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ABSTRACT

The effects of silkworm extract on body weight, blood glucose and insulin levels, and an
intestinal glycosidase activity were studied in high carbohydrate diet administered mice.
Hyperglycemia and hyperinsulinemia represented in high carbohydrate diet administered mice
disappeared when silkworm extract(50 mg) was added to 100 g diet for 10 week period. These
results suggest that silkworm extract may resolve the insulin resistance by lowering serum
insulin level resulting from inhibition of intestinal glycosidase activity. Silkworm extract
coadministered with high carbohydrate diet to mice for 10 weeks significantly induced maltase,
sucrase and lactase activities, especially middle and distal portion. Further studies about
regulatory mechanisms of glycosidase by silkworm extract are needed.
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Fig. 1. Effects of silkworm and acarbose freafment on
the body weight of high-carbohydrate administered
mice. Each point is the mean+SEM of 10~15 mice.
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Table 1. Effects of sikworm and acarbose on body
weight gain in high-carbohydrate administered mice

Body Weigh(g)

Group
Initial Final Gain
Control 200411 30.0+3.0 9.6+3.8
Silkworm 21.4+1.0 30.5+1.6 8.7+1.8
Acarbose 20.7+1.0 272428 7.8+3.6
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Fig. 2. Effects of sikworm freatment on glycemia in high-carbohydrate administered mice. (A) represents blood
glucose levels of high-carbohydrate administered mice (- o -) and mice fed with o normal diet (- ¢ -). Di-
amond symbol of (B) represents mice fed with silkworm. The number in parenthesis indicate the number of mouse
used in the experiment. Difference between control and sikworm-treated are significant with either p<0.1 (¥, p<

0.05 () or p<0.01 (***).
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Fig. 4. Maltase activifies in the small infestine of lean and high-carbohydrate administered mice(A) and effects of
sikworm on the maitase activity of control high-carbohydrate administered mice(B). Difference between lean
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Fig. 5. Sucrase activities in the small intestine of lean and high-carbohydrate administered mice(A) and effects of
silkkworm on the sucrase activity of control high-carbohydrate administered mice(B). Difference between lean and
confrol are significant with p<0.01 (*** and between high-carbohydrate cionfrol and sikworm treated significant
with p<0.05 (**).
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