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Following publication we became aware of a significant error in
our original manuscript, relating to the identification of a puta-
tive risk allele affecting the expression of SNX19 in schizophre-
nia. In the text, for SNP rs10750450, we mistakenly refer to the
reference allele (G) and risk allele (T). However, based on the
GWAS schizophrenia results, it is, in fact, the T allele that is the
reference allele and the G that is the risk i.e. the G allele leads to
increased SNX19 expression based on expression quantitative
trait loci (eQTL) analysis. Upon discovering the error, we re-
sequenced the plasmid DNAs used in our in vitro assays. We
also tested two additional SNPs, not included in our initial
experiments, and although we confirm an allelic effect for each
of the identified SNPs, the impact in vitro is opposite to that pre-
dicted by eQTLs, i.e. the protective alleles display increased lu-
ciferase expression relative to the risk alleles in vitro whereas, in
the brain, it is the risk alleles that are predicted to increase tran-
scription. One possible explanation for our observations is that

testing plasmid encoded enhancers in HEK cells might not accu-
rately reflect the mechanism of action of these enhancers in the
context of the human brain. In addition, the risk variant resides
within an enhancer element containing binding sites for two
proteins, ZNF354C and ZSCAN10 (ZNF206, Zfp206 in mouse, re-
spectively), both of which are thought to act as transcriptional
repressors (1). However, there is evidence that ZSCAN10 can also
function as an activator (2).

All other data in the manuscript, including the ATAC-seq experi-
ments, is unaffected by this error.
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