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Potential roles of beta-arrestin pathway in colorectal cancer
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B -arrestins were first thought to only regulate desensitization and
internalization of G protein coupled receptors (GPCR). It has recently been demonstrated that
-arrestins can activate PI3K, AKT and ERK signaling, independent of GPCR. In the present study,
although cell models of 3 -arrestin 1/2-specific activation remain to be established in our
laboratory, we addressed the clinical and genomic roles of B -arrestin 1/2 in colorectal cancer. We
found that KRAS-mutant tumors as well as CMS3 tumors demonstrated significantly decreased levels of
B -arrestin 2 expression in multiple cohorts of colorectal cancer.
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Chromosomal instability causes deletion of tumor suppressor genes in colorectal cancer
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