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Histone methyltransferase EZH2 FHEANC X 2 FE/ NI i AR 2 k9~ 2 HriE s zh 5.
X histone deacetylase (HDAC) PHEEAIL OHFHZhE ORI
(The analysis of effects of the combined epigenetic therapy
with EZH2 and HDAC inhibitors on NSCLC cells)

HEEH 1L, B A D AERRRE 2R & LT3R TH 5 EZH2 [HEA] (DZNep) HAAPRLEL,
ORI & HDAC BHEEAI (SAHA) OO Of RS 1L 0 FE/ Nl B i Al AR L2 ek 2 BB 2h SR >
WTHET L7, F3°. DZNep 1% EZH2 Z[HE L. G #iAMIEIIE L7 R h— v 2 DiFE %
AL MIRRIEHE & B0 L7z, eV T, DZNep & SAHA O ff RS I V30RH SR L o s 58 4 411
HIL, EZH2 ORBAEZ 2 BRI LY BT, 72, BAIL Y 7R b—3 AFEEEITR
< . HFIT EGFR &5 25 B OMBARRIC 38UV T Z DN RITIAZE Th - 7=, BEAREIT EGFR
T F AR A L. EGFR-TKI #XHTPED H1975 ¥/ 75 7 b~ ZEF A TH &\ Wil
Bh B aRD Tz, LLEORERN D OFHFRIEIT EGFR-TKT HEHUMERIE 2 & e 3/ Nl i |
XD L0 HIRIREIE L R D REEERH D EEZ DTz,

WF%, BEOKEBEZEN D, EGH2 AMER) & 3 2 PslE s - OfE, fhlges o EH
WRICB T D EZH2 ORBOAE, JFHRRIED EGFR U »ERL 234 2 B 12 >V T RIA
otz BIEDEMBUERRZD HIE, DNA X F /UL T L TV DI 5 OFHFRIE DA %)
PEIZOWTEMPA S o, BIEOENERILIX, SREIHWZHMEKRIC T 5 EZH2 D3
O, SHHABEOIEFMIRIC G2 2B LBESNIAEEL, KO —FOH M
WZOWTEMR S -7z, EEOMEEIZI HIX. LR 7 & LA 0 FE /Nl A i
X D PFRFRIE DR R, Bim & EGFR R DRIMR, KIGHOANMEZE THIT 531 A~ —
H—IZOWTHEMBH o7, HEEEIL. Zh D OEMICH LT, AL OWFIERE R T
FEDIFFERFNIE S TR Y BB A 1T o 72,

FEB—RNL, ZNDLORRZE T L, KPEFGRRERICH T SIS AL &
e, HEEENEL (BE%) O 22T 5010 mEREAGT L0 L HE LR,



