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[Abstract] Objective To investigate the relationship between serum 25-hydroxyvitamin D; £25 (OH) Dy )
concentration and glucose metabolism. Methods  This cross-sectional survey recruited 668 participants, and the
demographic and clinical characteristics of the participants were obtained from questionnaires. Physical examination
and blood biochemical examination were performed, then the participants were divided into three groups as normal
glucose tolerant (NGT) group, impaired glucose regulation (IGR) group, and diabetes mellitus (DM) group.
Results There was no statistical significant difference in serum 25(OH) D, concentration among the three groups
(P>>0.05). With comparison of different serum 25 (OH) D; concentration, there was no statistical significant
difference in the incidence of DM and IGR, FPG, 2 h BG, HOMA-IR, ISI-composite, HOMA-B or AI30/AG30
(P>>0.05). Serum 25(OH)D; concentration was not associated with DM, IGR, FPG, 2 h BG, HOMA-IR, ISI-
composites, HOMA-8 or AI30/AG30 (P > 0. 05). Conclusion No relationship between serum 25 (OH) D,
concentration and glucose metabolism is comfirmed.
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A GHE AN EZ R LGB X (F=0.627,P=
0.534),

2.2 AEMF 25(0H)D; 7k T A B Z 18 #E K 5t 5

668 1452 ik #F 1Y L% 25 COHD D, 1 ¥4 {8 K
(32.90+12.20) ng/mL, 4k E D= &4 85 #i
(2.7%) 4: =2 D R R HA 225 4 (33. 7%) . 4 1
D REEEA 358 453, 6%) ; A I 7 25 (OHD D,
KAV 43 9 N BE 2Z 18] B 5 AQ IR & FPGL 2 h BG,
HOMA-IR . ISI-composite, HOMA-B I AI30/AG30 2=

FREY L3R SR L (P #>0.05), W% 1,
F1 Mm% 25 (OWD; KFERE SR EHERGHEFRHI LB (x5 SR AIE(Pos , Prs))
Table 1  Glucose metabolism among classification of serum 25 (OH)D; concentration (x £ s or median (P25 ,P75)]
25 (OH)D;/(ng/mL)
Ttem Total P
<20 (n=285) 20-<C30 (n=225) =30 (n=358)

Group/case (%)

NGT 54 (11.3) 160 (33.4) 265 (55.3) 479 0.398

IGR 19 (15.7) 43 (35.5) 59 (48.8) 121

DM 12 (17.6) 22 (32.4) 34 (50.0) 68
FPG/(mmol/L) 5.17+1.44 4.92%+1.09 5.05+1.56 5.02+1.40 0.335
2 h BG/(mmol/L) 7.13+3.85 65+2.61 7.00+3. 62 6.90+3.34 0.373
HOMA-IR 1.76+1.07 1.79+1. 23 1.65+1.08 1.71+£1.13 0.329
ISI-composite 158.01 (93.81,192.11) 142.01 (102.11,191.11) 151.81 (104. 31,216.51) 149.3 (102.29,204.82) 0.199
HOMA-8 27.654+15.17 29.80417.61 26.77415.89 27.91416. 45 0.099
AI30/AG30 8.53 (3.23,16.40) 7.18 (3.84,12.43) 6.25 (3.59,11.23) 6.64 (3.63,12.72) 0.229

PRI )1 X3 R ST I 25 COHD Dy 7K F- 1 AR AT A £ M logistic B IH 43 #1, 45 3 B R

IE S E T L B ATXE MR 25 (OHD Dy K75 B
(AP | B S VAT EDAN DR R AW K R i

P

25(0OH)D, 5 DM 1 IGR A9 & A= Z [al A e L5

R X (P=0.265), W3 3. DIBEACHPIR SR

T . wids Z [ B A IRk &L FPGL 2 h BG,
HOMA-IR, ISI-composite, HOMA-8 FI AI30/
AG30 [ 2R IG T 47 L(P ¥>>0.05), L5 2.,
2.3 BRBRELXRENBREZRSH

PR PR SR o A8 1, 25 (OHD D, 1B A

*2 miE

AR 38 2 5. 25 COHD Dy L 4E # . B0 . BMI, #
SR VR VO N L A IR L 5 8 B
YR HZ w17 2 A FE B logistic [T 43 ¥7 . 44

! /TﬁwJEJMT,HJL/EF 25 (OH) Dy K- 5 A%
S w0y A A Z 1) AR DG PR ATS T B it A i (P =

25(0OH)D; 7K T L P4 43 fir 18 BE B9 A B F0 TS IO 43 4L 18] BE A BE B BB AR O L B (e ks S AR AL 8 (Pas . Prs) )

Table 2 Variables between populations of upper quartile and of lower quartile of serum 25(OH) D; concentration (x =% s or median (P;5.P75)]

