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A BSTRACT
The aim of the present case report is to stress out the occurrence of hepatic infraction in pregnant women with antiphospholipid
syndrome (APS) and the critical role magnetic resonance imaging (MRI) plays for the early diagnosis of rare complications of the
disease. Here we report the case of a preeclamptic pregnant woman with APS in her 17th week of gestation, who experienced
severe epigastric pain, followed by multiple episodes of vomiting and an episode of soft stools. Patient was submitted to MRI
examination of the upper abdomen, where findings suggested hepatic infarction with subsequent deterioration of her general
status. Therefore, she underwent termination of gestation. We conclude that pregnancy is a deteriorating factor of the disease and
patient should be closely monitored, evaluated of any suspicious symptom or sign.
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1. I NTRODUCTION
Antiphospholipid syndrome (APS) is an autoimmune disorder, characterized by the presence of a variety of autoimmune
antibodies (e.g. anticardiolipin antibody, B2- glycoprotein
antibody, lupus anticoagulant).[1, 2] These antibodies replace
the protective anticoagulant proteins of the phospholipid
membranes, leading to the production of procoagulant endothelial cell surfaces. Thus, the syndrome is accompanied
by arterial and venous thrombotic events and obstetric complications (early onset pre-eclampsia, repeated pregnancy
loss and preterm delivery, uteroplacental insufficiency leading to fatal growth restriction).[3–5] The APS appears to
0.3% of the pregnant population. Patients with APS are in

higher risk to develop pre-eclampsia than the general population; a recent metanalysis shows that the presence of APS
increases the incidence of pre-eclampsia twice compared
to the healthy pregnant woman. The most significant fact
is that the incidence of pre-eclampsia is highly increased
(eleven times) till the 34th week of gestation, while after
this point is remarkably less, and presents in more severe
form.[6, 7] Abdominopelvic manifestations of thromboembolism in APS patients are rarely reported in the literature
and mostly present as Budd-Chiari syndrome. The risk of
arterial and venous thrombotic events appears to be 5%-12%
in pregnant women with APS.[8] The frequency of repeated
pregnancy loss varies. However, studies reveal that 15% of
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women with pregnancy loss in the first trimester had APS
autoantibodies while the incidence increased to 21% in the
second trimester.[9] Hepatic infarction is a very rare event
because of hepatic distinct double blood supply. Here, we
report on a pregnant woman with APS on the 17th week of
gestation.

2. C ASE PRESENTATION
A 35-year-old childless woman, at 17th week of gestation (17
week and 5 days), with a history of APS under treatment with
Bemiparin sodium 5,000 IU by sc route, referred to emergency room (ER) with abdominal pain in the epigastrium
started 18h ago followed by multiple episodes of vomiting
(08) and an episode of soft stools. The history revealed Deep
Vein Thrombosis (DVT) in 2005 which was followed by the
diagnosis of APS, an episode of fetal resorption, therapy with
Tinzaparin 8,000 IU by sc route and acetylsalicylic acid 160
mg p.os till the beginning of pregnancy with recommendation, by the referred hematologist, of checking anti-factor
Xα followed by changing to Bemiparin sodium 5,000 IU by
sc route. The patient, before coming to the emergency room,
had already received p.os Paracetamol /Butylscopolamine
bromide (500+10) mg and p.os Omeprazole 20 mg without
restriction of symptoms. At the emergency room the patient
presented temperature 37.2◦ C, BP120/70 mmHg, cardiac
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beats 57 BPM, SO2 98%, abdominal tenderness at the epigastrium, positive Murphy sign, diminished bowel sounds
and dehydrated mucous membranes. The patient underwent
biochemical and ultrasound examination which revealed:
• Increased transaminases and Lactate Dehydrogenase
(LDH): Aspartate Aminotransferace (AST) 120 IU/lt Alanine Aminotransferace ALT138 IU/lt LDH 313 IU/lt, Newly
developed proteinuria (24 hours urine protein 500 mg).
• Ultrasound (U/S) of the abdomen without significant findings, normal Doppler of the hepatic veins. The diagnostic
dilemma was still pending while the patient’s abdominal pain
deteriorated. Therefore, we proceeded to MRI of the upper
abdomen (without using iv contrast media) that showed multiple hepatic infarcts (at segment V, between segments V and
VI, at segment VIII and at the inner part of segment VI and
bilateral pleural effusion) (see Figure 1).
The patient was transferred to the Intensive Care Unit (ICU),
where she deteriorated hemodynamically; the BP increased
to 170/85 mmHg and the SO2 decreased to 92% (ambient
air). She underwent transthoracic echocardiogram which
revealed Pulmonary Artery Systolic Pressure (PASP) 4045 mmHg, whole leg ultrasonography without important
findings and new biochemical examination which revealed
further increase in transaminases and LDH:

