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___INTRODUCTION AND OBJECTIVE
Fear is an adaptive response that has evolved to provide protection from potential harm in the environment. Nevertheless, when fear is
disproportionate to the situation, it can lead to the development of anxiety disorders [1]. Unfortunately, animal models of fear extinction do not allow
testing pharmacological treatments chronically as fear response quickly declines during fear extinction. However, we have previously reported that
continuous exposure to a conditioned stimulus induces a sustained fear response [2]. In the other hand, the endocannabinoid system (ECS) has
been related to the extinction of fear, but not in acquisition or consolidation of aversive memories [3]. Noteworthy, aversive stimuli must exceed a
certain threshold in order to activate the ECS and to decrease fear response [4], so ECS seems to act as a neuroprotector system against
exaggerated fear responses.
In the present study we have tested on an animal model of exaggerated fear diverse modulators of the ECS chronically to observe the implication
of the ECS in fear extinction against a highly aversive stimulus.
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- EXPERIMENTAL DESIGN
_ RESULTS
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response at the highest dose used (50
ug/kg). However, increase of endogenous
cannabinoid levels (AEA and 2-AG) by
AMA404 caused the opposite effect, i.e. a
decrease of the fear response. This
decrease was dependent of the activation
of TRPV1 and CB1 receptors since
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