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Introduction: Portal vein thrombosis (PVT) is a rare disease in the absence of cirrhosis.
Its clinical signs are non-specific and depend on when the diagnosis is made. The clinical
case we are reporting highlights the possibility of diagnostic wandering, the contribution of
imaging and the value of systematic etiological assessment.
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Observation: We report here a 49-year-old patient with a large uterine myoma. She had
consulted for a very intense transfixing epigastric pain, aggravated by meals and slightly
relieved by fasting. An upper digestive endoscopy performed a few days after the beginning
had revealed very intense erythematous gastritis. Lipasemia was normal. In view of the
persistence of the symptoms despite appropriate treatment of gastritis, an abdominal CT
scan concluded that there was a portal vein thrombosis. The etiological assessment did
not show arguments in favour of cirrhosis, hepatocarcinoma, pancreatitis or pancreatic
adenocarcinoma, but revealed HIV infection. The evolution was quickly favourable under
anticoagulant.
Conclusion: Although non-specific, abdominal pain is the most common symptom of acute
PVT. The diagnosis is based on the Doppler ultrasound and/or abdominal CT. The presence
of a local or regional factor should not exclude the search for general causes such as HIV
infection.
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Introduction
Portal vein thrombosis (PVT) is the obstruction of the trunk of
the portal vein by a blood clot. It can extend downstream into the
intrahepatic branches of the portal vein or upstream into the splenic
and/or mesenteric veins. The occlusion of the portal vein by tumor
invasion or tumor compression with secondary development of a
blood clot is also grouped under the name PVT.1 It is a rare disease in
the absence of cirrhosis with an incidence of 0.7/100,000 inhabitants
in Europe.2,3 Cirrhosis is associated with increased intra-hepatic
vascular resistance and reduced portal blood flow into the liver.
Low portal blood flow seems to be the most important risk factor
for PVT in cirrhosis and has been found to be predictive of future
PVT. Apart from cirrhosis, multiple risk factors are identified and can
be linked. Etiological factors are local or systemic. PVT may occur
acutely or be identified only in the chronic phase. In acute obstruction,
symptomatology can be highly variable, ranging from asymptomatic
to dramatic intestinal ischemia.4 The non-specificity of the clinical
picture may be a source of diagnostic wandering. It requires a rigorous
diagnostic approach.4,5 We report here a clinical case highlighting this
possibility of diagnostic wandering, the contribution of imaging and
the value of systematic etiological assessment.

Observation
The patient was a 49-year-old with a history of uterine myoma.
The onset of the symptomatology was one month ago with epigastric
pain of 8/10 intensity on the simple verbal scale, aggravated by food
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intake and partially relieved by the gun dog position. In response
to this pain, the patient consulted a private clinic where, after an
esophageal-gastro-duodenal endoscopy, she was diagnosed with
erythematous gastritis. It should be noted that this endoscopy did not
show any sign of portal hypertension, in particular any esophageal
varix. She was therefore treated with a proton pump inhibitor and an
antacid, but without success. Faced with the persistence of epigastric
pain, she was referred for hospitalization at the University clinic of
Hepato-Gastroenterology of the Hubert Koutoukou Maga National
and University Hospital (CNHU/HKM) in Cotonou.
The physical examination found a mucocutaneous pallor,
defenseless epigastric pain and a smooth, median pelvic rounded
mass measuring 12cm in diameter. This clinical presentation initially
suggested acute pancreatitis. The lipasemia test then performed was
normal. An abdominal CT without and with injection of iodized
contrast agent (Figures 1-3) was therefore requested. This CT
did not show any sign in favour of pancreatitis but rather a portal
vein thrombosis in the form of an increase in the size of the portal
trunk, splenomesaraïque trunk and splenic vein, spontaneously
dense, not opacified on images with contrast agent injection, with a
densification of the mesenteric fat. Collateral venous circulation was
associated. The etiological assessment did not note any argument for
cirrhosis (normal prothrombin rate at 100%, normal albuminemia at
38g/l, normal platelet rate at 156 Giga/l, FIBROSIS-4 score at 1.9,
homogeneous liver not dysmorphic on ultrasound and abdominal CT),
but showed positive serology for immunodeficiency virus 1 (HIV1).
The diagnosis was an acute portal vein thrombosis extended to the
splenic vein. The etiological factors were HIV infection and a large
polymyomatous uterus.
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Figure 1 Abdominal-pelvic scanner with portal time injection.
Portal thrombosis in the form of swelling with hypodensity of the portal trunk
(yellow arrow); portal carvernoma (collateral venous circulation designated
by the red arrows).

