R SRR ( E AR
ACTA UNIVERSITATIS MEDICINALIS NANJING(Natural Science)

FEIUE TR EAE R i B IE & HE T = 13 L R M AR R B 1L

oM IR E B ETE AR, AN Tes

(" IR A R BRI AR 2 IR VIR R 22600150 R TSR ONREEBEN MR, TTIR FE 226002)

EISHEFE 1L

<1620 - 2015 4F 11 H

(& E] HH.: 00 CiEE R (gestational diabetes mellitus, GDM ) B4 1E H MR &40 2 A% MUBEE sh 28, Aok ik
P MR EEBEHNSH) GDM 0L e )5 1 AENIET 75 g 1N IR AR a0, B4 61 (IiE FpE R B 2 (4 IRIIARE<5.6 mmol/L, B
T4] 2 h<7.8 mmol/L) AR FEH (PGDM 41 ) . [ 1% 61 fl - VT BLAY G GDM i S A TE W iR Het 401 2 D 0ot BEZH (NCA ) . P
A X GIPEATIESE 72 h S5 MU I, OF T R S S, A MUORAR S X OB - 4 URE 26 X 25 S 2 OB 8 sl
W2 A I I TR 5 3R . PGDM LM SRR MR EZEL (1.1 £ 0.3)mmol/L vs. (0.9 % 0.2)mmol/L,P < 0.05 ] *FHIIAH (6.4
+ 0.9)mmol/L vs. (5.8 + 1.0)mmol/L, P < 0.05] ~F-HIMARLAEXT 2 [ (1.3 + 04)mmol/L vs. (1.1 £ 0.4)mmol/L,P < 0.05] P L3 5
TEEE[ (25 + 04)mmol/L vs. (1.9 = 0.5)mmol/L,P < 0.05] & J5 MAEE s A (22.5 + 32)mmol/(L-h) vs. (19.8 + 3.5)mmol/(L-h),P <

0.05 W] i T NC 41, Z5ik: SEik GDM i S 4 I H M fe o2 iR e S R s I8 GDM J S A LE IR B 42

[KSEIR]  MBRME S ; 5Bt ; AR R
[FFES%ES] R714.256
doi: 10.7655/NYDXBNS20151126

UF U 1 B¥ JR 9% (gestational diabetes mellitus,
GDM) $& SR AR ARV K A AN [ A B A i S
TEH R YR BR 5 SR AU B2 AT F I 50%0~60%,
B 5 FMHAL IBE ST T BELY 50% , IR B % 22 43I AR
EEPEREIN 2.0~2.5 £, AERFIE 6 MUK 5 24 B4
B 5 AN BE 73 Wb JE 68 1 JE B ZORATAR: I i S i
IR & ZR AP, R &2 GDME2

GDM JEHAE 7 5 A7 305 1Y 2 U bR KU Al
M EE, GDM BETE™ 5 5 4N 2 BUHE
R 1) 2R R RIS e oy IR, X e OC R R
GDM Al 2 FUAE B AT AR o AR AL AR . B &
B 20 0 53 s 32 451 FIHE 2H ZU0F Bk & 3R SRR T e
GDM 35 75" I RV 2 8L 8 1 W i ek (23 J 1
Wi<5.6 mmol/L, Bififaf 2 h<7.8 mmol/L), 4 H#i
[ RARPUABE S B AN/ W32 1T, BB bR AR
ST RE AR

BHAS IR I 22 88 (continuous glucose monitor-
ing system, CGMS, J¢ /18 A, 32 [H) AZEL Holter
PR AR A R 455, A B Ao i 0 28 fh iy
B WREE AR ] DL K S PR AT R T Bl A I

[(E€WmHE] m#Efhsfb R SRt e
(HS2013006)
“i# {5 fE # (Corresponding author) ,E-mail;wangxueqin@

medmail.com.cn
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W W 22 45 ] LIRS E] GDM £ 775 i 3728
1k, BETIETHEIE GDM 9 1E Wi 10 <o i e 2m
M3 SR TR D

AT H COGMS RGEMELA GDM i 52 1Y 1E
BB T et T 0 IR B AR Ak, 5 B R I R T
TP

1 XW&MAE

1.1 &%

2010 4 3 H—2014 4 10 J g8 K 2# 55 — Mt
J& EEBE N IEHIIZ 1 GDM K #5775 6~12 4>
AWE A, 17 75 g 1 A2 WE e &2 3, 4% IE
O AL 61 4] FHEHEARITEA (PGDM 20) , [F]7E
FeBEAAG e 61 BIAEIRILECH IS GDM S Y IE
W i A IR (NC A1), IEF N ARy
23 M8 1M BE<5.6 mmol/L, M ff 2 h<7.8 mmol/L",
GDM IZWihifE", 25 JE I 5.3 mmol/L, M faf 1 h
10.0 mmol/L, #E 14 2 h 8.6 mmol/L, A 2 i it
DL EARIER GDM , A5 48 e i R 275 — i BE e
BPRZE B SRR AR B R | A A 145
FERERES,
1.2 7k

