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Application value of plasma 25-hydroxy vitamin D level in diabetic nephropathy
CHEN Wu ,ZOU Guangmei®
Department o f Clinical Laboratory ,First People's Hospital of Yulin,Yulin ,Guangzi 537000,China

Abstract : Objective To explore the value of 25-hydroxy vitamin D (25-OH-VD) in diabetic nephropathy.
Methods The clinical data of 142 patients with type 2 diabetes diagnosed and treated in the hospital from Jan-
uary 2017 to December 2018 were enrolled and divided into the normal albuminuria group (41 cases) ,the mi-
croalbuminuria group (49 cases) and the massive albuminuria group (52 cases) according to urinary albumin
to creatinine ratio (UACR). Another 40 healthy physical examinees who underwent physical examination in
the hospital during the same period were selected as the control group. The levels of 25-OH-VD, creatinine
(CREA), blood urea nitrogen (BUN), cystatin-C (Cys-C), urinary albumin and urinary creatinine in each
group were detected,and the estimated glomerular filtration rate (eGFR) was calculated by formula. The cor-
relation between 25-OH-VD and UACR was analyzed. Results The eGFR levels of the microalbuminuria
group and the massive albuminuria group were significantly lower than those of the control group and the nor-
mal albuminuria group,and the eGFR levels of the massive albuminuria group were significantly lower than
those of the microalbuminuria group,with statistically significant differences (P<C0.05). The UACR levels of
the microalbuminuria group and the massive albuminuria group were significantly higher than those of the
control group and the normal albuminuria group,and the UACR levels of the massive albuminuria group were
significantly higher than that of the normal albuminuria group, with statistically significant differences (P <C
0. 05). The levels of 25-OH-VD in the microalbuminuria group and the massive albuminuria group were sig-
nificantly lower than those in the control group and the normal albuminuria group,and the levels of 25-OH-

VD in the massive albuminuria group were significantly lower than those in the microalbuminuria group,with
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statistically significant differences (P <C0. 05). The level of 25-OH-VD in the patients with diabetic nephropa-

thy was negatively correlated with UACR (= —0.574, P <(0. 01). Conclusion

The serum level of 25-OH-

VD in patients with diabetic nephropathy is lower than that in healthy people. The 25-OH-VD deficiency is re-

lated to the severity of diabetic nephropathy and plays an important role in the assessment of the disease.
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