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Abstract

The intestinal infarction is a pathology rarely encountered in obstetrical practice, but in some particular
situations we can predict the occurrence of this disease. The presence of pre-existing pathologies such as
thrombophilia as well as pregnancy-induced changes may precipitate this pathology.

Diagnosis is difficult due to nonspecific symptoms that can be considered as secondary to pregnancy, but a
late diagnosis may increase the morbidity and mortality for both mother and fetus.

Rezumat

Infarctul intestinal este o patologie rar întâlnită în practica obstetricală, însă în anumite situatii particulare
putem sa ne gândim la aparitia acestei boli. Prezenta unor patologii preexistente sarcinii precum trombofiliile dar
si modificările induse de sarcină pot precipita aparitia acestei patologii.

Diagnosticul este dificil datorită simptomelor nespecifice, care pot fi considerate ca fiind secundare sarcinii,
iar diagnosticul tardiv pot creste morbiditate si mortalitatea maternă si fetală.
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Introduction

The intestinal infarction is an extremely rare
pathology encountered in obstetrical practice, with
only a few cases described in medical literature. Also,
the diagnosis of this condition is complicated by
nonspecific symptoms that overlap those of
pregnancy, which can create confusion and therefore
often mistakenly diagnosed as acute gastroenteritis,
pyelonephritis or imminence of premature birth.

Special pathophysiology
There are a number of adaptive modifications

of the maternal body during pregnancy, both

anatomical and functional, which may favor intestinal
infarction:

Vascular System - Pregnancy causes
changes in the cardiovascular system in all vascular
sites to allow optimal fetal growth and development.
Normally, arterial compliance increases in parallel
with increased heart rate to maintain a constant
diastolic pressure [1].

This increased compliance of the arterial
tissue is due partly to the decrease of the arterial
muscle response to the vasoconstrictor agents [2],
and on the other hand by the prompt response of the
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endothelium to vasodilators such as nitric oxide
(NO) [3] and prostacyclin [4].

At the same time there are numerous
studies on rodent models that have demonstrated
the effect of Relaxin on vessels, which acts directly
on the specific receptors in the mesenteric arteries
both at the endothelial and muscular layers,
conducting to adaptive vasodilatation [5].

All these changes are gestational age
dependent and progress with pregnancy, so at the
end of the 2nd trimester and in early 3rd trimester,
mesenteric arteries receive an appreciable volume
of maternal cardiac output (approximately 1/3 of
maternal cardiac output) [6].

Coagulation - Pregnancy predisposes to
hypercoagulation by increasing all clotting factors,
and it is well known that thrombogenic risk is
increased during this period [1]. Furthermore, the
presence of pathologies such as hereditary
thrombophilia  and,  in particular, acquired
thrombophilia’s (such as Antiphospholipid
Syndrome) may further  exacerbate this
hypercoagulability state and increase the thrombotic
and thromboembolic risk [1].

Digestive tract - regarding the intestine, due
to the accelerated growth of the uterus especially
in late pregnancy, there is a movement of the cecum
of to the right upper quadrant, causing the possibility
of a mesenteric torsion and superior mesenteric
vessels occlusion [1, 7].  Also after delivery,
because of the rapid reducing in size of the uterus
there is also a high risk of mesenteric torsion,
especially in patients with predisposing anatomical
factors [7].

Progesterone acts on the intestinal smooth
muscles causing a decrease in bowel movements
and can cause constipation [1], and iron supplements
used to treat maternal anemia in the 3rd  trimester
of pregnancy can cause further worsening of this
symptoms.

 Etiology

Intestinal infarction during pregnancy may
be favored by adaptive vascular changes and
hypercoagulation status which are common for this

period. Mesenteric venous thrombosis is the most
common cause of intestinal infarction in pregnant
women [8-10]. Followed by intestinal volvulus [11,
12] and ovarian hyperstimulation syndrome [13,
14].

Superior mesenteric vein thrombosis

Although superior  mesenteric vein
thrombosis is a rare complication that can occur
during pregnancy may threaten the life of both the
mother and the child due to the risk of ischemic
bowel necrosis and consecutive sepsis.

A rapid diagnosis is often difficult due to
nonspecific symptoms such as abdominal pain,
nausea and vomiting that are frequently accused in
pregnancy. Moreover, due to the local inflammatory
syndrome uterine contractility may be present [15],
overlapping clinical complaints which may create
more confusion regarding painful symptomatology,
suggesting rather a diagnosis of preterm labor [16].

The blood count can be erroneously
interpreted during this period as adaptive pregnancy
changes, knowing that leukocyte count is as high as
15000/mm3 [17], and inflammatory markers may be
quasi-normal in the incipient stages of intestinal
ischemia.

The imagistic methods used to confirm this
rare diagnosis are abdominal ultrasound or MRI of
the pelvis and abdomen,  given that  CT is
contraindicated during this period [18]. Also,
contrast agents should be avoided as far as possible
at this time because they cross the placental barrier
and may cause fetal complications [19].

