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Correlation analysis of serum 25-hydroxyvitamin D; and glucose metabolism
index in patients with type 2 diabetes mellitus”
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Abstract: Objective To investigate the correlation between serum 25-hydroxyvitamin D, [ 25-(OH) D, |
and glucose metabolism index in patients with type 2 diabetes mellitus. Methods 264 cases of type 2 diabetes
mellitus patients (T2DM group) were enrolled which treated by endocrinology at Jiangsu Provincial People’s
Hospital from September to November 2017, and 200 cases of Healthy physical examination (NDM group)
were enrolled at the same time. The levels of 25-COH) Dy, fasting plasma glucose (FPG), hemoglobin Alc
(HbAlc), total cholesterol (TC), triglyceride (TG), body mass index (BMI) were detected. Patients with
T2DM underwent glucose tolerance test,the levels of 0 min plasma glucose (PG),30 min PG,60 min PG,120
min PG, 180 min PG were measured. 264 patients were divided into five groups according to the duration of the
disease,group A:<(1 year;group B:1—5 years;group C:5—10 years; group D:10—20 years; group E: =20
years. The correlation between serum 25-(OH)D; and HbAlc, blood glucose level at different time points was
analyzed. ResultsThe levels of BMI,FPG,HbAlc, TC, TG in T2DM group were significantly higher than those
in NDM group,the difference was statistically significant(P<C0. 05). The level of 25-COH)D, in T2DM group
was significantly lower than that in NDM group,the difference was statistically significant (P<C0. 05). FPG,
30 min PG,60 min PG, 120 min PG and 180 min PG levels showed an increasing trend, 25-COH) D, levels

showed a downward trend with the prolongation of duration, the difference was statistically significant (P<C
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0. 05). The deficiency of 25-C(OH)D; was increased. with the progress of the disease. The level of 25-COH)D;

was negatively correlated with FPG,120 min PG,180 min PG, duration of the disease.

Conclusion The level

of 25-C(OH)D, in patients with type 2 diabetes was negatively correlated with glucose metabolism index,It is

benefit for control the blood sugar by supplement the Vitamin D timely. And then prevent and control the oc-

currence and development of long-term chronic complications effectively.
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ik 1.542,2 00 T2DM Jg £ Jrk o k Bige E &
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(OHD Dy 7K FUBHAC 48 B 10 FH 56 M 217 585 0 bl
PRI 9 B 36 42 BERE 2= AR I 25 RARGE W T
1 #EREHE
1.1 — ookl BEEVLIRA NREERE 2017 4F 9—11
A W4 iFHZ W T2DM 3 264 i (T2DM 4]) , H
151 ], R 4R IS (59. 26 9. 41) %, 4 113 4], F
B (57.03£11.72) % , & B FH WA A A DA
HLU(WHO) T2DM 2 Wi br o . 264 i £ 30 f2 K
AR S A A <<LA;BY . 1~54;C4.5~10
DY 10~20 455 E 41 . =20 4, 5% B[R R A &
200 flE Jy 5T B4 (NDM 20, Horb 53 115 4] S 4 4E
1 (60. 51 8. 26) %, & 85 fi, I 4F #% (56. 85+
12.48) % 4L P B A7 08 8 b 2 18] L4 25 5 R 4 it
L (P>0.05), DLy il B HERR 1 OB PR % &
H I O AR A G R TR A0, AR 4%
Tt VD il 550 & B kS 245 5
1.2 fUE5IKH SRAZ K Cobas e170 HL{L24 K
B P& o A A S L X R AS I 25-COHD Dy 5 2R FH B AR 2
Hr AU2700 4 8 g A= A4 i A S Bt & R A6 FPG
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25-hydroxyvitamin D, ;

plasma glucose; hemoglobin Alc

PEAT AN, T A R AR 35 A [R) — b Ytk AT R I, B R A
T H s a5 R .

