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The 11 tag SNPs used in this study are shown (black arrows). SNPs highlighted in purple show weak association in this study 4 /
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Quantitative real-time PCR: Summary

 Total RNA was isolated from post-mortem DLPFC (Brodmann area 9 and 10) from 16 schizophrenia patients and
15 healthy controls (Qiagen RNeasy Lipid Midi kit plus DNasel). The integrity of the total RNA was assessed using the Agilent
2100 Bioanalyzer Nano LabChip and by inter- and intra- exonic PCR of several genes to confirm gDNA removal.

e First strand cDNAs were synthesised from 1ug (Agilent Nanodrop) of total RNA using random hexamers and SuperScriptU
Reverse Transcriptase (VILOL cDNA synthesis kit, Invitrogen), following the manufacturer’s protocol.

* We present weak association of several SNPs at the 3’end of DPYSL2 with schizophrenia and decreased expression of the
gene in the DLPFC of patients and in subjects homozygous for some of the risk alleles.

* The effect of these alleles Is currently under investigation using fluorescent allele-specific PCR In heterozygote subjects.

 These data are consistent with the hypothesis that decreased DPYSL2 expression in the prefrontal cortex contributes to disease

« The cDNAs were genotyped for two exonic SNPs, rs708621 and rs17666, using TagMan SNP genotyping assays (ABI). aetiology.
« TagMan gene expression assays (Figure 1, ABI) were used to quantitate relative DPYSL2 expression using the ACt between ——
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« Comparisons between schizophrenia cases and controls were also made using ANCOVA (MINITAB) with GAPD as the covariate.




