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Magnesium deficiency is a common mineral disorder in humans. Magnesium is
critical for the function of several enzymes, including COMT. We utilized the mice with COMT low
activity (COMT-L). We found that when giving the low magnesium diet, COMT-L mice displayed further
depletion of COMT enzymatic activity, leading to the significant suppression of COMT-mediated
estradiol metabolite, 2-methoxyestradiol, the molecule with diverse beneficial
metabolic/hypertensive effects in disease status. This data demonstrated the significance of the
appropriate dietary magnesium intake and indicated the strategy to combat several
metabolic/hypertensive diseases via restoration of COMT enzymatic activity.
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