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Figure 1. Changes in anthropometric measurements and fasting blood chemistry before
and after the Iintervention (lotal, n = 56). Values are means. Anthropometric
measurements showed a significant decrease (A). After the intervention, systolic and
diastolic blood pressure decreased significantly (B). Blood chemistry resulis did not
decrease significantly (C). After the intervention, HbA1c decreased significantly (D).
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Figure 2. Body weight loss and body fat percentage loss rate (%) for each gene
polymorphism of the promoter of serotonin transporter Results of the boxplot are
expressed median (25th—75th percentiles) values. Regarding the weight loss rate, the
results of the Kruskal-Walhs test for independent samples revealed the significance
probability adjusted by the Bonferroni correction.
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