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Can colonic hydrogen derived from non-digestible saccharides substitute for
ascorbic acid as an electron donor in vivo?
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in vitro

Hydrogen molecule, which is produced by colonic fermentation of
non-digestible saccharides, show the reducibility in vivo and then contribute to inhibited
inflammation. Hydrogen have been reported to scavenge a potent reactive oxygen species, hydroxyl
radical, in vitro. However, it remains unclear whether it will act by the same mechanism in vivo. In

this study, we found that colonic hydrogen alleviates oxidative stress by promoting the
regeneration of o -tocopherol as an electron donor in the adipose tissue. Hydrogen is a nonpolar
molecule and its redox potential is very low, so the effect in adipose tissue is reasonable.
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Table 1 Body weight and food intake
AC LC LCF
Initial body weight, g 147+2 146+ 2 147+3
Body weight gain, g/14d 70+ 2° 622 53+£2°
Food intake, g/21d 231+£5 2145  181+4°
ASA intake, mg/14d 762+32° 581+020° 4.73+011°
Vitamin E intake, mg/14d ~ 15.0+03 13.9+0.3 11.8+0.3
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Table 2 Body weight and food intake

AC LC LCF
Initial body weight, g 147+2 146+ 3 146+ 3
Body weight gain, g/14d ~ 61.8+34% 43.7+25° 33.5+46
Food intake, g/14d 217+6° 21542 165+ 8°
ASA intake, mg/14d 71.6+£20° 582+024° 5.08+037°
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