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Protection of Fufang Xueshuantong Capsule Against Retinal Oxidative Damage of Diabetic Rats .  Xing Yuwei, Zou Junjie,Shi Yongquan ,
et al. Department of Endocrinology, The Second Hospital of Shijiazhuang, Hebei 050000, China

Abstract Objective This study is to evaluate the potential protective effects of Fufang XuShuan Tong capsule against retinal oxida-
tive damage in diabetes. Methods Adult male Sprague — Dawley rats were divided into 2group: control group(n =12) and model group(n
=24). Rat diabetic model was induced by intraperitoneal injection of streptozotocin(60mg/kg body weight) ,and the model rats were ran-
domly subdivided into diabetic group(DM,n =12) ,XST group [ diabetic rats were treated with Fufang Xushuantong 1g/(kg + d) ,n =
12]. After 3 months, all rats were executed. The retina tissue structure changes were observed by electron microscope and oxidative stress
index superoxide dismutase (SOD) and malondialdehyde (MDA ) levels was detected. Meanwhile, Biological active factors vascular endo-
thelial cell growth factor (VEGF) mRNA and inducible nitric oxide synthase (iNOS) mRNA were also quantified in the retina by Realtime
RT - PCR. Results Compared with the control group, in the DM group,blood glucose and body weight decreased (P <0.05) , electron
microscope showed that oxidative stress damage were found in retinal tissue, and oxidative stress index SOD level decreased and MDA lev-
el increased (P <0.05), the biological activity factor VEGF — mRNA and iNOS — mRNA levels increased significantly (P <0.05). Com-
pared with DM group, in Fufang xushuan tong capsule intervention group,blood sugar level and weight showed no significant change (P >
0.05), but retinal tissue damage degree decreased obviously. Oxidative stress index changes of SOD, MDA and biological active factor
levels changes of VEGF — mRNA | iNOS - mRNA were significantly ameliorated ( P <0.05) , but still not reach the standard of the normal
control group (P >0.05). Conclusion High blood glucose lead to retinal damage through oxidative stress and increasing biological
activity factors VEGF and iNOS expression. Fufang Xushuantong capsule protects against high blood glucose — induced retinal oxidative
damage through improving the above mechanism
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