&= C-19
HEMREMFBEARHRBEE
PRk 2 384 A 2 0 HEAE

HEAES : 11301
MEER : EFWE (B)
BFZCHART : 2009 ~ 2010

REES : 21791967
HRFEER (F130
VEGF-C/-D ##Zp & L=BEER ) U /\EEGBIG . TES Sz Rr T ALT7 TO—F
MRFEER ()
Epigenetic regulation of VEGF-C/-D in cervical lymph node metastasis.
MRERKKRE
&R 3CBA (SHINOHARA FUMIAKI)
RILKRZE - &b - B
HREES : 80400258

MR OB E (Fn30)

F e bRk (HSC-3)2 B8\ T, DNMT [HE4] (ZEB; Zebularine) o ML #i4= K]
+ (VEGF-A) 1[ZOWTHENT L7=, SAHA, ZEB & $1Z VEGF-A OFEAZIHI L=, Z DX
H=ALE LT, ZEBIZX D Hypoxia-inducible factor-1a(HIF-1 o) 233 fi# S35 28, Zum
PI3K/Akt <° p53 D 7 F L DRI AN SN2 L AR S Tz,

F7o. FEOME, MEH/E - EBICEE T AEGFRO T % 2= b, Cetuximab®D %) 5% 4%
HyuEAl (5-FU, CDDP) & Bt LfigsT L7-, HSC-3, HSC-4iZB\ T, LAl BEmuLeR |zt
B L Ch-FU L CetuximabZ 425 2L T, TR b= AR L7223, — i TCDDP L O ff
I CIIHRITERD 2o T, T OO A 1 = X AL L CPISK/AKtIR I D B 5. 23R/ K 7=,

WRFERR OBEEL (330) -

In this study, we used the novel DNA methyltransferase inhibitor zebularine (Zeb) to
investigate epigenetic influences on the secretion of VEGF-A in the OSCC cell line HSC-3.
Our study revealed that neither the PI3K/Akt nor the p53 signaling pathway is required for
Zeb-induced hypoxia-inducible factor-1a (HIF-1a) degradation.

In addition, we investigated the effects of EGFR antagonist Cetuximab on apoptosis
induced by anti-cancer drug(5-FU or CDDP )in HSC-3 cells. In this study, we found that
Cetuximab significantly enhanced the apoptosis of HSC-3 or HSC-4 cells treated by 5-FU,
but not CDDP. These results suggested the mechanism depends on the PI3K/Akt signaling
pathway.
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