%= C-19
FrmREMDEMTRRBSE
Rk 23 45 5 A 13 HHE

BEEES : 14401

HRiER - EBHE (0)

I HARE : 2008~2010

EREE S : 20592328

MERERL (FIX) OFEEMEO ER—MEMEFERIC & SEKEERER B

HEiEE® (EX) Regulate for invasiveness by epithelial-mesenchymal interaction of
oral cancer.

MRRRE
R ZE# (NAKAHARA HIROKAZU)
RIRKZ - RKEREFHER - BEHKE
HREES : 70324796

e R OME (Fis0) -

T2 1T X A RSN B iR %A in vitro TEIZRTAHZ ENARER 7 4 Tux s F
SR - REET VR RV, BB A BRI S FEERERO X — 7y My T Ot a#1T-> T &
oo RO R D 2 D e b DRV BB B GHiakk Cd 5 0SC-19 s L O 0SC-20
PR Nz, 45 % ORIBLD reptin IR 1% knockdown L. MR « WEEREL b L, K
By ISR DTE M, K51 GTP 5 & E OB, ERMEERIT (EMT) BI#E A3 L OVEMT Diis
TR - DR BL A& Lelg LT,

WRFERCR O (330 -

We examined the target molecule of the molecular target treatment with the goal of a
metastasis control. by using the fibronectin resolution / invasion model that could
observe the extracellular matrix resolution due to the cancer cell in vitro. We used
the 0SC-19 cells which were cell line derived from two kinds of different human oral
squamous cell carcinomas of the invasion style and 0SC-20 cells. The reptin gene
knockdown cells and compared cellular infiltration / the migration ability and compared
the manifestation of the transcriptional regulator of activity of the basal membrane
splitting enzyme, epithelial

mesenchymal transition (EMT) related protein and EMT.
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