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Table 1. Genetic model for gastric tumorigenesis

Precancerous condition
MSI
Telomerase reactivation
s, APC, p53

Early gastric carcinoma
P33

Advanced gastric carcinoma
LOH & tumor supressor genes
Activation of proto-cncogenes
Cell cycle regulator

Progression
c-met & hepatocyte growth factor
K-sam & fibroblast growth factor
c-erbB-2, HER-3/neu & epidermal growth factor
TGF-beta

Metastasis
Cadherin
CD44
nm23
Matrix metalloproteinase-2
Plasmincgen activator type 1
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Table 2. Genetic alterations in the diffuse & intestinal type of genetic cancer

Genetic alteration Function Diffuse (%} Intestinal (%)
Cncogenes
Ras mutation Signal transduction o 10
K-sam amplification Growth factor receptor 33 o
c-erbB2 amplification Growth factor receptor o 20
c-met amplification Growth factor receptor 39 19
Tumer supresser genes
P53 LOH, mutation Transcription factor 2038
APC LOH, mutation Signal transduction 30 40~ 60
DCC LOH Cell adhesion 0 50
Microsatellite instability Genetic instability 16~39
Apoptosis
Cell cycle regulator
Protease associated genes
Matrix metalloproteinase 7 (MMPT}
MMP1
MMP2
Growth factors
EGF overexpression Growth factor receptor 20 40
Cell adhesion
E-cadherin mutation Cell adhesion 50 0
beta-catenin mutation Cell adhesion 0 27
CD44 abnormal splice variants Cell adhesion 100 100
Angiogenesis factor
VEGF overexpression Growth factor receptor 12 46

Thymidine phosphorylase {platelet derived endothelial growth factor)
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Fig. 1. Genetic alterations in diffuse and intestinal type gastric cancer.
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