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Abdominal pain - Alcohol - Chemoembolization - Cirrhosis -
Liver cancer

Sometimes, the presentation of some diseases can be fulmi-
nating. The authors present the case of a 51-year- old male
brought to the emergency department visibly drunk and
complaining of abdominal pain. Immediately, the diagnosis
of hemorrhagic shock due to an accentuated drop of the he-
moglobin level was made. After stabilization, he underwent
a computed tomography of the abdomen, revealing a hepa-
tocellular carcinoma with rupture of the Glisson capsule and
massive intraperitoneal hemorrhage. With this case, the au-
thors want to bring attention to a rare first presentation of
hepatocellular carcinoma with a catastrophic result.
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No principio ... Ja foi o fim

Palavras Chave
Dor abdominal - Alcool - Quimioembolizacdo - Cirrose -
Carcinoma hepatocelular

Resumo

Por vezes a apresentacdo de algumas patologias pode ser
fulminante. Os autores apresentam o caso de um doente
de 51 anos que foi trazido ao Servico de Urgéncia em eti-
lismo agudo com dor abdominal mas rapidamente foi
constatado choque com queda acentuada da hemoglo-
bina confirmando-se choque hemorragico. Apos estabili-
zacdo realizou Tomografia Computadorizada abdominal
constatando-se carcinoma hepatocelular com rotura da
capsula de gleason e hemorragia intra-peritoneal macica.
Com este caso os autores pretendem chamar a atencao
para uma apresentacao inicial rara de carcinoma hepato-
celular mas cujo resultado é catastrofico.
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Malignant tumors of the liver and biliary tract, to
which hepatocellular carcinoma belong, represent a mor-
tality rate of 1.0% in Portugal, corresponding to 1.3% of
deaths in male patients and 0,6% of deaths in female pa-
tients (total of 1,036 deaths) according to the last reported
data in 2013 [1]. The average age of death was 71.3 years
in total, 69.8 years for males, and 74.8 years for females
[1]. Worldwide, hepatocellular carcinoma is the sixth
most common cancer, being responsible for 600,000
deaths annually [2].

The risk factors identified for cancer development are
infection with hepatitis B virus [3], hepatitis C virus [4],
alcohol [5], morbid obesity [6], diabetes and, as a conse-
quence, fatty liver [6]. Other, less common diseases such
as hemochromatosis [7] are also known risk factors. The
authors present this case not only for its rarity but also for
the diagnostic challenge that it may represent.

A male Caucasian patient of 51 years, owner of a restaurant,
was directly admitted to the emergency room for a 1-h history of
altered mental status, decreased skin perfusion, and sweating. He
was still arousable, with an ethylic breath and complaining of in-
tense abdominal pain. Initially, after a spike in tension of 160/70
mm Hg, he rapidly evolved to shock with persistent hypotension
and tachycardia. After a fluid challenge, only partial recovery of
blood pressure was seen. An arterial blood sample was taken at
admission, revealing metabolic acidosis with hyperlactacidemia.
The values were: pH 7.129; pCO2 35 mm Hg; pO2 82 mm Hg; Lact
15 mmol/L, and bicarb of 11.7 mmol/L.

Clinically, there was a slight improvement in the neurologic state
with recovery of consciousness but with a visible increase in abdom-
inal size even though the patient stopped complaining about abdom-
inal pain. A second arterial blood sample was taken with a slight
decrease of the lactate level to 13 mmol/L, still in metabolic acidosis,
but the thing that caught our attention was a drop in the hemoglobin
level from 9.4 g/dL to 6.2 g/dL, leading to the diagnosis of hemor-
rhagic shock. After exclusion of gastric hemorrhage and blood trans-
fusions, the patient underwent a computed tomography (CT) of the
abdomen (Fig. 1-3) that revealed a massive hemoperitoneum and
heterogeneous liver suggestive of hepatocellular carcinoma. In liver
segments II, III, VI and VII, there was capsular indefinition in rela-
tion to the rupture caused by the liver cancer and consequently mas-
sive hemoperitoneum. Several enlarged ganglia intra-abdominally
and micronodularity of the great omentum were suggestive of peri-
toneal carcinomatosis. No intra-abdominal free air was present.