Diagnosis is often established during
surgery, because the patient’s condition usually
deteriorates due to intestinal occlusion and
peritonitis, which results in a multidisciplinary
surgical approach, composed from an obstetrician,
surgeon and neonatologist. There is a need for good
collaboration in this multidisciplinary team, because
depending on gestational age, fetal status and the
presence of preterm labor, a premature delivery
through cesarean section can become an option [1].

Mesenteric vein thrombosis may also occur
in the postpartum period, regardless of the delivery

Acute Intestinal infarction in obstetrics



Obstetrica }i Ginecologia   125

Iulian Gabriel Goidescu

route, vaginal [20] or cesarean section [21]. This
is possible due to hypercoagulability and
hemoconcentration during the first days after
delivery, caused by the blood loss which ranges
between 500-1000 ml depending on the delivery
route [1].

Also this rare disease can be favored by
certain associated maternal pathologies such as
hereditary thrombophilia’s (protein C deficiency,
protein deficiency S, Factor V Leiden mutation or
antithrombin III deficiency) [9, 10, 22] or acquired
thrombophilia (Antiphospholipid Syndrome) [23].

Intestinal volvulus

Volvulus of the small bowel is a rare
complication in pregnancy, but represents 25% of
cases of intestinal occlusion during this period,
whereas in the general population it has an incidence
of only 3-5% of cases of intestinal occlusion [11].

Fetal mortality is high in intestinal obstruction
due to volvulus reaching up to 26%, while maternal
mortality ranges between 6-20%[11].

Like the superior  mesenteric vein
thrombosis, the symptoms, clinical exam and
laboratory tests do not provide additional help for
the diagnosis of this pathology [11, 12]. Imagistic
features assessed by MRI and/or abdominal
ultrasound can guide the diagnosis and establish the
opportunity for surgery [11, 12].

Unlike superior mesenteric vein thrombosis,
volvulus appears to be associated more frequently
with fetal distress and abnormal cardiotocographic
monitoring, which requires an active fetal extraction
conduct if gestational age allows it and thus an exact
diagnosis of this pathology [11, 12].

Ovarian hyperstimulation syndrome

Ovarian hyperstimulation syndrome
(OHSS) is a particular pathology which, through
hemoconcentration, predisposes to thrombotic and
thromboembolic accidents [24]. Therefore, OHSS
can also be associated with mesenteric venous
thrombosis, this association being described in
medical literature in only 2 cases [13, 14].

The OHSS is due to a combination of clinical
symptoms caused by the increase in volume of the
ovaries due to exposure to exogenous gonadotropins
[25]. This pathology is in fact a major iatrogenic
complication which, in addition to the ovarian
enlargement, causes the ascites, pleurisy due to
extravasation of the vascular fluids as a result of
the increase in vascular permeability [26]. These
changes will result in decreased intravascular
volume and dehydration, hemoconcentration,
electrolyte disturbances.

The exact pathophysiology of OHSS is not
fully known, but it seems that an essential role in
played by both endogenous and exogenous HCG,
which stimulates the synthesis of vasoactive
substances in corpus luteum, such as Vascular
Endothelial Growth Factor (VEGF) [25, 27]. VEGF
will increase the vascular permeability and
consequently the loss of proteins which determine
the decrease of the colloid-osmotic pressure by
passing the fluids into the extravascular space [27].

Hypercoagulability is determined both by
hyper viscosity caused by All of these changes lead
to an increase in thrombotic and thromboembolic
phenomena [24],  which may also affect  the
mesenteric vessels [13].

Diagnosis of OHSS is easy because
symptoms occur in a patient known to be exposed
to assisted reproductive techniques and the presence
of abdominal pain and ascites together with
ultrasound examination and laboratory
determinations can establish an accurate diagnosis
[25].

Instead, it is more difficult to establish a
correct diagnosis of mesenteric thrombosis because
the dominant symptom is abdominal pain that
overlaps with the clinical features of the OHSS, but
the persistence or worsening of the symptoms under
an optimal treatment requires an ultrasound to assess
the main vascular intraabdominal sites which may
be affected by thrombosis [13].

Treatment of OHSS is the administration of
albumin and steroids, but prophylactic anticoagulants
are also associated in the medium and severe forms,
precisely to decrease the risk of thrombosis [25].
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The occurrence of mesenteric thrombosis
in patients with OHSS, although a rare and difficult
to diagnostic situation, may actually have a higher
frequency but due to the introduction of prophylactic
anticoagulation therapy in the medium and severe
forms this complication self-diminishes and disappears
[14].

Conclusion

Although intestinal ischemia is a pathology
rarely encountered in obstetrical practice, we should
not overlook the possibility of such diagnosis because
it associates considerable fetal and maternal morbidity
and mortality in the absence of prompt surgical
treatment.
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