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ABSTRACT

Background: The increased level of the placental pro-
inflammatory cytokines, vasoconstrictors and lipid peroxidation 
products is known to be involved in the pathogenetic scenario 
of pre-eclampsia. Systemic inflammatory response syndrome  
captures the severity of pre-eclampsia (PE). The opinion about 
the possible role of infection in the origin and progression of 
pre-eclampsia is rather unpopular nowadays.

Aim: To elucidate the involvement of the infectious agents in 
the pathogenesis of multiple organ failure syndrome in pre-
eclampsia. 

Case report: An unusual case of the prodromal symptoms of 
eclampsia and systemic inflammatory response syndrome in 
the postpartum period associated with group B streptococcus 
infection was reported. But the resistant to the cephalosporins 
microbial flora was a reason for the progression severity of pre-
eclampsia and puerperal sepsis. Since uterus was the source 
of sepsis the hysterectomy procedure has given a possibility to 
avoid general peritonitis and septic shock.

Conclusion: The infectious inflammation could be involved 
in the pathogenesis of PE and contribute to the progressive 
severity of the disease.
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INTRODUCTION
Pre-eclampsia (PE) is one of the main reasons for maternal 
morbidity and mortality. Atherosclerosis, hypertension, 

coronary heart disease and brain stroke are the conse-
quences of PE in the further lifetime.1-3 This gestational 
pathology is associated with arterial hypertension, 
proteinuria, and end-organ malfunction. The placental 
ischemic syndrome (PIS) was proved to be the initial stage 
of the systemic vasculopathy in PE. Increased levels of 
the placental pro-inflammatory cytokines, vasoconstric-
tors and lipid peroxidation products are known to be 
involved in the pathogenetic scenario of PE. An endo-
thelial dysfunction is the central event in the end-organ  
failure4-6 The systemic inflammatory response syndrome 
(SIRS) reflects the severity of PE but it mostly has no 
clinical equivalents in mild and moderate pre-eclamptic 
patients.7 The SIRS accompanies severe PE or eclampsia 
and different types of shock. Thus, non-infectious inflam-
mation is a major component of PE. A possible reason of 
this inflammatory response in the second half of gesta-
tion could be associated with the HLA-incompatibility 
between the mother and the fetus, the fetal DNA, the 
products of ischemic necrosis or apoptosis of the syncy-
tiotrophoblast etc.3-5,8 The lack of the evidence makes the 
possible role of infection in the origin and progression of 
PE rather unpopular.8 A higher incidence of PE occurs in 
pregnant women with urinary tract infection, periodontal 
disease, bacterial vaginosis and other comorbidities.9-12 
Any maternal infection was associated with two-fold 
higher risk of PE in one systematic review.11 The relevant 
issue is whether infectious agents are involved in the 
pathogenesis of multiple organ failure syndrome in PE. 

CASE PRESENTATION
A pregnant woman aged 30 years was admitted to 
the division of maternal-fetal medicine at 24 weeks of 
gestation. She had had irregular antenatal visits, which 
revealed no abnormality. She had a blood pressure (BP) 
of 140/90, pulse of 82 per minute and a normal body 
temperature at the admission office. She had no pro-
dromes suggestive of arterial hypertension. Laboratory 
findings were unremarkable (hemoglobin, leukocytes, 
platelet count, serum aspartate aminotransaminase, 
serum alanine aminotransaminase, serum urea, serum 
creatinine concentration and coagulation profile were 
normal) with a trace of proteinuria in urinalysis. A bac-
terial vaginosis was diagnosed. She had a mild PE, an 
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early fetal growth restriction and a post-cesarean uterine 
scar. No maternal internal diseases were known. The 
maternal condition was stable but fetal demise occurred. 
Ceftriaxone injections were started, as is our standard 
practice for intrauterine death. Labor was induced by an 
intracervical insertion of laminaria. A dead female fetus 
of 510 g was born. A curettage was performed because 
of the uterine scar and the partly retained placenta. The 
patient additionally received 2 g of ceftriaxone and 500 
mg of metronidazole intravenously. The BP was 130/95, 
urinary protein in a single portion–0.015 g/L, hemato-
logical indices were normal. The postpartum woman 
complained of headaches, visual disturbances and mild 
muscles spasms within 8 hours. BP consequently jumped 
to 210/130, proteinuria to 6.5 g/L. These data and the 
absence of any internal disease in the history supported 
severe PE. She did not have any generalized seizures. 
The patient received 4 g of MgSO4 within 20 minutes 
intravenously as a loading dose and then an infusion of 
MgSO4 was maintained at a rate of 1 g/hour for 24 hours. 
An infusion of 60 mg of hydralazine was also done at a 
rate 2-10 mg/hour depending on the BP and pulse rate. 
BP fell to 150/90. The data of the bio-impedance cardi-
ography supported the hypokinetic type of the central  
hemodynamics with end-organ hypoperfusion. The 
patient received antihypertensives, antimicrobial agents, 
and an infusion therapy. An enlarged hepatic volume was 
found at the end of the first day of the postpartum period, 
but the level of serum aspartate aminotransaminase and 
serum alanine aminotransaminase was not increased 
considerably and the platelet count was stable. Therefore, 
HELLP syndrome was excluded. Later on, within 1 day 
acute renal failure developed (serum creatinine concen-
tration was 2.2 mg/dL). A positive test for procalcitonin, 
an increased level of the C-reactive protein and a leuko-
cytosis were detected at the same time. Therefore, the 
patient had puerperal sepsis. The uterus was enlarged 
and painful, the discharge was bloody and purulent. 
The microbiological investigation of the cervical culture 
revealed a significant growth of group B streptococcus 
with the only determined sensitivity to vancomycin. Any 
agents of sexually transmitted diseases were not detected 
by polymerase chain reaction. Blood and urine cultures 
were negative. Rebound tenderness was found in the 
lower abdomen. Since endometritis and pelvic peritonitis 
were diagnosed the patient was operated on. A hysterec-
tomy was performed on the 3rd day after delievery. After 
several days, the condition of the postpartum patient 
improved. The level of BP was reduced within 10 days. 
She was back to home in 14 days. A histological investiga-
tion supported the purulent endometritis.  

DISCUSSION

Bacterial vaginosis is associated with a higher incidence 
of the chronic endometritis.9 The abnormal uteropla-
cental hemodynamics caused by group B streptococcus-
associated endometritis possibly played a trigger role 
in the development of PE in this case. Since shallow 
trophoblastic invasion into the spiral arteries is known as 
a reason of placental ischemic syndrome, the worsening 
PE development could be associated with the microbial 
inhabitants of the genital tract.9,12 The problem of resis-
tance to antimicrobial agents contributed to the dramatic 
outcome. PE typically reduces but not progresses after 
pregnancy is terminated1-3 – our case is unusual in that 
PE progressed postpartum, possibly related to the inflam-
matory environment. The decreased intraabdominal 
pressure after delivery is known to be one of the most 
significant factors contributing to the reestablishment of 
hemodynamics.13,14 The application of ceftriaxone and 
metronidazole was ineffective and could not counteract 
the dissemination of infection after curettage. The clinical 
manifestation of prodromal events of eclampsia reflected 
the SIRS. Therefore, the infection likely enhanced the 
severity of PE and contributed to the development of 
multiple organ failure syndrome. Since the uterus is the 
source of sepsis, the hysterectomy enables avoiding a 
general peritonitis and a septic shock.2,7-13 The consequent 
recovery was rather logic. 

CONCLUSION

The infectious inflammation could be involved in PE 
pathogenesis and contribute to the progressive severity 
of the disease even in the puerperium.
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