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Molecular mechanisms underlying urate—induced enhancement of Kvl.5 channel

expression in HL-1 atrial myocytes
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1. Depletion of uric acid due to SLC22A12 (URAT1) loss—of—function mutation causes
endothelial dysfunction in hypouricemia
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Molecular mechanisms underlying urate—induced enhancement of Kv1.5 channel
expression in HL-1 atrial myocytes
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