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[ Abstract] Objective To analyze the results of the 75¢g oral glucose tolerance test (OGTT) in gestational
diabetes mellitus (GDM) at six weeks after delivering to investigate the relationship between the leptin and 6 weeks
postpartum glucose metaholism in gestational diabetes. Methods A retrospective study was conducted on the clin—
ical data of 36 women with GDM, who delivered and underwent a 2 hours 75g OGTT at 42 days postpartum from
April to November in 2011 in our hospital. On the basis of the results of OGTT, they were reclassified into two groups
(normal group (I group) and abnormal group (IT group) to test leptin and fasting insulin levels. Results In the
I group, the mean fasting blood—glucose level was much lower than that of the Il group (P<0.05), and the mean
leptin concentration was significantly higher than that of the Il group (P<0.05). There was not significant differ—
ences in age, BMI, fasting blood—insulin and HOMA-IR between two groups. The multiple logistic regression
model showed that the leptin concentratiodn was significantly negatively correlated with fasting blood—glucose (R =
-0.51, P=0.02), and was significantly positively correlated with HOMA-IR (R =0.7, P=0.003). There was
no significant correlation between BMI and age with fasting blood—glucose, so did BMI and age with HOMA-IR.The
linear regression model showed that the fasting blood—glucose was significantly negatively correlated (R =-0.56,

P=0.01) with HOMA-IR, the leptin concentratiodn was significantly positively correlated with fasting blood—in—
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sulin concentration (R=0.73, P=0.001). Conclusion In the I group, the mean fasting blood—glucose is much

lower than that of the Il group, the mean leptin concentration is significantly higher than that of the Il group. The

leptin concentratiodn is significantly negatively correlated with fasting blood—glucose, and is significantly positively

correlated with HOMA-IR. There is no significant correlation between BMI and age with fasting blood—glucose, so

do BMI and age with HOMA-IR.
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Tab. 1 The comparison of clinical indicators between two groups (X+s)
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Fig. 1 The average fasting blood sugar level
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Fig. 2 The average fasting leptin level
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Tab. 2 The relationships of leptin, BMI and age with fasting blood glucose
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Fig. 3 Leptin and fasting blood glucose related curve

L HOMA-IR HAE &, 2. BMIL, EidRh
HAS R A Z ek 8 (3 3) 2536 .
9 R 5 HOMA-IR Z [0 A 76 i 3 IEAH G (R =
0.73, P =0.001) , VLI 4, 1 BMI, 45
HOMA-IR %A & A

3.1 GDM B2E~EMIFERSH

GDM & 5k i T g LA R B H UL 7= 9 &
Z—, At 36 FIE £ GDM 71 )5 6 JH 1Y
OGTT 453, A 12 ] OGTT &%, 5 333%, &
FESMAZEIFR, n R SFEAC R R AR G, I
W IGT A1 DM 4% 5 16.65% , 1GT J& T If# i 4y =2
B, SRR MBS R Z [ i RS,
KRG OIER R, WRAE =I5 Kb & B



46 10 T, 4. IR IR R 15 3K TR 65
®3 BEE. £, BMI 5 HOMA-IR [+
Tab. 3 The relationship of leptin, BMI and age with HOMA-IR
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Fig. 4 Leptin and HOMA-IR related curve
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Fig. 6 Leptin and insulin related curve
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