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Background. The study investigates the influence of the length of membrane rupture period among pregnant women with preterm premature rupture of membranes
(PPROM) between the 32nd and 34th weeks of gestation on the development of chorioamnionitis and the congenital infection of a newborn. It seeks to ascertain the
values of indicators in mother’s blood that enable to predict chorioamnionitis and
funisitis for mothers, and congenital infection for newborns.
Materials and methods. A retrospective study of case records of women with
PPROM at 32 (32 w. + 0 d)–34 (33 w. + 6 d) weeks of gestation and their newborns
was performed. Two comparative groups were made: 1) of women who had funisitis
and / or chorioamnionitis with or without deciduitis and 2) of women having no
proved inflammation (according to the results of histological examination of placentae). Analogically, comparative groups were made of their newborns: those who had
diagnosis of congenital infection and those who had no infection. The duration of
membrane rupture period and the blood markers were investigated in all the groups.
Results. The study included 135 women. Duration of the membrane rupture
period lasted 85.17 ± 84.72 hrs in the group of women who had histological inflammation, and 40.06 ± 56.57 hrs in the group with no inflammation, P = 0.01,
AUC = 0.735; the critical membrane rupture period value for developing intrauterine infection by the Youden index was 43.7 hrs. The corresponding maternal CRP
values (mg/l) were 25.85 ± 40.27 vs. 5.23 ± 7.88 (P = 0.01, AUC = 0.6), the You
den index 4.6 mg/l. For the mothers of the newborns diagnosed with infection, the
duration of the membrane rupture period was 55.95 ± 65.04 hrs, for the mothers
of the newborns without congenital infection it was 40.25 ± 73.71 hours. Respectively, CRP values for the mothers of newborns averaged 12.25 ± 22.14 mg/l vs.
4.8 ± 4.82 mg/l (P = 0.005).
Conclusions. Longer membrane rupture period and higher maternal CRP are
correlated with inflammatory changes in the placenta and umbilical cord, thus they
can be used as the prognostic indicators of intrauterine infection. When the duration of the membrane rupture period lasts ≥44 hrs, the risk of chorioamnionitis and
funisitis increases five times; when the maternal serum CRP is higher than 5 mg/l,
funisitis / chorioamnionitis is twice more frequent than at lower than 5 mg/l CRP
values.
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INTRODUCTION
Preterm premature rupture of membranes (PPROM)
is the rupture of membranes during pregnancy before the 37th week of gestation (1). According to
the literature, PPROM occurs in 3% of pregnancies
and is responsible for, or associated with, approximately one-third of premature births (2). PPROM
is strongly associated with increased neonatal morbidity and mortality (3–4).
The most common cause of PPROM before the
37th week of gestation is intrauterine infection (5).
Infection occurs in 40–70% of premature deliveries. Recent evidence indicates that intrauterine infection is one of the main risk factors in newborn’s
inflammatory response syndrome, white matter
lesions, cerebral palsy, chronic pulmonary illnesses and sepsis (5–9). Therefore accurate prediction
of infection, including maternal chorioamnio
nitis and early-onset neonatal infection, remains
a critical challenge for obstetrician management in
these cases. Late diagnosis and delayed treatment
enhance probability of poor long-term outcomes
and handicap.
In the case of infection, microorganisms get into
chorionic tissues and begin to produce endotoxins
and exotoxins. The tissues respond producing cytokine. The numbers of inflammatory cytokines increase in mother’s blood serum, amniotic fluid and
fetus blood. Researchers have proved that interleukin-6 (IL-6) in mother’s blood serum is significantly related with intrauterine infection and allows to
identify the infection within 72 hours before parturition starts (10). However, the method of cytokine
analysis is very expensive and rarely used in clinical
practice. It is also established that IL-6 is the main
trigger of the synthesis of C-reactive protein (CRP)
(11). Therefore, not only the number of mother’s
white blood cells (WBC) but also the analysis of
CRP in blood serum may indicate existing infection after PPROM (12). It is deemed that increased
concentration of CRP in blood serum is one of the
most accurate markers for early-onset neonatal infection prognosis. The sensitivity of this marker is
of >90% (13), and it is the independent indicator of
funisitis as well (14). These two laboratory markers
are easily available in everyday clinical practice and
help to distinguish between pregnant women who
are in danger and must be treated immediately, and
those who can continue their pregnancy (13).

