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We evaluated the levels of demethylation alterations in normal tissues from patients who
had undergone gastrectomy or colectomy due to cancer development. Our data showed that
high levels of demethylation alterations were frequently seen in patients who developed
synchronous or metachronous double cancers as compare with those did not. Further, we
developed a novel microarray platform based on methylation—sensitive amplified fragment
length polymorphism DNA fingerprinting to perform the genome-wide severance of methylation
alterations, which would enable us to make biological profiles according to the several

diseases including cancer.
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