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Levels of IL-17 and IL-22 mRNA in the Blood of Type 2
Diabetic Nephropathy Patients

SHEN Hong-yan*,DENG Yan-chao*, XU Zhan*,LU Lu*, LIANG Jun”
(a. Department of Clinical Laboratory;b. Department of Endocrinology,
Xuzhou Central Hospital, Jiangsu Xuzhou 221006, China)
To investigate levels of 1.-17 and I1.-22 mRNA in the blood of type 2 diabetes(T2DM) patients with

m 1L-17 7Tu I1-22 mRNA KF, 57 & 20 5b B oo 11-17 F= 1L-22 mRNA K-F 2 7., &R

Abstract: Objective
the different stages of kidney injury and explore the relationship between the gene expression levels of 11.-17,1.-22 and renal
lesions in patients with diabetic nephropathy(DM). Methods Subjects included 60 T2DM patients with or without kidney
injury and 20 normal controls(NC, n=20). Diabetes patients were divided into 3 groups by level of urinary albumin to creati-
nine ratio (ACR) :no proteinuria group (NA, ACR<C30 mg/g, n=22) ,microalb uminuria group (MA,30 mg/g>ACR>300
mg/g,n=18) and diabetic nephropathy group (DN, ACR>300 mg/g, n=20). Quantitative Real-Time RT-PCR was used to
detect II.-17 and I1.-22 mRNA levels. Analysis differences of 11.-17 and I11.-22 mRNA levels among NA, MA.DN and NC
The levels of 11.-17 and I11.-22 mRNA were significantly higher in DN group than that in MA,NA and NC
group (P<C0. 01,respectively) , However, there were not significant difference among MA, NA and NC group ( P>>0. 05, re-

Levels 11.-17 and 11.-22 mRNA were increased in blood of T2DM patients with nephropathy. 1L.-17

groups. Results

spectively). Conclusion
and 11.-22 may play role in the pathogenicity of diabetic nephropathy.
Keywords: interleukin 17;interleukin 22 ;diabetic nephropathy
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