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%A 31,22 pg/ml) \BALP[ (26.71 £10.37 ) pe/L] B B BRI R (r = -0.525,P =0.000;r = -0.373,
P=0.004) ; 51l Ca[ (2. 14 0. 10) mmol/L] (Il P( %A 1. 41 mmol/L) W TEBH WAHSCHE (P >0.05) , R
P4 JG GDM #7434, GDM 4115 25-( OH) Dy (2 5A 25. 02 nmol/LL) 7K B AR T4 BE 20 ( P (i %4k
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Effects of serum 25-( OH) D; on the glycometabolism and bone metabolism of late pregnancy women
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[ Abstract] Objective To explore the effects of serum 25-( OH) D; on the glycometabolism and bone
metabolism of late pregnancy women . Methods Women of late pregnancy were selected , and hypertension , liver,
kidney disease and other metabolic diseases were excluded ( except the gestational diabetes mellitus ). 25-( OH) D,
FPG,FINS,PTH,BALP,Ca and P were measured. Results In the 60 late pregnancy women the serum 25-( OH) D;
median was 29. 30 nmol/L,which was negatively correlated to FBG [ (4. 51 £0. 54 ) mmol/L ] ,FINS(12. 88 mU/L) ,
IR(2.68) (r=-0.379,P =0.004;r = —0.351,P =0.008;r = —0.321,P =0.016) ;and was also negatively
correlated to PTH (31.22 pg/ml)and BALP[ (26.71 +10.37 ) wg/L] (r= =0.525,P =0.000;r = -0.373 ,P =
0. 004 ). Grouped according to the presence or absence of GDM ,the level of serum 25-( OH) D; in GDM group was
significantly lower than control group (Z = —2.317 ,P =0.021) ,while the level of FBG ,FINS,IR and BALP in GDM
group was significantly higher than those in control group (P =0.002,P =0.002,P =0.011,P =0.042). There were
no significant differences of PTH, Ca and P between the two groups (P =0.149, P = 0.567, P = 0.254 ).
Conclusions The level of 25-( OH) D; in late pregnancy women , which is in the shortage state,is negatively
correlated to IR, and 25-( OH) D; in the GDM is significantly lower than the non-GDM; meanwhile vitamin D
deficiency also leads to the changes of bone metabolism .
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TEARA " B Z B, PR Jr 22855 T Wilcoxon BEFTRGSG , T 7 {HER

ZH(P=0.002,P =0.002,P =0.011) ; BALP JrH i &5
TXTRAH , HESARIHE L (P =0.042) ; WA IR
A4 PTH Ca LUK P ZR TG HFEE X (P =0.149,
P=0.567,P=0.254) , WE1,

it

— MR IO 4 AR D B2 8N 2, CDM i
N B

Ainy 21 ST BRAE YR R eI A AE AR ]
BEMYEAR D G2, AW, 4F U 0 0 i i
25-(OH) Dy /K - 2 BN AR A, 1 GDM 1 2 i 75
25-( OH) D; 7KF-BH & AKX FHE GDM 134,

RAL A FE D AR, B S LT
FRAHSE . LAY DRI A | i L A G U0 B 0 - 45
TR S, iz i JL AR &y JL X B 5 ifn 39 Ak 2L v 4k A=
£ D WK, 22 = AR A v RE R B AR D S
Z L R R A BT Y 4 R W 2 7 25-
(OH) Dy /K5 27454 B S AH ek . R A = IR N
Yer: R D KRR B ELiE D K, il W H DG
WESHR AT IRIO Lo i 2 D KRN R 22—, [,
BEHRAER D BYNEABR B S %A R D KA
Ko AERREYIHE 4R D IR (U 3h
WIRFIE B S e R 2 D s R R h
B2 D A ELI R HUARTEEL ) A RS e i
EORIAL g 25-( OH) Dy 5 H: 25285 KU L S %
AN EME MR D RSN I A B8 2R 00
St R R v A A R D B SRR
B, @ P E AR R D AR N
600 1U/d, AStE 2 7 10 [ B kT 2B JL4EA: R D FigS
MY E TR

