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Investigation of the physiological function of SIc22al8, a candidate identified
by a genetic analysis on animal models for visceral fat accumulation
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Genetic factors underlying visceral fat accumulation, a principal component
of the metabolic syndrome (MS), remain largely unknown. In this study, visceral fat accumulation was
accelerated in transgenic mice overexpressing SLC22A18, a candidate gene revealed by our previous
genetic studies on animal models. Oppositely, fat volume was decreased in SLC22A18 knockout mice as
compared with normal mice. These results indicated that SLC22A18 plays a crucial role in regulating

visceral fat accumulation. A series of our experiments have revealed a promising candidate for
endogenous substrates transported b¥ SLC22A18. Thus, SLC22A18 could be a novel therapeutic target
for metabolic syndrome via its regulatory function upon visceral fat accumulation.
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