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Effect of Individualized Medical Nutrition Therapy on Glucose and
Lipid Metabolism after Caesarean Section in Pregnant
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[ Abstract ] Objective: To discass the effect of individualized medical nutrition therapy on glucose and
lipid metabolism after caesarean section in pregnant women with diabetes mellitus. Methods: The
GDM primiparas of 246 cases were divided into observation group (n =101) and control group(n =
145). The observation group received IMNT intervention treatment, and the control group used GDM
related education to guide routine treatment. The body mass, body mass index (BMI) , waist-hip ratio
(WHR) and postpartum hysteretic mass were compared after 12 weeks and 1 year. Fasting glucose

(FPG) , postprandial 2h blood glucose (2hPG) , islet beta-cell function (HOMA-B), total cholesterol
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(TC), triglycerides (TG) , high-density lipoprotein cholesterol (HDL-C) and low-density lipoprotein
cholesterol (LDL-C) were compared in two groups after prenatal and postnatal 12 weeks and 1 year.
The abnormal rates of glycolipid metabolism were compared between 12 weeks and 1 year after
production in 2 groups. Results: The BMI, WHR, body mass and body fat rate were significantly
lower in the observation group than in the control group after 12 weeks and 1 year postpartum, and in
the same group, one year postpartum BMI, WHR, body mass and body fat rate were significantly lower
than 12 weeks postpartum ( P <0.05). HDL-C was significantly higher in the 2 groups than in the
same group after 12 weeks and 1 year postpartum. FPG, 2hPG, HOMA-B, TC, TG and LDL-C were
significantly lower than prenatal levels, and the simultaneous change of observation group was more
significant( P < 0. 05). The abnormal rates of glucose metabolism, high TG mass formed by blood
stasis, high TC mass formed by blood stasis and low HDL-C mass formed by blood stasis in the
observation group were lower than those in the control group at 12 weeks and 1 year postpartum ( P <
0.05). The abnormal rate of high LDL-C in the observation group was significantly lower than that in
the same group at 12 weeks postpartum, and the abnormal rate of high LDL-C in the control group was
significantly higher than that in the same group at 12 weeks postpartum ( P <0.05). Conclusion;
IMNT can improve the long-term glycolipid metabolic outcome and reduce the incidence of abnormal
glycolipid metabolism in GDM primipara after cesarean section.

[ Key words ] gestational diabetes mellitus; primipara; individualized medical nutrition therapy;

cesarean section; glycolipid metabolism
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Tab.2 Comparison of physical indexes of GDM patients at different time points of postpartum(x +s)
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(P<0.05), #F—#EsL IMNT A F T2 GDM
P17 10 AR S MR AR 8, RTRE R B T
IMNT $522 1 AR S 1 Bl 7 10 3 42 1 278 TR N,
N Z I 268 AT 6 388038 S A5 B G 2% )y
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