©
2017 2019

Dysbiosis

The effects of Dysbiosis on intestinal stem cells, inflammation, and cancer
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We tested the positivity of E.coli with pks island sequence, and found that
pks+ E.coli is increased in colorectal cancer patients, but decreased in IBD patients, compared to
healthy control.

We demonstrated that Tgfbr2-deficient dendritic cells have elevated expression of E-cadherin, and

these DCs can directly bind to intestinal epithelial cells and activate Notch signaling, which
contribute to the pathogenesis of colitis.

Notch activation in intestinal secretory progenitors lead to dedifferentiation into stem-like cells,
and dedifferentiated progenitors can act as a tumor-initiating cells in the mouse intestine.
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