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S1 Fig. Family-trio analysis with parental genotype data 
Note: The genotypes of the tested individuals are indicated on the lower-side.  
All comorbidities were diagnosed by experienced psychiatrists according to Diagnostic and Statistical Manual of Mental Disorders, 
Fifth Edition (DSM-5) criteria. 
c, coding DNA; p, protein 
1Autism spectrum disorder; 2Intellectual disability; 3Tic disorder; 4Attention deficit hyperactivity disorder; 5Depression
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S1 Table. Association results for each phenotype 

Note: Genomic position based on NCBI builds GRCh38 (Ensembl Transcript ID ENST000000399220). 
Amino acid position is based on NCBI reference sequence NP_001328.1. 
Ref, reference; Val, variant; MAF, minor allele frequency; ASD, autism spectrum disorders; 
SCZ, schizophrenia; p, protein 
aminor allele / major allele; bP values were calculated by one-tailed Fisher’s exact test



S2 Table. Clinical characteristics in individuals with CX3CR1-Ala55Thr 

Note: SCZ, schizophrenia; ASD, autism spectrum disorders; HC, healthy control; M, male; F, female; +, feature present;  
−, feature absent; NA, not assessed



S3 Table. Primer sequences for validating each variant 

S4 Table. Probe sequences for TaqMan SNP assays 


