
Introduction

Liver cell adenoma（LCA）is considered the rarest

benign neoplasm of the liver in young men1－5 . We

recently encountered a patient with LCA who had no

prior history of liver disease or glycogen storage

disease and had never been on hormonal therapy.

Case Report

A 26-year-old man was found to have a hepatic

mass on ultrasonography during a routine voluntarily

group medical check-up and was referred to Nippon

Medical School Hospital for evaluation . He was

asymptomatic. The physical findings were unremark-

able . The laboratory data showed serum albumin

4.6g�dl（normal: 3.8～5.5）, total bilirubin 0.4mg�dl（nor-
mal: 0.2～1.2）, GOT 17 IU�l（normal: 10～28）, GPT 23
IU�l（normal: 5～33）, ALP 176 IU�l（normal: 66～220）,
γ-GTP 32 IU�l（normal: 8～59）, cholinesterase 409 IU�l
（normal: 185～431）, cholesterol 147 mg�dl（normal:

130～220）, blood glucose 91 mg�dl , WBC 4,800�µl ,

RBC 491×104�µl , Hb 15.2 g�dl , Ht 36.7％, platelet

19.2×104�µl , α-fetoprotein <10 ng�ml , antibody for

hepatitis C virus（－）, hepatitis B surface antigen（－）.

Ultrasonography showed a 4.5-cm well-defined

heterogeneous lesion within the right lobe of the liver.

Prior to contrast infusion , Computed tomography

（CT）showed a low-density lesion in the right lobe of

the liver, that measured 4.5 cm in diameter（Fig. 1A）.

Contrast scan revealed irregular enhancement of the
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mass（Fig . 1B）. Selective hepatic arteriography

showed a hypervascular mass within the right lobe

and a homogenous tumor stain was noted during the

late phase（Fig. 2）. Since the nature of the hepatic

mass was unknown, anatomical subsegmentectomy of

the right anterior-inferior segment was performed

one week after admission. The postoperative course

was uncomplicated, and the patient was discharged

2 weeks after operation.

The cut surface of the tumor was well circum-

scribed, but not encapsulated, and was reddish-tan ,

and homogeneous , with no central necrosis . Micro-

scopic examination revealed only moderate fatty

change in the surrounding parenchyma. Focal hemor-

rhages were present within the tumor. There were

numerousprominent venous outflowchannels, occasionally

with closely related branching small arterioles .

The tumor consisted of large cells of hepatic origin

arranged in one-to two-cell-thick cords . Bile ducts

were absent . Kupffer cells were markedly reduced

in number . The hepatocytes were not atypical

and contained uniform nuclei with no mitoses or

pleomorphism（Fig. 3）.

The diagnosis was LCA.

Discussion

LCA is a benign tumor of the liver that was rarely

reported before the introduction of oral contracep-

tives in 1960. Only two cases of LCA were found in

a review of 50,000 autopsies performed during the

36 years before 19546. In 1973 Baum was the first to

document the relationship between the use of oral

contraceptives and LCA7. Since that time, many cases

Fig. 2 A）Selective hepatic arteriogram, early arterial phase, showing hypervascular lesion in the
right lobe of the liver.
B）Late phase, homogenous capillary staining is evident.

Fig. 1 A）Prior to contrast infusion , CT shows a
low-density mass.
B）Contrast scan reveals irregular enhancement
of the mass.

J Nippon Med Sch 2001; 68（6） 517



have been reported8－13, and they have fallen into three

relatively distinct categories: LCAs that developed in

patients who had taken oral contraceptives or ster-

oids8－11 , LCAs discovered in patients with diabetes

mellitus12 , glycogen storage disease13 or during preg-

nancy , and LCAs in patients with adenomatosis .

However , a few cases of LCA in young men

have been reported in Japan, mostly in the Japanese

literature2－5.

Approximately 90 per cent of benign hepatic

tumors are incidental findings . The most common

manifestation of LCA is intratumoral or intraperitoneal

hemorrhage , which occurs in 50 to 60 per cent of

patients8,9,11. In the present case, the tumor was detected

by chance during a routine medical check-up . The

clinical presentation was without sudden onset of

abdominal pain, and the laboratory studies were all

within normal limits.

Routine diagnostic studies have been of little value

in the diagnosis of LCA. Liver enzyme changes and

bilirubin elevation may occur in association with acute

expansion of the neoplasm caused by hemorrhagic

necrosis or intrahepatic hemorrhage. Hepatic angiogra-

phy is considered the most valuable roentgenographic

examination11 , and even small LCAs are readily

detectable11. The procedure is invaluable for localizing

the lesion and its blood supply. Focal nodular hyper-

plasia（FNH）is readily distinguishable from LCA by

the absence of a spoke-wheel pattern with central

vascular supply and vessels radiating to the periphery.

In these benign hepatic lesions, there is usually none

of the arterio-venous shunting, vascular puddling, or

venous invasion expected in hepatocellular carcinoma

（HCC）. However , preoperative confirmation of the

malignancy of hepatic tumors is difficult by conven-

tional noninvasive and invasive techniques10, and

preoperative percutaneous or laparoscopic biopsy is

not recommended because of the risk of bleeding by

vascular neoplasms , possible seeding by malignant

lesions1,14 and the fact that benign and malignant

neoplasm may coexist in the same liver15.

Transcatheter arterial embolization （ TAE） is

commonly used to treatHCC.However, we thought that if

TAE were performed in our patients, it would still be

uncertain whether the tumor was benign and whet-

her the prognosis was favorable. Actually, few cases

of LCA treated by TAE have been reported . We

therefore believe that elective laparotomy for diagnosis

and hepatectomy for a treatment may be the best

approach.

In most cases, LCA can be distinguished from FNH

on the basis of its characteristic pathologic features.

LCA tends to be larger than FNH, circumscribed, and

occasionally encapsulated and fleshy in appearance .

Areas of necrosis and hemorrhage are often visible on

the cut surface. The histologic pattern is monotonous

with regular proliferation of normal appearing hepatocytes,

often in trabeculae with compressed sinusoids in

between, but devoid of lobulations , reticular fibers ,

and bile ducts16 . The pathologic findings in our case

were consistent with the features of LCA.

A recent study of 23 patients with LCA found an

association with oral contraceptive use in 89％ of the

cases1 . Our case is exceedingly unusual in two

respects: the patient was a healthy young male and

the LCA was unassociated with the use of steroid

hormones.
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