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Objective To investigate the relationship between the serum CC chemokine ligand 2 (CCL2) and CC chemokine
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[ Abstract)
ligand 20 (CCI20) and the insulin resistance and pregnancy outcome in gestational diabetes mellitus (GDM) patients with preeclamp-
sia (PE). Methods One hundred and forty-seven GDM patients with PE ( PE group) and 109 simple GDM patients ( control group)
admitted to Hengshui Fourth People’s Hospital from January 2020 to June 2023 were selected. Serum CCL20,CCL2 and insulin resist-
ance indexes such as fasting insulin ( FINS) , insulin resistance index (HOMA-IR) and fasting plasma glucose (FPG) were detected.
The correlation between serum CCL2 and CCL20 levels and insulin resistance indexes in GDM patients with PE were analyzed by Pear-
son analysis. The pregnancy outcomes of GDM patients with PE were followed up. According to the pregnancy outcome, there were 67
cases in an adverse outcome group and 80 cases in a good outcome group. Multivariate logistic regression equation was constructed to
analyze the factors affecting the pregnancy outcome of GDM patients with PE. Results The PE group had higher levels of HOMA-IR,
FPG, FINS, as well as serum CCL2 and CCL20 than the control group did (P<0.05). The levels of serum CCL2 and CCL20 in GDM
patients with PE were positively correlated with FPG, FINS and HOMA-IR (P<0.05). The levels of serum CCL2 and CCL20 in the
poor outcome group were higher than those in the good outcome group (P<0.05). High pregnancy weight gain, high HOMA-IR, high
CCL2 and high CCL20 were risk factors for poor pregnancy outcomes in GDM patients with PE (P<0.05). Conclusions The levels
of serum CCL2 and CCL20 in GDM patients with PE are significantly increased. They are related to insulin resistance and adverse
pregnancy outcomes.
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CC chemokine ligand 20
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PE 41 147 27.65+6.19 68.46+18.21 6.43+0.36 29.69+4.02 12.5243.61
Xt AR 4 109 18.35+4.33 36.42+9.77 5.46+0.21 26.21+3.86 8.69+2.23
‘ 14.139 18.106 25.131 6.965 10.452
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2.3 AREBEAMRIFHER/AMF CCL2,CCL20
KFELRE 147 6] GDM &3 PE B35 LA MRl
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2.4 GDM &3 PE B2EEIRERBK RN E R 5 P 0.000 0.000
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HOMA-IR 0.796 0.209 14. 498 0.000 2.217 1.472 ~3.339
CCI2 0.553 0.192 8.267 0.004 1.738 1.193 ~2.533
CCI20 0. 489 0.193 6.429 0.011 1.631 1.117 ~2.380
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