25(OH) D3/ (ng/mlL)

Ttem Total yiorZ P
<24.99 (n=167) >=39.87 (n=168)
Group/case( %) 0.589 0. 745
NGT 114 (48.5) 121 (51.5) 235
IGR 29 (53.7) 25 (46.3) 54
DM 24 (52.2) 22 (47.8) 46
FPG/(mmol/L) 5.0841.46 5.19+1.70 5.13+1.58 —0. 644 0.520
2 h BG/(mmol/L) 6.93+3.45 7.224+4.09 7.07+3.78 —0.703 0.483
HOMA-IR 1.8441.35 1.77+1. 14 1.81+1.24 0.510 0.610
ISI-composite 152. 03 (95.33,192. 26) 144.64 (97.73,209.98) 148.79 (96.47,201.88) —3.190 0. 750
HOMA-8 29.064+14.75 27.63+17.20 28.34416.03 0.797 0.426
AI30/AG30 7.90 (3.28,15.68) 5.85 (3.32,11.35) 6.48 (3.28,14. 35) —1.754 0.079
*3 BRPRERENEERE logistic B35 #
Table 3  Univariate logistic regression analysis of abnormal glucose metabolism
o - -
Variable Partial regression Standard Wald df p ()dds 95% confidence interval
coefficent error ratio Lower Upper
25(OH) Dy —0.008 0.007 1. 243 1 0. 265 0.992 0.978 1. 006
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AI30/AG30 By M &k 2 JE 43t 2 B L (P ¥ >
0.05), L3k 5,

PR g AR 48 BR 38 IR TE 25 23 A 4 AR

x4 BERPESERENNZ ER logistic BFS

Table 4 Multivariate logistic regression analysis of abnormal glucose metabolism

Partial regression Standerd
coefficent emor

Variable

Wald df P

95% confidence interval

Odds ratio
Lower Upper

25(OH) Dy —0.005 0.008

0.454 1 0. 500 0.995 0.980 1.010

*5 25(0H)D; 5HERBHIERZBHHEXXR
Table 5  Spearman rank correlation analysis of 25 (OH) D; and

variables of glucose metabolism

Variable r P

FPG —0.008 0. 828
2 h BG 0. 009 0. 819
HOMA-IR —0.030 0.442
ISI-composite 0.027 0. 490
HOMA-8 —0.072 0.064
AI30/AG30 —0.069 0.077

BOAR R 23 e AR B, 25(OHD Dy VAR i . BMI,
NN (o INEVY o= N NN 3 (RN ¢
W MIEZh AR A AR AT 2 e E L 45 0
N 25C(OHD D, By A [ H J7 #&, UL 3% 6. 78 3%
Fofh £ 5 L 3% 25 (OH) D, K 5 4 A B 1 45
i 2Z2 1] 9 A S P 24 TE S 1124 3 L (P>>0.05)

%6 25(0H)D, SR BHEH 2 840 % 5T 4 1 @13

Table 6  Multiple linear regression analysis of 25 (OH) D; and

variables of glucose metabolism

Variable Partial regression P

FPG 0. 000 0.997
2 h BG 0.001 0.453
HOMA-IR 0. 000 0. 950
ISI-composite 0. 001 0. 743
H()MA—B 0. 000 0.709
AI30/AG30 —0.002 0.503

3 g

ABIEFE K B0 )1 M DX 4E AR R D = fgE A R
D AR KA R B 12, 7% 1 33, 7%, 5 [ AN
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P NGT 4. IGR 451 DM 26 2 [a] 4 1L 75 25 COHD D,
KFEZFLGHFE X (P>0.05) ;454 % D =
W AR DA RAMAEA R D L i 2 mBEAR
Bt 2 5 T g ik 2 B X (P> 0.05); Il i

25 (OH) Dy 7K - 5 A 35 18 A 22 18] 14 AH 56 1 b 6 58
PHef L (P>0.05),
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FEFE A OC 56 &R, 76 8 B M B N BE bl v
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PRI 2 5%t 4485 L 19 B2 ) 481 20 A AFF 5 o R o F 5 X 4 1Y)
Yk 2 D AR DL KR AN R A 4 5 R R AT O
#,DM B E 5 Bl mH A kbR R D iyl
RBP4 K 3 S vk 7 TR 2% PR R AR 1] BB 3 B4 2R 10 I
f7F o A 4 R 22 50 A DT T T 9 R A BIF 5 1) A 5T
XA R 2E S AT RE R A5 IE R g & —BUW R .

T RS e SO 5 T 9 114 35 040 25 D T F 9 A A A 1Y
FIEEVE LS IR HEPE A BSR4 R
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;. 5o, —2 RCT il T4 44 % D fl DM
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