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WFZER S OBEE (3530) : There are three major populations in humans, Africa, Asia and
Europe. They experienced their own adaptations against environments but the
genetic background of these adaptations is not well understood. In this study, to
understand these genetic backgrounds, I used the data of mutations of human disease
and defined which types of amino acid changes are more likely to cause disease. The
distributions of these mutations are not different among human populations, which

suggests that more data other than European are needed.
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