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We have generated doxycyclin-inducible Dek transgenic mouse. Dek induction
unchanged the histology of the mouse tissues iIn the normal condition. However, when exposed to the
carcinogen, the DEk-inducible mouse enhanced the tumor proliferation and tumor progression in the
organ with squamous cell epithelium. Dek overexpression enhanced the G1/S transition in tumor cells.

We have clarified Dek is the true oncogene. The target therapy against the DEK in cancers will be
promised in the future.
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Squamous cell carcinogenesis

Y

“Field cancerization”
(Tobacco and alcohol )

~ carcinogen: 4NQO-

oyspisicis escc
Normal epithelium \Nomﬂ\v:w«am\q epithelium
VA r'

R SR - SEEe=— W'ﬁﬁ

.\;ﬁfz

= —> RN — g
9 Wil — TP
Y, frmton i
S~ cox zmg 2) 1

RNA transcriptional elongation

pthetial coll
Elp3 1 /
cionlt
Girs o Rest
0 phase (ONA Ypaie
(DNA replication start)
‘ Gnm\-l X

E261 1 cyciine |
‘ ONA roplica M2
Cdeg 1 Cdt! 1

PCNA 1 Cell cycle progression

\ G110 S wansiion 4 (Progression of G1 to'S transion )
POl E 1 . st
DNA replication

"o EeNTE(TR),

quamous Cell ] Fleld (Oral cavity) |

5. FRFEELIRmLE
(WFFERFEE . Foe s K ONEEMF 288 1
=Y

CdEsEamsC) Gt 1 44)

1. Hisamatsu K, Noguchi K, Tomita H,
Muto A, Yamada N, Kobayashi K, Hirata
A, Kanayama T, Niwa A, Ishida K,
Nakashima T, Hatano Y, Suzui N,
Miyazaki T, Hara A. Distinctive crypt
shape in a sessile serrated adenoma/polyp:

of Ki67-, pl6INK4a-,

WNTS5A-positive cells and intraepithelial

distribution

lymphocytes. Oncol Rep. (in press) 1%t
A

(FmyER) (o)

(XF) Gt o)
(PESEIA PEHE)
OEIREL (G0 1)
AR

FE
HEFIZE -

FE¥H :
HaG
HFEFEHA H .
E N DRI

OBtk (0 1)

(£ Dfh)
R—LR—

PR P

6. WFITAEHK

(D IFFEREHE

JiU B (HARA AKIRA)
I B« [RAERATZER) - Bk

W E 5 - 10242728
(2) WF92 4y
EH 5.2 (TOMITA HIROYUKI)

I B « R RWFFCR - HEB R
BFgEE &5 50509510

(3) M FEH
PR P



