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[ Abstract] Objective To study the correlation between the expression of high mobility group box 1 ( HMGBI ) in placenta and
adipose tissue of patients with gestational diabetes mellitus ( GDM) and the degree of insulin resistance and abnormal postpartum
glucose metabolism. Methods A total of 58 patients who were diagnosed with GDM and underwent cesarean section in Haian Hospital
of Traditional Chinese Medicine from January 2018 to March 2020 were selected as the GDM group, and 60 healthy pregnant women who
received cesarean section in our hospital during the same period were selected as the control group. Serum was collected on the day of
cesarean section,and the contents of HMGBI , fasting blood glucose ( FBG) ,and fasting insulin ( FINS) were detected, and homeostasis
model assessment insulin resistance ( HOMA-IR) was calculated ; Adipose tissue was collected during hysterectomy and placental tissue
after operation to detect the expression level of HMGBI ;oral glucose tolerance test was performed 6 to 8 weeks after cesarean section to
determine whether abnormal glucose metabolism occurred. Results The serum levels of HMGBI1 and FINS, HOMA-IR levels, and the
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expression levels of HMGBI in placenta and adipose tissue in the GDM group were higher than those in the control group (P <0.05).
Serum HMGB1,FINS and HOMA-IR levels were positively correlated ; serum HMGBI1 levels and HMGB1 expression levels in placenta

and adipose tissue in postpartum patients with abnormal glucose metabolism in GDM group were higher than those in postpartum

patients with normal glucose metabolism (P <0.05). Conclusion The high expression of HMGBI1 in placenta and adipose tissue of

GDM patients is related to the increase of HMGBI in maternal blood circulation, aggravation of insulin resistance and abnormal

postpartum glucose metabolism.
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