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ABSTRACT Objective: To detect the expression of serum amyloid protein A (SAA) and platelet activating factor (PAF) in pregnant
women with premature rupture of fetal membranes complicated with chorioamnionitis (HCA), and to explore its clinical significance.
Methods: 165 pregnant women with premature rupture of fetal membranes who were treated in our hospital from July 2013 to July 2017
were selected as research subjects. Among 165 patients, there were premature rupture of fetal membranes (premature rupture of fetal
membranes group) with 80 case, and there were full-term premature rupture of fetal membranes (full-term premature rupture of fetal
membranes group) with 85 cases. According to whether the combined HCA, the patients were divided into combined HCA premature
rupture of fetal membranes group with 43 cases and uncombined HCA premature rupture of fetal membranes group with 122 cases.
Another 80 healthy pregnant women volunteers who were received physical examination in our hospital during the same period were
selected as the normal group. The serum levels of SAA and PAF were compared in each group, the pregnancy outcomes of the combined
HCA and uncombined HCA premature rupture of fetal membranes group were analyzed. The diagnostic value of serum SAA and PAF in
combined with HCA in patients with preterm premature rupture of fetal membranes were analyzed by receiver operating characteristic
(ROC) curve. Results: The levels of serum SAA and PAF in premature rupture of fetal membranes group and full-term premature rupture
of fetal membranes group were significantly higher than those in the normal group, and the premature rupture of fetal membranes group
was higher than that in the full-term premature rupture of fetal membranes group, the differences are statistically significant(P<0.05). The
incidence of HCA of 80 patients in premature rupture of fetal membranes group was 35.00%(28/80), which was significantly higher than
17.65%(15/85) in the full-term premature rupture of fetal membranes group, the differences are statistically significant (P<0.05). The
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levels of serum SAA and PAF in combined HCA premature rupture of fetal membranes group were significantly higher than those in
uncombined HCA premature rupture of fetal membranes group, the differences are statistically significant (P<0.05). The serum levels of
SAA and PAF in patients with premature rupture of membranes without HCA were higher than those in patients without HCA (P<0.05).
The incidence of postpartum hemorrhage, cesarean section and neonatal pneumonia in combined HCA premature rupture group was
significantly higher than that uncombined HCA premature rupture of fetal membranes group, the differences are statistically significant
(P<0.05). According to the ROC curve analysis, the serum SAA and PAF had a higher diagnostic value of in the diagnosis of combined
with HCA in patients with preterm premature rupture of fetal membranes. Conclusion: The levels of serum SAA and PAF are increased
significantly in preterm premature rupture of fetal membranes complicated with HCA, and the two have high diagnostic value for this

complication. In the process of clinical diagnosis and treatment, SAA and PAF can be included in the index monitoring system, so as to

provide guidance for clinical treatment.
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Table 1 Comparison of general information in each group

Groups n Age(year) Gestational times( times ) Gestational week( week )
Normal group 80 28.14% 1.60 1.72+ 1.14 38.95+ 1.57
Premature rupture of fetal membranes group 80 27.94% 133 2.01% 0.34 32.39+ 1.28a
Full-term premature rupture of fetal membranes group 85 28.03% 1.54 1.70+ 1.20 38.92+ 1.30
Combined HCA premature rupture of
43 2798+ 141 1.83% 0.47 38.84+ 1.42
fetal membranes group
Uncombined HCA premature rupture of
122 28.01% 1.39 1.81%+ 0.32 3891+ 1.54
fetal membranes group
F 0.238 1.912 2.987
P 0.917 0.108 0.058

Note: the overall analysis is one-way ANOVA. The multiple comparison was LSD-t test, and the significant marker a was P compared with the normal

group (P < 0.05).
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Table 2 Comparison of serum SAA and PAF levels in each group( x+s )

Group n SAA(mg/L) PAF(pg/mL)
Normal group 80 6.39+ 2.07 1531+ 2.14
Premature rupture of fetal membranes group 80 23.45% 6.85° 23.66% 3.91*
Full-term premature rupture of fetal membranes group 85 11.19+ 7.26® 18.78+ 3.19*
F 177.157 140.602
P 0.000 0.000

Note: the overall analysis is one-way ANOVA. Multiple comparisons were LSD-t test. Significant markers a and b were compared with normal group and

non-full-term group respectively (P < 0.05).
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Table 3 Comparison of serum SAA and PAF levels in premature rupture of membranes with and without HCA (xs )

Groups n SAA(mg/L) PAF(pg/mL)
Combined HCA premature rupture of fetal
43 25.83+ 5.21 2437+ 2.89
membranes group
Uncombined HCA premature rupture of fetal
122 13.94+ 3.88 19.72+ 2.63
membranes group
t 13.687 9.713
P 0.000 0.000
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Table 4 Comparison of pregnancy outcome of premature rupture of membranes with and without HCA[n( % )]

Groups n Postpartum hemorrhage Cesarean section Neonatal pneumonia
Combined HCA premature rupture of
43 8(18.60) 23(53.49) 7(16.28)
fetal membranes group
Uncombined HCA premature rupture of
122 3(2.46) 36(29.51) 2(1.64)
fetal membranes group
IS 10.852 7.959 10.527
P 0.001 0.005 0.001
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Table 5 serum SAA and PAF levels in patients with preterm premature rupture of membranes combined with or without HCA (xzs )

Groups n SAA(mg/L) PAF(pg/mL)

Merge HCA 28 2641+ 4.78 25.12+ 2.52

Unmerged HCA 52 14.65% 4.35 16.34% 3.18
10+ (R E 50%, ELAEFEMRAI, A7 3H BR0,
g s S GRS RS I HCA Sl & SR LR, . Bk T BEE
FRAE AR . DRI, S IR 25 0 S R T B AN B 52
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1-Sp
B 1 M7 SAA #1 PAF Xf5k B ARRERBE S &I HCA #) ROC #iZk
Fig. 1 ROC curve of serum SAA and PAF in preterm premature rupture of
membranes with HCA
Note: The solid line is the ROC curve of SAA for the diagnosis of
premature rupture of membranes with HCA, and the dotted line is the
ROC curve of PAF for the diagnosis of premature rupture of membranes

with HCA.
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