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Effect of Energy Restricted Diets Supplemented with Soy Protein Formula Product
on Body Weight Reduction and Basal Energy Expenditure in Adult Obese Patients

Yutaka MORI, Hideaki KOMIYA?, Yoshiko INABA? and Yoshio IKEDA?

1 National Higashi Utsunomiya Hospital, Utsunomiya 329-1104
2 Faculty of Education, Utsunomiya University, Utsunomiya 321-8505
3 Tanita Scientific Institute for Best Weight, Tokyo 174-8630

ABSTRACT

Effect of soy protein formula product named “Koresukkiri” (6 pieces of biscuit and a cup of
soup) on the body weight reduction by energy restriction was studied in obese patients.
Nineteen patients were divided into 2 groups, the energy-restricted diet supplemented with soy
protein formula product (soy protein isolate ; SPI) group (1,060 kcal, protein 59.5 g) and the
energy-restricted diet (control) group (1,000 kcal, protein 57.0 g), and followed for 4 weeks.
Although body weights siginificantly decreased in both groups, body weight reduction was
greater in SPI group compared with that in control group. With body weight reduction, basal
energy expenditure significantly decreased in control group, whereas there was no significant
change in SPI group. The decrease in basal energy expenditure was greater in control group
than that in SPI group. Fasting plasma glucose and serum insulin levels, and HOMA-r
significantly decreased in both group. Although serum total cholesterol (TC) and triglyceride
(TG) levels significantly decreased in both groups, the decrease in TC and TG levels were
greater in SPI group than those in control group. Serum HDL-C levels were unchanged in both
groups. In the clinical study of body weight reduction by energy restriction, the supplement
with soy protein formula product was suggested to have benefical effect on the amelioration of
obesity and preventive effect on increase in body weight after body weight reduction. Soy
Protein Research, Japan 3, 139-144, 2000.
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Fig. 1. Changes in body weights in SPI and control groups.
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Fig. 2. Changes in basal energy expenditure with body weight reduction in SPI and control groups.
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Fig. 3. Changes in fasting plasma glucose and serum IRI Fig 4. Changes in serum total cholesterol (TC),

levels, and HOMA -r with body weight reduction in triglyceride (TG) and HDL-C levels with body
SPI and control groups. weight reduction in SPI and control groups.
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Fig. 5. Changes in plasma plasminogen activator inhibitor-1 levels with body weight reduction in SPI and control groups.
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Fig. 6. Changes in area under the curve of glucose and IRI during 75 g oral glucose tolerance test with body weight

reduction in SPI and control groups.
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