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B E:. BY AREaHHHaER3% ( oral glucose tolerance test, OGTT) | M & . C- Bk &4 4, it
Xt dfobE f % ( gestational diabetes mellitus ,GDM ) #9#4 Wi4i, J7ik AB 2017 F 12 A ~ 2019 46 A £B K ERE
7R S 6 B da 420 4], B3R 30.614.5 %, ARIE OGTT M2 4 RF ka4 4 A 4k ¥ g% (GDM) 41 55 491,
B AEAR A (ST ) 365 4], AT A28 OGTT., M By & An C- BBl S 4F 5, FLER B2 By T ARFAn e By 2 ik ) AR Lo
ZR2 (DGDM A E M., 1hf= 2h s K-FZ TR (1=5.599, 19.253, 5.486, 3% P<0.05), 3h fadiK-F 5 2 R4 b4,
2R FEL (=1.543, P>0.05); GDM Ansf LT WAk & . C RORT a2 Lsit 35 L (1=1.698, 2.12,
¥ P>0.05) , 1h, 2h fe 3h kB & Fo C kKT & T 2B 2 (12.662~6.909, 35 P<0.05) . M £ & 4&#f2 % (HOMA-
IR) GDM %83 T aF /a4 (1=2.2, P<0.05) ; Wy 5 it 4 (HOMA-B ) GDM 2a4% T s fA 40 (£=2.235, P<0.05) . @
25 17.8% 9 Z-dadp it 2 & | M By R A A C KB WA 2 “NFA” | 3hahts, MmBHEACHKRAKIEER KT,
B GDM F-lafe B % | C BB I 38R | 8518 OGTT B4 FBda b A3 5 H 4 N FHUE, ik B2 4 C IROEIEE#,
FRGEEMBSRZH; GDM B2k E¥ 2Rk HE /AL E, REAKRE B @ADL,
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Study on Diagnosis of Gestational Diabetes Mellitus by Detection of Glucose
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Abstract: Objective To observe the characteristics of glucose tolerance(OGTT), insulin and C-peptide(C-P) release curves of
pregnant women, and explore the clinical value in the diagnosis of the gestational diabetes mellitus(GDM). Methods A total of 420
pregnant women with an average age ( 30.6 +4.5) who underwent prenatal examination at Xijing Hospital from December 2017 to
June 2019 were recruited.Based on the OGTT measurement results,the included pregnant women were divided into gestatioal diabetes
mellitus(GDM) group (55), and control group(365).The insulin resistance,insulin secretion of cell and the insulin and C-P release were
compared among the three groups. Results (D The level of the fasting blood glucose,1 hour and 2 hour glucose of group GDM were
higher than the normal group(#=5.599, 19.253, 5.486, all P<0.05),and there was no statistical difference between 3 hour glucose levels
of GDM and normal group (7=1.543, P>0.05) . The level of 1 hour, 2 hour and 3 hour INS and C-P of group GDM were higher than
the normal group(r=2.662~6.909, all P<0.05), and there was no statistical difference between 1 hour INS and C-P levels of GDM and
normal group ( /=1.698, 2.12, all P>0.05) . The insulin resistance(HOMA-IR) of women in GDM group was higher than the normal
group(=2.2, P<0.05).Insulin scecretion of cell (HOMA- 3 ) of women in GDM group was lowerer than the normal group(=2.235,
P>0.05). @ About 17.8% of pregnant women’s glucose tolerance curve, insulin release and C-peptide release curve were “N-shape” ,
3 hour glucose,insulin and C-peptide leverls were not return to normal leverl. (3 Delayed peak of insulin release and C-P release was
found in GDM patients. Conclusion There were some N-shaped double peaks in normal pregnant women, delayed peak of insulin
release and C-P release is one of the proof of B -cell dysfunction caused in normal pregnant women.The insulin resistance in GDM
pregnant women were more severe than normal OGTT pregnant women, and there is dysfunction of islet 3 cells.
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I UR M JR 9K (gestational diabetes mellitus,GDM )
SRR ORI UL I R RE 22—, AR BT
Fta AN, GDM X RE SR f K A il AR
—SE R, DR A PR R R, 1 AR 2 T
BEZI0IT o WRIEIR RI2 Wi Esfs 1k, 78 GDM 1Y
TSR, AR, SR CIKBEUR R
FHAG IR B P %bifn b © BRSBTS
W, BeUE THRIRE B AN s DiRE. W T C KW
Pt AR M, A RETRANIE RS A AL .
ARYAIEFE [ AT FR BE T 112 420 142 1A I R 7%
BE, 43 AT 8 Z WE T &5 (oral glucose tolerance test,
OGTT) . B E . C- IR Ze e, FRITHXT
GDM Wiz i i .

