CNTNS as a candidate locus driving plasma NfL
variation in a population of laboratory marmosets
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(Cingolani et al., Fly (Austin), 2012) was utilized for predicting regulatory variant in CNTNS could potentially affect protein CNTNS r;;gnu;ﬁgfegi?yaptic
variant effects, using a custom-built database from reference expression modulating neuronal circuitry. CNTNS is also known

! - to interact with APP and APLP1, perhaps affecting APP AD o
fasta and gtf files. R, BioConductor packages were used for | s P P g pathology
statistical analyses and visualization; schematics were made with processing and broader synaptic integrity. y
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