


(these patients will come to the outpatient clinic suffering from 
recurrent vomiting, at this point we have to differentiate whether 
it's a case of GERD or eosinophilic esophagitis).







Pathogenesis:
-Genetic alterations due to H. pylori associated chronic gastritis , lesser 

extentEBV (10%).
-Most cases are sporadic.

-Familial diffuse type cases:Germline mutations in CDH1 (E-cadherin).
-Sporadic diffuse type: Somatic CDH1 mutation in 50%.
-Familial intestinal type cancer: FAP, APC gene mutation

-Sporadic intestinal-type : B catenin mutation
-P53 mutation & HER2 amplification in some sporadic cases in both types



Pathogenesis:
-During embryogenesis

-Disrupted migration of  neural crest cells from cecum to rectum.
-Lack of  Meissner submucosal plexus and the Auerbach myenteric plexus.

-Failure of  coordinated peristaltic contractions.
-Mutations in RET: in familial cases and 15% of  sporadic

-Other genes and environmental factors play role.











Clinical Features
-Endoscopic screening >> cancer prevention

-Early cancer is asymptomatic !!!!!!!!!
-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.




