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7t X Ee W ol e Fag epigenetic changeo)™ o A 2+E HDAC inhibitors9e Aol g ¢
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1) &AHd #A A= pl6, pl4, COX-2, MCH-1, DAPK, MGMT, E-cadherin, APC, RAR, TIMP-3 ojt},

2) gAY #4444 £¥ A3,

pl6 | pl4 |COX-2 |MCH-1}|DAPK |MGMT |[E-cadherin| APC| RAR | TIMP-3
d@AT 9 4 2 0 8 8 15 15 6 2
HgFeaRE | 3 0 5 0 2 3 3 4 1 1
3% A2 5 1 4 0 5 6 8 6 1 0
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