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A case of hepatocellular carcinoma mimicking hepatic adenoma

Hepatocellular adenomas (HA) are benign naturally occurring masses that are rarely reported, and rarely reaching tumor
size up to 30 cm. Hepatocellular carcinoma (HCC) is the most common primary malignancy of the liver and usually
caused by cirrhosis and more commonly reported tumors in males. It has been reported that presentations may occur
with masses that are often less than 5 cm or rarely more than 10 cm. 
We aimed to present a case of hepatocellular carcinoma 72-years old man with fatigue and pain spread on the right
upper quadrant; a histopathologic image similar to both telangiectatic variant hepatic adenoma and false diagnosis as
“cavernous hemangioma” in the first biopsy specimen. 
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Case Report

Patient consent was obtained for the case report. A 72-
year-old man was admitted to our hospital with the com-
plaints of weakness and pain in the right upper qua-
drant radiating to the back. His laboratory results were
as follows: AST, 104 IU/L; ALT, 118 U/L; HBV DNA,
1014 IU/mL; LDH, 460 IU/L; and AFP, <300 ng/ml.
Abdominal ultrasonography revealed a mass in the liver.
Subsequently, computed tomography (CT) was perfor-
med, which revealed a hypodense unifocal mass of
approximately 13 cm in size covering almost the entire
right lobe of the liver (Fig. 1).
Clinical preliminary diagnosis was hepatocellular carci-
noma (HCC), and a decision to perform Tru-cut bio-
psy was made. Tru-cut biopsy material obtained from
the mass was reported as “cavernous hemangioma”
because of the presence of diffuse telangiectatic vascular
structures.
Clinically, general condition of the patient was poor, and
Tru-cut biopsy was repeated because of the large mass,
high AFP levels, and clinical deterioration in the patient.
Histopathological examination of the second biopsy spe-
cimen revealed a neoplastic proliferation partly accom-
panied by necrotic foci near diffuse telangiectatic struc-

Introduction

Hepatocellular adenomas (HA) are rare, benign tumors
that commonly occur in young women taking oral con-
traceptives. In HA, hepatic architecture is impaired and
hepatocytes with high lipid and glycogen content prolife-
rate. Reportedly, it usually manifests as a single focus, and
in some cases the tumor size reaches up to 30 cm 1.
Hepatocellular carcinoma (HCC) is the most common
primary malignancy of the liver and the third leading
cause of cancer-related mortality worldwide. HCC typi-
cally develops from cirrhosis and is 2–4 times more com-
mon in men than in women, with a poorer prognosis
in men than in women 2.
Herein, we present the case of a 72-year-old man with
HCC who was initially misdiagnosed with cavernous
hemangioma due histopathological results similar to
telangiectatic variant of hepatic adenoma.
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Fig. 1: A hypodense mass lesion of approximately 13 cm in size
covering almost the entire right lobe of the liver in computed tomo-
graphy scan images.

Fig. 2: Diffuse telangiectatic structures in liver tissue sections (hema-
toxylin-eosin staining × 100).

Fig. 3: Focal necrotic areas around diffuse telangiectatic structures in
liver tissue sections (hematoxylin-eosin staining × 40).

Fig. 4: Loss of reticulin fibers in parenchyma (Histochemistry retiku-
lin staining × 400).

Fig. 5: Estrogen receptor expression in tumor cells (immunohisto-
chemistry ER staining × 400).

Fig. 6: Positive staining showing a canalicular pattern with polyclo-
nal CEA in hepatocellular carcinoma (immunohistochemistry pCEA
staining × 400).
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tures (Figs. 2, 3). Histochemical examination, which was
performed 3 times, demonstrated loss of fibers with reti-
culine (Fig. 4). In the immunohistochemical analysis,
focal positivity with the estrogen receptor and positivity
showing a canalicular pattern with polyclonal CEA in
the focal area were observed in these neoplastic cells (Fig.
5 and 6). Ki-67 proliferation index was approximately
40%–50% (Fig. 7). Because peripheral liver tissue was
not visible the in Tru-cut biopsy specimens, no further
comment was possible on the presence of cirrhotic back-
ground. “Telangiectatic variant of hepatic adenoma” was
considered as the first diagnosis because of the presence
of histomorphologically diffuse telangiectatic structures
and focal ER and PR positivity. However, the case was
interpreted as well-differentiated HCC owing to high Ki-
67 proliferation index, reticulin fiber loss, occasional
necrotic areas, and high AFP levels. No surgery was
performed because of the poor general condition of the
patient; he was administered gemcitabine chemotherapy.
The patient did not accept the treatment because of the
deterioration of his general condition and developed lung
and bone metastases in 6 months.

