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Effects of konjac glucomannan and its hydrolysates on bowel
habits, ecosystem, mucosa proliferation and lipid metabolism
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The aim of this study is to investigate the
effects of Amorphophallus konjac and its
hydrolysate on bowel habits, fecal
characteristics, food intake, body weight
change, and intestinal hydrolase activities of
Balb/c mice. The time-dependent effects of
cellulose (C), konjac (K) and konjac
hydrolysate (KH) were first investigated.
7-wk mice were randomly allocated to 5%
cellulose diet (2 or 4 wk feeding), 5% konjac
diet (2 or 4 wk feeding) and 5% konjac
hydrolysate diet (2 or 4 wk feeding). We
have found so far that various diets did not
cause differencesin the daily food intake
and body weight gain at both 2 wk and 4 wk
duration. Wet, dry feca weights and number
of fecal pelletsin the descending order was
cellulose group > konjac group > konjac
hydrolysate group. Cecal wall weight at d 14
in the descending order was konjac, konjac
hydrolysate > cellulose group. The
concentrations of total anaerobes and
Clostridium were elevated by feeding mice
konjac diet for both feeding durations. The
concentration of Bifodobacterium tended to



increase a d 28 while that of E. coli did not
change with konjac feeding. However, the
concentrations of total anaerobes and
Clostridium were decreased by feeding mice
with konjac hydrolysate diet. Furthermore,
Bifidobacterium became predominant
anaerobes after mice were fed on konjac
hydrolysate diets for 4 wk. On the other
hand, the effects of 5% and higher dose were
greater than that of 2.5 % konjac or its
hydrolysates.
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