KxXc—19

FEZMREDREEX REARERNE) ARBAREBESE
Rk 24 4 3 H 31 HBUE

HEES : 13401
MEiEE - HEFHE B)
BFZEHAR - 2010~2012
FHEES: 22791584
MERESL (F1X) EEIEICETSH5YA IV ORNAOEE
HEEERL (EX) Role of the microRNA in head and neck squamous cell caricinoma
MERERE
#AK 2 (SUSUKI DAI)
RBHRE - EXH - EE
HEEES 10444225

WFZER O EE (Fnx) « AFHIIEGEIR + (HGF) 138k % 22 s b - B85 - 2% 24
ZRERERI - CTH DN, ED X D IC R > T BREZ R BIRET STV 2 0 R Th 5, AHFFE T,
SESAN R - B RO Aa ik HSC3 1238\ C HGF #ilIZ £ 0 . W < 2220 microRNA FHLN 2L
T5HZEEHEOTTZ, &5 HGF fIliIC X 0 3BT L2 miR-200c & miR-27b 234 % |
ZEB1/E-cadherin OHEIZ(L A I L C LB EBATICEE 2 A&E 21V ST14/matriptase (&
k%5 HGF HEEMA21ToCW0WAZ L ZFE L, 252X Y HGF 1% microRNA DR HZE
L% i@ L T ORESCIIHICE G L TN D Z E AR LTz,

WFFER R OMEE (3530) : Hepatocyte growth factor (HGF) is a multifunctional molecule that
acts as mitogen, motogen, and/or morphogen in a variety of cells. But how HGF affects the
expression of downstream functional genes have not yet been elucidated in detail. In this
study, we found several miRNAs that the expression was altered after HGF stimulation in
HNSCC cell line HSC3. We found that miR-200c and miR-27b down-regulated by HGF
might play an important role for epithelial-mesenchymal transition mediated by
ZEB1/E-cadherin and ECM degradation and HGF auto-activation mediated by
ST14/matriptase, respectively. These results sugest altered expression of miRNAs
directly regulated by HGF might contribute enhanced progressive and invasive
characteristics of HNSCC, by regulating the translation of HGF-induced functional
molecules.
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