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Supplemental Material
Figure Caption

Figure S1. Quantification of hippocampal lipid mediators. Heatmap of all lipid mediators
assessed (top). Summary data from significant findings (A-D). (A) A significant genotype x drug
interaction was noted for 12-HETE with group comparisons revealing no significant differences.
(B, C) MUN110 treatment significantly decreased 15-HETE and 5-HETE/14(15)-EET levels. (D)
Tat expression significantly increased 11-HETE levels, which was specifically seen in the vehicle-
exposed groups, also demonstrated by a significant genotype x drug interaction. All data are
expressed as mean * the standard error of the mean (SEM). Statistical significance was assessed
by ANOVAs followed by Tukey’s post hoc tests when appropriate; *p = 0.046 main effect of
genotype, “p < 0.05 main effect of drug, 3p < 0.05 genotype x drug interaction, 2p =0.032 vs.
vehicle-treated Tat(+) mice. Individual subject data are represented by open circles.
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