PIZH NARZE0 A 35 AR EH5 48 (body mass
index, BMI) Y4 & (systolic blood pressure,SBP) &}
7K (diastolic blood pressure, DBP), il {k i 2145
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F (HbAlc) sl JH [E [ (total cholesterol, TC) , HiH =
fif (triglyeride, TG ) | /=1 %5 FE I 2 I IH B (high desi-
ty lipoprotein-cholesterol ,HDL-C) . %% 5 & FH H
[ (low density lipoprotein-cholesterol, LDL-C ) 554
fefgbr, MAHEAT 75 ¢ D IRAS AR X5, O
£ 0,30,60,120 180 min Fl1 1fi [7] 25 46 ) 1fiL 4% (glu-
cose , Glu) 7K F-FiE S & (insulin, Ins ) M BE

PLRFH COGMS #4772 h B M . D A 47
114K (mean blood glucose, MBG) , A Wi 14 ]
B AR EE4ME s QIMAE K bR ifE 2 (standard
deviation of blood glucose,SDBG), A Wailliyi[a] pIr sy
I E (L ARR RS 5 B H NP2 AR 3 R (mean
amplitude of glycemic excursions, MAGE) , 1 1% {1 5l
IREERT 11> SDBG HYMUBEE SN, ARIEHE 1AL
W 75 10 GEVT B SRR , o4 BT A U sl i
FERYSEEEN ;@ H 8] MUE- X 45 %60 22 (mean of daily
differences, MODD) , BG#4E 2 4> 24 h WTa)i & (5, H
AH VTN A (B[R] P F- 4046 %60 225 MODD!™ ;&4 = Il
WP BT A (incremental areas above preprandial glu-
cose values, AUCpp)",
1.3 %itdsa

K HI SPSS13.0 BTG A A B, T
BER B + PR (X £ 9)FRoRn, WRMIAEIES
o T s e R e Q0 VA [ S B N | T ot s i
28 B 8 A 2 o A B IS P EAT S o)
Bro MIZHARAR FEBCR ] ¢ K550, P < 0.05 Rn R
At X

22 MAKESEIRIFILR

PIATE 75 ¢ H IR A 2 0 e o il g o B
PGDM 41 30.60.120 min MK FEE T NC4 (P<
0.05), FZH7E 0,180 min IMAH /K SETCHH B 25 5% (P >
0.05) ; PGDM 4 60 min [ 55 Z /K- F NC 41(P <
0.05) , £H7E 0.30.120 180 min JiE & ZE /K FICH &
ZER(P>0.05,%2),
2.3 FAALPERFHIRIFILER

PGDM 4 If ¥4 i1 2l ¥ #7 SDBG  \MBG ,MODD |
MAGE . AUCpp YW i 7 F NC 41.(P ¥<0.05,% 3,
K1),

RIS &

MUHE RIS ZEELAURIBR 23 1 A4 5 v AR , 30
AT S 32 I U 3, IO s 4 b BTt (RS
IWE B TF ) FpE T R ] UE R ) eeAs ) BT
S22 g R, M I8 20t R DR O B R ST A
B PRI ZELS) ) ANASOHE o B 3 A IV O sh 268, i L
T 5 I AT RN DR s A 30Tt I O st e
i 5t 1005 % 2h B ZE RO T COMS, MR 515 2 i1
CGMS IBEWEIMEE , AT A4 R B I 3h 240
FEPRAEE H P H B S R E TR ITAL 2
#0455 SDBG SZ1TAN MBS I S 2 M8 br , MODD J&

*1 WHE—MBIEKIEIREEE

Febr NC #H(n=61) PGDM #H (n=61) ¢ P1{H
TR (R) 30+ 6 29+ 5 0.793 0.429
BMI(kg/m?) 245+ 32 259 +3.1 2332 0.021

SBP(mmHg) 120 = 17 129+ 14 3.338 0.001

2 & B DBP(mmHg) 76 £ 9 75+10  0.593 0.554

TG(mmol/L)  0.7(0.6~1.3) 0.8(0.6~1.4) 0.965 0.337

2.1 WA—fZE RISAR LI TC(mmol/1,) 43+08 57+1.1  7.691<0.001

PGDM 41 BMI . SBP.TC LDL-C HbAlc ¥ B i HDL-C(mmol/L) 1.3 = 0.3 1.1+03  2.642 0.009

