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Autism Spectrum Disorder (ASD) has been largely associated with genetic abnormalities through studies

with bulk genomic data. Single-cell sequencing technology enabled the identification of associated ASSOCIatEd Pathways

cell-types and differentially expressed genes. This project aims to identify relevant cell-types in ASD versus Figure 7 Methylation

control subjects, as well as differentially expressed and differentially methylated genes at the single-cell -
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level through multi-omic analysis (snmCT-seq). Although the effect size of individual genes was small,
Pathway over-enrichment analysis indicates the involvement of excitatory (IT-L2 - IT-L6), inhibitory
(MGE-Pvalb, MGE-SST, CGE-Vip, Sncg), and non-neuronal (ASC, ODC/OPC) cell-types in several
disorder-relevant pathways, such as the reduction of cytosolic Ca2+ levels (ATP2B1, SLC8A1, CALM1) in
RNA and cation-coupled chloride cotransporters (SLC12A3, SLC12A5) in _
methylation. These omic pathway differences could have behavioral Ferticipants

Age 2633+177 2033+121

implications given the role of calcium in neurotransmitter release and Race 25% White  16.66% White
. re : . : _ 33.33% Black  8.33% Black
membrane excitability, leading to the cognitive differences observed in 41.66% NA 75% NA

ASD patients.
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