Discussion

HA commonly occurs in young women taking oral con-
traceptives, while HCC is predominantly more common
in men aged >60 years. Reportedly, HA usually mani-
fests as a single focus, and it can reach up to 30 cm in
size in rare cases tumors. In a study with 403 patients
with HCC, tumor size was reported to be <5 cm in
65% patients, 5–10 cm in 28% patients, and >10 cm
in 7% patients. Our patient is a 72-year-old man with
a radiographically reported tumor of 13 cm in size.
In a study conducted in 2017 with 389 patients with
non-viral HCC, AFP levels were as follows: normal

(25.46 ng/ml) in 160 patients and high (>400 ng/ml)
in 89 patients. Female gender, vascular invasion, tumor
size > 5 cm, and inoperability due to advanced stage
were factors associated with higher AFP levels. In this
study, it was reported that pre-treatment AFP was of
limited value and that AFP levels > 400 ng/ml were
associated with aggressive tumor behavior and poor prog-
nosis 6 . In our case, AFP level was >300 ng/ml. No
surgery was performed because of the poor general con-
dition of the patient, and he was administered gemc-
itabine chemotherapy. The patient was admitted to our
hospital due to several metastatic masses at the right
femoral head and basal parts of both the lungs approx-
imately 6 months after the last pathology report.
HCC is particularly predominant in males; therefore, it
is considered that sex steroids play an important role in
these tumors. In a previous study, estrogen was report-
ed to be a protective factor in the progression of HCC;
however, this has not been elucidated. Compared to in
benign tumor and normal liver tissue, estrogen receptor
expression in HCC cases was distinctly down-regulated 3.
In our case, estrogen receptor positivity was observed in
the focal area in the tumor. Presence of estrogen recep-
tor positivity, presence of tumor diameters up to 30 cm,
and presentation as a single mass led to the initial dif-
ferential diagnosis of telangiectatic variant of hepatic ade-
noma due to the presence of diffuse telenoietic struc-
tures, which is histopathologically different from classi-
cal HCC types. However, the patient was subsequently
diagnosed with HCC because of the high AFP level,
positivity showing a canalicular pattern with pCEA, and
high Ki-67 proliferation index.
When the first biopsy specimen of the cavernous heman-
gioma was re-examined, it was considered to be a misdi-
agnosis because there were no necrotic areas, several telang-
iectatic vascular structures were immunohistochemically
positive with CD 31, reticulin staining was not performed
histochemically, and fiber loss was overlooked.
The primary histomorphological findings of classical
HCC are as follows: large trabecular distinctive acinar
pattern thicker than 3 cells, small cell changes, cellular
atypia, mitotic activity, and reticulin fiber loss 7,8. The
most common growth pattern is trabecular pattern sim-
ilar to normal liver tissue or pseudoglandular or acinar
pattern containing or fibrin/bile 9.
Although histopathological criteria for classical HCC are
well known by pathologists, it is sometimes challenging
to establish this diagnosis with haematoxylin & eosin
stain alone in small biopsy samples 9.
In our case, histopathological result was not consistent
with the expected classical HCC morphology. Proper
clinical information was provided with the first biopsy
specimen; therefore, the laboratory results of the case
could not be accessed. In addition, reticulin fiber stain-
ing was not performed on the first biopsy specimen,
which was considered as one of the reasons that led to
the misdiagnosis.

Ann Ital Chir - Epub 2019, 8 - February 26 3

A case of hepatocellular carcinoma mimicking hepatic adenoma

Fig. 7: Ki-67 proliferation in tumor cells (immunohistochemistry Ki
67 staining × 40).

READ-O
NLY

 C
OPY 

PRIN
TIN

G P
ROHIB

ITED



In conclusion, HCC case with an unusual morphology
could be misdiagnosed if no clinical information is col-
lected. Therefore, masses in the liver should be evaluat-
ed by the pathologist in connection with radiologic, clin-
ical, and laboratory findings, and the collaboration with
a clinician is required.
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