The Turkish Journal of Academic Gastroenterology ® 2026; 25(2): 157-162
Manuscript Received: 18.12.2025 » Accepted: 22.06.2026

CASE REPORT

A rare cause of acute abdomen: Falciform ligament
appendagitis

Nadir gorilen bir akut batin sebebi: Falsiform ligaman apendajiti
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ABSTRACT e Diseases of the hepatic falciform ligament, which is anatomically located between the right and left lobes of the liver and separates
these lobes, are extremely rare. Falciform ligament appendagitis may develop due to vascular compromise or extension of inflammation from
adjacent organs. Patients who develop falciform ligament appendagitis require supportive treatment and antibiotics if needed. Surgical treatment
may also be required in some cases. In this case report, we present a patient who was admitted to the hospital with abdominal pain, followed up
with the diagnoses of acute pancreatitis and acute cholecystitis, and who subsequently developed an acute abdomen-like clinical presentation
in the following period despite improvement in the follow-up and was diagnosed with hepatic falciform ligament appendagitis. Falciform ligament
appendagitis should be considered in the differential diagnosis of patients with acute abdomen.
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OZET ¢ Anatomik olarak karacigerin sag ve sol loblari arasinda bulunan ve bu loblari ayiran hepatik falsiform ligamentin hastaliklari son derece
nadir gorilmektedir. Dolasim bozuklugu ya da komsu organlardaki enflamasyonun yayilmasi ile falsiform ligaman apendaijiti gelisebilir. Falsiform
ligaman apendajiti gelisen hastalarda destekleyici tedavi ve ihtiyag halinde antibiyotik kullanimi gereklidir. Bazi vakalarda cerrahi tedavi de gereke-
bilir. Bu olgu sunumunda; karin agrisi sikayeti ile hastaneye basvuran, akut pankreatit ve akut kolesistit tanilari ile takip edilen ve takibinde iyilesme
gostermesine karsin ilerleyen ddnemde akut batin benzeri klinik gelisen, hepatik falsiform ligaman apendajiti tanisi tespit edilen bir olguyu sunduk.
Akut batin benzeri klinik bulgulari olan hastalarda ayirici tanilar arasinda falsiform ligaman apendajiti akla gelmelidir.

Anahtar kelimeler: Falsiform ligaman apendajiti, karin agrisi, akut batin, olgu sunumu

INTRODUCTION

The hepatic falciform ligament, which morpholog-
ically divides the liver into two main lobes, right
and left, is anatomically located between these two
lobes (1). Diseases originating from the hepatic fal-
ciform ligament itself are very rare. It is usually
secondary to inflammatory processes of the sur-

rounding tissues (2).

In this article, we report a case who was hospital-
ised in our clinic with acute pancreatitis and acute
cholecystitis, who was diagnosed with falciform
ligament appendagitis (FLA) based on clinical,

laboratory, and radiological findings, and who sub-

sequently developed recanalization of the paraum-
bilical vein during follow-up. This case report has
been prepared with written consent from the pa-
tient and without using any data that could iden-
tify the patient.

CASE REPORT

A 73-year-old male patient was admitted to the
emergency department with complaints of epigas-
tric pain radiating to the back. On physical exam-
ination, body temperature was 36.7 C°, pulse rate
83/min, respiratory rate 21/min, blood pressure
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160/80 mmHg and abdominal examination was
unremarkable except tenderness in the epigastric
region. Laboratory tests were as follows; white
blood cell (WBC): 14.2 x10%L, C-reactive protein
(CRP): 6.3 mg/L, Amylase: 2022 U/L, Lipase: 2725
U/L, alanine aminotransferase (ALT): 175 U/L,
aspartate aminotransferase (AST): 318 U/L, gam-
ma-glutamyl transferase (GGT): 726 U/L, alkalin
posphatase (ALP): 168 U/L, lactate dehydroge-
nase (LDH): 570 U/L (Table 1). Hepatobiliary ul-
trasonography (USG) performed in the emergency
department revealed a distended gallbladder with
a transverse diameter of 43 mm and gallbladder
wall thickness of 7 mm. A 27-mm gallstone was
observed in the neck of the gallbladder. Acute pan-
creatitis and acute cholecystitis were considered
with these clinical and laboratory findings. The pa-
tient was admitted to the gastroenterology service
for follow-up and treatment.

The patient had a history of hypertension and had
been hospitalised and treated twice before with a
diagnosis of acute pancreatitis. His previous pan-

Table 1 Laboratory findings on patient’s follow-up.

creatitis histories were 6 years and 1 year ago. The
patient stated that he did not use medication for
hypertension and did not attend follow-up visits.
His family history was unremarkable. Patient’s
oral intake was stopped and appropriate fluid re-
placement was started. Metronidazole 3 x 500 mg
IV, ciprofloxacin 2 x 400 mg IV, pantoprazole 1 x
40 mg IV were started.

