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fTE] s fad A2 ( epithelial-mesenchymal transition, EMT ) 2k i iy — AL TR, ML R PS L E-cadherin ik
W, FFZRNEMTH IR FIEE ., HEHA % REE (histone acetyltransferases, HATs ) FIZH 2 2 Z Wifk ( histone
deacetyltransferases, HDACs ) J&:fi L2418 [ LBEALFI L CBEL TR G, AULER R BERE T R HEF S ThRE, 4Rk
EIEMIFFES SEEMT R . HATs SHDACSHIB L EMTH SN TAT A BLAEH . i H., XSEEMTH RN T-HY
AE CWEALIAYE, JFEMITEEMTHERE . A SCR43 1 ZIHATSHIHDACs 2 5 I EMT I /EFIHLEL, N G3F-HLi 5
T EA T Z A AR A TR, I FEHDACH SR /IR EMT AU A YT 7 0 AL R A, LA ARSE
FERBWFTEAIG PR I AR LG 5
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[ Abstract ] Lung cancer is one of the most common diseases that endanger health and life of people domestically. A
number of recurrence and death of lung cancer originated from metastasis. As a key step in metastasis of lung cancer, epithelial
to mesenchymal transition involved down-regulation of E-cadherin, as well as regulated by EMT transcription factors. HATs
and HDAGC: is a protein family that catalyzes acetylation and deacetylation of histones. Not only they have vital functions in
tumor pathogenesis, but also participate in the EMT of lung cancer. HATs and HDAC:s interact with certain EMT transcrip-
tion factors. Moreover, the function of these EMT transcription factors may be regulated by acetylation, which has influence
on EMT program in lung cancer. Therefore, this review introduces the event of HATs and HDACs function in EMT of lung
cancer, and investigate the molecular mechanism of their interaction. Then, the potential of HDAC inhibitor utilization in the
inhibition of EMT and lung cancer therapy were discussed, as to pave the way for the related basic research and clinical prac-
tice.
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FHOCPERNSE, DL e HDACs 5 EMTH% 55 Kl #H ELAE FH A i
E-cadherinFiA 7K F- A HLITI 55 . 384G $it 1 38 12 HDACs ¥ 1
%] ( HDAC inhibitor, HDACi ) Zb¥R4HG, % 02 Fhfili
FE A0 P A HDACs 0 )5, E-cadheringZik [-9#, EMT
EESEA TR, SEMAEMTIS RSz, Ml —2524
W EAT SR EMT R ARG YT TS LE N AN . ik, A<
3C43 I MWHATs . HDACsZ: S il EMT R/E FBLEI, LA
HDACIHE NG YT th TS ZE N 55 T ek, DA
PRUTHATs FTHDACs i 2 fifi 5 EMT (1) 43— HIL il A1 H 11

o
1 HATsZ 5 fhiEEEMTHI{E AL

1.1 p300- 5l EMT L HAE SRR+ JT4EK, CTFHATSHK
T 1 p300 FIEMT S 5T s i 212 e
N N B HATs 2 — p300§5 LRt kA 5 ok

JE AR, HRPEURI BN, 2R R
k157 $p3007H+E .

ST i hp300Z SEMTHI /T4 FHMLE, HRTE
HYIHT . GEBE—IRNAD SRR, T
BE P Runx2 (7K A F T 554 p300 (it i Snailf 55
HE— 2 S e IRICAL 2 Runx2 38 2+ 53 42 p3003 5 41 2
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AR T ( p300/CBP-bingding protein-associated factor,
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HEA OB RN, [ RA AL E R R EE, 17
(SRS IR T 20 . Shiota 5 X PCAF I Twist (1 H]
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FITE IS, % JeHDACT ) shRIN AR A7 201 il Jie 8 4
(RS, HE—HIES: THDACLS (R84 51, Tang2: !
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