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A Case of Familial Adenomatous Polyposis
Combined with Hepatocellular Carcinoma

Kwang—Il Kim, M.D., Jaea—Woon Lee, M.D., Hae—Chang
Jo, M.D., Jong—Hoon Park, M.D., Byung—Jo Bae, M.D.

Department of Surgery, Daegu Fatima Hospital, Daegu, Korea

Familial adenomatous polyposis (FAP) is an autosomal
dominant disease characterized by formation of multiple
colorectal adenomas with nearly 100 percent potential for
malignant transformation. FAP is a rare condition with an
incidence of 1 in 10,000 live births. Germline mutations in
the adenomatous polyposis coli gene (APC) located on
chromosome 5q21 have been founded in many patients
with FAP. Patients with FAP can have extracolonic mani—
festations of their disease. These include tumors of the
upper gastromtestinal tract (hamartomatous polyps, adeno—
mas, carcinomas), small intestine adenomas or cacinoma,
bile duct adenomas, papillary thyroid carcinoma, osteomas
of the mandible, skull, and long bones, a variety of soft
tissue lesions, including fibromas, lipomas, and desmoid
tumors, congenital hypertrophy of the retinal pigment epi—
thelium (CHRPE) and hepatoblastoma. Hepatocellular car—
cinoma combined with FAP is a very rare condition. Just
8 cases of Hepatocellular carcinoma with a history of FAP
have been reported in the literature. We now present a
report of a case of Hepatocellular carcinoma with FAP
(Gardner's syndrome) in a 19 year—old girl. J Korean Soc
Coloproctol 2003;19:170—176
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Fig. 1. Barium-air double contrast enema reveals innu-
merable small polyps throughout the colon.

Fig. 3. Pelvic CT scan at the level of distal rectum shows
large fluid containing abscess like lesion at the right perianal
region.
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Fig. 2. Colonoscopic
examination reveals
multiple variable sized
polyps.
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Fig. 4. Fundus finding shows
atypical, oval lesions at the
both eyes.
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Fig. 5. Endoscopic photo-
graph reveals round, sessile
mucosal elevations in the
second portion of duode-
num.
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Fig. 8. The anal skin measures 2.5%2.0 cm. The serosa of
anal portion shows perforation, adhesion and the wall is
thickened.

Fig. 6. Hepatic angiogram reveals 4 cm sized hypervascular
staining mass.

Fig. 9. Tubular adenoma, low grade (H&E stain, x40).
Fig. 7. Numerous sessile or pedunculated polyps of varying
sizes are noted in the entire large colon.
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Fig. 10. Adenocarcinoma, well differentiated (H&E stain, *x40).
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Fig. 11. (A) The cut surface of the liver shows a well demarcated, lobulated and perinodular expanding mass measuring 4x4
cm with multiple satellite nodules. The liver parenchyma is unremarkable. (B) Hepatocellular carcinoma, trabecular type (H&E

stain, %100).

Fig. 12. Metastatic adenocarcinoma (H&E stain, %100).
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