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* PEA, and possibly other endogenous endocannabinoid molecules, have
widespread and variable effects on the brain’s function and lipidome.
More research is necessary to understand the nature of these interactions
and the endocannabinoid system as a whole.

* Limitations:

* Acute period: Long-term changes or adaptations were not
evaluated. Effects on neuroplasticity or sustained lipidomic

* Dose-dependent increase in functional connectivity
within the prefrontal cortex, sensorimotor cortices,
basal ganglia, and thalamus.

* Inverse dose-response for negative
blood-oxygen-level-dependent (BOLD)
signals, suggesting a decrease in brain
activity in these regions.

Behavior Assays

: : changes remain unknown.
| * Behavioral etfects: reduced locomotion, but * U-shaped dose response: may limit the predictability of PEA's
; - ‘ insignificant acute pain effects. etfects at different dosages.
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