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Clinical Analysis of 40 Patients with Fa-
milial Adenomatous Polyposis (FAP)

Young Chan Lee, M.D., Nam Kyu Kim, M.D., Seung
Hyuk Baik, M.D., Kang Young Lee, M.D., Seung Kook
Sohn, M.D., Chang Hwan Cho, M.D.

Division of Colorectal Surgery, Department of Surgery, Yonsei Uni-
versity College of Medicine, Seoul, Korea

Purpose: This study was carried to find the clinical charac-
teristics of incidence and the phenotype of familial adeno-
matous polyposis (FAP). Methods: This retrospective anal-
ysis was performed on 40 patients who were diagnosed
as having FAP and who underwent surgery due to FAP from
June 1985 to April 2005. The operative method, extra-
colonic symptoms, and number of polyps were analyzed.
Results: From June 1985 to April 2005, 0.65% (40 pa-
tients) of all surgically treated colon-cancer patients were
diagnosed as having FAP. Seventeen patients had familial
history, and 23 patients were neither aware of any familial
history nor had taken any tests. The primary symptoms
were hematochezia, diarrhea, mucous discharge, constipa-
tion, and abdominal pain, but 5 patients had no specific
symptoms. The mean age was 38.0 years. A total colec-
tomy with ileostomy was performed in |9 cases, a total
colectomy with ileorectal anastomosis in 2 case, and a total
proctocolectomy with ileal ] pouch anal anastomosis in 17
cases. One case was only diagnosed as having a FAP with-
out surgical treatment, and one cases had palliative surgery
due to carcinomatosis. Thirty-five cases had more than one
hundred polyps, and 5 cases had less than one hundred
polyps with a higher mean age of 62.2 (50 ~74) years and
having no familial history. Extracolonic manifestations, were
congenital hypertrophy of the retinal pigment epithelium,
submandibular tumor, thyroid cancer, and intraabdominal
desmoid tumor. The polyps could develop in other organs,
such as the stomach or the duodenum. Because they can
progress to cancer, a gastroduodenoscopy needs to be done.

o

As for result, |7 cases underwent endoscopic gastroduo-
denoscopy, and among them, 9 cases had multiple ade-
nomas. Conclusions: FAP has been considered as a rare
disease. Because of its association with early development
of colorectal cancer, measures for early detection of the
disease and for identification of other family members at risk
should be performed. Furthermore, early prophylactic treat-
ment should be undertaken to reduce the incidence of
cancer in these conditions. For early detection and better
outcome, clinical and radiological examination and treatment
for extracolonic manifestations and extracolonic tumor (thy-
roid cancer, desmoid tumor, medulloblastoma, hepatobla-
stoma) are necessary. ] Korean Soc Coloproctol 2006;
22:24-28
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Table 1. Patient characteristics

Number

Sex

Characteristics of attenuated familial adenomatous

Table 2.

28

Male

polyposis

12

Female

5 (12.5%)

Patient number

Mean age

Number (%)

Family history

None
62.2 (50~74)

Family history

Mean age

329 (24~50)

17 (42.5)
23 (57.5)

Yes

50.0 (30~100)

Polyp number

41.4 (20~74)

No
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Table 3. Operation methods Table 4. Extracolonic manifestation

Operation Number (%) Site Number (%)
Total proctocolectomy 19 (48.7) Mandible tumor 2/39 (5.1)
with end ileostomy ' Thyroid cancer 2/39 (5.1)
Total colectomy with 2 5.1) Intraabdominal desmoid tumor® 3/39 (7.7)
ileorectal anastomosis ’ Duodenal adenoma’ 9/17 (53.0)
Total proctocolectomy with ;
ileal J-pouch anal anastomosis 17 (43.6) *Tx. = excision, radiation therapy, NSAID, tamoxifen; EGD
Palliative operation - = diagnosed by EGD polypectomy.

(ileal transverse colostomy)
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Table 5. Cancer recurrence

Depth of invasion Number (%) Recurrence
Adenoma 12 (30.8)
Stage 1 7 (18.0)
Stage 1II 10 (25.6) 2%
Stage III 5 (12.8) 3
Stage IV 5 (12.8)
Total 39 5

*peritoneal carcinomatosis 1, liver metastasis and peritoneal
. . + . . .

carcinomatosis 1; = peritoneal carcinomatosis 1, lung metas-

tasis 1, liver metastasis 1.
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