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[ Abstract ] Objective: To investigate effect of domain V deletion of B2-glycoprotein I (DI-IV) on
24-hour urinary protein excretion ,VEGF-NO axis,and possible mechanisms in diabetic rats.Methods:
Diabetic model was established with the use of SD rats, treated with intravenous injection of STZ (30mg/
kg) after a high fat diet for eight weeks. One week after successful modeling, the rats were randomly
assigned to control group, B2 glycoprotein | (B2-GPI) group and DI-IV group, treated with intravenous
injection of human serum albumin (HSA), B2-GPI or DI-IV with a dose of 200mg/kg every week ,for
four weeks, respectively. Blood samples were taken before and after the intervention, and serum
creatinine (Scr), blood urea nitrogen (BUN), serum triglyceride (TG), total cholesterol ester (TC), low-
density lipoprotein cholesterol (LDL-C), high-density lipoprotein cholesterol (HDL-C), and 24-hour urinary
protein were analyzed . Western blot was used to analyze the expression of VEGF and endothelial nitric

oxide synthase (eNOS), and the phosphorylation of eNOS of rats’ kidneys.Results: After intervention,
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TG, TC,HDL-C,Scr and LDL-C had no significant difference (p> 0.05) while blood glucose and 24-hour

urinary protein excretion increased (p <0.05) in control group and 2-GPI group;TC,LDL-C, 24-hour

urinary protein excretion decreased (p <0.05) in DI-IV group. VEGF-A expression in kidneys decreased

more and phosphorylation of eNOS increased more in DI-IV group than in control group (p <0.05) .

Conclusion: DI-IV could relieve 24-hour urine protein excretion of diabetic SD rats. Possible mechanisms

are to improve VEGF-NO axis function and lipid-lowering effect in diabetic rat kidneys.
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