In the case of PPROM, the way of treatment is
one of the most discussed questions in perinatal
medicine. These questions particularly concern
the period between the 32nd and 34th gestational weeks. The issues related to the choice between
expectant management and labour induction, to
colysis, the duration of administration of antibiotic
prophylaxis, timing of administration of antenatal
corticosteroids, and methods of testing for maternal / fetal infection are discussed every day. The
majority of authors suggest expectant management
until the 34th week of pregnancy. The main benefit
of such management is the prolongation of pregnancy. Theoretically, it should reduce the neonatal
morbidity caused by the prematurity. However, on
the other side are risks of waiting – especially, the
risk of intrauterine infection, which may determine
poor perinatal outcomes.
In publications, it is often mentioned that the
gestational age of a newborn is one of the most important factors that determine the outcomes after
PPROM. In the absence of additional complications, labour is usually induced in the 32nd–34th
gestational weeks (14–15) due to the increased risk
of neonatal infection in the prolonged membrane
rupture period. However, some studies claim that
longer duration of the membrane rupture period
does not worsen outcomes in pregnancies that are
complicated by PPROM (16).
The purpose of this study was to investigate the
influence of the membrane rupture period duration on risks of developing chorioamnionitis and
early-onset neonatal infection at the 32nd–34th
gestational weeks after PPROM; and to determine
the importance of mother’s blood markers for the
prediction of chorioamnionitis, funisitis and early-onset neonatal infection.
MATERIALS AND METHODS
The retrospective study was carried out in the Vil
nius City Clinical Hospital analyzing the case
records of women after PPROM, and of their
newborns in the period of 1 January 2008 – 31 December 2013. Women were selected according to the
gestation age at the moment of PPROM: between
the 32nd week (32 weeks + 0 days) and 34th week
(33 weeks + 6 days). Gestational age was determined
according to the last menstrual period. If there
was a difference of greater than 5 days between
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the gestational age dated using the last menstrual
period and the first trimester ultrasound or 10 days
by the second trimester ultrasound scan, the estimated date of delivery and gestational age were adjusted as per the ultrasound data.
The selected pregnancies included only one-fetus pregnancies, fetuses without any congenital abnormalities. Only living newborns were selected.
The case records of 135 women and newborns fulfilled the criteria of the study.
By the histological placental findings the women
were divided into two groups: women with infection (funisitis and / or chorioamnionitis) and women with no infection. The groups were compared by
the age of mother, gestational age at PPROM, administration of antibiotic prophylaxis before labour,
timing of administration of antenatal corticosteroids, mother’s and newborn’s inflammatory markers (WBC count and CRP level in blood serum), duration of the membrane rupture period, the mode
of delivery, weight of the newborn, the Apgar score
rating scale by 1 + 5 minutes. The two groups of
newborns were identified as well: newborns with
congenital infection and newborns without congenital infection. We have compared these two groups
of newborns in the same way as the groups of mothers. In order to find out the critical meaning of duration of the membrane rupture period and mother’s
CRP, we were looking for the relation between the
duration of the membrane rupture period together
with CRP in mother’s blood serum, and placental
funisitis and / or chorioamnionitis by drawing the
ROC curve and counting the Youden index from
it. We tried to find out whether the duration of the
membrane rupture period influences the occurrence of intrauterine infection. We were looking for
indicators of the highest predictive value for identifying congenital infection.
Statistic calculations were performed using the
Statistical Package for the Social Sciences version
17.0 (SPSS Inc., Chicago, IL, USA). P-values <0.05,
area under the ROC curve <0.5 were considered
statistically significant.