Figure 3 Abdominal-pelvic CT scan with portal time injection showing the
extension of portal thrombosis to the splenic vein simulating peri- pancreatic
oedematous infiltration.

Discussion
Portal vein thrombosis is a cruoric total or partial obstruction of
the portal vein and/or one of its branches, right or left, more or less
extended to the splenomesenteric system.4 It is a frequent complication
of cirrhosis with an incidence that increases with the duration of the
disease (4.6%, 8.2%, and 10.7% respectively at 1, 3 and 5 years).6 It
has a rare occurrence when cirrhosis is not present with an incidence
of 0.7/100,000 inhabitants in Europe.2,3

Figure 2 Abdominal-pelvic CT scan with portal time injection showing
thrombosis of the right door branch.

The patient was therefore transferred to the cardiology department
of CNHU/HKM where the treatment initiated in the clinic of Hepatogastroenterology with complete dietary restriction, strong opioid
analgesia, and proton pump inhibitor was continued. In addition, a
curative dose of enoxaparin anticoagulant was given.
The evolution was rapidly favourable with recession in epigastric
pain after 48 hours of anticoagulation, allowing the analgesic to be
stopped and the gradual resumption of feeding. Then we replaced
enoxaparin with oral treatment with rivoxaban. The patient was
able to return home on the thirteenth day of hospitalization. She was
informed of the diagnosis of HIV infection, and referred to internal
medicine for antiretroviral treatment. A thrombophilia test will be
performed at the end of the anticoagulant treatment. An appointment
is made in gynaecology for the management of the polymyomatous
uterus.

The clinical picture is non-specific and depends on when the
diagnosis is made. In the acute phase, the diagnosis is made in the case
of abdominal pain with posterior irradiation either associated with
fever or not. At a more advanced stage, the clinical manifestations
of PVT are those of intestinal ischemia. In the chronic phase, the
diagnosis is fortuitous or may be made in the presence of digestive
bleeding, splenomegaly or other signs of portal hypertension.4 5,7 In our
case, we think that the diagnosis was made in the acute phase of PVT
due to the presence of acute transfixing epigastric pain in the back.
These signs rarely suggest the diagnosis of portal vein thrombosis at
the outset, which explains the diagnostic wandering observed in our
case. Instead, these signs lead to abdominal imaging examinations,
including ultrasound and/or abdominal CT scan, which are the key
to diagnosis.8
Doppler ultrasound is often done as a first-line treatment to
explore abdominal pain. In case of acute portal vein thrombosis, a
hyperechoic thrombus, with an increase in the size of the portal vein
and a lack of Döppler flow, can be seen at the very early stage. The
signs in favour of chronic portal vein thrombosis are, in addition to
morphological and hemodynamic abnormalities in the portal trunk,
a network of collateral derivations (cavernoma portal). But such a
cavernoma can develop in only a few weeks after an acute PVT (15 to
30days), and this has been observed in our patient. Indeed, we retain
an acute thrombosis in our patient (despite the portal cavernoma)
given the recent beginning of the symptomatology with intense pain,
and the absence of esophageal varix. The abdominal CT scan with
contrast injection, on the other hand, finds a hypodensity surrounded
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by the contrast agent. The diagnosis in our case was scanographic
suggested by an increase in size and a hypodensity of the portal trunk,
from the extended splenomesaraïque trunk to the splenic vein with
the presence of portal cavernoma. It should be noted that in addition
to the positive diagnosis of venous thrombosis, the CT also makes
it possible to evaluate the extension of the thrombus, to look for a
local cause and signs of intestinal ischemia. In rare cases, it may be
necessary to perform an angio-MRI whose main interest is its ability
to highlight biliary involvement in relation to cavernoma veins.4,5,7
Etiological factors in the absence of cirrhosis are represented
by general prothrombotic disorders (60%) and local factors (30%).
Similarly, a local factor must be sought even when a general
prothrombotic disorder has been identified, especially since local
and general factors are sometimes intertwined (15%). The etiological
factors found in our case were both local-regional (uterine myoma)
and general (HIV infection). At the end of the etiological assessment,
no cause can be found (30%).4,9 Among the general prothrombotic
disorders is HIV infection. The incidence of thromboembolic venous
disease among people living with HIV is 2 to 10 times higher than in
the general population.10 The factors associated with this increase in
incidence are:
a. The increase in life expectancy thanks to the advent of
antiretrovirals,
b. A history of cytomegalovirus infection or other progressive
opportunistic disease,
c. The use of anti-protease agents,
d. Acquired thrombophilia (acquired protein S deficiency),
e. A CD4 level of less than 200/mm3