1 MEl5H®

1.1 #AFzsb% $EEC2017 4E 12 A ~2019 4E 6 A7E
23 AR R AE VG I R B A T P TR A () 424 420 1)
FRAE OGTT M5 45 FAF 4T U 1 2 43 GDM 41 55 4,
AR 31248 %, FIAE 252 £3.1 F; OE
WILURAE (XTHRLL ) 365 f4], SEXI4FEHE 303 £4.4 %,
2 243 £ 1.9 JH . ARG R HKEY
G IR B ARG R . AbRE: ORI IR
I R FIIE B AR R 102 F 22 (8~12 ] ) TR B
HIRZER RS, R ST 4. @242 24~28 JHAT 75¢
OGTT ik, ¥WFFEE U (L™ FhaE) it iRy
PP IZWibniE, 25 IMPE= 5.1 mmol/L. 1h [MLA#
= 10.0 mmol/L. 2h Ifii #% = 8.5mmol/L, iifi & I ik
R —I B2 K GDM. HERRbrvE . OFFLE 208
PRGSO ISR, QAL
W 5 QMEEAFEUIRERER T, R
IR .

1.2 MELXA  MUBEKINER A H 57 7170 4 H 3l
AT I DU 3 SR AT RS 2R . C- Ik
BRSNS FH L 7= 2§ MAGLUMI 4000Plus 1€ ( 1k
SRk ), IR
1.3 73 OGTT pizk & %/ 8h, BRI AR
S 3 RATAERFIEH IR . 282 H W RS R,
KA 2SR ZE Bl . W 2 O, 75
EPRERA T 250~300 ml 7K, UE M40 Smin AR
56, SIS iE . IRAES 1h, 2h, 3h FRK 0L 3ml
( IR FH A K TR R T ), SEAT 45 B[R]
I (FPG, PG1, PG2, PG3) . J#i & % (Flns,
lhins, 2hIns, hins) }& C- ik 7K ¥ (FC-P, 1hC-P,
2hC-P, 3hC-P) Hy#G
THESEPR . RSB EITE T (HOMA) P

[ S RIS B 4UAEThAE. SRR
Z 4L P 98 B0 (HOMA-IR=FINS x FPG/22.5)"* Jiz
JR 5 R AT, BEAR A, RIS LI R 5 R

AR . TR 43 b T BEFE AL (HOMA- B =20 x FINS/
FPG-3.5)" [ LB £ 2 7 WA BE 7, B(E s K R W
IR 2 28 0 DA RE TR

14 it F o4 RG22 8 F SPSS17.0 &
Excel X HHE TG0 AL, THEGORIIIEL + bR
HEZE (xxs) T, ARIHCECRA (K% T80T Rt
FKH K. M P < 0.05 NEFALGIHEE X,

