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Abstract

This study was performed to investigate the influences of resistant starch (HM: HI-MAIZE) and HM-D
(HI-MAIZE DIET) fortified with D-factor (consisted of Psyliium husk, polydextrose and hydrocitric acid)
on the glucose and bile acid absorption and production of short chain fatty acids (SCFA). HM-D absorbed
more glucose and bile acid than did HM. The glucose transport of HM and HM-~D against dialysis membrane
showed 77% and 68% for 4 h, respectively. After 24 h, bile acid transport of HM and HM-D showed 65%
and 62.3%, respectively. The HM and HM-D produced 217.8 mM and 264.0 mM of SCFA, respectively. The
production of butyric acid in HM-D (32.7 mM) showed higher than that of HM (26.9 mM). The addition of
D-factor to HM increased the physiological function of dietary fiber through the glucose and bile acid ab-

sorption and production of SCFA.
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Table 1. Retarding effect of HM and HM ~D on the membrane
transport of glucose

Glucose retardation index
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Table 2. Retarding effect of HM and HM D on the membrane
transport of taurocholic acid

Bile acid retardation index

Sampl Sampl
AP T80 min 60 min 120 min ampie 2h An 6 h
Control 0 0 0 Control 0 0 0
HM 182+2.4Y 20.3*0.8 21111 HM 128+08"  185%05 19.2+09
__ HMD 235%32 252+12 263+13 HM-D 153+0.3 243%03 25.4+1.1
"Mean * standard deviation. "Mean *+ standard deviation.
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Fig. 1. Passive transport of glucose in vitro in presence of
HM and HM-D.
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Fig. 2. Passive transport of taurocholic acid in vitro in pres-
ence of HM and HM-D.
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Fig. 3. Short chain fatty acid composition of fermented HM
and HM-D.
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