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Introducdo: o consumo de alcool causa efeitos deletérios no sistema nervoso central.
Estudos pré-clinicos demonstraram que o alcool induz estresse oxidativo, bem como
disfuncédo do glutamato. A NAC, um medicamento multi-alvo, atua no estresse oxidativo
(como precursor da glutationa) e diminui a sinalizagdo glutamatérgica. Objetivo: o
objetivo do estudo foi investigar os efeitos da NAC na exposi¢cdo aguda e crbnica ao
alcool em peixes-zebra. Materiais e Métodos: no protocolo de exposicdo aguda, peixes-
zebra adulto (4-6 meses de idade, 50:50 machos: fémeas) foram pré-tratados com ou sem
NAC (1 mg/L, 10 min) seguido por exposicdo aguda ao alcool (1 % v/v, 60 min) ou
veiculo, enquanto que para o protocolo crénico, outro set de animais foram expostos ao
alcool (1 % v/v, 20 min, diariamente por 8 dias) ou ndo, seguidos de tratamento com NAC
(2 mg/L, 10 min) ou veiculo. Apdés exposicdo, os encéfalos foram dissecados para
guantificar os niveis de espécies reativas de oxigénio (EROs) (DCF), peroxidacéo lipidica
(TBARS) e tidis nao-proteicos (NPSH), e as atividades de superéxido dismutase (SOD) e
catalase (CAT). Os dados foram analisados por ANOVA de duas-vias/Bonferroni.
Resultados: o alcool causou aumento nos niveis de ROS e TBARS, diminuicdo nos
niveis de NPSH e atividades de SOD e CAT. NAC preveniu o dano oxidativo observado
em exposicéo aguda e cronica de alcool. Concluséao: considerando os efeitos da NAC em
prevenir o dano oxidativo na exposicdo aguda e crbnica ao alcool e seu alto perfil de
seguranca, estudos adicionais sdo necessarios para desvendar o possivel mecanismo e a

eficacia deste medicamento no tratamento de abuso de alcool. Financiamento: CNPq
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(Proc. 401162/2016-8 e 302800/2017-4) e FAPERGS (Proc. 17/2551-0000974-6). (CEUA-
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Introduction: the consumption of alcohol cause deleterious effects in the central nervous
system. Preclinical studies have shown that alcohol induces oxidative stress as well as
glutamate dysfunction. NAC, a multi-target drug, acts on oxidative stress (as a glutathione
precursor) and decreases the glutamatergic signalization. Aim: the aim of this study was
to investigate the effects of NAC on acute and chronic alcohol exposure in adult zebrafish.
Materials and Methods: for acute protocol, adult zebrafish (4-6 month-old, 50:50 male:
female) were pretreated or not with NAC (1 mg/L, 10 min) followed by acute alcohol
exposure (1% v/v, 60 min) or vehicle whereas for the chronic protocol, another set of the
animals were exposed to alcohol (1% v/v, 20 min, daily for 8 days) or not, followed by
treatment with NAC (1 mg/L, 10 min) or vehicle. After exposure, the brains were dissected
to quantify reactive oxygen species (ROS) levels (DCF), lipid peroxidation (TBARS) and
non-protein thiols (NPSH), and superoxide dismutase (SOD) and catalase (CAT) activities.
Data were analyzed by two-way ANOVA/Bonferroni. Results: alcohol caused increase in
the ROS and TBARS levels, decreased NPSH levels, and SOD and CAT activities. NAC
prevented oxidative damage observed in acute as well as in chronic alcohol exposure.
Conclusion: given the effects of NAC in preventing oxidative damage in acute and
chronic alcohol exposure and its high safety profile, additional studies are warranted in
order to unravel the possible mechanism and the effectiveness of this drug in the
treatment of alcohol abuse. Financial support: CNPqgq (Proc. 401162/2016-8 and
302800/2017-4) and FAPERGS (Proc. 17/2551-0000974-6). (CEUA-UFRGS #30914).