longest duration was 336 hours. The median of the
membrane rupture period is 29.53 hours.
According to the histological examination of
the placentae, 95 (70%) patients had no infective
changes, 11 (8%) patients had deciduitis, 29 (22%)
patients were declared to have funisitis / chorioamnionitis with or without deciduitis (Fig. 1).
According to the literature (17), deciduitis, as
such, is not obviously related with intrauterine infection, so in our study it was not considered as
an inflammatory change of placenta.
In the group of women who had histologically
confirmed infection of placenta, the CRP marker was
statistically significant. The CRP levels in this group
are considerably higher than the normal range and
much higher than the CRP levels of women who did
not have the infection of the placenta, respectively
25.85 ± 5.23 and 40.27 ± 7.88, P = 0.01 (<0.05).
The other statistically significant indicator in
this group is the duration of the membrane rupture period. The data shows that this period is
considerably longer for women with chorioamnionitis / funisitis in comparison with women who
had no infection according to histological examination of placenta (respectively 85.17 ± 84.72 and
40.06 ± 56.57, P = 0.01 (<0.05)).
In the group of the women who had chorioamnionitis / funisitis, the newborns had congenital
infection more often than the newborns of healthy
mothers (respectively 86% and 67%, P = 0.049
(<0.05) – the statistically significant difference).
Meanwhile, the white blood cells (WBC) count
between these two groups had no statistically important difference (respectively 12.8 ± 3.27 and
12.33 ± 3.53, P > 0.05).
Other factors, such as mother’s age, parity, gestational age, duration of administration of antibiotic

RESULTS
From 135 maternal case records we have found that
the average duration of the membrane rupture period is 51.88 ± 67.46 hours. The shortest duration
of the membrane rupture period was 0.85 hour, the
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Fig. 1. Histological examination of the placenta
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Table 1. Clinical characteristics of women with funisitis / chorioamnionitis and without infection

Mother’s age, years
Nulliparous
Gestational week after PPROM
Antibiotic prophylaxis (mother’s)
Fetal lung maturation
Tocolysis
Mother’s CRP levels, mg/l
Mother’s WBC count, ×109/l
Membrane rupture period duration, hours
Caesarean section
Newborn’s weight, kg
Apgar scale (1 + 5 min)
Newborn’s CRP levels, mg/l
Newborn’s WBC count, ×109/l
Newborn’s infection

Funisitis / chorioamnionitis
Absent (n = 95)
Present (n = 29)
29.84 ± 5.64
30.36 ± 5.74
46 (48%)
12 (41%)
32.78 ± 0.55
32.69 ± 0.54
88 (93%)
29 (100%)
72 (76%)
26 (90%)
44 (46%)
14 (48%)
5.23 ± 7.88
25.85 ± 40.27
12.33 ± 3.53
12.8 ± 3.27
40.06 ± 56.57
85.17 ± 84.72
27 (28%)
6 (21%)
2.206 ± 0.32
2.129 ± 0.31
16.73 ± 1.31
16.52 ± 0.78
3.15 ± 10.42
5.98 ± 9.4
17.02 ± 6.37
16.77 ± 5.65
64 (67%)
25 (86%)

P
0.68
0.51
0.44
0.13
0.11
0.85
0.01*
0.52
0.01*
0.41
0.25
0.28
0.17
0.84
0.049*

* P < 0.05 means a statistically significant difference.

