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In RMS cell lines and RMS tumor samples, we were able to detect a methylation
abnormality in the imprinting center, in other words, imprinting abnormalities in IGF2
and H19 by Melting Curve Analysis. In RMS tumor samples, it was suggested that
imprinting abnormalities correlate with the expression of IGF2 mRNA. Furthermore,

we established a method to detect imprinting abnormalities in IGF2 and H19 in serum
DNA.
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‘ mRNA levels of IGF2 in all 7 RMS cell lines were high. ‘
IGFYGAPDH mRNA
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MCA is useful for detection of DNA methylation status.
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IC aberrant methylation was detected in all 7 RMS cell lines. |
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IC aberrant methylation was detected in 9 of 12 tumor samples.
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mRNA levels of IGF2 in tumor samples with 1C aberrant methylation
tended to be higher than with IC normal methylation.
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l IC aberrant methylation in serum DNA was the same as in tumor DNA.
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