province, China

[Abstract] Objective To explore the effect of sulodexide on serumvascular endothelial growth factor (VEGF), angiotensin
converting enzyme (ACE) and insulin-like growth factor -1 (IGF-1)levels in patients with diabetic nephropathy (DN)
and diabetic retinopathy (DR). Methods 72 patients with DN and DR were randomly divided into study group (36
cases) and control group (36 cases). The control was given alprostadil, irbesartan and European bilberry anthocyanin /
beta carotene, while the study group was given sequential therapy with sulodexide. The curative effects of DR in the
two groups were compared, and the changes of urinary albumin excretion rate (UAER), serum VEGF, ACE and IGF-1
levels were observed before and after treatment. Results There was no significant difference in the curative effects of
DR between the two groups (P>0.05). 16 weeks after treatment, the levels of UAER, VEGF, ACE and IGF-1 in the two
groups were all significantly decreased, and the decrease in the study group was greater than that in the control group
(P<0.05). Conclusion Sulodexide can effectively alleviate the fundus lesions in patients with DN and DR, promote the
recovery of renal function, and delay the disease progression through reducing the expression of serum VEGF, ACE
and IGF-1.
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