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Supplemental Fig. S1. Genotyping and sequencing confirmation of C317A knock-in (KI) mice. (A) Schematic representation of the sphin-
gosine-1-phosphate lyase 1 (Sgpl1) gene locus and Clustered Regularly Interspaced Short Palindromic Repeats (CRISPR)/Cas9-targeted re-
gion within exon 11. A silent mutation (GTC→GCT) introducing a Sal I (New England Biolabs) site was co-inserted with the C317A 
knock-in (TGT→GCT). (B) Polymerase chain reaction products (579 bp) were digested with Sal I. Wild-type (WT) alleles remained uncut 
(579 bp), whereas KI alleles generated two fragments (480 and 99 bp). (C) Representative Sanger sequencing chromatograms confirming 
the TGT→GCT substitution in the KI allele. VF1, forward sequencing primer; VR1, reverse sequencing primer; PCR, polymerase chain re-
action.
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