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Correlation analysis of serum HPA and IL-10 with type 2 diabetes mellitus with nephropathy
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Abstract: Objective To analyze the relationship between serum HPA and I1.-10 and type 2 diabetes melli-
tus complicated with nephropathy. Methods 125 cases of diabetic nephropathy in the Department of Endocri-
nology and 25 healthy volunteers were divided into 6 groups,25 cases in each group. Th ediabetic nephropathy
patients were divided into 5 groups according to the level of eGFR: G1 phase(group A, eGFRZ=>90 mL -
min~! ¢ 1.73 m *,G2 phase(group B,90 mL * min™' + 1. 73 m™ *>eGFR>60 mL * min™' + 1. 73 m *),G3
phase(group C,60 mL » min ' + 1.73 m *>eGFR>=30 mL * min ' » 1. 73 m *),G4 phase(group D,30 mL -
min~' + 1.73 m *>eGFR>15 mL * min~' « 1. 73 m~*) and G5 phase(group E,eGFR<{15 mL * min™' + 1. 73
m %) ;health volunteers were selected as the control group. The serum levels of HPA and 11.-10, related bio-
chemical parameters, blood pressure and body mass index were observed. Results In the related biochemical
indexes [ fasting blood glucose (FPG) ,high density lipoprotein (HDL-C) ,total cholesterol (TC),glycosylated
hemoglobin (HbAlc) ,triglyceride (TG) ], and systolic pressure, the A,B,C,D and E groups of diabetic pa-
tients were significantly higher than the control group while HDL-C and C-P levels were significantly lower
than those in the control group.and the difference was statistically significant (P<C0. 05);in the aspects of
disease, systolic pressure and LLDL-C, there were significant differences between the 5 groups of diabetes, the
difference was statistically significant (P<C0. 05) ;the Cr level in B group was significantly higher than that in
the control group and A group (P<C0. 05) ;as for BUN,UA and Cr level,C group was significantly higher than
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the other 4 groups (P<C0.05). The levels of HPA,ILL-10 and CRP in the 5 groups of diabetes and the control
group were significantly increased,of which the level of HPA and 11.-10 in the group C was the most, followed

by the B group,and the differences were statistically significant (P<C0. 05). Conclusion

In patients with type

2 diabetes, the level of serum HPA and IL.-10 is on the rise. HPA and IL-10 may be closely related to the pro-
gression of type 2 diabetes. The change of HPA and IL.-10 levels in serum is in the same trend,indicating that

they may be related to each other,and may also be related to inflammation of vascular endothelial injury.
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