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Smad2/3

Analysis of cancer stem cells and appearance, development and progression of
cancer lesions focusing on phosphorylation of the linker region of Smad2/3
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We confirmed intra-epithelial micro-neoplasias in the short-term model and
invasive neoplasias over submucosa and with intra-vascular infiltration in the long-term model.

In the short-term model, it was considered that the neoplasias arose from neoplastic transformation
of tissue stem cells in the mucosal regeneration area, and the neoplastic duct extended and branched
up and down. pSmad2/3L-Thr positive cells were confirmed in micro-neoplasias, submucosal invasions

and vascular invasions. E-cadherin downregulation was observed in the main neoplastic area of the
long-term model. Many pSmad2/3L-Thr positive cells were observed in the nuclear beta-catenin
positive area of the long-term model.

pSmad2/3L-Thr positive cells were found in human esophageal cancer and colon carcinoma in adenoma.
We have been considering the possibility of cancer stem cells. The expression of pSmad2/3L-Thr tends

to increase in proportion to the degree of progression and malignancy, and analysis is continued.
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