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The roles of high Km ADH3 on alcohol metabolism and alcoholc disorders under
chronic alcohol comsumpsion
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Three kinds of mice with different ADH genotypes(Wild, Adhl-/-, Adh3-/-) were
subjected under chronic alcohol consumption CAC) with 10% ethanol. ADH1 was found to be indispensable to
continue CAC, and to have protective roles in alcoholic liver disease and dependence. On the other hand,
ADH3 was demonstrated to accelerate alcoholic liver disease and alcoholism, although it represses daily
alcohol intake under CAC. It is also suggested that both ADHs contribute to an increase in alcohol
metabolism by CAC, especially in the absence of the other one, however, the contribution of ADH1 decrease
in the prolonged CAC, differing from that of ADH3.
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Fig. 5 Wild alcohol elimination rate (mg/kg/h)
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Fig. 7 Adhl-/- alcohol elimination rate (mg/kg/h)
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