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Abstract
Background: Portal vein thrombosis (PVT) was infrequently complicated by acute cholecystitis. The
clinical signs of PVT are usually non-speci�c and subclinical. The treatment aim was to re-canalize the
portal vein and to avoid serious complications. An early anticoagulation treatment would result in
favorable outcome.

Case Report: We present a case of acute cholecystitis with sole left portal vein thrombosis causing left
liver atrophy in a 59-year-old woman.

Conclusions: While the surgeon is familiar with this uncommon condition, the PVT could be detected on
the pre-operative images through a tailored CT or MRI. The condition of PVT is often subclinical and
might complicate liver atrophy, an early anticoagulation treatment would result in a favorable outcome.

Background
Portal vein thrombosis (PVT) resulting from acute cholecystitis is an infrequent condition(1). As so far,
only a few cases have been reported about the rare condition of PVT post-acute cholecystitis(2, 3). Choi
et al. speculated that the occurrence of PVT post-acute cholecystitis could be due to an in�ammation or
infectious process that involves the cystic vein(4). The condition of PVT is often subclinical and detected
incidentally(1), and early anticoagulation treatment may result in more favorable outcome(5). Here, we
present a case of acute calculous cholecystitis with left portal vein thrombosis and a rare consequence of
left liver atrophy occurrence years later.

Case Report
A 59-year-old woman without systemic disease complained of relentless pain at the right upper abdomen
for days. She visited our emergency room, where physical examination disclosed her pain was localized
and aggravated with palpation. Laboratory blood test revealed no leukocytosis, unremarkable liver
enzymes, and C-reactive protein elevation to 126 mg/L. An imbalance of protein-C and protein-S was not
found. A further survey of the abdomen with intravenous contrast-enhanced computed tomography (CT)
was performed. The acute cholecystitis was diagnosed based on �ndings of gallbladder distention with
wall thickening. In addition, sole thrombosis of the left portal vein was noted (Fig. 1). On survey for the
PVT, other associated lesions or coexistent conditions were excluded through the CT and testi�ed by
hours later MRI (Fig. 2). At the serial follow-up CT images (Fig. 3), the portal vein thrombosis progressed
with a consequence of left liver lobe atrophy years later.

Discussion And Conclusions
The rate of incidental detection of PVT is around 1% of the general population(6). In some cases, PVT
remains undiagnosed and is incidentally detected during routine examination for other conditions(1). The
pathogenesis of PVT is multifactorial and common etiologies include malignancy of the hepato-
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gastrointestinal organs, septic thrombophlebitis, liver cirrhosis, hyper-coagulation, and pancreatitis(1).
There is no coexistent clinical condition responsible for PVT in our case which describes a rare condition
of portal vein thrombosis secondary to acute cholecystitis. The association of PVT secondary to acute
cholecystitis is not well known and is usually presented as case series and reports(2, 3). Choi e al.
speculated that the acute cholecystitis related to an in�ammation or infectious process involving the
cystic vein may play a key of PVT(4). A connection between the cystic and portal veins provides a path
for thrombus extension. Thus, we could observe PVT post-acute cholecystitis occurring in liver segments
II, III, IV, V and VII(4).

The condition of PVT is often subclinical and detected incidentally(1). The clinical signs are usually non-
speci�c, and patients would present with abdominal tenderness and distension, lower grade fever, and
even shock(1). The favored treatment aim was not only at the primary condition of acute cholecystitis,
but also the thrombotic portal vein to avoid serious complications. However, some studies noticed the
PVT could spontaneously resolve (7).The treatment of PVT includes hydration, anticoagulation therapy,
and (infrequently) thrombolytic therapy or surgical embolectomy(8). The time lag of starting the
anticoagulation treatment dictates the outcome of recanalization (8). It has been reported that early
anticoagulation treatment results in favorable outcome(5).

In our case, the patient’s condition improved after a laparoscopic total cholecystectomy. As report, PVT
could spontaneously resolve (7). Thereby, there was no aggressive interest focusing on the PVT
management. Furthermore, the condition of PVT is often subclinical then further vigilance on the PVT
might be lack. Therefore, a rare consequence of liver lobar atrophy would be complicated without an
aggressive thrombolytic management as in this case.

Surgeons should be familiar with this uncommon condition, that PVT would be detected on the pre-
operative images through a tailored image. The condition of PVT is often subclinical and might result in
liver atrophy, and early anticoagulation treatment should be arranged.
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Figure 1

Corona view of the computed-tomographic image (CT) shows the gallbladder distention with wall
thickening (arrowheads) and sole thrombosis of the left portal vein (arrow).
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Figure 2

Magnetic Resonance Cholangiopancreatography unveils stones within the distended gallbladder and
normal looking of the bile ducts.
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Figure 3

Pre-operative CT in un-enhanced phase reveals the CT density of the left portal vein increasing (A), and
post-enhanced phase discloses portal vein thrombosis (B). Interval progression of the portal vein
thrombosis is seen on CT ten days later (C). A consequence of left lobe atrophy is revealed on CT four
years later (D).


