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IBD non-IBD 1 3
basal plasmacytosis +
Paneth IBD
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IBD ucC
chronic
inflammation-carcinoma sequence
ucC ucC
cell turnover p53, p21 o)
UC, active p53, p21 apoptotic cells
Ki-67 labeling index (LI)
DNA p53 G1 check point apoptosis
2)
Paneth
p53, p21,Ki-67 LI
DNA
Dysplasia, Carcinoma 3-5)
ucC Regeneration Dysplasia (low, high-grade) Carcinoma sequence
dysplasia neoplasm adenoma
dysplasia
bottom-up type adenoma  top-down type
ucC aggressive cell cycle regulator
6-9)
ucC K-ras, APC p53
Microdissection  p53 (full-length) PCR-direct sequencing
ucC single crypt
p53 crypt low-grade dysplasia

polyclonal mutant p53
monoclonal mutant p53

high-grade dysplasia, carcinoma

, active



p53 p21 G1 arrest, p53R2 DNA apoptosis
p53-p53R2 dependent DNA

p53 DNA
C ) DNA ()
apoptosis wild p53 p53, p53R2, p21 mutant
p53 DNA in vitro
p53  key marker ucC p53
Tumorigenesis in UC 5) chronic inflammation
- -carcinoma sequence
I Darndy mwnmf D active inflammation
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®‘ Se 0 1 ation of 7

) =) Sere ations .o
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Dysfunction of p53
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pﬂl’!” @ “Tumorigenesis
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%8R
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9
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