Figure 1. MRI Findings - Multiple lesions in the right lobe of the liver, hypointense on T1 and hyperdense on T2 imaging
Published by Sciedu Press
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• AST 258 IU/lt ALT 322 IU/lt LDH 402 IU/lt. The patient therapy for women with adverse pregnancy outcomes despite
was placed to hemodynamic monitoring, nasal canula O2 at antithrombotic therapy.[11]
3 lt/min, iv fluids, iv painkillers, iv antihypertensive drugs
Liver dysfunction with abnormal liver tests in pregnancy
and Bemiparin sodium 5,000 IU by sc route.
represents 3% of the deliveries. The cardinal features of hepThe next day a new biochemical profile revealed:
atobiliary disease can include jaundice, pruritus, abdominal
pain, nausea, vomiting, and a variety of liver biochemical
• AST 400 IU/lt ALT 506 IU/lt LDH 442 IU/lt. The general
test abnormalities. Because the liver has a dual blood supply,
status of the patient was deteriorating and so did her kidney
hepatic infarction is a very uncommon and life-threatening
function (Creatinine 1.4 mg/dl from 0.9 mg/dl).
complication and its early diagnosis is quite difficult. It reThe probability of amniotic fluid embolism occurrence was sults from occlusion of a single intrahepatic branch of the
eliminated as a picture of circulatory failure (shock), respi- hepatic artery. Hepatic artery branches to the right hepatic
ratory failure and bleeding was absent. More so differential lobe are affected most commonly. Many causes of hepatic
diagnosis for complicated gallstone disease, viral and other infarction have been reported. Hepatic infarction associated
vascular diseases (including Budd Chiari syndrome) was with toxemia of pregnancy is notable for its tendency to cause
performed and subsequently diseases were excluded.
hepatic hemorrhage, which may lead to rupture of Glisson’s
[12]
However, because of the overall deterioration, a decision to capsule and catastrophic intraabdominal bleeding.
terminate gestation was made. We used Sopher forceps for
dilation and then suction curettage was performed. Twelve
hours after the procedure, we readministered Bemiparin
sodium 5,000 IU by sc route. Twenty-four hours later, her
epigastric pain had subsided. Her AST/ALT levels were
lower (150/240 IU/L). In addition, LDH was 250 IU/L and
the platelet count was 180,000/ml.
On the second day, pulmonary embolism was excluded by
performing CT angiography. Seven days after the termination of pregnancy, her epigastric pain was completely alleviated and she was discharged with anticoagulant treatment. A
liver CT 4 weeks after discharge revealed that the extent of
infarction had decreased.

Hepatic infarction may not cause symptoms or may cause
fever, epigastric or right upper quadrant pain, back or right
shoulder pain, jaundice, nausea, and vomiting. A marked
leukocytosis is common. The aminotransferases rise transiently and occasionally to massive levels. Computed tomography is more sensitive compared with ultrasound for
detecting a focal hepatic lesion. On MRI, hepatic infarction
typically appears as a wedge-shaped region of diminished
T1 signal and increased T2 signal, a finding nonspecific.
Doppler ultrasonography should be performed to assess the
patency of the hepatic artery. However, the use of MRI in
pregnancy is very helpful and as it is supported by the literature, it is safe for both the mother and the fetus.[13] Literature
reveals no difference in terms of exposure to MRI during
the first trimester of pregnancy, concluding that it does not
produce damage to the fetus. Opposingly, when gadoliniumbased MRI contrast agents are used during pregnancy, they
can cross the placenta and enter the fetal circulation, thus
leading to stillbirth or even fetus’ death. Consequently, performing MRI in pregnant patients should be assessed on a
case-to-case basis, while the use of gadolinium-based MRI
contrast agents should be avoided in any case.[14]

3. D ISCUSSION
Venous stasis, alteration of thrombotic factors and the fibrinolytic system provoke a hypercoagulable tendency in pregnant women. These unique characteristics of pregnancy
aggravate the risk of thromboembolism in pregnant women
with APS.[5, 10] Thromboses are the hallmark of APS. Deep
veins of the lower extremities are the most common sites of
venous thrombosis, and the cerebral vasculature is the most
common site for arterial thrombosis.
To conclude, the pathogenic mechanisms which are involved
In prospective studies, the risk of thromboembolic disease in APS are various and thus the patients present a great
during pregnancy or postpartum was 5% to 12% among variability of clinical manifestations. Pregnancy is a deteriowomen with known APS, compared with 0.025% to 0.10% rating factor of the disease and the patient should be closely
in the general obstetric population. Women with thrombosis- monitored, evaluated of any suspicious symptom or sign.
associated APS have higher rates of pregnancy complica- The role of MRI is critical for the early diagnosis of rare
tions/fetal loss than those with only obstetric-associated APS. complications of the disease, such hepatic infarctions are.
Conventional treatment with low dose aspirin/low molecuC ONFLICTS OF I NTEREST D ISCLOSURE
lar weight heparin of patients with obstetric APS fails to
The authors have declared no conflicts of interest.
prevent morbitity in 20% of cases. There is no second line
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