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Hannah N. De Jong, Sahar Mozaffari, Casper Wong, Nora |. Scherer, Elena Butz, Nathan Fastman, Julie Ullman, Maarten Hoek,

ze Robert R. Graham, Victoria Assimon, Nathan Sallee, Anna Kottgen, Karol Estrada

SLC6A19 LOF associated with improved kidney function Experimental loss-of-function (xXLOF) variants classified by abundance and uptake activity

Chronic kidney disease (CKD) is characterized by loss of kidney function and may progress to kidney failure. Loss A 1.25 Figure 2. Over half of variants are loss-of-function
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XLOF variants strengthen association of SLC6A19 LOF with improved kidney function
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