prophylaxis before labour, timing of administration
of antenatal corticosteroids, tocolysis, newborn’s
weight, newborn’s WBC count and CRP levels, the
mode of delivery, Apgar score rating scale evaluation showed no significant difference in the comparative groups.
The duration of the membrane rupture period
is related with the diagnosis of newborn’s congenital infection: the newborns with the congenital infection experienced the membrane rupture period
about 55.95 ± 65.04 hours, and the newborns without any infection experienced this period about
40.25 ± 73.71 hours.
There is a statistically significant link between
the infection diagnosis of a newborn and CRP lev
els in mother’s blood serum: mothers of the babies diagnosed with the infection had their CRP
at 12.25 ± 22.14 mg/l and mothers of healthy babies had their CRP at 4.8 ± 4.82 mg/l (P = 0.005).
However, there are no statistically reliable results to
establish the relation between mother’s WBC and
newborn’s infection: the WBC count for the mothers of infected babies was 12.76 ± 3.355 × 109/l, and
the WBC count for the mothers of healthy babies
was 12.06 ± 2.820 × 109/l.
The congenital infection and newborn’s CRP
levels are statistically significantly related: the
newborns with the infection have CRP levels at
11.76 ± 5.58 mg/l, and the newborns without the
infection have CRP levels at 0.44 ± 0.325 mg/l

(P = 0.000). There are no statistically reliable differences between the groups of newborns associating the infection and their WBC, respectively
16.30 ± 6.58 × 109/l and 17.83 ± 6.06 × 109/l (P > 0.05).
Neonatal infection is significantly associated with the
inflammatory changes in the placenta and umbilical cord. Among the newborns with the diagnosed
infection, funisitis / chorioamnionitis was found in
23% of cases compared with only 9% (P = 0.004) in
the newborns without diagnosed infection.
The diagnosis of infection is significantly related with the newborn’s weight: the newborns with
infection had lower weight: 2.133 ± 0.31 kg, and
the newborns without infection had higher weight:
2.280 ± 0.327 kg (P = 0.018). The other data, such
as mother’s age, parity, gestational age, duration of
administration of antibiotic prophylaxis before labour, timing of administration of antenatal corticosteroids, the mode of birth, and Apgar score rating scale, were not significantly different.
The duration of the membrane rupture period
correlates with chorioamnionitis / funisitis. There
are more cases of chorioamnionitis / funisitis when
the duration of the membrane rupture period is longer. The area under the curve (AUC) is 0.735 (Fig. 2).
According to the Youden index, the critical duration of the membrane rupture period is 43.7 hours.
When the duration of the membrane rupture period was less than 44 hours, 9% of women had
funisitis / chorioamnionitis; when the duration of
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Table 2. Clinical characteristics of women and congenital infection of newborn
Infection of newborn
Mother’s age, years
Nulliparous
Gestational week after PPROM
Antibiotic prophylaxis (mother)
Fetal lung maturation
Mother’s CRP levels, mg/l
Mother’s WBC count, ×109/l
Membrane rupture period duration, hours
Caesarean section
Newborn’s weight, kg
Apgar scale (1 + 5 min)
Newborn’s CRP levels, mg/l
Newborn’s WBC count, ×109/l
Funisitis / chorioamnionitis

Present (n = 100)
30.16 ± 5.3
26 (26%)
32.68 ± 0.6
86 (85%)
80 (80%)
12.25 ± 22.14
12.76 ± 3.355
55.95 ± 65.04
24 (24%)
2.133 ± 0.31
16.68 ± 1.34
5.58 ± 11.76
16.30 ± 6.58
23 (23%)

Absent (n = 35)
29.37 ± 6.3
11 (31%)
32.77 ± 0.4
28 (80%)
26 (74%)
4.8 ± 4.82
12.06 ± 2.820
40.25 ± 73.71
13 (37%)
2.280 ± 0.33
16.43 ± 1.4
0.44 ± 0.325
17.83 ± 6.06
3 (9%)

P value
0.474
0.530
0.338
0.327
0.775
0.005*
0.317
0.297
0.284
0.018*
0.338
0.000*
0.227
0.004*

* P < 0.05 is a statistically significant difference.

the membrane rupture period was 44 hours or longer, funisitis / chorioamnionitis was found in 44%
of the investigated women (Table 3).
Increased CRP levels in mother’s blood serum
correlates with the increased probability of funisitis / chorioamnionitis. The area under the curve
(AUC) is 0.6. According to the Youden index, the
critical mother’s CRP value is 4.6 mg/l (Fig. 3).

