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Molecular targets for lung adenocarcinoma with epithelial-mesenchymal transition:
identification and their application for diagnosis and therapy.
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WFZERR R O (Fn30) - B MEEB(EMDEE 2~ 3 MEICBE LU FoEE S, (1)
EMT 04y itk L LT, 7 r~F 157 ) 7K+ BRG1, BRM O3BELNEE T 5]
HEMEZ R L7z, (2) EMT JBE R 3 Bfilgds 0 3o 4~ —H— & LT CTGF (connective tissue
growth factor) Z [FlE L7=. (3) EMT JE'E % /=3 Mli s (2 ch LILFIEA] cisplatin & 2 W X
4y F1Ef) HDAC, Hsp 90, Proteasome, Jak2 OBLERINAZ THDH Z L2 A LM L=,
WFFER RO % (3530) : The major findings of this project are summarized as follows: (1)
loss of chromatin remodeling factors, BRG1 and BRM, were closely correlated with and
may be involved in EMT of lung adenocarcinomas; (2) CTGF (connective tissue growth
factor) was identified as a biomarker of lung adenocarcinomas with EMT features; and (3)

lung adenocarcinomas with EMT features were sensitive to cisplatin or one of the
inhibitors for HDAC, Hsp 90, Proteasome, and Jak2.
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