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ABSTRACT

Hepatic artery aneurysms (HA As) are rare, accounting for approximately 14%-20% of visceral artery aneurysms. Most HAAs do not
display any symptoms, but they may potentially lead to complications, as in the case of our patient who presented with an HAA
compressing the common bile duct, detected through contrast-enhanced endoscopy. There are no specific treatment recom-
mendations for HAAs due to their rarity. However, it is advisable to treat HAAs, even if they are asymptomatic, due to the risk of
complications through surgical or radiological means. Our patient was treated with radiological embolization along with endoscopic
biliary calibration.
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INTRODUCTION

Hepatic artery aneurysms (HAAs) make up approximately 14%-20% of visceral artery aneurysms. Most HAAs do not display any
symptoms. While uncommon, instances of obstructive jaundice have been documented as a result of external compression on the
bile duct, or the rupture of the HAA into the biliary system may lead to obstructive jaundice secondary to hemobilia.'

CASE REPORT

A 85-year-old woman with a history of embolic atrial fibrillation on anticoagulation, hyperthyroidism treated with amiodarone, and
atheromatous stenosis of the internal carotid arteries estimated at 40%. She had been suffering from continuous cholestatic
mucocutaneous jaundice without remission for a week, without fever or abdominal pain. The physical examination revealed jaundice
in an afebrile patient with a normal heart rate and blood pressure and a body mass index of 28 kg/m>.

Biochemically, her total bilirubin levels were elevated at 133 wmol/L (normal range [NR] < 17 wmol/L); conjugated bilirubin
93 wmol/L (NR < 10 wmol/L); alkaline phosphatase 577 U/L (NR: < 150 UI/L); gamma-glutamyl transferase 1,370 U/L (NR <
35 UI/L); aspartate transaminase 141 UI/L (NR < 45 UI/L); alanine transaminase 183 UI/L (NR < 55UI/L); and prothrombin level at
71%, with no biological signs of inflammation or organ failure.

An abdominal ultrasound (US) showed dilatation of the intrahepatic bile ducts and the main bile duct with no visible obstruction. A
computed tomography (CT) scan showed homogeneous, hypervascular lesion with well-defined borders, with more intense en-
hancement during the portal and late phases measuring 23 X 37 mm (Figure 1). Endoscopic US showed an anechoic lesion with
turbular flow on color Doppler, completed with contrast enhancement (Figure 2), compressing the common bile duct suggestive of
a probable HAA (Figure 3).

The therapeutic management was based on radiological embolization of the hepatic artery, which was performed without com-
plications. Follow-up CT scans showed persistent dilatation of the bile ducts upstream of a thrombosed aneurysm (Figure 4). A week
later, biliary calibration was performed by endoscopic retrograde cholangiopancreatography with the placement of a 6 cm fully
covered metallic stent.
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Figure 1. Coronal reconstruction of an enhanced CT scan revealing
a compressive hepatic artery aneurysm (red arrow) leading to the
dilation of the main bile duct SMA (blue arrow). CT, computed
tomography

Follow-up, 8 weeks later, showed the disappearance of jaundice
with normalization of liver tests (aspartate transaminase: 40 UI/L,
alanine transaminase: 44 UI/L, bilirubin: 14 pmol/L, alkaline
phosphatase: 123 UI/L, gamma-glutamyl transferase: 39 UI/L),
and the biliary stent was removed after 6 months of calibration.
After consultation with internists and vascular surgeons, no fur-
ther etiological workup was conducted, given the patient’s age.

DISCUSSION

Within the category of visceral aneurysms, HAAs are con-
sidered relatively rare, accounting for approximately 14%-

Figure 2. Transbulbar contrast-enhanced endoscopic ultrasound
image showing a hepatic artery aneurysm before (A) and after (B)
contrast injection. HAA, hepatic artery aneurysm.

Figure 3. Transbulbar station echoendoscopy showing a hepatic
artery aneurysm responsible for dilation of the common bile duct.
HAA, hepatic artery aneurysm.

20% of all visceral artery aneurysms. They rank as the second
most prevalent location for aneurysms in the splanchnic
circulation, trailing only behind the splenic artery. The
overwhelming majority of HA As are solitary in nature and are
located extrahepatically. The pathophysiology remain not
entirely elucidated. Typically, their etiology is attributed to
atherosclerosis, trauma, or iatrogenic factors. These aneur-
ysms tend to be more frequent in men, in a ratio of 2:1, and
predominantly manifest during the sixth decade of life.! The
precise incidence remains uncertain, a retrospective study
conducted at the Mayo Clinic estimating the incidence to be
approximately 0.002%.’

Most of the HAAs are asymptomatic, and 60%-80% of the
patients are diagnosed when the aneurysm has complicated
with bleeding or rupture, or, as in our case, with obstructive
jaundice due to external bile duct compression.” Moreover,
jaundice may also result from the rupture of the HAA into the
biliary system may lead to obstruction of the main bile duct
secondary to hemobilia, which represents clinically by Quinke
triad (abdominal pain, gastrointestinal bleeding, and jaundice).
In addition, HAA may present in atypical forms such as

Figure 4. Coronal reconstruction of an enhanced CT scan after the
embolization of the hepatic artery aneurysm (red arrow). CT, com-
puted tomography.
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cholangitis and portal hypertension.* Irrespective of clinical
presentation, the diagnosis of HAA is always based on im-
aging including US, CT scan, CT angiography, magnetic
resonance imaging, endoscopic ultrasonography, and an-
giography. Angiography is considered a preferred thera-
peutic approach for splanchnic aneurysms, often involving
embolization. It is worth noting that multidetector com-
puted tomographic angiography has demonstrated excellent
diagnostic accuracy for HAAs, with a reported sensitivity and
specificity of 100%.>

Various treatment options exist for HAAs ranging from ob-
servation to surgical resection. Various surgeries including
hepatic resection for large intrahepatic aneurysm, excision and
use of arterial or venous jump graft, bypass with jump graft, and
ligation. The decision on the surgical strategy for repair depends
on location, size, and feasibility of interventional radiology
approaches. If collateral circulation is not sufficient, the aneu-
rysmal artery needs to be reconstructed or partial hepatectomy
might be required. Intrahepatic aneurysm, on the other hand,
might be treated with endovascular techniques, either by
stenting or embolization.®

For the treatment of benign biliary strictures, temporary in-
sertion of multiple plastic stents, the maximum number of
stents possible, every 3-4 months for a total duration of
12 months or of a fully covered metallic stent for 6 months is
recommended.”

HAAs are rare, with only a few published cases. To our
knowledge, this case appears to be the first reported in the
literature where contrast-enhanced endoscopy was the di-
agnostic method. HAAs can give rise to complications (com-
pression and rupture), hence the importance of appropriate
radiological or surgical treatment.
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