2 HR

21 EBRE 420 B IRIZE I T 75g IR %
WS 15t 12X 95 12 W Ry A WM R s 19 55 161, i %6
1 13.1%.

22 GDM Afext B aipeat & K455 ILFE 1,
GDM #H 25 Ji§ il 4 . 1h, 2h I 85 K F 25 T % B
4, ZRAGIF5E L (P<0.05)., GDM 4] 3h 5
X A2 3h I AKF e #R, ZR TG IEE L (P
>0.05 ) o A 2. OXF IR 300 4]( 82.2%,
300/365) IRAEG 0.5~1h HEEME, 1~2 h IEE LG
T/, 2h Ik < 7.6mmol/L, Hrh 190 4] (63.3% )
1€ 3h F &% 3~5mmol/L, 66 % (21.7%) 7£ 3h F
[ % 5.1~6mmol/L; 65 (17.8% ) i & fh £k 5 “N
TR AR, BRI ITE 0.5~1h,
B T ANIE(E U ETE 3h, b 40 1) (61.5% ) 7F 3h
Tt 75 % 5~6.7 mmol/L, 12 f4i] (18.5%) 7& 3h L T
% 6.8~8.5 mmol/L. it A 13 f] (20.0%) %4 i 3h
I B8 {E 24 4~5mmol/L. @ GDM 4. 55 fi] 1§ {H
PAE 0.5~1h, WA IE S #F 10.0~13.0mmol/L,
72%GDM 221 2h I BHEAE 7~10mmol/L.

R WHEZATEMAERARYES 1,2, 3h IAEKTF(x +5, mmoll )

WHE  XMEH(r=365)  GDMH (n=55) t P

FPG 4304 50£08 5599 <0.05
PG1 71+ 14 113+13 19253 <0.05
PG2 59+1.1 89+37 5.486 <0.05
PG3 45411 5335 1.543 >0.05

23 GDM AAfnst RRLAME B E B0 & 48 & L%
2. GDM ZH FIxt HR2H 25 1 ke ) 2K 722 S e it
=Y (P>0.05) , lh, 2h, 3hJESZAKEEAL S
TXIRA, ZRAGIE L (P<0.05) .

JiE 5 ZR R 2Ry . OXT IR 22 IR B R R
i £ L PR R A 80% 2 17 B 2 UG H I
TR I 0.5~1h, Firf 70% A 22 40 g 15 2RI (E
2 ME KB 3~9 155, 14.9% B4 I R K
2K 9~12 4%, F 3h KA B A8 K F 5
20% ZEHAE L N TR | S RS ES
FIEHAL, AT IER A, HILE 0.5~1h, 32%
B2 B 15 K R 2 K1Y 4~6 185, 38% N
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6~9 fi, 2~3h HHBIAE Y /KFE. @ GDM 441
2R E TR, &g B, WE(E I IAE 2h
Titio 60% WE(E MFERIE R 5~10 f%,

Fz2 MAZP=ERRES 1, 2, 3hREE
JKE (x+s, mIU/L)

TiH XTHRZ(n=365) GDM 4 (n=55) ! P

Fins 9.0+3.2 14.1+204 1.698 >0.05
77.8+423 4.251 <0.05
83.8+45.8 4.808 <0.05

30.2+30.4 2.662 <0.05

1hIns 554+31.7
2h Ins 50.0 +26.4
3h Ins 22+16.7

2.4 GDM4iAnxt B2 C pkEskwh 45 8 W3,
GDM Z 5 X R4 25 i C IOKF e 22 R e Gei 2%
=X (P>0.05) , GDM 4 %421d 1h, 2h, 3h C kK
e TRRA, Z2RASHEE L (P<0.05) .

C KB 2o . ARYE C IRILAbE F A I
{EFN I AH, C KRR R A — APy, DX g
2 PR A RIS R BRAE 0.5h B3 1h, TR
FENAS G 2~6 £, AER I N FR”  SHE
(B 5 A I H B2 ATE 25 5, RIS SRS I5AE
5 3h BRI TE B B K, B il 52 gk
76% 2R I W (E R FERE(E ) 3~6 5. @ GDM
A C IE S IEH A AR sk, s =g
HUBLAE 2h 503 3h, S PUAE R B, 78% WE(E T
W RS MR 3~7 4.

