SRS B BE 2 i 2014 45 9 H %5 6 3545 3 ] Chinese Journal of Clinical Pathologist, September 2014,Vol.6, No.3

BTG 25 FHALdiH: D /K
FEME PRI B #5495 H a9 4E H

B A REM BE REX

PEF 07222002 & AT 35 2 W R — AR EE RGP0 S50 &

HHAEE AR E-mail ; 18961326009@163.com

(=] B®  Fihm 25 BIE4E 4 F D[25-hydroxy vitamin D, 25-(OH)D ] 2 8% 55 15 4t
Bl FR, Ak EEE 2012 4F 12 & 2013 4F 5 H KB o BT Be 19 2 TR RO JR 3 148 4], 4%
[] 391 e B AR AG: 2 50 AR Sk %o B2 A 4K Ik 1 3/ WLIET (albumin/creatinine , Alb/Cr )4 k5 5535 70 A
1E 3 % A IR 4 (Alb/Cr< 30 mg/gCr) i & A IR 21 (Alb/Cr 30~299 mg/gCr) il K 4 2 H JR 41 (Alb/Cr=
300 mg/gCr), A W i 35 o 25-(OH)D, %5 Il B%  (fasting plasma glucose, FPG) . ¥ fk Ifil £ 2 [
(hemoglobin Alc, HbAlc) Cr JK& (uric acid, UA) & H [& B (total cholesterol, TCH)  H ¥ = g (triglyc-
eride, TG) . & % & i5 4 11 (high density lipoprotein, HDL) % % & i & 1 (low density lipoprotein, LDL).
IEXS PR A B AT Ge it 27 A0 . B8R IR JE A 1 B 0 R OK T B B R I ST T o o = AW PR
BAARMEZERA G EE L (P<0.01), =48 I &  Alb/Cr FPG . HbAlc TCH TG .LDL UA
A Cr 349 5 %5 B, i ' /2R U8 i 2 (glomerular filtration rate, eGFR)F1 HDL AIXF Xt 4l , 2% S+ ¥
Gt (P $<0.05), KHE IR AU B H R LIMTE 25— (0H)D /K45 1E 5 3 11 IR 41 FDuf IR
] RRAR, 22 A Gt (P < 0.01) , T IE % 2 R 5 0 B A 2= R g it 24 . 9
> 104F 1Y 855 25—-(OH)D K -F 8 E R TR R 5-10 4F < SAER A, ZR¥WAERIT¥E X (PHI<
0.05) o Pearson #H3&53 BT 25 R LW, MiE 25-(0OH)D 5K Alb/Cr ifil. Cr Al UA ¥ 5 5 AH5E T 55 eGFR &
IEAAR (P¥1<0.05), £ 7G logistic Bl IA 43 #7245 LKW ,25-(0OH)D 5 DN 27 A% (B=-0.39,P<
0.01), H OR 4 2.98. &1t L& 25—(OH)D J& Ml JRI B M1 13 (8 2t 7 1 o A 3R, HE /K S B A T i 52 2
W R B 06 1 2

[R$BIR] 2 BN ; B 40 B IR LS 25 FRIE4E AR 28 D I AR R ; M JULIET ; B /NER U 2t 6
doi:10.3969/j.issn.1674-7151.2014.03.003

Effect of serum 25-hydroxy vitamin D level in diabetic nephropathy
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tal of Lianyungang, Lianyungang 222002, China

[Abstract] Objective To explore the relationship between serum 25-hydroxy vitamin D[25-(OH)D]
level and kidney injury of type 2 diabetes. Methods 148 cases type 2 diabetes patients and 50 cases healthy
people (control group) were collected in our hospital from December 2012 to May 2013. All patients were di-
vided into normal proteinuria group [ (albumin/creatinine, Alb/Cr)< 30 mg/gCr], microproteinuria group
(Alb/Cr 30~299 mg/gCr) and massive proteinuria group (Alb/Cr= 300 mg/gCr). 25-(0OH)D, fasting plasma
glucose (FPG), hemoglobin Alc (HbAlc), uric acid (UA), total cholesterol (TCH), triglyceride (TG ), high
density lipoprotein (HDL) and low density lipoprotein (LDL) were detected. All data were analyzed statistically.
Results Level of proteinuria in type 2 diabetes patients was increased along with the extension of course.
There was statistical significance in the difference of pathogenesis among three disease groups (P< 0.01). Lev-
els of contractive pressure, Alb/Cr, FPG, HbAlc, TCH, TG, LDL, UA and serum Cr in type 2 diabetes pa-
tients were all higher than that of control group, and levels of glomerular filtration rate (eGFR) and HDL were
all lower than that of control group, the differences all had statistical significance (Pall< 0.05). The levels of
25-(OH)D in massive proteinuria group and microproteinuria group were all lower than that of normal protein-
uria group and control group, and the differences all had statistical significance (Pall< 0.01). Level of 25—
(OH)D in > 10 years course patients was lower than that of 5-10 years course and < 5 years course, and the
differences all had statistical significance (Pall< 0.05). Pearson relationship analysis showed that level of serum
25-(0OH)D had negative correlation with levels of Alb/Cr, serum Cr and UA, but had positive correlation with
eGFR (Pall< 0.05). Multiple regression analysis showed that level of serum 25— (OH)D was independently cor-
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related with kidney injury of type 2 diabetes (B=-0.39,P<0.01), the OR was 2.98. Conclusion Serum 25—
(OH)D is an independent risk factor to kidney injury of diabetes, which level reducing may lead to diabetic

nephropathy.
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Serum creatinine ; Glomerular filtration rate
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