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- INTRODUCTION DISCUSSION

Basal ganglia network Action mechanisms of anesthetic gases

Nitrogen narcosis by Junod, 1835:

« the functions of brain are activated, imagination is

lively, thoughts have a peculiar charm and, in so

persons, symptoms of intoxication are present »
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Neurochemical studies in rats

Nitrogen Narcosis
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release (+15%) is due to a decrease of the GABAergic neumtransmisstl.ﬁn
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Under general anesthesia, Sprague-Dawley male rats were Electrochemical signals were applied through a three electrodes
stereotaxically implanted with dopamine-sensitive electrodes potentiatic system (1) and received signal from oxidation (2).

(working electrode) in the dorsal striatum, and bilaterally with

A desensitization of GABA , receptors to nitrogen is suggested.
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sensitivity +50-60 % - could be comparable to repetitive exposures to:

® Under compression phase,

cannulae in the substantia pars compacta (SNc) for drug injections. v Every 3 minutes i _ ¢ EhiEkare -alcohols (Cagetti et al, 2003)
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Mff::ﬁm i Muscimol counteracted the nitrogen-induced decrease of Gabazine reversed the nitrogen-induced decrease of dopamine and
i ' dopamine, which returned to control values. increase it (+35%), during the whole exposure to nitrogen.
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Protocol of nitrogen exposure Nitrogen pressure equivalences

After recorvery from surgery (1 week) ANESTHETIC THRESHOLD
and stabilization electrode’s basal response (NITROGEN)

2I1d EXPOSURE TO NITROGEN NARCOSIS (BMPH) 1) Nitrogen could act directly on GABA, receptor by potentiating its

FIRST REPETITIVE DAILY EXPOSURES TO SECOND activity, such as a co-agonist, underlying the binding-protein theory
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2) Repetitive exposures to nitrogen may induced a nitrogen addiction,
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