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Figure 3 (Above) — Reverse phase HPLC/MS/MS output chromatograms.

to CG. Analyses were oneway-ANOVA with FSL post-hoc; p<.05.

Data indicate that matching retention times and order of column elution

verify the accuracy of the measurements in brain tissue extractions. (A)

Figure 1 — Diagram illustrating HPLC/MS/MS on the API 3000 quadrupole mass
spectrometer. After being partially purified on the solid phase C18 columns,
analytes are further separated on reverse phase C18 analytical columns. Then,
the analytes are ionized, filtered by mass, collided in vacuum, and detected.
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Figure 2 — The library of the
81 lipids that were analyzed

Results and Conclusions

Several patterns were observed in lipid production among the 4 brain areas using this inflammatory
model. Few changes in lipid production were measured between the VH-1hour and CG-1 hour in any
of the brain areas, however, both CER and BS had a significant decrease in N-arachidonoyl GABA (a
TRPV1 activator) and in addition, CER and MB had significant increases in 2-AG. At 3 hours post-
injection, among many other changes in lipid production, all 4 brain areas had an increase in 3 N-acyl
ethanolamines (OEA, LEA, AEA), whereas, CER and TH also showed significant increases in DHEA. No
differences were measured in levels of 2-AG at 3 hours post injection in any brain area. Of the four
brain areas examined here, CER had the most dynamic changes in lipid profiles with over 20 lipids
changing by 3 hours post injection. Notably, while CER levels of 2-AG were significantly increased at 1
hour post injection and back to baseline at 3 hours, CER levels of the prostaglandins PGE2 and
PGF2alpha were increased at 3 hours post injection, supporting recent evidence that there is a
potential biosynthetic link between 2-AG and PG production (Nomura et al., 2001). These data extend
and support the hypothesis that peripheral inflammation associated with pain drive changes in eCBs
and related lipid mediators in the MB and other areas of the CNS.