Table 3. The correlation between the duration of the
membrane rupture period and funisitis / chorioamnionitis
Funisitis / chorioamnionitis
Absent

Present

<44 hours

82 (91.1%)

8 (8.9%)

≥44 hours

25 (55.6%)

20 (44.4%)

Fig. 2. The correlation between the duration of the membrane rupture period and funisitis / chorioamnionitis

P value
0.000
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Table 4. The relation between the CRP levels in mother’s blood serum and funisitis / chorioamnionitis
Funisitis / chorioamnionitis
CRP levels, mg/l
Sensitivity
Specificity
Absent
Present
<5
51 (83.6%)
10 (16.4%)
61.1%
61.5%
≥5
33 (67.3%)
16 (32.7%)
<10
67 (78.8%)
18 (21.2%)
80%
30.8%
≥10
17 (68%)
8 (32%)
<15
76 (78.4%)
21 (21.6%)
90.5%
18.9%
≥15
8 (61.5%)
5 (38.5%)
<20
78 (78%)
22 (22%)
91.2%
15.4%
≥20
6 (60%)
4 (40%)

P value
0.046
0.263
0.180
0.201

Fig. 3. The relation between the CRP levels in mother’s blood serum and funisitis / chorioamnionitis

DISCUSSION
Many studies show that histologically confirmed funisitis / chorioamnionitis is an integral indicator of
lower newborn’s viability and life prognosis (18–20).
It is also proved that funisitis / chorioamnionitis is
associated with a higher risk of neonatal sepsis (21–
22). However, some researchers claim that the histological diagnosis of chorioamnionitis is not important in the prediction of newborn’s further quality of
life, especially if these newborns get adequate treatment and care (23–24).
Our study has shown the association between the
increased CRP levels in mother’s blood serum and
histologically confirmed intrauterine infection, as
well as congenital infection. The CRP concentration
greater than 5 mg/l was the main indicator of mother’s funisitis / chorioamnionitis and the reading re-

