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compared to the saline group. No significant change was
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hippocampus.

Distance
(Centimeters)
S
OT - Cocaine

Treatment

Figure 4. Intranasal OT impacts conditioned locomotion. (a) Cocaine increased the
distance traveled during the first five days of training showing a cocaine-induced
sensitization over time. (n=18) (b) Intranasal OT impacts cocaine-conditioned locomotion
on the test day. (n=9) (*p<0.05, **p<0.01, **p<0.001)
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o Cannabinoid receptor type 1
(CB1) is a G-protein receptor,
whose activation reduces anxiety
related behavior, also known as an
anxiolytic effect.
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o OT and CB1 receptors are colocalized within the NAc and
PFC in all treateq animals.
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Figure 5. Intranasal OT reduces anxiety-like behaviors on cocaine conditioned
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