T AT IRIARE A A R D Bz 5 IR A

1979 4EHH B TIAE ZHZ 06 GDM %) g b PRI il — 4>
ST AL R IR ZEA AR IR, IR 48RS HAE
FHA R ES B X 188 5 A (0 R T e, B IE 7
(AR5 R = AR T IR AR A0 ) —FeIR S

FEVLAE (9 WF 58, v 2 AR N BE IR K R
25-(OH) D; 5 IR B fnAH """ s Kelly 27 #1212
W A7 AE R 25-( OH) Dy 7K S0 PRI & A8 1Y fE I
WZ, B giss” o R BRI L 4 £ D KRR
AT SEL IR 391, Soheilykhah %5 " B} 4% 5 7R 4
HE D BRZ YL RTE GDM B i g AT 4E R
WRIERM W 104 25-( OH) Dy JK-F5 FBGFINS J
IR A, 4EE D A AP AER, ol L
THPRENG R E A E B A - RBHE T AR
VERIT™ . WIS R IR, i 5 D TR SMGE f% il p 15 2%
SPARFER BB I R XTI A s O, dEE R
D 81T 3 A A/ R I A 2R R B AL
I P A 0 25 J 5 2 R 2 v 4 i P9 6 5 0 R 1 R Ak
AR E IS RIS S S AR, T S ESMNE IR,
HWF7E AU A 4 IR A L FURS I 25-( OH) Ds R
T GDM 9 % A, IE XS 4 A 2 D = R R kAT
ET

= WEIRMIN SR R D KOS EAREE R

RNGEAE R D BZ 0, 85 T B, i PTH 19501
TR A v BE VR . BALP BVE M 506 M U 4a
(RS B B, i S5 TR o v 4 3 R 0 ) o S
PR, AT B4 RS R O R TR RS R
W Y RS R IING R BALP BRI e i 4%
U A N5 78 RO B8 B UM AU v G Ui e
AR D ez 58 R F M BALP B XU E 0 i
Ca P IR, H25-(OH) D, /K3F5 PTH & BALP A2 K
-, W R A YR I8 4 i g R PTH & BALP /KSF-4 B F
BT REPIR A

PELEURMEI G LB B T & A T s 22 I T RE %
AR 4EA 2 D Gz BALP KT HE AT
REJE: T SR fh B 56 0 v BB 20 B Rl 34 Jn e
P AR I L AR D B HLAR XS I ek
BLZ B, B4 5 AR AL, AT S BN B
1, I PR R AN B N, BALP IR &2 FEE
FFEEFRA R MY D S v RSB0 ™ E



. 1448-

AEIE IR BT 438 (AR 2013 4E 2 HE5 7 % 4 ] Chin J Clinicians ( Electronic Edition) , February 15,2013 ,Vol. 7 ,No.4

W BHEE  JTX BB (e R K s Rt
PRI N T2 5 3 S AT P ANE Sh A
HYGIBGT 3 R g A 28 D A HEA

[1]

[10]

[11]

2 £ X #t

Johnson DD, Wagner CL, Hulsey TC, et al. Vitamin D deficiency and
insufficiency is common during pregnancy. Am J Perinatol ,2011,28
7-12.

Pittas AG,Lau J,Hu FB, et al. The role of vitamin D and calcium in
type 2 diabetes. A systematic review and meta-analysis. J Clin Endo-
crinol Metab,2007,92:2017-2029.

Wagner CL, Taylor SN, Dawodu A, et al. Vitamin D and its role during
pregnancy in attaining optimal health of mother and fetus. Nutrients,
2012 ,4:208-230.

American Diabetes Association. Diagnosis and classification of diabe-
tes mellitus. Diabete Care,2011,34.62-69.

Foo LH,Zhang Q,Zhu K, et al. Low vitamin D status has an adverse
influence on bone mass ,bone turnover, and muscle strength in Chinese
adolescent girls. J Nutr,2009,139:1002-1007.

Dawson-Hughes B, Heaney RP,Holick MF, et al. Estimates of optimal
vitamin D status. Osteoporos Int,2005,16:713-716.

Vieth R, Bischoff-Ferrari H, Boucher BJ, et al. The urgent need to re-
cornmend an intake of vitamin D that is effective. Am J Clin Nutr,
2007 ,85 :649-650.