Probably at the point in time when the rupture of the Glisson
capsule occurred, the abdominal pain improved due to a decrease
in the intrahepatic pressure consequent to the decrease in disten-
tion of the Glisson capsule. Laboratory results were an alcohol lev-
el of 360 mg/L, a hemoglobin level of 9.5 g/dL (sample taken at
admission) with macrocytosis, low platelets of 69,000, spontane-
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Fig. 1. Abdominal CT showing a voluminous hemoperitoneum
with heterogeneous liver parenchyma.

Fig. 2. Image of the same CT showing the extension of the hepato-
cellular carcinoma and the presence of the hepatic lesion.

ous INR 1.43, fibrinogen level of 1.8 g/L, aspartate transaminase
107 U/L, alanine transaminase 26 U/L, gamma-glutamyl transpep-
tidase 210 U/L, and a normal bilirubin level.

He was admitted to the surgical ward and submitted to angiog-
raphy. After visualization of the celiac trunk, common hepatic ar-
tery and left and right branches as well as a voluminous left he-
patic lesion with hypervascularization were seen without evidence
of active hemorrhage. Transarterial chemoembolization of the left
branch of the hepatic artery was performed as it was the suspected
to be the source of hemorrhage seen on the CT scan (Fig. 4-6).
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Fig. 3. Another CT image showing voluminous abdominal disten-
tion.

Fig. 4. Right hepatic branch catheterization.

In spite of best care, the patient died on the second day after ad-
mission. It is important to notice that he had already been admitted
to this same hospital for 7 days 9 months before for a first episode of
ascites due to liver disease treated by another medical team. Sparse
body hair as well as superficial venous abdominal circulation were
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Fig. 5. Left hepatic branch catheterization.

Fig. 6. Catheterization of the common hepatic artery after embo-
lization of the left branch.

seen. At that time, hepatic ultrasound was performed confirming the
presence of ascites, enlarged liver but with a regular contour, and no
focal lesions. No changes in the hepatic vessels with normal and well-
directed flow. His serum albumin level was 33 and 17.5 g/L in as-
citic fluid with a serum-ascites albumin gradient of 15.5 g/L, sugges-
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tive of portal hypertension. No neoplastic cells or bacteria where
isolated. He was oriented to an outpatient hepatology clinic that he
never visited, and he kept his alcoholic drinking habits.

Serologic studies for hepatitis A, B, and C virus as well as HIV
were performed, all with negative results. Alpha-fetoprotein was
2.39 ng/mL (normal range <8.78).

At that time, alcohol consumption was estimated around 200
g/day, and he had a smoking history of 49 pack-years.

Although rarely, hepatocellular carcinoma can mani-
fest as severe intra-abdominal hemorrhage with hemody-
namic instability. According to published series, this form
of presentation is seen in <5% of the cases in the western
countries [8-11] but is more elevated in Asian countries
such as Japan (2.9-14%) [12], Thailand (12.4%) [13], and
Hong Kong (14.5%) [14]. Although the exact mechanism
is not known yet, subcapsular location, tumor necrosis,
portal hypertension, rapid growth, and an increase of the
venous pressure by vascular invasion of the tumor are fac-
tors frequently involved in rupture. In addition, the size
and involvement of the left lobe are considered an in-
creased risk because tumoral growth is more probable to
cause distention and consequent rupture of the Glisson
capsule [15]. With this case, we would also like to bring
attention to the fact the patient presented with alcohol in-
toxication. This should be correctly evaluated, as such pa-
tients sometimes present with serious medical conditions

that require immediate treatment. In patients with chron-
ic alcohol intake who have this kind of presentation, gas-
tric or variceal hemorrhage should also be considered, as
they are more frequent causes of bleeding. Since we ex-
cluded upper gastrointestinal tract bleeding, CT was fun-
damental for the diagnosis that otherwise would only have
been possible by surgical laparotomy/laparoscopy.

This is an initial, rare, and fulminating presentation of
hepatocellular carcinoma with rapid growth and rupture
of the Glisson capsule of the liver, leading to massive in-
traperitoneal hemorrhage with shock. Despite being sub-
mitted to transarterial chemoembolization of the main
hepatic lesion, the prognosis was poor, and despite best
treatment, the patient died about 48 h after admission.

The authors would like to thank Dr. Tiago Bilhim for the pic-
tures of the transarterial procedure.
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