flecting the newborn’s infection. The WBC count did
not have any prognostic meaning neither for mother’s intrauterine infection nor for newborn’s congenital infection in our study.
Various similar studies were carried out for a long
time, but their results differ. A retrospective study of
90 women with PPROM between the 23rd and 41st
gestational weeks by Yoon and colleagues showed
that neither CRP levels nor WBC count had any
influence on histological appearance of chorioamnionitis (25). Also, Smith and colleagues conducted
a retrospective study with 73 pregnant women and
did not find any significant influence of CRP on the
diagnosis of chorioamnionitis (26). Meanwhile Popowski et al. carried out a retrospective study of 399
pregnant women at or after 34 weeks of gestation. In
their study, the CRP levels in blood serum were the
most accurate marker that showed infection (13).
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The importance of CRP levels in serum for the diagnosis of funisitis / chorioamnionitis (27–30), for
the determination of neonatal sepsis (31) and the
association between neonatal infection and funisitis / chorioamnionitis are discussed in many works
of various authors (32–33). For example, van de Laar
made a very important review of scientific works.
The review included 5 studies, 381 patients, from
which 227 had a histological diagnosis of chorioamnionitis, correlating with increased readings of CRP
levels (34). Meanwhile, another systematic review of
scientific work including 8 studies and 610 patients
claims that there is no clear correlation between increased CRP levels and early diagnosis of chorioamnionitis. It is due to the fact that critical CRP values
vary greatly from 5 to 40 mg/l (35). A study by Perrone et al. did not prove any significant prognostic
value of the WBC count, the same as our study (30).
Based on these and other studies, Lee et al. suggest that in practice it is worth using the CRP value
as an indicator of early-onset neonatal sepsis and
a prognostic test of funisitis rather than a diagnostic indicator. It can help to classify women into two
groups of those who run high risk (have high CRP
levels) and those who are in low risk (have low CRP
levels) (32).
Another important prognostic indicator of
possible appearance of infection is the duration
of the membrane rupture period. Our study has
found that longer duration of the membrane rupture period is associated with histologically confirmed chorioamnionitis / funisitis and is more
frequent in congenital infection; the critical value of the duration of membrane rupture period is
44 hours. It is important to mention a retrospective study by Ekin et al. It included 3 257 patients
and their data. The study shows that longer duration of the membrane rupture period has significant influence (OR = 2.23, 95 % CI = 1.48–3.14;
p = 0.002) on the development of chorioamnioni
tis (36). Similar results that a prolonged duration
of membrane rupture of more than 48–168 hours
has significant influence on the development of
chorioamnionitis were found by other researchers as well (37–38). There were certain studies
suggesting that prolonged duration of the membrane rupture period is associated with decreasing risk of newborn’s illnesses and the duration of
the membrane rupture period is decreasing when
there is an increase of gestational age (39–40).
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Unspecified neonatal infection is the condition
when a newborn is prescribed to take antibiotics as
there is a risk of having infection in the organism
(41). There are not many accurate epidemiologic data about neonatal infection rate in Lithuania
(42). According to our study data, 74% (n = 100)
of newborns had the diagnosis of congenital infection. The most common was the unspecified
congenital infection. Pneumonia and / or sepsis
were diagnosed in 24% of cases (n = 24, respectively, 23 cases of pneumonia and 1 case of sepsis).
According to Tamelienė, there is a possibility that
such low indicator of early-onset sepsis relates to
the fact that sepsis is hidden under early unspecified neonatal infection diagnosis. The illness of
this name is not mentioned in scientific articles.
The condition when there are clinical symptoms
and two or more laboratory study markers of the
infection should be identified as the early neonatal sepsis (43). Tamelienė believes that an early
unspecified diagnosis could hide other illnesses,
which are typical for early neonatal period, such
as intracranial haemorrhage and neonatal respiratory distress syndrome. So Tamelienė claims that
the congenital infection hyper diagnostics should
not be rejected (41).
In the process of the study we confronted several limitations. First of all, this study is retrospective because pregnant women with cases of our
interest are rare, but all the data was carefully collected from patients’ archives and checked. Secondly, we were trying to evaluate blood markers of
women and their newborns, and to find the correlating risk of the infection. We compared the results with healthy women and their newborns. We
believe that our study results remain valid, whereas significantly higher CRP levels in maternal
serum are observed in the group of women with
histologically confirmed placental and umbilical
cord inflammatory changes and the group of newborns with congenital infection. Longer duration
of the membrane rupture period distinctly correlates with neonatal infection and mother’s chorioamnionitis / funisitis.
CONCLUSIONS
22% of women from our study had chorioamnioni
tis / funisitis and 86% of newborns had congenital
infection. According to the results, the duration of
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the membrane rupture period is 2.1 times longer for
the women with histologically confirmed chorioamnionitis / funisitis in comparison with the women
who had no histological infection. The most important blood marker in predicting intrauterine infection is CRP levels in maternal blood serum. It was almost 5 times higher in the histologically confirmed
infected women as compared with the women with
no confirmed infection.
When the duration of the membrane rupture period increases, the congenital neonatal infection is
diagnosed more often. Newborns with diagnosed
congenital infection had the duration of the membrane rupture period 2 times longer than newborns
without infection. Elevated CRP levels in maternal
blood serum show a higher risk of congenital infection in the newborn. The mothers of newborns with
congenital infection had 2.6 times higher CRP levels
in comparison with the women who gave birth to
healthy babies.
The duration of the membrane rupture period
and CRP levels in mother’s blood serum correlate
with chorioamnionitis / funisitis and could be used
as prognostic indicators. When the duration of the
membrane rupture period is longer than 44 hours,
the risk of chorioamnionitis / funisitis becomes five
times higher. There was found a reliable correlation
between CRP levels and histologically confirmed
intrauterine infection. At a lower than 5 mg/l CRP
value the occurrence of chorioamnionitis / funisitis
was twice less than in the cases when the CRP level
reaches or is greater than 5 mg/l (16.4% and 32.7%,
respectively).
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PRIEŠLAIKINIS VAISIAUS VANDENŲ
NUTEKĖJIMAS 32–34 NĖŠTUMO SAVAITĘ –
BEVANDENIO LAIKOTARPIO IR MOTINOS
KRAUJO RODIKLIŲ RYŠYS SU ĮGIMTA
INFEKCIJA
S antrauka
Tikslas. Ištirti bevandenio laikotarpio trukmės, esant
PVVN 32–34 nėštumo savaitei, įtaką chorioamnionito ir
naujagimio įgimtos infekcijos išsivystymui. Nustatyti motinos kraujo rodiklių reikšmę numatant chorioamnionitą,
funizitą ir naujagimio įgimtą infekciją.