11–13

The usual locations of thromboembolic venous disease among
people living with HIV are represented by the veins of the pelvic
limbs and the pulmonary artery.11 Rare locations such as portals have
also been described and are sometimes indicative of HIV infection as
in our case.12,14 Once the diagnosis has been made, active treatment is
recommended to limit short and long-term complications. For both
acute PVT and chronic thrombosis, the objective is to eliminate or
reduce causal factors, limit thrombus extension and restore vascular
permeability. Anticoagulation is the cornerstone of acute phase
treatment and allows complete recanalization in 50% of patients after
six months of treatment, partial recanalization in 40%, with failure
in 10%. As with other venous thrombotic diseases, the effectiveness
of anticoagulant therapy is largely dependent on how quickly it is
implemented. In chronic PVT, the issue of anticoagulation must be
weighed against the risk of bleeding from gastroesophageal varix and
its role remains controversial (mainly symptomatic treatment).4,13
As with any thromboembolic venous disease, special attention
must be paid to etiological treatment to prevent recurrence.4 The
natural history of portal vein thrombosis diagnosed by modern imaging
techniques is not well known. Previous studies of late diagnosed portal
vein thrombosis reported high mortality from digestive hemorrhage.
Recent studies have reported a relatively good prognosis. Mortality
at 5years of age is around 10%. The majority of the deceased patients
were over 60 years of age. In half of the patients who died, the
cause of death was not related to portal vein thrombosis. Four main
complications can occur. In the recent thrombosis stage, intestinal
necrosis is the most serious complication, with mortality between 20
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and 50% even when surgery has allowed resection of the infarcted
intestinal segment.4,13 In the late stage of portal cavernoma, the main
complication is digestive hemorrhage by rupture of esophageal varix
(incidence around 25% patient/years in patients without preventive
treatment). The 2nd complication is the appearance of thrombosis
outside the portal system (incidence around 6.5% patients/year in
the absence of anticoagulant treatment) and splenic or mesenteric
infarction (incidence around 5% patients/year in the absence of
anticoagulant treatment). The last complication corresponds to biliary
symptoms due to compression of the biliary tract by the tributaries of
the cavernoma (with an incidence of around 2.5% patients/years).4,13
The evolution in our case was good with the regression of painful
symptomatology and the absence of progressive complications.

Conclusion
Although non-specific, abdominal pain is the most common
symptom of acute PVT. The diagnosis is based on Döppler ultrasound
and/or abdominal CT scan. The presence of a local or regional factor
should not exclude the search for general causes such as HIV infection.
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