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Nordy inhibits the expression of vascular endothelial growth factor and inducible nitric

oxide synthase in diabetic rat retinas

DAI Chao, BIAN Xiu-wu, SHI Jing-quan (Department of Pathology, Southwest Hospital, Third Military Medical University, Chongging
400038 , China) '

Abstract: Objective To observe the effects and significance of Nordy on the expression of vascular endothelial
growth factor (VEGF) and inducible nitric oxide synthase (iNOS) in the retinas of diabetic rats. Methods Diabetic
rats by streptozotocin were randomly divided into diabetes group (5 rats x 2) and Nordy treatment group (5 rats x 2) .
Another 10 normal rats were recruited as normal control group. The Nordy treatment group was injected 0.5% Nordy
(27 mg/kg) while diabetes groups and normal control group were injecled saline solution into peritoneal cavity once
every other day. One month or 3 months later, 5 rats in each group were killed and the expression of VEGF and iNOS
in the retinas were detected by immunohisochemistry . The average positive areas were measured and analyzed by com-
puter aided video system. Results The expression of VEGF and iNOS in control group were extremely low. In 1
month , the expression of VEGF and iNOS in diabetic group increased and the average positive areas of VEGF and iN-
OS were significantly more than that of Nordy treatment group ( P <0.01). In 3 months, the expression of VEGF and
iNOS in diabetic group further increased and the average positive areas of VEGF and iNOS were remarkably more than
that of Nordy treatment group (P <0.01). Conclusion Nordy injected intraperitoneally decreases the expression of
VEGF and iNOS in retinas of diabetic rats so that Nordy partly suppresses the development of diabetic retinopathy.
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A: Normal control group (3 months); B: Diabetes group (3 months); C: Nordy treatment group (3 months)
M1 HFAXRMME VEGF fIEiE  (EnVision x 200)
Fig1 VEGF expression in the rat retinas of different groups (EnVision x 200)
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A: Normal control group (3 months); B: Diabetes group (3 months); C: Nordy treatment group (3 months)

B2 SHEKXBRYRMMEINOSFFIE (EnVision x 200)
Fig 2 iNOS expression in the rat retinas of different groups ( EnVision x 200)
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Group 1 month 3 months
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*: P<0.05, vs control group; #: P <0.01, vs diabetes group
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Group 1 month 3 months
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Diabetes 6.9175 + 1.0402 13.1789 + 1.6763
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#: P<0.01, vs diabetes group
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