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Regulation of chemokine signaling by post-translational modification of
beta-arrestin and relationship with atherosclerosis
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beta-arrestin, known as an adaptor protein of G protein coupled receptors
(GPCR), reported to regulates GPCR signaling via a post-translational modification, S-nitrosylation.
We evaluated whether chemokine signaling, CX3CR1 receptor signaling, is modulated by
S-nitrosylation of beta-arrestin, and whether S-nitosylation-mediated signaling affects the
pathology of atherosclerosis in this study.
We found that S-nitorsylation of beta-arrestin biased chemokine signaling toward G-protein mediated
signaling, versus beta-arrestin-mediated signaling, and that chemokine-induced macrophage migration
was enhanced by S-nitrosylation of beta-arrstin. These results suggested that biased signaling of
CX3CR1 by S-nitrosylation might regulate chemokine signaling, and affect pathogenesis of
atherosclerosis by enhancement of microphage migration.
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