1.3 ik FrA RS LA MIET 3 d IE 35 o A
WERK SN K & MBRKEREEEE 12 h J5 # ik
JEAECIM 3 mL FF 44, LA 3 000 r/min 7KF 2.0 5
min 2 85 I3 K 25-COH) D, L 25 18 1 (FPG) | i
JH [ B CTC) L = Bk H i (TGO 7K [a] B i 4 5 45
B(BMD ; 7 BUFg ki 2 mL F 4 Z & 10 £ R — 8
(EDTA-K2) Ht Bk &, £ W8 Ak 1 21 & (1 (HbAlco),
X R PR s R R AT OB T A S 58, 43 R B 0.30.,60,
120,180 min X I ML ¥ » #F A7 45 B (1) 0 ot 4 Az 0

1.4 VD=2 kibrE M4 H A E s 25-(OH)
D, ﬁk«zﬁj\%ﬁ?\{ﬁmj , MM 25-COH) Dy #HtZ . <50
nmol/L,25-COH)D; A& :50~74 nmol/L,25-(OH)
D, 32 :75~375 nmol/L,

1.5 Seits#ib¥ R SPSS20. 0 Geit 8. it & %%
B T s Fon PR R LR IS HEAR ¢ K, 2
Y] F R 5 2550 M s Z 4RI EEECR L o K ge .
AH RS R Pearson Ml 56, P<C0. 05 R ERH
Gl #FE X,

2 % R

2.1 Y2 — RO ) 25-COHD Dy i il 45
b W4 22 i3 A % . BMIL.FPG, TC.TG.HbAlc
K 25-COHDD, K25 5032 1, T2DM 41 BMI.FPG
HbAle,TC.TG ¥ ¥ = T NDM 41, 22 7 H A 4 it
228 Y (P<<0.05), T2DM 41 25-(OH)D, 7K i %
i F NDM 4. 27 BA G 2#E L (P<<0.05), W
ZH MR R AR S 22 8] 22 S TG i L (P>>0.05)
2.2 T2DM /3K [l 9 #2 41 PG, HbAle J 25-
(OHDD; K-8 Bl & % B2 1 SE K, FPGL 30 min
PG.60 min PG.120 min PG } 180 min PG /KF 2 I
T 225 H G F 8 L (P<C0. 05);25-(OH) D,
KPR TREBE, 2258511 %E L (P<C0.05), I
* 2,

*®1 FMAZHE-—RBEBR 25-(OH)D; LB (T=Ls)

13 . A% BMI FPG TC TG HbAlc 25-COH) Dy
(%) (Kg/m?) (mmol/L) (mmol/L) (mmol/L) (%) (nmol/L)

NDM 41 264 63.28415.21 25.0944.98 4.32+1.52 4,2341.45 1.2440.37 4.50+£1.02 60.30423. 36

T2DM 21 200 66.57+13.86 27.2+5.13 6.99+2.23 5.15+1. 67 1.9840. 54 7.54+1.88 46.10420. 03

t 0.756 3.842 4.531 3.324 3. 346 5.673 8.934

P =>0.05 <20. 05 <C0. 05 <20. 05 <C0. 05 <C0. 05 <C0. 05
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x2 T2DM 2EARRFEFKBEA PG.HbALc & 25-(OH)D, K FELL B (T+s)

g1 ; FPG 30 min PG 60 min PG 120 min PG 180 min PG HbAlc 25-(OH) D;
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) Y% (nmol/L)

A4l 50 5.83+1.19 10.33+2.15 13.39+2.71 12.73+4,09 10.12+5. 42 8.48+3.09 52.53+13.9
B4 48 6.05+1.28 11.16+1.99 13.81+2.96 14.37+4. 37 10.64+4.51 7.26+1.72 44,57+15.12
CH 50 6.77+2.09 11.66+3.63 15.05+4.74 15.74+4,95 14.40+5. 68 7.83+1.92 42.90+15.75
D4 76 7.60+2, 44 12.67+3.09 16.40+3.91 18.63+7.49 16.45+5. 20 8.36+1.75 40.45415. 36
E 4 40 7.98+1.85 13.0042. 36 17.46+3. 67 19.98+3. 39 20.2443.26 8.40+1.93 37.37416.90
F 6. 088 3.965 5.216 7.613 16. 693 1. 503 6.357