In the follow-up of the patient, there was a signif-
icant improvement in abdominal pain although no
painkillers were given. On the fourth day of hospi-
talisation, the abdominal pain started to intensify
again. Because of these findings, physical exami-
nation revealed marked tenderness in the epigas-
tric region and diffuse abdominal defence. A mass
with a diameter of approximately 5 x 6 cm was
palpated in the epigastric region. In laboratory
tests, there was regression in liver function tests,
amylase and lipase values, while acute phase re-
actants tended to increase. CRP in particular was
significantly elevated. Although the progression
to necrotising pancreatitis was also considered,

Laboratory Findings = 2nd 4t 6t 10t M7 Referance Range Units
WBC 14.2 10.84 12.18 7.96 7.81 7.72 4-10.5 10%/L
BUN 20.4 13.4 14.9 11.2 18.8 15.5 8-23 mg/dL
Creatinine 1.39 1.66 1.39 1.29 1.39 1.22 0.7-1.2 mag/dL
ALT 175 171 118 45 40 41 0-41 U/L
AST 318 88 54 17 33 24 0-40 U/L
LDH 570 395 347 340 311 263 135-225 U/L
GGT 726 566 475 320 267 171 10-71 U/L
ALP 168 165 135 129 133 147 40-130 U/L
T. Bilirubine 1.31 1.94 1.31 0.87 0.52 0.71 0.1-1.2 mg/dL
D. Bilirubine 0.38 1.16 1.08 0.49 0.26 0.37 0.0-0.3 mg/dL
Amylase 2022 927 373 94 165 195 28-100 U/L
Lipase 2725 379 166 107 226 133 13-60 U/L
CRP 6.3 105.7 243.2 216.0 86.3 34.6 0-5 mag/L

WBC: White blood cell count; BUN: Blood urea nitrogen; ALT: Alanine aminotransferase; AST: Aspartate aminotransferase; LDH: Lactate dehydrogenase;
GGT: Gamma-glutamyl transferase; ALP: Alkaline phosphatase; T. Bilirubine: Total Bilirubine; D. Bilirubine: Direct Bilirubin (Conjugated Bilirubin); CRP:

C-reactive protein.

158

August, 2026 | Volume 25 | Number 2



Falciform ligament appendagitis

Figure 1 Axial T2 weighted imaging (T2WI) section shows
hypointensity with leveling of the lumen of the choledoc-
hal duct (thin arrows), thickening and oedema of the gal-
Ibladder wall (dashed arrows), thickening and oedema of
the ligamentum teres hepatis (oblique arrow) and fluid col-
lection in the omentum adjacent to the anterior abdominal
wall (thick arrows).

a clinical condition other than acute pancreatitis
and acute cholecystitis was suspected with these
data. After consultation with the infectious dis-
eases department, antibiotherapy was changed to
meropenem 3 x 1 gr IV. Magnetic resonance chol-
angiopancreatography performed to visualise the
choledochal duct showed a common bile duct diam-
eter of 13.5 mm. An appearance compatible with
bile sludge was observed in the choledochal lumen.
The transverse diameter of the gallbladder was 50
mm and the gallbladder wall was 7 mm. Free fluid

was observed in fatty planes in the periportal and
peripancreatic area. Fluid loculations measuring
106 x 40 x 90 mm were observed in the omentum
adjacent to the anterior abdominal wall (Figure 1).

In the patient whose abdominal pain became se-
vere again and acute abdomen was suspected, com-
puted tomography (CT) imaging was also planned
for differential diagnosis. Non-contrast abdominal
CT was performed because of high creatinine lev-
els. On CT, density increases secondary to intense
inflammation in the falciform ligament and sur-
rounding tissues, a well-demarcated, round-shaped
hyperdense fatty mass lesion in the prehepatic fat
planes in the ligamentum teres hepatis (round lig-
ament) tracing, and fluid collection in the anterior
abdominal wall neighbourhood were observed (Fig-
ure 2). Based on these findings, the patient was di-
agnosed as FLA. Nonsteroidal anti-inflammatory
drugs were added to the treatment. On the sixth
day of hospitalisation, abdominal pain and ten-
derness started to decrease and defence sign dis-
appeared on abdominal examination. On the tenth
day, pain and tenderness completely resolved. The
patient was discharged on hospital day 17 with
clinical and laboratory improvement (Table 1).

When the patient was discharged, creatinine val-
ue regressed and the gallbladder, sac wall, chole-
dochal duct and choledochal lumen were normal

Figure 2 In axial contrast-negative CT images: A: Thickness of falciform ligament (arrow), B: Well circumscribed, round
shaped hypodense fatty mass lesion in the ligamentum teres hepatis trace in the prehepatic fat planes (white arrow) and
fluid collection in the neighbourhood of the anterior abdominal wall (blue arrows), C: Sagittal images showing the extension
of the mass from the omentum to the anterior abdominal wall (oblique arrows) and the ligamentum teres hepatis (arrows).
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on contrast-enhanced upper abdominal magnetic
resonance imaging (MRI) performed for control.
The pancreas was demonstrated homogeneous en-
hancement throughout and no appearance in fa-
vour of pancreatic necrosis was detected. Thicken-

ing of the falciform ligament, an oedematous, well

circumscribed fatty mass lesion in the omental ad-
ipose tissue, measuring 25 mm in diameter at its
widest point, and fluid collection in the neighbour-
hood of the anterior abdominal wall were persis-
tent. Recanalization of the paraumbilical vein was
also seen (Figure 3).

