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EXRR

The metabolic syndrome, a collection of multiple problem including
hypertension, dyslipidemia, glucose intolerance and insulin resistance, has been paid
much attention for its high risk of developing cardiovascular disease and type 2
diabetes. Although physical activity is showed to prevent cardiovascular risk factors
such as type 2 diabetes, hypertension, hyperlipidemia, the effect of exercise training
on the reduction of risk for individuals who are at high risk for metabolic diseases is
unknown. A two-year study is proposed to revea the relationships among physical
capacity, inflammation state, and components of the metabolic syndrome, so that, the
possible mechanism of exercise training effect on components of the metabolic
syndrome may be enlightened for further disease prevention and treatment
accordingly.

The main purposes of the first year study are to describe physical capacity,
inflammation condition, and components of the metabolic syndrome; and to
determine the intensity, duration and frequency of exercise training for treating
individuals with metabolic syndrome. The eligible participants were assigned
randomly into either exercise or control group. The exercise group participated in a
12-week moderate-intensity aerobic exercise program. The functiona capacity and
biomedical datawere collected at baseline, and the 12" weeks of the program.

During the first year of the study, 22 subjects completed the 12-week data
collection. Of these, 11 subjects participated the exercise training program. These
exercise participants show significant improvements in hip circumference, waist to
hip ratio, physical capacity, systolic & diastolic blood pressure, levels of triglycerides,
interlenkin-6 and MCP-1 following the training program. However, the changes in
metabolic syndrome indicators and inflammatory markers between exercise and

control groups were not significantly different. This is probably due to a small
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sample size. Further investigation with a larger sample size is needed to explore the
effectiveness and mechanism of physical exercise on inflammatory markers and

metabolic syndrome.
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