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PR oME (#3C) : We demonstrated that high—-salt loading suppressed renal
MAK-V/Hunk mRNA levels in wild-type mice. To analyze the possible renal function of
HUNK/MAK-V, we generated MAK-V/Hunk transgenic mice. The MAK-V/Hunk transgenic mice
exhibited the suppression of high salt loading—mediated hypertension compared with
wild-type mice. We also showed an altered renal distribution of HUNK/MAK-V in the diseased
human kidney. Collectively, these results indicate a critical role of renal MAK-V/Hunk
in the renal sodium handling and blood pressure regulation.
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