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[ ZE)E. W IRPIBE R (gestational diabetes mellitus, GDM)ZZH7J5 42 d 75 ¢ FZ5 BT 525 (oral glucose tolerance
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H (A, SHrZIAHIEGORE I 25 I8 B 2 JETE 2 (adiponectin, ADP) J8 % (leptin, LEP) , MEf 481104, G550  Z2 A ¢
FEAR LRI, 1 2, MR (diabetes mellitus, DM) ZZ % 2 W1 AR T 11 20, #6112 GDM 22 JRl W kIl 7 11 41 (P<0.05) , MAPAFR S | 42
WA B IS 2 M IR K IO 25 5 (P>0.05 ) 5 I ARAS TN HE B Mo Ase & B, T 4017 23 J iR S (1K 11 411.(P<0.05) , LEP
ACEIL R T T 41(P<0.05) 52 ZLIRIAFEEE A5 L (body mass index, BMI) (%8 B &% 38 ADP B 8 FRARHTHE B BRI
# (homeostasis model assessment—insulin resistance, HOMA-IR) JCH . 2557 (P>0.05) , AHFEMEA 45 SRR . LEP 525 5 AT
FER B SR e (R=-0.51,P=0.02) , 55 HOMA-IR f£4E 2 1EAH e (R=0.7,P=0.003) . BMI 4%  ADP 45525 I 1% . HOMA-
TR %A B OENE G538 - (1) 775 MU 52 15 404 2 I I A A 080K OB AR 52 21, i LIEP 7K BH 8 5 T I A S 20
(2)LEP /K -5 25 J@ /K 7B R 60 AHG , 5 HOMA-IR 778 BB IEAH DG, LEP 76 GDM 7™ Ji5 4 i MMV 52 i & 42 (1 4 I 7T B
X HOMA-IR MRS, 3218 GDM 8 PR 55 T LEP /K B al BEnl RIFE N GDM 725 F Fi MUK 52 O A 5,
(3)4H[H] OGTT &2 . 1.2 3 h IMBHETCHI 22 5, ADP 525 [ % HOMA-IR JCib 3 AHICHE . (4)F DM KRS, 2 BH12 1 [H)
RIS GDM P2 i LB AL fE R R & |
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Related factors of postpartum glucose metabolism in gestational diabetes
WEI Mengnan ,LIU Jian,WU Yanlt ,RAO Mingli, WANG Yiqing
(Department of Obstetrics ,the Second Affiliated Hospital ,Chongqing Medical University)

[ Abstract ]Objective ; To analyze the results of the 75 g oral glucose tolerance test(OGTT) in gestational diabetes mellitus (GDM) at
6 weeks after delivering and to investigate the relationships between the results of OGTT and adiponectin, pregnancy related index.
Methods : Clinical data of 36 women with GDM in our hospital from 2011 April to 2011 November were collected and retrospectively
analyzed. According to the results of 75 g OGTT at 6 weeks after delivering, the patients were reclassified into two groups : normal
group ( I group) and abnormal group( Il group). Levels of leptin,adiponectin and fasting insulin were detected and pregnancy relat—
ed index and 6 weeks postpartum glucose metabolism were analyzed. Results . According to the results of pregnancy related index,inci—
dence of family diabetes history was lower in I group than in II group(P<0.05) and the mean GDM diagnosing time was significant—
ly later in I group than in II group(P<0.05). There was no significant difference in pregnant age,pregnant BMI, fasting blood glu—
cose level when making definite diagnosis between two groups (P >0.05). Based on the clinical indicators,level of postpartum fasting
blood glucose was much lower in I group than in Il group(P<0.05) and the mean leptin concentration was significantly higher in [
group than in I group(P<0.05). There was no significant difference in age, BMI, fasting insulin level, adiponectin and homeostasis
model assessment—insulin resistance (HOMA-IR) between two groups (P>0.05). Multiple Logistic regression model showed that the
leptin concentration was negatively correlated with fasting blood glucose (R=-0.51,P=0.02) and was positively correlated with
HOMA-IR (R=0.7,P=0.003). There was no significant correlation between BMI, age , adiponectin and fasting blood glucose, HOMA -
IR. Conclusions ; (1)Fasting blood glucose is much lower in [ group than in Il group while leptin concentration is significantly high—
erin I group than in II group.(2)Leptin concentration is negatively correlated with fasting blood glucose but is positively correlated
with HOMA-IR. Leptin could act on GDM through the varying of HOMA-IR and increased postpartum leptin level can be a new target
in recovery of GDM in the future. (3)There was no significant correlation between adiponectin and BMI, fasting blood glucose. (4)
Dignosing time of GDM and family history of diabetes mellitus are the risk factors that trigger postpartum abnormal blood glucose of
GDM patients.
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U R 39 Bl JR 95 (gestational diabetes mellitus ,
GDM ) J& A8 TEUT W I 15 R e A 18 e AN [ A B 1)
i e i, e SR IR S o DL ™ A T R g LA RR 19 0
hEZ— R RENT I F R AHgE K B, BF9E A 5 R
GDM ¥ i 5 22 5T (insulin resistance, IR) & A1 3
B PS E p = i PR R (R T 67 /N

