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in-line to a 4000 Q-TRAP mass spectrometer. The left side of Figure 1 shows the development of the LC-MRM 
assay with (A) showing the broadband mass spectrum of the OEA standard with OEA at m/z 326.8. The OEA 
parent ion is mass selected in Q1 (B), fragmented in Q2 (C), and product ions (transitions) at m/z 62.2, 265.3, 
and 309.7 are selected and detected in Q3 (D). All three product ions (color coded in C) were monitored and, 
as expected, have similar retention times (shown in D). OEA was quantified based on the average intensities 
of these three transitions relative to an internal, deuterated OEA standard. The right side of Figure 1 shows 
that HF mice synthesized significantly less OEA in small intestine compared to LF mice (34.0 ± 4.6 vs. 54.5 ± 
4.3 pmol/g of tissue respectively; Two-sample t-test t14=3.2, p=0.0061). 
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