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To further characterize the functional impact of identified differentially expressed genes (DEGs),
Gene Ontology (GO) enrichment was performed to categorize genes by biological process, Figure 6. Gene Ontology (GO) analysis of tandem CuCl,/PbCl, exposed human cells reveal enriched terms for neural functions and pathways. Cluster profile plots identify the
molecular function, and cellular component. Kyoto Encyclopedia of Genes and Genomes (KEGG) most enriched GO terms for Biological Processes, Molecular Function, and Cellular Component corresponding to the 633 expression changes identified in tandem CuCl,/PbCl, exposed > >
pathway analysis was utilized to map these DEGs to established molecular pathways. HEK293T cells using RNA-seq. = | To I e a rn m o r e V i s it .
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