P 0. 000 0. 005 0. 001 0. 000 0. 000 0. 205 0. 000

2.3 T2DM B #H ARHEFRELL 25-COH) Dy K4 1R

264 {5l T2DM & & o 25-(OH) Dy Bt = R N
66.29% R AJE AN 28, 03% , A 4 B E 25-(OH)
D, = %0 50.00%,B 4l # 25-(OH) D, = %
H62.50% ,C 4% 25-(OH)D, Ht = £ H 68.00% ,D
HHEFH 25-(OH)D, =R K 73. 68% . E 4H B ¥ 25-
(OH)D, =Ny 75. 00 % . Fifi & % # U & 25-COHD)
D, itz 2R EFE. ZFALRITHE L (F=9.529,
P<0.05), W 3,

3 T2DM B EARRFKEA 25-(OH)D, 7k F

L% (n/n)]

25-(OH) D; 25-(OID D; 25-(OID D;

215 n
iz FHREAS A TSR

A4 50 50.00025/50)  42.00(21/50) 8. 00(4/50)
B4 18 62.50(30/48)  29.17(14/48) 8.33(1/48)
ca 50 68.00(34/50)  24.00(12/50) 8.00(4/50)
D4l 76 73.68(56/76)  23.68(18/76) 2.63(2/76)
E#4 40 75.00030/40)  22.50(9/40) 2.50(1/40)
43 264 66.29(175/264)  28.03(74/264)  5.68(15/264)

2.4 25-(OH) D, 5 1 ¥% #H 5 $5 b 19 AH 5 14 43 #r
25-(OH)D, 5 FPG,120 min PG,180 min PG & £ 4
X, ERE G F E L (P<<0.05),25-(OH) D, K
ERBRERENHL, ZRARIT¥E L (P<
0.05), L3 4,

F£4  25-(OH)D, 5 m#EHEEIEMREIE X B

25-(OH) D;
i H
r P

BMI —0.56 >0.05
TC —0.32 =0.05
TG —0.24 >0.05
FPG —0.65 <0.05
30 min PG —0.37 =0.05
60 min PG —0. 41 =0. 05
120 min PG —0.43 <0.05
180 min PG —0.51 <0.05
HbAlc —0.46 >0.05
R A PR —0.62 <<0.05
3 03t %

VDAE M AR T ITER . 5 A KA@M H
WAETE A A Ay RO &R L HAE I RN B o R A
AL &G 25-(OHD D, , 25-(OH) D, 2 1EAf 14

W VD K- () EZEHE bR, I 38 i 8 A R 9 R
AR R D RE . 2 T oY F AT fd B AR
25-(OH) Dy /K 3 ¥ 38 (50%) 4b F Bt = (K F 75
nmol/L)RZ . E [ 2010 W58 KM AHRE VD A 2
ik 6551 A T 45 B R T2DM 41 25-
(OH)D; 7K ¥ (46. 10 £ 20. 03) nmol/L., & Z K T
NDM £H (60. 30 + 23. 36) nmol/L, H Ffi & % F& 1 1
J&,25-(OH)D; KV BTG S, 27 A 51t
B (P<<0.05) ¥ —#0E5E T VD 70 IR 9% 1) & 4=
R R AE T EEAE . WA AR B R A
T2DM ¥ 25-(OH)D, Bt Z RNy 66. 29 %, HIX A
Z ol 28.03% . T2DM e # 25-(OHDD, 4R K5k
94, 32% 3% T2DM # & 25-(OH)HD, B = +4r %
DL BT 100%,

Y B S £ BT, 25-COHD D, A LATE & B
YRR A B 1 4E F5R 40 i 9 A0 85 B T Uk B T R
5 Z 0 53 Wb — N E5 IO AT B L e Ak R S B 4 |
fE7E VD Z &, VD s 25 5 H A5 VD 2R 4545 M
T AE F 1B & 220 A B RN 43 b, 1E T S ) OB VA B
VD il Z 23k 55 8 7 fap T 5156 10 18 5 28 0 b, A
WS VD, AR R IR H R R . AR
T2DM f8 35 bifi 5 F2 11 4 < 45 B (1] & I 0 32 3 7 =
25-(OHDD; 7K V-3 i BEAR , B = BT R . FRIRIESE T
VD FEKE PRI 0 1 2o A vk i B v B 1) 4k R
B, HAERE R R & i A h BA R, § EUR I 1Y
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H FE N4 F VD 5 i b5 K S 1Y R 5 2 A i
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4 % it
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