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The most significant SNPs were detected around the CHN2/CPVL genes (rs245914,

p=1.6x10"), COL21A1 gene (rs12196860, p=2.45x10"), and PYGL/TRIM9 genes
(rs1959536, p=7.73x107"), although none of the single-nucleotide polymorphisms
exhibited genome-wide significance (p=5%10"®). One of the highest peaks was detected
on the major histocompatibility complex region, where large SZ GWASSs have previously
disclosed an association. The gene-based analysis suggested significant enrichment
between SZ and atypical psychosis (p=0.01), but not BD. CONCLUSIONS: This study
provides clues about the types of patient whose diagnosis lies between SZ and BD.
Studies with larger samples are required to determine the causal variant.
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k some allele gene
CHN2,
1 rs245914 7 29218159 G 1.61x10-7
CPVL
2 rs12196860 6 55950374 A 2.45%X10-7 COL21A1
3 rs12105421 2 103576088 [} 5.31X10-7
PYGL,
4 rs1959536 14 51446771 [} 7.73%X10-7
TRIM9
5 rs6081541 20 19212890 A 1.24X10-6 SLC24A3
UBE2E2,
6 rs4619807 3 23193928 A 1.565%10-6
RPL24P7
7 rs16902460 8 128920197 G 2.61x10-6 PVT1
ITGBL1,
8 rs1572591 13 102060076 A 2.99%X10-6
NALCN
FAM98B,
9 rs8029989 15 38733847 A 3.54X10-6
RASGRP1
10 rs2736172 6 31590898 G 3.60x10-6 MICB, TNF
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atypical psychosis

* p<0.05
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