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i QRT-PCR Time Course Results. Transcript expression over time following a single acute dose of deltamethrin (3 mg/kg) or permethrin (100 mg/kg). Gene symobols are listed on the.
y-axis. Transcripts of interest identified in microarray analysis are on the left of each panel while immediate early genes not identified in microarray analysis are on the right of each
panel. (**) denotes a main effect of time using one-way ANOVA. (*) denotes a significant main effect of dose identified in qRT-PCR dose-response analysis (above).
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q-values < 0.10 using SAM quantitative regression method. » Both compounds tested produce specific upregulation of Camk1gl and not Camk1g2
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