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SUMMARY

Introduction Gallbladder varices (GBV) represent a rare form of ectopic varices that usually occur in
patients with portal hypertension and portal vein thrombosis.

Case outline We present a case of a 38-year-old woman with decompensated autoimmune liver cirrhosis
who was referred to our institution for evaluation for liver transplantation. She was incidentally discovered
to have GBV during a routine B-mode abdominal ultrasonography as part of pre-transplant evaluation.
GBV were confirmed by the Color Doppler Sonography, and multi detector computed tomography
angiography. Interestingly, portal vein was patent and without thrombus.

Conclusion Despite being asymptomatic in most cases, the presence of GBV is valuable information for a
surgeon because they might be a source of potentially catastrophic bleeding, which is particularly poorly
tolerated by patients with decompensated liver cirrhosis. Ultrasound has the irreplaceable role not only
in discovering GBV, but in prompt diagnosis of rare, but unpredictable and fatal complications as well.
Keywords: gallbladder varices; ectopic varices; portal hypertension

INTRODUCTION

Gallbladder varices (GBV) are rare form of ec-
topic varices that usually develop in patients
with portal hypertension. They represent a
form of portosystemic shunting that occurs
between the portal vein through the cystic
vein branches, and the veins of the anterior
abdominal wall [1]. Hence, it is of no surprise
that the gallbladder is directly affected by portal
hypertension. Portal hypertension may lead to
the gallbladder wall thickening secondary to
impaired venous drainage. GBV occur with
incidence of 12-30% in patients with portal
hypertension, are usually associated with portal
vein thrombosis (PVT) and are characteristic
feature of portal biliopathy [2, 3]. Most of the
time they are asymptomatic but their sponta-
neous bleeding results in hemobilia, recurrent
gastrointestinal bleeding or even gallbladder
perforation and hemoperitoneum [4].

We present a case of a patient with decom-
pensated liver cirrhosis secondary to autoim-
mune hepatitis who was diagnosed with GBV
during routine abdominal ultrasonography as
a part of pre-liver transplant evaluation. The
diagnosis was confirmed by the Color Doppler
Sonography and abdominal Multidetector com-
puted tomography.

CASE REPORT

A 38-year-old female patient was referred to
the Clinic for Gastroenterology and Hepatology
of the Clinical Center of Serbia for transplant
evaluation due to end stage liver disease sec-
ondary to autoimmune hepatitis. She was diag-
nosed with decompensated liver cirrhosis seven
years prior to her current hospitalization and
since then she has been admitted several times
due to the various complications of end stage
liver disease, such as recurrent ascites, jaundice,
hepatic encephalopathy, and recurrent gastro-
intestinal bleeding. During the last admission
she had gastrointestinal bleeding and upper
esophagogastroduodenoscopy showed grade
III varices with “red cherry spots” which were
successfully treated by band ligation. Due to
worsening Model of End Stage Liver Disease
score of 24, she was a transplant candidate. On
admission, the patient was hemodynamically
stable, without fever or leukocytosis. Her abdo-
men was distended but non-tender with palpa-
ble splenomegaly and positive fluid shift. Car-
dio-pulmonary exam was unremarkable and
skin showed evidence of telangiectasia. Neu-
rological exam was non-focal, and there was
no encephalopathy. Pre transplant evaluation
included routine abdominal ultrasonography
that revealed an enlarged, nonhomogeneous
liver with massive splenomegaly of 250 mm
in craniocaudal diameter, as well as circular
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Figure 1. Gallbladder varices on B mode ultrasound

Figure 2. Gallbladder varices on B mode ultrasound

Figure 3. Delaminated gallbladder wall on
abdominal multidetector computed tomog-
raphy phy

changes in the gallbladder wall. Doppler sonography of
portal system confirmed GBV, however, without a PVT
(Figures 1 and 2). Multidetector computed tomography
angiography of the abdomen confirmed a thickened and
delaminated gallbladder wall with GBV as well as dilated,
but patent portal vein without thrombosis (Figures 3, 4,
and 5).

DISCUSSION

Ectopic varices represent dilated splanchnic veins, or
dilated portosystemic collaterals, which occur along the
entire gastrointestinal tract outside the common variceal
sites such as gastroesophageal varices and internal hem-
orrhoids [2]. GBV are a form of ectopic varices seen as a
complication of portal hypertension. They consist of en-
larged blood vessels in the gallbladder wall or gallbladder
fossa, and represent a portosystemic shunt between the
cystic branches of the portal vein and the systemic veins
of the anterior abdominal wall [1, 2, 3]. The incidence
is similar in adult and pediatric population with portal
hypertension, estimated to be up to 30% [4]. The major-
ity of patients with GBV also have PVT, however, as our
case illustrates, they might develop even in the absence of
PVT. The gold standard for diagnosis is the Color Dop-
pler Sonography, which shows the varices as venous flow
in the delaminated and thickened parts of the gallbladder
wall 3, 5]. If feasible, contrast-enhanced ultrasound can
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Figure 4. Dilated portal vein branch on ab-
dominal multidetector computed tomogra-

Figure 5. Dilated portal vein branch on ab-
dominal multidetector computed tomogra-

phy

be a valuable further diagnostic tool, while computed to-
mography scan and magnetic resonance appear to be less
sensitive compared to ultrasound.

