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Regulation mechanism of cell senescence by orphan transporter
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The orphan transporter SLC22A18 is expressed on the membrane of
intracellular organelles, and the expression of proteins and metabolites involved in the hexosamine
pathway is increased in HEK293 cells expressing SLC22A18. Western blot analysis suggests that
0-GIcNAcylation of the p53 protein involved in cell senescence and carcinogenesis was increased in
HEK293 cells expressing SLC22A18. By contrast, that reduction of SLC22A18 expression increased
cancer malignancy. These results suggest that SLC22A18 is involved in cellular senescence and

canceration.
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