Figure 3 A and B: Axial T2WI images show thickening of the falciform ligament (thin white arrows), omental fatty tissue
edematous, well circumscribed mass lesion (thin blue arrow), fluid collection in the neighbourhood of the anterior abdomi-
nal wall (thick white arrow). C: Coronal sections show extension of the oedematous mass to the anterior abdominal wall
(oblique arrows). Axial (D and E) and coronal (F) contrast subtracted images show circumferential contrast enhancement
around the described mass and fluid collection (white arrows) and recanalization of the paraumbilical vein (green arrows).

Figure 4 In non-contrast abdominal MRI performed 3 months after the start of treatment A: Axial T2WI images show
normalisation of the thickening of the falciform ligament (white arrows). B: Coronal T2WI image shows a marked reduction
in the thickness of the oedematous mass extending to the anterior abdominal wall (oblique arrows). Axial T2WI (C) and
fat-suppressed axial T2WI (D) images show a marked reduction in the thickness of the mass in the omental fatty tissue
(white thin arrow) and a marked reduction in the fluid loculation in the neighbourhood of the anterior abdominal wall (thick
white arrow).
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At the 3-month follow-up visit and laboratory tests
were unremarkable. Non-contrast MRI of the up-
per abdomen showed that the thickening of the
round ligament had normalised, the thickness of
the inflamed omental fatty tissue extending to the
anterior abdominal wall was significantly reduced
and its diameter was 15 mm at the widest point
(Figure 4).

DISCUSSION

The peritoneal segments covering the diaphrag-
matic surfaces of the liver lobes come together on
the right side in the sagittal plane to form the he-
patic falciform ligament and extend to the anterior
wall of the abdomen and the lower surface of the
diaphragm. When descending downwards, the lig-
amentum teres hepatis, which is the residue of the
umbilical vein, and the vena paraumblicalis course
between the two leaves of this ligament (3).

Diseases originating from the falciform ligament
itself are very rare. It is usually seen clinically due
to inflammation of the adjacent organs and tis-
sues. Although the etiology of FLA formation is not
known exactly, two mechanisms are prominent.
The first one is FLA caused by circulatory dis-
turbance due to torsion, infarction or direct com-
pression, and the second one is FLA caused by the
spread of inflammation in the surrounding tissues
and organs to the liver and falciform ligament. In
cases that develop secondary to circulatory disor-
der and lead to necrosis, surgical treatment may
be required, but most of the time treatment is per-
formed by non-surgical methods (4). In our case,
since FLA developed after acute cholecystitis and
acute pancreatitis, we think that the second mech-
anism was effective and the inflammation in the
surrounding organs spread to this ligament.

All patients with FLA complain of abdominal pain.
This pain is usually in the epigastric region. As
expected, inflammatory markers may be elevat-
ed. Diagnosis can be made with abdominal USG

and abdominal CT. However, it may not always
be detected radiologically. Nonsteroidal anti-in-
flammatory drugs for pain and antibiotics may be
used when clinically needed. However, there is no
specific antibiotherapy for FLA. Surgical excision
can be performed when necessary. Infarction and
necrosis findings are observed histologically in the
excised tissues (5). It is likely that the development
of infarction and necrosis is due to impaired blood
supply. The most important difference in our case
from the cases in the literature was the recanaliza-
tion of the umbilical vein. To the best of our knowl-
edge, reopening of the umbilical vein in cases with
FLA and re-closure after treatment has been ob-
served in our case for the first time. We think that
this is due to inflammation around the ligemantun
teres hepatis. Because inflammatory response is
known to cause pathological angiogenesis by var-

ious mechanisms.

Since FLA developed secondary to acute pancre-
atitis and acute cholecystitis in our case, clinical
recovery was achieved with bed rest, analgesia, an-
tibiotherapy and appropriate hydration during the
period when oral nutrition was off. The patient’s
symptoms began to resolve six days after admis-
sion (the second day after FLA was considered),
and the pain completely resolved on the tenth day.
Laboratory findings also improved with the regres-
sion of clinical findings. On physical examination,
although the mass finding in the epigastric region
did not disappear, the abdomen was comfortable
with palpation (6).

Although the diagnosis of FLA is difficult to be
made clinically alone, radiological imaging is very
helpful in the diagnosis. Conditions that may cause
abdominal pain including acute gastritis, gastric
ulcer, cholecystitis and pancreatitis are included
in the differential diagnosis (7). As in our case, ex-
isting clinical conditions leading to abdominal pain
may lead to confusion and delay the diagnosis of
FLA.
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Patients who present with abdominal pain, for
whom another diagnosis is considered on ini-
tial examination but clinical improvement is not
achieved in the expected time with appropriate
treatment or who have recurrent abdominal pain
after improvement or who develop an acute abdo-
men-like symptoms should be evaluated for FLA.
Clinical and radiological awareness is important

for differential diagnosis.
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