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Clinical significance of changes on serum heparanase and interleukin-2 levels in type 2 diabetic nephropathy patients”

Gan Huaxia' , Xiong Qihui® ,Liu Jianying'
(1. Department of Endocrinology ,First A f filiated Hospital of Nanchang University , Nanchang,Jiangzxi 330006 ,China;
2. Department of Internal Medicine , Third Af filiated Hospital of Nanchang University , Nanchang, Jiangxi 330006 ,China)
Abstract: Objective To investigate and evaluate serum levels of heparanase(HPA) and interleukin-2 (I1L-2) in type 2 diabetic
mellitus (T2DM) nephropathy patients. Methods 67 T2DM patients were divided into three groups according to the level of urine
albumin excretion rate (UAER) ;25 patients in NA group (onset T2DM group, UAER<C30 mg/24 h), 22 patients in MA group
(microalbuminuria group, UAER 30—300 mg/24 h),and 20 patients in ODN group (macroalbuminuria group, UAER>300 mg/24
h). 20 persons with normal glucose tolerance were selected as the control group (NC group). Serum HPA and IL-2 levels were
measured by ELISA. Clinical materials were collected simultaneously and analyzed statistically. Results The serum levels of HPA
and IL-2 were significantly higher in ODN group(overt diabetic nephropathy) than those of the other three groups(P<C0. 05). The
serum levels of HPA and IL-2 were significantly higher in MA group (diabetic nephropathy with Microalbuminuria) than those in
NA group(onset type 2 diabetes) (P<C0. 05). And the serum levels of HPA and IL-2 in normal NC group was least. Conclusion
(1)Serum HPA and IL-2 levels are related with the development of type 2 diabetic nephropathy,and serum HPA and 1L-2 levels
could be used as effective serological indicators for the severity of type 2 diabetic nephropathy; (2) The serum levels of HPA and IL-
2 have the same trend of change in T2DM and type 2 diabetic nephropathy patients.
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