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Correlation between serum 25-hydroxyvitamin D3 levels and pediatric diabetic
nephropathy
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Abstract: Objective To study the changes of serum vitamin D levels in children with diabetic nephropathy, and explore the effect of
vitamin D on the development of children with diabetic nephropathy. Methods Children (69 cases) in Anyang District Hospital from
June 2016 to February 2018 were divided into type 1 diabetic nephropathy group, type 2 diabetes group, and control group.
25-Hydroxyvitamin D3 [25(OH) D3] and parathyroid hormone (PTH) were determined by enzyme-linked immunoassay, and insulin
(FINS), C-peptide (C-P), urea nitrogen (BUN), creatinine (Scr) and urinary microalbumin/creatinine ratio (ACR) were determined by
immunochemilu-minometric assay. 25(OH) D3 was taken as the dependent variable, and PTH, CA, P, FPG, FINS, C-P, TC, TG,
HDL-C, LDL-C, and ACR as the independent variables, and Pearson correlation analysis was carried out. Results The sex and age of
children in three groups were no difference. Compared with the control group, there were significantly different in FPG, FINS, C-P,
ACR, and 25 (OH) D3 in type 1 diabetic nephropathy group and type 2 diabetic group (P < 0.05). 25(OH) D3 was negatively correlated
with FPG and ACR, and positively correlated with FINS, C-P, SCR and Bun (P < 0.05). Conclusion The decrease of vitamin D
promotes the occurrence of diabetes in children's, participates the development of children with diabetic nephropathy, and vitamin D
may play an important role in the pathogenesis of type 1 diabetic nephropathy.
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Table 1 Clinical data among of children ( X s)

mH 1 ROBE IR B 2E (28 #i) 2 RURERIR B R AL (18 D) R (23 1D
A (51D 1 15/13 10/8 1112
RIS 11.54+3.05 10.94+2.78 12.0943.01
25(0OH)D4/(ng mL ™) 13.70+4.17* 16.014+4.96" 24.741+6.94
PTH/(pg mL %) 33.541-10.69 37.38+11.40 33.39+9.89
Ca/(mmol L. %) 2.2440.20 2.27+0.84 2.35+0.19
P/(mmol L7%) 1.23+0.20 1.3610.08 1.45+0.19
FPG/(mmol L) 13.24+4.44* 9.06+2.89" 4.75+0.48
FINS/(mU L7 3.39+2.50™ 18.454+5.92" 10.67+3.69
C-P/(mmol L) 0.46+0.47% 3.29+0.83" 2.22+0.59
TC/(mmol L) 4,08+1.09* 5.26+0.58 4.314+0.89
TG/(mmol L) 1.19+0.64% 2.814+0.83 1.3840.63
HDL-C/(mmol L% 1.14+0.26% 1.074+0.19" 1.234+0.38
LDL-C/(mmol L) 2.11+1.24* 3.174+0.66" 2.0940.45
BUN/(mmol L) 3.8+17 3.6+15 35+1.4
Scr/(mmol L) 68.3+14.1 66.1+11.3 64.4+13.9
ACR/(mg ¢ 317.2+99.4™ 16.9+9.7" 10.3+8.7

XA tE: P<0.05; 5 2 BRI R4 E: *P<0.05
“P < 0.05 vs control group; “P < 0.05 vs type 2 diabetic nephropathy group

2 25(0H)D; SHMEFHEXM
Table 2 Correlation between 25(OH)D3 and other indexes

AT R P1E

PTH -0.019 >0.05
Ca 0.660 >0.05
P 0.029 >0.05
FPG -0.469 <0.01
FINS 0.447 <0.05
c-p 0.246 <0.05
TC 0.008 >0.05
TG 0.021 >0.05
HDL-C 0.184 >0.05
LDL-C -0.137 >0.05
ACR -0.302 <0.05
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