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Biomarkers of Alcohol Binge — drinking Induced Brain Damage in Mice.
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Abstract

Zhao Meiging , Feng Lidong. Third Affiliated Hospital of Inner

Objective

To study oxyradical — related biomarkers for binge — drinking inducing alcohol - induced brain damage
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in mice. Methods A binge drinking model was created with a single dose of alcohol that was administered by gavage to mice. Blood al-

cohol levels were monitored and the brain biopsy was performed for the pathological examination, and compared with the normal control

group. The activity of SOD and the level of MDA in the mice brain were measured between the two groups of animals. Results There was

no observable microscopic change in the brain after a single dose of alcohol exposure. However, the activity of SOD in the mice brain de-

creased and the level of MDA increased dramatically (P <0.01). Conclusion

A single dose of alcohol binge — drinking can cause

oxyradical — related biomarkers change in brain which expressed as increased oxygen radicals and decreased degradation enzymes of perox-

ides, resulting in brain damage.
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