R (leptin, LEP) /255 1 /M0 E AR ITT A 1,
SRR E R —FPUIE IR | HoAE AR B 7 25
TR FERALEIE T B YA . SCHR[4-51HRkE
GDM Ji N2 LEP K-S 1E# 22 LT h e .
LEP 7K~V ] R i 52 i B 5 2R 32 IR 52 AR5 A5
Tt e AU R 0y 2 X 2 P LA P s o A1 J
RS , (1 5 3R BB R HE R R AR BRAE T
PRI T Je 5 2= AU S IR I 5 S =2, e JBRE B 3R LA
SCRERIFAMLAAR 5> W LEP 340, B ARG HE % i
PEER, E— 2L IR,

RIK 2 (adiponectin, ADP) J& JIg I 2 2173 W 1)
A 224 DNREEERNZ R, HEL R S5 i 72 N2
BTG afk 3q27, WE9E R N2 BRI TFG | Bl AT IR
PEJRE  IEH 2230 H GDM Z2H ML ADP K-V 2 52

MR, GDM 2210 R B I P A e
ZE 57 TR &L ADP K0 R 55 10 5 R AUkt
K JHERR B AHMITIBE FREA G,

AW5E B EEE X GDM B35 7 5 R 10 R - B
MO — 2T

1 XWHEAFZE

L1 Brat i

PEHL 2011 4F 4-11 7, 7ERK Be B2 24~28 12 1Y
GDM M AF TG 6 JHE 4 75 g i MH 5255 (oral glu-
cose tolerance test, OGTT) NG9 36 ], #4E ™5 OGTT
ZEIL O MR A IR 0 (T 2H),24 ], S 4FE 1% (309 +
2.5)% B RN IEH BN SR AL (T 41), 12 41, SFE4F
##(30.8+3.2)%
12 A4k

20~40 %, TR L AT 2593697 .
1.3 GDM #4417

SRR M AF=R2E5 7 BOARRE . D2 WE 2 Ik
LI |28 IR = 5.8 mmol/L; @UT IR 24~28 HHEAT 50 g 4
WEG A7 =7.8 mmol/L, BT OGTT, Ferh A 2 Tk 2 WLk |3k
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F AL IEH(E (25 5.6 mmol/L, 1 h 10.3 mmol/L,2 h 8.6
mmol/L,3 h 6.7 mmol/L) ;350 g HZATHHIHE =11.2 mmol/L,
2516 =5.8 mmol/L,

L4 HepAT g

HEBR AR 1S O, Z2 MG 0tk  WE gAY s L , HOIR AR 2
RESE R (I IT A H ) o {ER 20 JAATHA 2 B IR (diabetes
mellitus, DM) , B IE ISR , A A 23 W08 St 190
1.5 )5 6 B4 WHO s+ DM #55 Bf AR £

