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The Development of Novel Treatments Using N-Acetylcysteine and Hydrogen
Inhalation in a Rat Heatstroke Model
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We examined the effects of N-acetylcysteine (NAC) and NAC plus hydrogen gas
(H2) inhalation in a rat heatstroke model. NAC significantly suppressed acidemia caused by lactic
acidosis and prevented the decrease in mean arterial pressure. Additionally, NAC significantly
inhibited AST and HMGB1 levels, although its effect on ALT and sICMA-1 was limited. In terms of
tissue damage, NAC significantly increased liver and lung injury. The combination of hydrogen gas
inhibited lung tissue damage but did not prevent liver injury. NAC demonstrated the ability to
suppress inflammatory markers and lactic acidosis while preventing a decrease in mean arterial
pressure. The combined use of hydrogen gas suggested an additional effect in suppressing systemic
inflammation.
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