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Abstract

This study was conducted to determine whether Mildronate, an analogue of carnitine, influences
blood alcohol concentration and hang-over syndrome in rabbits and healthy college male students. In
the animal study, ten rabbits were randomly divided into two groups. One hundred mg per lkg body
weight of Mildronate was injected twice into five rabbits before injecting 50% ethanol; the rest of
rabbits were injected with saline. The human study was performed with two sections. Each section of
the study was conducted by a two-phase cross—over design with a four day wash-out period. All vol-
unteers took Mildronate in one phase, and took a placebo in the next phase. The difference between
the two sections was related to the time of taking the Mildronate pill and the amount of alcohol con—
sumed. Blood alcohol concentrations were not significantly different between in those taking Mildronate
and in those taking the placebo in both the human and the animal study. However, the concentration
of serum aspartate aminotransferase(AST, GOT), the indicator of liver cell damage, was lowered’in
those taking Mildronate, compared to those taking the placebo. Also, headache and heartburn among
hang-over syndrome patients were less severe with Mildronate. In conclusion, taking Mildronate prior

to drinking alcohol can somewhat reduce liver cell damage and hang-over syndrome without stimulating
alcohol metabolism.
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Table 1. Blood alcohol concentrations in animal study
(unit : %)

Time after Blood alcohol concentration
treatment(min.)  Mildronate(n=5) Control(n=5)
30 0.098+0.008" 0.092%=0.006
120 0.039+0.009 0.03910.001
180 0.008+0.002 0.008+0.004

YMeant Standard deviation
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Table 2. Blood alcohol concentrations in the first period
of human study (unit: %)

Time after Blood alcohol concentration
treatment(min.) Mildronate(n=5) Control(n=5)

0 0.03+0.02" 0.06%0.03

120 0.07£0.01 0.07£0.01

180 0.04£0.01 0.03+0.01

PMean +Standard deviation

Table 3. Blood alcohol concentrations in the second
period of human study (unit: %)

Time after Blood alcohol concentration
treatment(min.)  Mildronate(n=5) Control(n=5)
60 0.1410.04" 0.13£0.04
150 0.15%0.02 0.18+0.05

YMean* Standard deviation
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Table 4. Plasma GOT concentrations in the second
period of human study (unit: U/L)

Time after Plasma GOT concentrations
treatment(min.)  Midronate(n=5) Control(n=5)
120 594+1.94" 13772912
150 7.89+1.69 17.719+£3.71™

UMean + Standard deviation
2)Significantly different between two groups at a=0.001
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Table 5. Scores of hangover conditions in the second
period of human study

Scores of hangover

Influence conditions
Mildronate(n=5) Control(n=5)
Stomach at drinking  0.6£0.84" 0.4%0.89
Heart at drinking 0.2+0.45 02+045
Headache at drinking 2.2+0.83 20+1.0
Peripheral at drinking 1.4+1.67 14£15
Stomach next day 32%1.48 42+228

Heart next day 0x0 0£0
Headache next day 22*+130 42+217
Peripheral next day  0.6+0.89 1.0+£0.71

YMean + Standard deviation
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