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Recently, epigenetics (Methylation of DNA, Acethylation of Histon protein, and so on) has
been attracted, because it has also inherited but not only the sequence variation of DNA.
Therefore, the effects of epigenetic mutation on the sensitivity to anticancer drugs were
examined. As results, there was a difference in global DNA methylation among the
various types of tumor cells. However, it was suggested that the global DNA methylation
was not a factor of predicting the sensitivity to anticancer drugs. So, it is important for
examining the relation with the site of methylation and sensitivity to anticancer drugs.
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Table 1. Comparison of the global DNA methylation
among the derived organ

Derived Orean Sl
Lune 119 + 779
Cervical 518 + 140
Golorectal 909 + 498
Kidney 933 + 452
Esophagesl 109 + 625
Breast 967 + 495
Liver 126+ 789

Total 104 + 618

Mmyn n (%) is | ulated by that the methyl DNA amount was divided by the sample DNA
unt added in the reaction. Each value represents the mean = S.D.



Fig. 1 Relationship with the global DNA methylation and
the 1C;, values for anticancer drugs
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Fig. 2 Relationship with the global DNA methylation and
the I1Cg, values for anticancer drugs
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