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7. Mice prefer the closed arm location in an
elevated plus maze (causes state anxiety; strong
arm effect in all trials). At low dose, CBD decreases
anxiety for WT mice but is anxiogenic for Kv1.3-/-
mice (drug x location interaction, #).

4. Longer-term CBD treatment was effective at
the low dose to decrease ADHD-like behaviors in
Kv1.3-/- mice, however, not in WT mice.

1. WT mice preferred the dark over the light
compartment (state anxiety, stars). Longer-term
CBD treatment reduced anxiety when administered
at low dose (10 mg/kg, location x drug interaction,

Introduction

Cannabis sativa contains more than 100 phytocannabinoids, the most popular being A9-

tetrahydrocannabinol (A9-THC), the psychoactive component of marijuana, and
(CBD), the major non-psychoactive component [2]. As the

medicalization of marijuana occurs across the United States, the
psychoactive component of the cannabis plant, Delta9-
Tetrahydrocannabinol (THC), has gained recognition for its therapeutic
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0 potential. Meanwhile, its non-psychoactive counterpart, cannabidiol #) but not at a hlgher dose (20 mg/kg).
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CBD will bind to the side of the CB1 receptor and act as a non-competitive antagonist; that is, it 0 i s 0

will prevent other molecules from activating the receptor (this process is also called Light Dark Light Dark

allosteric inhibition). THC, on the other hand, will bind to the receptor s pocket (called active

site) and activate it, thus acting as an agonist. Given the ’

over-the-counter (OTC) accessibility of CBD and the
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fact that anxiety disorders are the most common type
Receptor

8. Chronic CBD treatment did not reduce obsessive
compulsive-like behaviors in mice, whether given at
low or high dose, in either WT or Kv1.3-/- mice.

5. Chronic CBD did not increase object memory
recognition in either WT or Kv1.3-/- mice.

2. Mice with trait anxiety (Kv1.3-/-, KO)
preferred the dark compartment over the light

(state anxiety), but neither CBD dose had an
effect on anxiety-like behaviors.

of mental illness in the United States, our objective
was to access the therapeutic potential of
cannabinoid receptor agonists and antagonists

for treatment of anxiety and attention deficit. e s e ne
We hypothesized that CBD might be anxiolytic when acutely or chronically administered via IP

injection to a newly found mouse model of anxiety and attention deficit (Kv1.3-/- mice, or KO).
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