T30, Wi 4, g AR, 4. HIOMA-IR B5 R W 15 2 JB 1 At
FRBONSC R, LA R 5441, 2002,22 :325-326.
WS, sk 8, TR 4 USRI e B I I £ LT 25 - iR R
D 7K KB & 2 AT OC &L op R A 7 B IR R 2k 7, 201213,
263-266.

Ainy E, Ghazi AA, Azizi F. Changes in calcium,25 ( OH) vitamin D3
and other biochemical factors during pregnancy. J Endocrinol Invest,
2006,29:303-307.

Hosseinzadeh-Shamsi-Anar M, Mozaffari-Khosravi H, Salami MA | et
al. The efficacy and safety of a high dose of vitamin d in mothers with

gestational diabetes mellitus ; a randomized controlled clinical trial. I-

[15]

[16]

[17]

[20]

[21]

[22]

[23]

[24]

[25]

ran J] Med Seci,2012,37:159-165.

FE2RFY P ORIR G, 45 BEAHT A2 LR A= 3R D JKSF K HAH
KNER BT, e LRI ,2012,50 :498-503.

F IR, XNBRI 2R 58, P 2 i 3 X 2 I3 4 A 3K D B Z XA
LN ) IR AR IE. oh B IA A 4 FRAT S ,2012,23 :20-22.
Halicioglu O, Aksit S, Koe F, et al. Vitamin D deficiency in pregnant
women and their neonates in spring time in western Turkey. Paediatr
Perinat Epidemiol ,2012,26:53-60.

JEHEZL A A, B A A B D W 2 AR T Y A T R R
AR IR F2 22,2011 ,19:424 428,

Park HY,Lim YH,Kim JH,et al. Association of serum 25-hydroxyvi-
tamin d levels with markers for metabolic syndrome in the elderly : a
repeated measure analysis. ] Korean Med Sci,2012,27 .653-660.
Kelly A, Brooks LJ, Dougherty S, et al. A cross-sectional study of vita-
min D and insulin resistance in children. Arch Dis Child,2011,96.
447452,

Soheilykhah S, Mojibian M, Rashidi M, et al. Maternal vitamin D sta-
tus in gestational diabetes mellitus. Nutr Clin Pract, 2010, 25.
524-527.

Lappas M, Mittion A ,Permezel M. In response to oxidative stress, the
expression of inflammatory cytokines and antioxidant enzymes are im-
paired in placenta, but not adipose tissue, of women with gestational
diabetes. J Endocrinol ,2010,204 .75-84.

WA AL . e D XTI B AT A D e A B B R U
FOSZ IR [ bR N RF24 3R,2008 , 35 :333-336.

Lau SL, Gunton JE, Athayde NP, et al. Serum 25-hydroxyvitamin D
and glycated haemoglobin levels in women with gestational diabetes
mellitus. Med J Aust,2011,194 :334-337.

Wang J,Li H,He Q. Effects of calcium and vitamin D supplementation
on bone specific alkaline during pregnancy lactation and infant. Wei
Sheng Yan Jiu,2009,38:193-195.

TRk R U BB B TR I (0 0 S B R I G AR R Y IR
%,2007,7:302.

Kalkwarf HJ, Specker BL. Bone mineral changes during pregnancy and
lactation. Endocrine ,2002 ,17 :49-53.

Dror DK, King JC,Fung EB et al. Fung. Evidence of Associations Be-



AEIE R EENT 235 (ML FRR)2013 4E 2 A58 7 54554 ] Chin J Clinicians ( Electronic Edition) , February 15,2013 ,Vol.7,No.4 . 1449-

tween Feto-Maternal Vitamin D Status, Cord Parathyroid Hormone and pregnancy. Indian J Endocrinol Metab,2012,16:358-363.
Bone-Specific Alkaline Phosphatase , and Newborn Whole Body Bone (W H 1 .2012-12-18)
Mineral Content. Nutrients,2012 ,4 .68-77. ( AL H‘EZI)

[26] Mahadevan S,Kumaravel V,Bharath R. Calcium and bone disorders in

I GE A R G IR M E 25 A A X Dy BB FRRAFTRMBAMXAALI/CD]. F ARG RET R E . T HR,2013,7(4) :1445-
1449.



