.« 1432 EFRRESRE 201846 H% 39 %% 128 Int ] Lab Med.June 2018, Vol. 39, No. 12

W - IRT 5
MiF 25 REER D AKFESMBEEHNRE 2 BERFPHXRTR

ERE 9% 5 8 N F N
(A 7EHRFE—WEEREER ST, H® 210029)

O E:BHH R 2 A RA(T2DM) & mif ¥ 25-F 44 % DL25(OH) DK -F 5 4 45 ) K -F 49 X
. HiE WS 300 4] £ E ARG T2DM & %69l A R4 AR B B s & g (HbAlo) K -F 4
A A ¥ R IF R (<6.5%0) B B T (6. 5% ~T7. 5% Fe du dBIEH £ (>T7.5%) . B AR R
¥ FF 2 0 BAEF B X (OGTT)IE % A E % #50 5 (NGT) #9 MKk 44 4] V8 A EF sh B, ig &40 25(0H)D
K-F 544 HbAle #= 25(OHDD e9Aa X, &R wAgdsdl £40469 25(OH)D K-F 2 FIK T g 454 B 454
Fo JE 2R, £ F R it F E L (P<C0. 05) 5 fo 45 45 F) % 7T 4 fe e 4B 45 ) B 3740 25(OHDD K3 2 F 4K T
EFABA, 2 FA %t FE L (P<<0.05); HbAle 55 25(OHDD K-F 2 fi48% (r=—0.212,P=0.000), %
i hF 25(OH)D R-FL5 T2DM X A X.iE AL LA Z D TH4H T2DM 6958167 2 —.

KB 25 AR KA ED; 2AMERK; BhiEH

DOI:10. 3969/j. issn. 1673-4130. 2018. 12. 007 mEE S EER87. 1;R44. 61

MERE1673-4130(2018)12-1432-04 SCERFRIAED : A

The relationship between the level of serum 25-hydroxyvitamin D and glucose
control in the patients with type 2 diabetes mellitus
WANG Min ,MIAO Shuxian,LU Yan fei /WEI Li*
(Laboratory Medicine Department ,the First Af filiated Hospital of Nanjing
Medical University , Nanjing,Jiangsu 210029,China)

Abstract: Objective To investigate the relationship of serum 25-hydroxyvitamin D [25(OH)D] level and
blood glucose control in patients with type 2 diabetes mellitus (T2DM). Methods The clinical data of 300 pa-
tients with T2DM in the hospital were analyzed retrospectively. According to the level of glycated hemoglobin
(HbA1lc) ,the patients were divided into the good control of blood glucose group (<6.5%) ,the medium con-
trol of blood glucose group (6.5% —7.5%) and the poor control of blood glucose group (>>7.5%). Another
44 healthy individuals with normal glucose tolerance (NGT) confirmed by oral glucose tolerance test (OGTT)
were selected as normal control group. The level of 25(OH)D in each group was compared,and the correlation
between HbAlc and 25(OH) D was analyzed. Results The level of serum 25(OH)D in the poor control of
blood glucose group was significantly lower than that in the good control of blood glucose group and the con-
trol group,and the difference was statistically significant (P<C0. 05) ;the levels of serum 25(OH)D in the the
medium and good control of blood glucose groups were significantly lower than that in the control group(P<C
0.05). HbAlc was negatively correlated with 25 (OH) D level (r=—0. 212, P=0. 000). Conclusion The
level of serum 25 (OH) D is related to the development of T2DM. Proper vitamin D supplementation can be
used as an adjuvant therapy for T2DM.
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