It is important to consider other etiologies that might
mimic GBV and present similarly. These etiologies are
more common than GBV and include acute or chronic
cholecystitis, gallbladder cancer and porcelain gallbladder
to name a few. The absence of mineralization and the pres-
ence of vascular enhancement rules out porcelain gallblad-
der, while the absence of pericholecystic fluid and inflam-
mation make cholecystitis unlikely. A gallbladder cancer
can present radiologically in similar fashion, but one would
expect to see some degree of local soft tissue invasion or
presence of metastatic lesions, which were absent in our
case. In spite of their ability to affect the contractility of
the gallbladder they are not associated with higher risk
for development of cholelithiasis [6]. When present, GBV
may cause hemobilia, intra-abdominal hemorrhage, or
rupture of the gallbladder as illustrated in several case re-
ports [7]. Ultrasound has the irreplaceable role not only
when discovering GBV, but in prompt diagnosis of the rare,
but unpredictable and fatal complications as well. [8]. De-
spite being rare, GBV are the potential cause of detrimental
gastrointestinal hemorrhage. The bleeding from GBV is
serious because as population with portal hypertension
and decompensated cirrhosis tends to be sick and poorly
tolerates hemodynamic protuberances. Our case illustrates
a rare entity, which should be considered in any patient
with planned abdominal surgery, particularly those with
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portal hypertension who have increased incidence of GBV.
While they usually develop concomitantly with PVT, GBV
might be isolated and occur in the absence of PVT, as we
have shown in this report.

Considering high availability and low-cost of the color
Doppler sonography, which is considered a gold standard
for GBV diagnosis, there is no reason for careful evaluation
of gallbladder not to be done in every patient with portal
hypertension. If GBV are discovered, surgical team should
be informed, as it is pertinent information in planning and
executing abdominal surgeries. By increasing awareness of
this rare portosystemic shunt, we can prevent or decrease
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the incidence of massive bleeding from GBV, which in turn
will decrease perioperative mortality [7-11].
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He 6aw 6e3a3neHn nocMmaTpaum — BapuKcK XKyuHe Kece 6e3 Tpombo3e NopTHe BeHe

Tamapa Munosarosuh'?, Urop [ymuh?, iBaHa Unuh?, Mapko bapanuh?, Catba [parawesuh'? Munnua Crojkouh-flanowesuh'?,

Bnagumup Apcenujesnh'?
'YHuBep3utet y beorpagy, MeguumHcku dakynter, beorpag, Cpbuja;

2KnuHuukm yeHTap Cpbuje, KnuHuka 3a ractpoeHTeponorujy 1 xenatonorujy, beorpag, Cpouja;
*Konel meguLyHe 1 nprpogHuX Hayka KnuHuke ,Mejo’, Pouectep, MuHecota, CjepnibeHe Amepuuke [pxase;

*KnuHunukm Lentap Cpbuje, KnuHuka 3a Hedponorujy, beorpag, Cpbuja;

SKnuHuukn ueHtap Cpbuje, YpreHTHU LieHTap, KnuHuKa 3a ypreHTHy xupyprujy, beorpag, Cpbuja

CAXETAK

YBop Bapukcy xyuHe kece (BXKK) peTka cy dopma eKTonmnyHmx
BapUKca KO 60MeCcHMKa ca MOPTHOM XM1MNEPTEH3UjOM 11 TPOM-
6030M MOpPTHE BEHE.

Mpuka3s 6onecHuka Mprikasyjemo 6onecHuLy ctapy 38 roguHa,
Ca AeKOMMEeH30BaHOM LiIMPO30M jeTpe Ha TepeHy ayTOVMYH-
CKe 6onecty, Koja je ynyheHa Halloj KIMHULM paay NpoLeHe
3a TpaHcnnaHTaumjy jetpe. BXK cy youeHu Tokom nssohema
PYTUHCKOT ynTpa3ByyHor npernepa abgomera (b-mop) y ckno-
ny npeTpaHcnaaHTaymoHe npunpeme. tbmxoBo NprcycTso
notBpheHo je ynTpa3By4HVM NPeriefomM Konop AOMNIEPOM 1
MYNTUAETEKTOPCKOM KOMMjyTepri30BaHOM TOMOTrpadCKOM aH-
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ruorpadujom, Npr Yemy je NopTHa BeHa buna npoxofHa, 6e3
npucycTa TPOMOHMX Maca.

3aK/byuak Mako cy uecTo acMMNTOMATCKM, Ca3Hakbe O nNpu-
cyctBy BXK je op HenpoueruBor 3Hauaja 3a xupypre, byayhu
Aa Mory 61T y3pok obunHor KpBapeta, Koje HapoumuTo yr-
poxaBa 6051eCHMKe ca AeKOMMNEH30BaHOM LIMPO30M jeTpe. Yii-
Tpa3ByYHW Npernes MMa Hesamerb By Yory He Camo y AeTek-
umju BXKK Beh 1y npaBoBpeMeHoj AnjarHo3v NpeTxoAHO rome-
HYTUX PETKUX anui HenpeABUAVBUX 1 aTanHNX KOMMMKaLMja.

KrbyuHe peum: BapuKCu XXyyHe Kece; eKTOMUYHN BapuKCu;
MOPTHA XMMepTeH3Nja
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