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Correlation of Th22 and Th17 cells with diabetic nephropathy
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Abstract: Objective To detect T helper (Th) 22 and Th17 cells and the levels of their corresponding cytokines
interleukin (IL)-22 and IL-17A and analyze their association with diabetic nephropathy. Methods A total of 108 patients
with diabetic nephropathy from May 2016 to December 2016 were selected, and the patients were divided into
macroalbuminuria group (n = 37) , microalbuminuria group (n =30) , and normoalbuminuria group (n =41 ). Thirty-five
healthy persons in the medical examination at the same time were selected as control group. Flow cytometry was used to
analyze the proportions of Th22( CD3 " CD8 ~IL-17 " 1L-22 * ) cells and Th17(CD3 " CD8 " IL.-17 " 1L.-22 ™ ) cell in peripheral
blood. Enzyme-linked immunosorbent assay ( ELISA) was used to detect serum IL-22 and IL-17A levels. Results  With
the aggravation of the disease,the proportions of Th22 and Th17 cells increases. The proportions of Th22 and Th17 cells in
macroalbuminuria group were significantly higher than those in microalbuminuria group, normoalbuminuria group and
control group(all P <0.05). The proportions of Th22 and Th17 cells in microalbuminuria group were significantly higher
than those in control group(all P <0.05). The proportions of Th22 and Th17 cells in normoalbuminuria group were higher
than those in control group,but the differences had not statistical significance(all P >0.05). The levels of serum of IL-17A
and 1122 in macroalbuminuria group were significantly higher than those in microalbuminuria group, normoalbuminuria
group and control group(all P <0.05) ,while there were no significant differences in them among microalbuminuria group,
normoalbuminuria group and control group(all P >0.05). The proportions of Th22,the proportions of Th17 cells, IL-17A
and TL-22 were positively correlated with urine microalbumin (P <0.05,P <0.01). Conclusion Th17 cells, Th22 cells
and their corresponding cytokines IL-17A and IL-22 are closely related to the occurrence and development of diabetic

nephropathy.
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