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ABSTRACT Objective: To study the relationship between sex hormone-binding globulin (SHBG) and insulin resistance in pregnant
woman with gestational diabetes mellitus (GDM). Methods: 90 pregnant woman with gestational diabetes who were treated in our
hospital from March 2015 to January 2016 were selected as the observation group, and 45 cases of healthy pregnant women were
selected as the control group. The content of SHBG, insulin (INS), C peptide and fiee testosterone (FT) of two groups were detected by
chemiluminescence method. Glycosylated glycosylated hemoglobin (HbA1c) was tested by hemoglobin meter testing, and the fasting
blood glucose (FBG) were rested by biochemical analyzer. The insulin resistance (HOMA-IR) and sensitivity index (ISI) were calculated.
The relationship of the indexes between two groups and the relationship between the indexes and the two exponents were analyzed.
Results: The insulin levels of limosis and postprandial 2 h and 3 h in observation group were higher than the control group, the difference
was statistically significant (P<0.05). The C peptide value of the observation group in 1 h and 2 h after meal were lower than the control
group, while the C peptide value in 3 h after meal was higher than the control group, the differences were statistically significant (P<0.
05). The levels of SHBG and ISI in observation group were lower than the control group, and the HOMA-IR, FT, FBG and HbAlc in
(P<0.05). SHBG were negative
correlated to FINS, C peptide, HOMA-IR, and which was positively correlated to ISI, the differences were statistically significant (P<0.

observation group were higher than the control group, the differences were statistically significant

05). Conclusion: The pregnant woman with GDM decreases with insulin resistance and sensitivity insulin, Serum SHBG levels are
decreased and correlated with INS levels, IR and sensitivity. Detecting the serum level of SHBG can help to know the insulin resistance
of GMD.
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AC6600 ) KM 1M1 21 5 11 (HbA 1c ), Olympus640 25 4L 43Hr Y
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Table 1 Comparison of the insulin releases in the two groups( wU/mL)

Postprandial

Groups n Fasting
1h 2h 3h
Control group 45 11.24% 6.13 83.71% 33.04 70.71% 30.28 3247+ 15.83
Observation group 90 19.61% 7.14 82.66% 32.41 95.46+ 38.67 75.22+ 28.76
t 6.720 0.680 3.754 9.282
P 0.000 0.249 0.000 0.000

2.2 WA Z C BRBERIER LR
SRELLH FRT ARZH 22 A ZS e C OKSE i, 22 S Tese it
B L(P>0.05), WERLH 22485 1h Al 2h B9 C BK/KSFEIAE T X

HRZH , M4 3h i TRTIRAE, 22 5 A et 2 L(P<0.01), L
®2,

R 2FHEAZEAM C KRB R(ng/mL)
Table 2 Comparison of the C-peptide releases in the two groups(ng/mL )

Postprandial

Groups n Fasting
1h 2h 3h
Control group 45 241+ 1.24 9.43% 3.75 10.21% 4.15 4.92+ 2.23
Observation group 90 2.51% 1.31 5.86% 2.56 8.17 3.11 7.38+ 2.71
t 0.425 6.504 3.203 5.261
P 0.336 0.000 0.001 0.000
2.3 W% SHBG .ISILHOMA-IR, FT .FBG HbAlc Eb % 2.4 HHEMESH

WM EE 4] 424 SHBG 7K F ISLARF XTI, 1l HOMA-IR |
FT \FBG Fl HbAlc /K- F X BRAL , 22 A Se it 247 L (P<0.
01), W3,

W24 24 () SHBG 7K -5 FINS.C ik /K . HOMA-IR
2L (r=-0.611.-0.472.-0.714,P>0.05), 5 ISI & IFAH %
(1=0.821, P<0.05),
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% 3 W £AZ19 SHBG .ISI,HOMA-IR, FT .FBG .HbAlc tb#
Table 3 Comparison of the SHBG, ISI, HOMA-IR, FT, FBG, HbAlc in the two groups

Groups n SHBG(mmol/L) FT(pg/mL) FBG(mmol/L) HbAlc(%) HOMA-IR ISI
Control group 45 13627+ 3126 241+ 1.16 3.65¢ 1.11 437+ 0.87 1.68+ 0.97 0.04% 0.02
Observation 90 9432+ 28.57 3.54¢ 1.37 5.41% 1.62 5.62+ 1.04 3.92+ 144 0.02+ 0.01

group

t 7.792 4745 6.553 6.937 9.413 7.761
p 0.000 0.000 0.000 0.000 0.000 0.000
‘s T T f# GDM Z2 1K) IR 1E B,
3 g

Rt A % AR AR, 2 RO DR RO 2R 2 AE 3G N, GDM
BFRAA LTS GDM NI fER , 2 IaRREE 5 i
VERT 20 ARG BN B 38 R F , BN E 59 B A T8 % , 38 nfig L
IR B RILR R AR, S B A8 L F 6 IFE , W E ik
FEBIGE I, GDM kg IR B BRI L A 55
PE R, K2 WitrifE 24 K5 —, S ] 2013 4
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o SHBG Wi/, f77E IR iR R ILAE . ASBFIE &30, Wige
Y7 1A2S 1 AR5 2h 3h () INT AP -4 R4, 240 e 1
5 1h A1 2h 1Y C IKMEAR T BRAL, 485 3h X g, 22
SE G B GDM Ay INT /K87, il g5
WML KA BT RRER ALY, EIRAZ WA PE IRRES
RAMAS, R AMITIResE , C MR i /i 5 B A
KN, [FIRFAHIF AT 2 80, A2 2241 SHBG ISI AT X IR 4H , i
HOMA-IR . FT .FBG fll HbAlc & F X R4, £ B H Fil2 5
X, $27% GDM ZE1H IR K INT ACEF+ i, Wi iFE SHBG
AR A, HE—2 S 38U SHBG 18/0 . SHBG #7Y Ifil 3 Fh ki
B R A L 52, I S 2K, SHBG %
SESCE A R, (ROKF SHBG S & 0L, &
BHEFAEAR I ZEEL , N IR 5 2¢, 2 HbAle KFI89, HE—
A58 % 3, SHBG 5 FINS .C ik .HOMA-IR 2, 5 ISI
BIEMX, Z2FE5028 L. B SHBG K- FAKH Hin
GDM &4, AT A I HY TR Fa R Z — . SHBG 7Ky
ARG fofT e 2 20 S 348 o, AR R VRS R L 2R INT 430
HEPFRN IR 7R IR,

Zx BTk, M SHBG REARFIAE A F I GDM & 9 i+
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