Metodika. Retrospektyvinė analizė atlikta esant
PVVN 32 (32 sav. + 0 d.) – 34 (33 sav. + 6 d.) nėštumo
savaitę analizuojant gimdyvių ir jų naujagimių istorijas.
Tiriamosios grupės sudarytos remiantis placentos histologinio tyrimo rezultatais: I grupė – moterys, kurioms
nustatytas funizitas ir / ar chorioamnionitas su ar be deciduito; II grupė – moterys, kurioms uždegimas nebuvo
patvirtintas. Analogiškai lyginti naujagimiai, kuriems
buvo ir nebuvo nustatyta įgimta infekcija. Tiriamosiose
grupėse analizuota bevandenio periodo trukmė ir motinos kraujo rodmenų duomenys.
Rezultatai. Tyrimo kriterijus atitiko 135 moterys.
Bevandenio laikotarpio trukmė moterų, kurių placentose nustatytas uždegimas, – 85,17 ± 84,72 val., moterų,
neturėjusių uždegimo placentoje, – 40,06 ± 56,57 val.
(P = 0,01, plotas po ROC kreive (AUC) – 0,735), kritinė
bevandenio laikotarpio trukmė intrauterinei infekcijai
pasireikšti pagal Youden indeksą – 43,7 val. Analogiškai
motinos CRB reikšmės (mg/l) 25,85 ± 40,27 ir 5,23 ± 7,88
(P = 0,01, AUC – 0,6), Youden indeksas – 4,6 mg/l.
Gimdyvių, kurių naujagimiams buvo nustatyta įgimta
infekcija, bevandenis laikotarpis truko 55,95 ± 65,04 val.,
kuriems įgimtos infekcijos nebuvo, – 40,25 ± 73,71 val.
Atitinkamai naujagimių motinų CRB reikšmės vidutiniškai siekė 12,25 ± 22,14 mg/l ir 4,8 ± 4,82 mg/l (P = 0,005).
Išvados. Ilgesnė bevandenio laikotarpio trukmė ir
aukštesnis motinos CRB koreliuoja su uždegiminiais placentos ir virkštelės pokyčiais ir gali būti naudojami kaip
intrauterinės infekcijos prognostiniai rodikliai. Esant
ilgesniam nei ≥44 val. bevandeniui laikotarpiui chorioamnionito ir funizito rizika padidėja penkis kartus; esant
motinos CRB <5 mg/l, funizito / chorioamnionito atvejų
buvo dvigubai mažiau nei CRB ≥5 mg/l.
Raktažodžiai: priešlaikinis vaisiaus vandenų nutekėjimas (PVVN), chorioamnionitas