=T NC 4H(P < 0.05) ,HDL-C {iXF NC (P < 0.05), LDL-C(mmol/L) 24 £0.5 33+09  6.496 <0.001

FILLAEIS DBP TG o255 (P> 005, 1), HbAle(%) 55+ 05 57+04 2558 0012

x 2 FAETEISIRLR

Febr NC 4 (n=61) PGDM # (n=61) g PIE
Gluo(mmol /L) 45+0.6 4.6+0.7 1.600 0.112
Glusyy(mmol/L) 78+ 1.7 8.8 + 1.7 3.058 0.003
Glug(mmol/L) 73+28 8.6 +2.6 2.842 0.005
Gluy(mmol/L) 53+13 6.0 £ 1.1 3.343 0.001
Gluygo(mmol/L) 43+10 43+09 0.028 0.978
Inso(miu/L) 5.6(4.0~7.9) 6.0(3.9~9.3) 0.413 0.680
Insy(miu/L) 63.2(36.2~93.8) 55.5(31.4~75.4) 1.323 0.188
Inse(miu/L) 40.5(28.2~67.5) 67.6(41.2~95.8) 3.339 0.001
Ins;po( miu/L) 25.3(19.7~38.1) 37.2(16.4~48.3) 1.233 0.220
Ins;so( miu/L) 7.0(4.5~12.9) 8.4(5.6~13.8) 0.856 0.394
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R 3 FHAMMERMIEIRILE (X +5)
NC4l  PGDM 4l

=N t1H. P1E
it (n=6])  (nsl) 1 f
MBG (mmol/L) 58:10 06400 2326 0025
SDBG (mmol/L) 09+02 1103 2930 0004
MODD (mmol/L) 11404 13404 2301 0023
MAGE (mmol/L) 19405 25+04 4518 <0.001

AUCpp[mmol/(L-h)] 19.8 £3.5 22.5+£3.2 4529 <0.001

12.0

—PGDM 41
10.0 =NC4
I ‘ ‘
S
=}
g
B
S
=]
2.0
0 N S S T D
TIPS P RR I LD

R R P RNV SRR RN
FZ
A1 ﬁﬁéﬁﬂ]f%?%ﬁ]%ﬂﬂﬁ%
VEAS H 8] 3 1A 3240 MAGE J2FAG H N
MBERE S GARES B, AUCPD & P EARE I
AU SE,

AHIGE & BLACUE GDM B IE % W 0 0 1A
PSR bR BH I = T AR IR VS L ) S GDM 5 5 A9 1E
Wi 02, BEAEAE AT s 10 PR = e AT
Hh, BROSRBE T 2 DE R, (EUR IS D% S48 AR A 2L & T
15 o Moreau S517 2 UM 1t 1F 5 A B AR 2F 4 AR FR
A I8 31 2 38 I8 DR v 1T S0 SO Ja< i 1) I AR i
G, Madhu 5 & B —H B REE N 2 BIGEIK
I I TR, BB 4 16K, 28 CGMS Wil il 4% 38 8
C T, 90% NFEA MM iz 20 8 o) 50k ) B i
5% (impaired glucose tolerance, IGT) B9 ML A 3l ,
15% NFEA IHE 20038 200 DRI 1 04 I8 3 Y5
Borg S51I7E HbA 1 FH- P-4 MR AR, 425
JE AR AT HbA e 2 Wi A0S FRe AR, 93% A BEINL
WU S E S 1GT VI 5 AE 7.8 mmol/L, 9% NFE LA
PAERTE 11.1 mmol/L, AU AT AERE 77
faf 1 b UBEA s Y TE R AR T COMS It
R e BREC iR B Sl AR I S T e 2, SETE GDM
)L R R 0, T X A A L IR A i
A%, AH CGMS IMF I RE s & B I WE I shAe il
ST BAIE T 3k N B SR e e A

SEIUE GDM (1) 1F & Wi 40 2 B 30 Al g -
HRE B MLz H G, AUREH B9 &
GDM M4 3 3l 5 e 5 B 40 M A2 B AH & Y, Ret-
nakaran 25 & BT QR D TE)AS [R) R B8 %) I AR AR 15 5
W G RIA AR RS B 40 Reszd , [

i GDM 75 BV i Bt el =0
WS, AT A B, A GDM A IE O 2 4
LALA RS B ANNEIIIREAZ 5, 1 R] BE AR R UM
SR ATEA

Zi ERTA, JEiiE GDM ¥ IEH R 1 0 22 1A
P Bl AE bR W R TG GDM s S A9 1 B R 2
2, XM PRI e 1 N 2 PRV R TE
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