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expressing a carnitine efflux transporter Sicl16a9
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Predicted enhancer motif in mouse Slc16a9 is a cis-acting
element driving mosaic mCherry expression in 4-dpf

zebrafish glomerulus. Podocytes are labeled with GFP. A Slcl16a9 (green) is expressed in podocytes co-localized with Slc16a9 (green) is abundantly expressed in kidney tubule and
zebrafish nphs2 enhancer was used as a positive control. nephrin (red). The rate-limiting enzyme Bbox1 (green) for liver, but absent in skeletal muscle. In parallel, Bbox1 (green)
carnitine biosynthesis is also present in glomeruli. expression showed an identical pattern.
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