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Figure 4.
Piezo2 is dispensable for the maintenance of intestinal epithelial integrity under (A) Non-phosphorylated B-catenin expression assessed by immunofluorescence staining, costained with
homeostatic condition, but functions as a tumor suppressor in the colon by modulating nuclei and intestinal epithelial cell marker (EpCAM).
Wnt/B-catenin signaling. These findings identify a previously unrecognized role for (2) Sverle ?Xprl?ss'o”t(r?PCR) of $3x4t§:ddMyct:]rom Cintm' anld f’zzzé'GdGef'c'fh”t tumors.
. . _ . . . , nt signaling pathway was identified as the most upregulate athway.
Piezo2 in regulating intestinal tumorigenesis and suggest that Piezo2 may represent a (© gnaiing pathway . T upreguiated RELL P /
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\promlsmgt erapeutic target in colorectal cancer (CRC). ) (E, F) Representative images of Piezo2-deficient organoids cultured in medium supplemented with reduced
Whnt surrogate-Fc fusion protein. Normalized organoid area over time is shown in (F).
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Statistical significance are indicated as follows: * p < 0.05, ** p < 0.01, *** p <0.001, **** p < 0.0001.
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