=3 AERESERRES 1, 2, 3h
C BK7KE (x £, ng/ml)

WH  XRA (r=365)

GDM 4 (n=55) t P

FC-P 25+15 29+09 212 >0.05
11.6+3.7 4.355 <0.05
13.0+35 6.909 <0.05

72+338 3211 <0.05

1h C-P 92+35
2h C-P 92+34
3h C-P 5.6+3.0

25 WmMBdaik AR Ay abhakibi LK
4, PLECPIALIE B Z ACHU R 4 W D) BB, HOMA-IR
GDM #H= TAHEZH, HOMA-B JribIhfE GDM 41
RTX A, Z2RHA5IT2EE L (P<0.05)

x4 WARARBIRMAMSWDINEELE (x25)

poplati| GDM 4

A (n=3é5) (11:55) ! P
FPG(mmol/L) 43+04 50+0.8 5599  <0.05
Flns(mlU/L) 9.0£32 14.1£204 1.698  >0.05
HOMA-IR 1.73+0.70 3.15+£437 22 <0.05
HOMA-B 25071575 1949+1418 2235  <0.05

3 iR
TEAIRIA T A W PRI 2 B8 I 2 B 5 b e A v i s
AR IRV, H I 28 0 7 O i 2 A DR 1 XU 11
AR LA AL A KU 1, FL 340 sl iy A i e
W, ZHU % U 4RGE, 2012 4E7E R [ 15 R EB
et 15 194 12213, GDM &R (5 19.7%.
25 3 X AR TE Y GDM A R AFTER R 22 5+ . 2018
A b2 AE TR DI 0 4 £ (e B 0 5 GDM JE R
6.54%" . A5 r B TG Hb DX 4T M PR 2 9 2%
13.0%, KR LE R 17.8% A2 LT R 4t fth 28
2 NF B, IR RS B U RN TEAR I
WA CR, BERHLH R E R AR AT P, [
EHE KR TAED TR, X HRE
2 W SEREAK S A W AR S 8 ANTE I, # R AEi
B AT KAz 5y, s LR Xo I 4t 2R
A—E T
AWHEFEHE OGTT, B & 2 Bl 46 F C- ik
BGOSR AT, AR o3 2 10 BRI 4512
Wi e IR, Es RS XA BT, &
J&i 3hKFE AR 2 IEH K, Rl B 5 2% S
C JIRIEE A S AE , I3k R 434 10 AR R B R AR
P, WS B AMIIIREA —E B T RE. LR YR
AR o T R R RIBTR I, R ZAE
@ﬁ%&ﬂ ] W OB, AR
P R 5 2R R D) 2 S W DR 1) XU, 2538
moﬁﬂmﬁﬁ%ﬁﬁfﬁﬁﬁﬁ%%%ﬁmﬂc
RO AR A Y
AHFFE T GDM 1220 5 0 AT Le A, ey %
R, C AR i 28 ) BIAEAEL 4 g T ELAESR
(i) s 4 R ) R AR BU AR BOV] S v, R S DR
BHORAR. ORI SCHRE 251 —# ", X% GDM
BEARDRADT, WA B AMIEIIRE 2.
PRI, el RE ) I e & 2R K C JIRoKF-, - e
5 B YiMEIhEE.
EZJmM&omTEﬁﬁﬁ¢ﬁ%ﬁTf
iy IIREZ A, TR AR B, C IR
%ﬁ%%ﬁﬂ,MﬁﬂiEﬁ,lﬁﬁﬂﬁﬁﬁm
MR R R . C- IREIOK A I X 4 A PR
(2T SRy T Wi B AN (E, R aT DX 2
HEAT OGTT LK Jige & T RE fh38 A A A7 o
SE 0k
(11 skEEE, &EEE. SRR AT A ()
AR B~ (5 B (R AL T 2019
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