ZE IR =7.0 mmol/L A1 () H AR A A5 2 h i f =
11.1 mmol/L 547 DM itk AESS I8 (BEE) 1K 11.1 mmol/L,
LW DM ;23 16 LB IE 3,2 h IOBETE 7.8~11.1 mmol/L 2 [8]
Sy A S AR (impaired glucose tolerance , IGT) ; %5 I IfiL A IE
.2 h <78 mmol/L HIEH .

1.6 AHPICE ZARA M

T 2011 4F 10-12 A IR 5 6~8 Ji Y 36 44 MUk
W DM PHIALERR BT 12 A, 25 IEAT 75 g OGTT X5 K i
kA, O B IS R 25 I8 MAEAS LR AE T-80 CYKk48, T
K] LEP ADP RIS 3R 5 52 A 1 KA ™ 10 S | 1A
i, R E AR BT HE 2 (body mass index , BMI) ={A 5T i (kg)/
B85 (m)%5 10537 1A 4 AR CF8 b, GG B 12 A 4R 1 242
Ji 23 MR, ZE AR B (2B 7 IR TR ), DM G0 S Ol
GAVEZRERTE =14 DM A BN M)

Ji#5 1% 22 HEPTHE 2L (homeostasis model assessment—insulin
resistance, HOMA-IR ) =25 I8 MHH x 25 I8 [ i 25/22.5 5 I <& 1fil.
R PR 2 B AU D2 LEP ADP S5 R F ELISA
2%

1.7 %It o

W H 124 (14H)533%, Hd IGT 6 ], DM 6 1], 4% 5
16.5%.
22 oA 1A e FH

I D447 ¢ KEBGUESE, 1 4124550 B e T 10 41,
DM 5 BH A3 B A 1T 41 (P<0.05) (£ 1)

25 W T 200 AT 11 40 (P<0.05) ; LEP 7KF- T 200
T T4(P<0.05) (3R 2) , A Geitai i S, PR M IR 471
AR AR B2 IR E BMT 25 IE S 2 HOMA
-IR % ADP JCH 22 % (P>0.05)

23 MEXHH

LEP 57 5 (it (8] 477 . 25 7 AH 5C (R=-0.51,P=0.02)
(K 1),LEP 5 HOMA-TR Z [M] 77 &8 35 IEAH G (R=0.73,
P=0.001) (K 2),
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Fig.1 Related curve of LEP and fasting blood glucose

-10.00 0.00

8.00 o JhAEA

11 SPSS 16.0 e PHIETTHIRI ST 40T, H ek Bl
SR EPBARUEDS (v £ ) F0R SR BH N BEAL BT 2 o SO0
SEREASZH PR R v BORH R RS0, O 28551 R g 400 -
FH ¢ K258 FHOCIIHTR T ELZRAH OG0T . K56 7K HE 2=0.05 (RL g
M), LA P<0.05 A2 A7 GE 171 L, 2.00 1
0.00
2 # B -10.00 0.00 10.00  20.00 30.00 40.00
LEP ( ng/ml )
21 MiFER E 2 LEP 5 HOMA-IR % %k
P S TR 1L % % 24 4 (1 41) 5 67% AEAEREL Fig.2 Related curve of LEP and HOMA-IR
F1 2AFKEZHPEXEARER (x25)
Tab.1 Comparison of pregnancy related factors between two groups (x s )
205 AR (%) Wiz () RN (mmol/L)  ZEIAMRFIHE (kg) FEH (n)
141 309 +2.5 28.30+4.79 691 +1.56 76.1 £10.2 4
G 30.8+3.2 24.69 + 5.84* 7.37 £ 1.60 771122 9t
a5 1 LA, P<0.05
F2 2AFHEMAROEREIREE (x£5)
Tab.2 Comparison of clinical indicators between two groups( x +s )
2H 5 JREE (mu/l) HOMA-IR LEP ( ng/ml ) 23 B 1% ( mmol/L ) ADP ( pg/ml )
I 41 16.75 + 10.67 3.58 £2.09 1522 +11.45 5.01 £0.56 6.28 +£5.86
1N 11.34 £9.74 2.74 +2.33 5.18 +5.42* 5.78 £ 0.60" 10.40 £ 6.19

