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Clinical Features
-Endoscopic screemng >> cancer prevenhon

-Cecal and right side cancers: Fatigue and weakness (iron deficiency anemia)
-Iron-deficiency anemia in an older male or postmenopausal female is

gastrointestinal cancer until proven otherwise.

-Left sided carcinomas: occult bleeding, changes in bowel habits, cramping

left lower-quadrant discomfort.

o somatic (acquired) abnormaliies mutations additional cancer Gross chromosomal
mutations of cancer  Inactivation of Suppressor genes alterations
Suppressor genes normal alleles Overexpression of
(first hit) (*second hit) cox2
’ APC at 5q21 ‘ ’ T esicd8 K-RAS at 12p12 (;ﬁi“%i o
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Target Predominant
Etiology Molecular Defect  Gene(s) T issi Site(s) Histology
Familial adenomatous APC/WNT pathway APC Autosomal dominant  None Tubular, villous; typical
polyposis (70% of FAP) adenocarcinoma
Hereditary nonpolyposis DNA mismatch repair ~ MSH2, MLHI  Autosomal dominant  Right side Sessile serrated adenoma;
colorectal cancer mucinous adenocarcinoma
Sporadic colon cancer (80%)  APC/WNT pathway APC None Left side Tubular, villous; typical
adenocarcinoma
Sporadic colon cancer DNA mismatch repair ~ MSH2, MLHI  None Right side Sessile serrated ad g
(10%—15%) mucinous adenocarcinoma
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