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[ Abstract] Objective To investigate the correlations of changes of B-human chorionic gonadotropin
(B-HCG), matrix metalloproteinase-9 (MMP-9) and nucleotide-binding oligomerization domain receptor
2 (NOD2) levels with amniotic membrane infection in amniotic fluid of pregnant women with term premature
rupture of membranes (TPROM). Methods Total of 106 pregnant women with TPROM admitted to the
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2018 to January 2020 were selected as observation group, while 100 normal delivered pregnant women who
underwent cesarean section in our hospital during the same period were selected as control group. The two groups
were divided into stage [, Il and III groups according to the degree of amniotic membrane infection. The
infection rates and levels of B-HCG, MMP-9 and NOD2 in amniotic fluid of pregnant women in observation group
and control group were compared, respectively. The levels of B-HCG, MMP-9 and NOD?2 in the amniotic fluid of
pregnant women with different degrees of amniotic membrane infection were also compared, respectively. The
correlations between -HCG, MMP-9 and NOD2 levels in amniotic fluid were analyzed by Pearson correlation
analysis. The diagnostic efficacy of B-HCG, MMP-9 and NOD?2 for amniotic membrane infection were determined
by receiver operating characteristic (ROC). Results The rate of amniotic membrane infection was significantly
higher of cases in observation group compared to that of control group (;* = 154.805, P < 0.001). The levels of B-HCG,
MMP-9 and NOD?2 in amniotic fluid were significantly higher of cases in observation group compared to those of
control group (t =—13.225, 18.151, 15.441, all P < 0.001).The levels of B-HCG, MMP-9 and NOD2 in amniotic
fluid of pregnant women with different degrees of amniotic infection in observation group were significantly
different (F = 56.480, 91.888, 76.958, all P < 0.001). The levels of B-HCG, MMP-9 and NOD2 in amniotic fluid of
pregnant women with amniotic membrane infection were significantly higher of cases in stage III group than those
of stage [ group and stage II group (B-HCG: 1=9.694, 11.751; MMP-9: t=11.617,4.713; NOD: t =25.441, 5.512;
all P <0.001), and the levels of B-HCG, MMP-9 and NOD2 in amniotic fluid of pregnant women with amniotic
membrane infection were significantly higher in stage I group than in stage [ group (¢ = 6.541, 8.988,
7.402, all P <0.001). Pearson correlation analysis showed that 3-HCG in amniotic fluid were positively correlated
with MMP-9 and NOD2 levels in observation group (» = 0.803, 0.791; all P < 0.001) and MMP-9 was positively
correlated with NOD2 levels (» = 0.840, P < 0.001). The area under ROC curve (AUC) showed that B-HCG +
MMP-9 + NOD2 in amniotic fluid was significantly higher for amniotic membrane infection diagnosis
(AUC = 0913, 95%CI: 0.866-0.948) than single index of B-HCG (AUC = 0.772, 95%CI: 0.708-0.828), MMP-9
(AUC = 0.754, 95%CI: 0.688-0.812) and NOD2 (AUC = 0.768, 95%CI: 0.704-0.825), with significant differences
(Z£=15.583,5.231, 5.491; P <0.001). Conclusions The levels of B-HCG, MMP-9 and NOD?2 in amniotic fluid of
pregnant women with TPROM were significantly elevated and correlated with the severity of amniotic membrane
infection; the combined detection of these indexes could effectively predict the risk of amniotic infection in
pregnant women with TPROM.

[Key words] Term premature rupture of membranes; Amniotic membrane infection; B-human
chorionic gonadotropin; Matrix metalloproteinase 9; Nucleotide binding oligomerization domain receptor 2
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