a5 T4 HE, P<0.05
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ARG, 2 IS BEVI Y GDM B 3L 36 ],
FEIE 42 d BERCE SRR & AR RN 33.3% ,1GT FlI
DM 4% 5 —2 ARBFSIRIE ) GDM 7= 5 B o
KAMEER Y] Greenberg SFSA 57 45 F R EAHIA] , [H
DM 1) & AR AR T FL AT, 7T Re 5 A g A oY
HOX BB B R T AR 5 IR T LB
TCIE s 22 T XA 06 G 1 3 26, . nl e
T IE B AR s 22 5 R0 T s, DA
TR T2DM 2 Wik R R — i SCBk , 54h,
AR AL FRUGIE N, GDM (85 77 I b7 1A
FRRIRGL 528, N B AR B A0 GDM
7 JE BT OGTT il 45 Sk 7= BT 12 188 A £ 3
HzZ—, R A FI T UL &k > T2DM &

PIFESCT GDM ZR 7= AR G (R A S 5
INH RS, ZHE KL, B, R RZ =5 DM K
TR Z R s AL 25 RS ], GDM
HELA [R] 5 IS W A W R K A i 2T
KT, OGTT 4 h MUBEEEF 5 S R - 5
IER A1 e 6 PR 280, AR AR 52 45 1 32 FF DM R
51 GDM B As [R]HF 5 = I PR A2 ) e e A
RIWL5ie, FISFAA DM FKigd ,GDM HiBiaf
[ 5L % GDM B35 7= J 0L in 5k A A 8, DAY/ 7=
J&i DM B R AR

GDM 3577 )5 6 JE MR 5 1E F 4 FIfopE =
B ADP AKEARELEI R 2251 . ADP 5 BMI {4 |
23 W6 WS B2 HOMA-IR 7K -3 00 AH G
R ZE S 54 LSNP 5 R AR {05 Saucedo 550
AIRIFSE 25 AR R, #BAR K I GDM 775 ADP /K- 5
HOMA-IR, 75 i B SEFE bn i) HAT o 3540 et B
PLEFXT GDM 775 ML o ADP 7KSF- 5 i G, Jo
5% R AU AR S 5 iR gk — D IS, DAtk — 25
W% ADP 7E GDM h A48 09 4E H T T2DM, B4l it
JHE ADP & FEAE FH B] B4 X331

LEP—EEIE R A7) 256 1 9ot i i
105 A A3 0 R, e e A S — R R R
HAERE B RS F Tl B pL R B 4
Ao REEZER B/ GDM BE G 6 A L%
LEP By E 5 HOMA-IR B S 1IEAH G, 43 vl fig &
YIRS AE LA v 1) 1B 5 2K - 30T LEP K

SRR AR 2 0C TR RS AR R AHE A 53 1E 55
T LEP 585 3 Z MAFTE IE A G R 4GE o IIRSE A
FE U, ¥ R 4 5 2K T RE SR 1 7 A 43 ik
LEP B30I, 5 ik 5k LEP ZKEAYTHE n RE L 330 T
[ 5 RHCPT I R A5 R Bon GDM B e
6 JEREAA IS T LEP A9k B2 5 245 1w 2 B 67 A
K Z I LEP XF GDM 725 6 J8123 i B &8
F s T 2R I 22 IR FEBOR Y, $25GDM
BETEIE LT LEP ZKF Kk AT REAE R T 1 GDM
FE I MR ) A A
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