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=Abstract=
Early Detection in the Colorectal Carcinoma

Jin Cheon Kim
Department of Surgery, University of Ulsan College of Medicine, Asan Medical Center

Colorectal carcinoma increases with aging and 94% of them occur after 6th decade. Five—year
survival rate in the localized lesion has shown to be 91% in colonic and 84% in rectal carcinoma,
while decreased to 60% and 50% respectively in the carcinoma with regional infiltration. Digital
rectal examination, fecal occult blood test and sigmoidoscopy have been proven as effective
screening tools to detect early or precancerous lesion, and sigmoidoscopy could be recommendable
after 6th decade. Screening in the moderate risk group needs to meet several requirement, e.g.,
non—invasiveness, good compliance, low false—positive and false—negative with good
predictability, and costs lower than total expense in treating advanced carcinoma. The American
Cancer Society recommends to begin annual digital rectal examination and fecal occult blood test-
ing at age forty, and flexible sigmoidoscopic examination every three or five year after two nor-
mal annual examinations at age fifty. This guideline can be also effective and applicable in Kore-
an population considering recent increase in colorectal carcinoma, though the beginning of screen-
ing may be delayed for five or ten years later. Screening in the high risk group must be per-
formed as a regular base considering respective prevalence and risk in the family members.
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Table 1. Factors recognized as precancerous or high
risk for colorectal carcinoma.

+ Adenomas

+ Family history of colorectal carcinoma

- Hereditary nonpolyposis colorectal carcinoma
(IINPCC)

- Familial adenomatous polyposis and variants
+ Inflammatory bowel disease

- Previous history of colorectal carcinoma
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Figure 1. A genetic model for colorectal tumorigenesis.
*HP, hyperproliferating epithelium; DNA
hypomethylation occurrs on early adenoma
stage. Inciled from Fearon ER, Vogelstein B.A
genetic model for colorectal tumorigenesis. Cell

61:763, 1990,
Chromosome : 5 12p 18q 17p
Alteration:mutation/loss mutation loss  loss
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£ o 2= Hemoccult, Fecatest, HemoFec, Coloscreen,

Table 2. Results of Hemoccult screening for colorectal carcinoma.

Funen Goteborg Nottingham Minnesota New York

Denmark Sweden * England USA USA

Population 30,970 13,759 52,258 31,378 11,000
Compliance, % 67 66 53 86 75
Age(yr) 4574 60—64 50—74 50—80 40<
Sensitivity, % 48 50 74 88 70
Specificity, % 99 96 98 96 98
PPV*, % 17(58) 4.6(22) 10(53) 5.5(31) 7.5(30)
Detection rate

Effectiveness 0.001 0.001 0.001 0.002 0.002

Efficacy 0.002 0.002 0.002 0.002 0.003

*PPV, positive predictive value for cancer;( ), positive predictive value for both adenoma and carcinoma in the other co-
hort with larger population size.
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Table 3. Comparative features of colonoscopy and dou-
ble-contrast barium enema.( DCBE)

Colonoscopy DCBE

Preparation Same Same
Examination time, min 40—-60 20—40
% incomplete study 26 <2
Perforation rate, % 0.20 0.01
Mortality, % 0.02 0.002
Sensitivity in polyps, % 88 88
Cost, $ 544 —664 193
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