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Effect of Mori Folium Column Fraction on Intestinal
o-glycosidase Activity in Mice Administered with a High
Carbohydrate-Containing Diet
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Abstract—The effect of prolonged treatment with Mori Folium column fractiontMFCF) on intestinal o-
glycosidase activity has been studied in mice made hyperglycemic and hyperinsulinemic by feeding a
high carbohydrate-containing diet. Mice were treated for 10 week with or without MFCF, added to the
high carbohydrate-containing diet at 50 mg/100 g food. While MFCF had no effect on body weight. it pre-
vented the rise in glycemia and insulinemia. Maltase, sucrase and lactase activities were measured in
intestinal homogenates of proximal, middle and distal segments of jejuncileum. Following 10 week of
MFCF administration, MFCF significantly induced all three enzyme activities especially at middle and
distal segments. The mechanisms responsible for these changes and their potential biochemical im-

plications remain to be determined.
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Fig. 1—Effects of SLH-1 and acarbose treatment on
the body weight in mice administered with a
high carbohydrate-containing diet. Each point
is the mean+SEM of 10-15 mice.
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Table I—Effects of SLH-1 and acarbose on body
weight gain in mice administered with a high

carbohydrate-containing diet
Body Weight (g)

Group Initial Final Gain
Control 200=x1.1 30.0x3.0 9.6+3.8
SLH-1 20.6+0.7 30.3£1.5 97+18
Acarbose 20.7+1.0 27.2+28 7.8+3.6
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Fig. 3— Effects of SLH-1 and acarbose treatment on in-
dividual insulin levels of mice fed with high
carbohydrate—containing diet. The horizontal
bar represents the median value in each group.
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Fig. 2 — Effect of SLH-1 treatment on glycemia in mice administered with a high carbohydrate-containing diet. (A)
represents blood glucose levels of mice fed with a high carbohydrate-containing diet (<>-) and mice fed with
a normal diet ({3-). (B) Diamond and open circle symbols represent mice fed with SLH-1 and acarbose,
respectively. Difference between lean and high carbohydrate control are significant with either p<0.1 * p<0.05, *
* or p¢0.01 *** and between high carbohydrate control and SLH-1 or acarbose treated significant with p<0.05 **

or p{0.01 ***.
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Fig. 4— Maltase activities at the proximal(A). middle(B) and distal(C) segments of small intestine in lean mice. high
carbohydrate administered mice, mice fed with a high carbohydrate-containing SLH-1 or acarbose. Difference
between lean and high carbohydrate control or high carbohydrate control and SLH-1 or acarbose treated are

significant with either p<0.05 ** or p¢0.01 ***.
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Fig. 5— Sucrase activities at the proximal(A). middle(B) and distal(C) segments of small intestine in lean mice. high
carbohydrate administered mice, mice fed with a high carbohydrate-containing SLH-1 or acarbose. Difference
between lean and high carbohydrate control or high carbohydrate control and SLLH-1 or acarbose treated are

significant with either p¢0.05 **or p<0.01 ***.
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Fig. 6 — Lactase activities at the proximal(A). middle(B) and distal(C) segments of small intestine in Jean mice, high
carbohydrate administered mice, mice fed with a high carbohydrate-containing SLH-1 or acarbose. Difference
between lean and high carbohydrate control or high carbohydrate control and SLH-1 or acarbose treated are

significant with either p{0.05 ** or p<0.01 ™**.
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