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Pax6 and BETA2. 

6 
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the genesis of vesicles and regulates the biogenesis of 
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Fig.(10):  (A) Gastric neuroendocrine tumor seen in the gastric 

fundus on endoscopy and (B) endoscopic ultrasound of 

the same lesion (arrow). Note that the lesion invades all 

layers of the gastric wall but does not erode through the 

adventitia. 
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Fig.(12): A, B, C; Submucosal mass in the ileum, finally diagnosed 

as a small-intestinal carcinoid tumor in 3 different 
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D; Ischemic small intestinal segment from external 

83 



List of figures 

vi 

compression by a mesenteric carcinoid tumor. 
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tumor (liver and lymph nodes) in the same patient. 
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