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The cell proliferation was significantly suppressed by 44°C treatment compared with
37°C and 42°C. The cell death ratios at 12 hours after heat treatment were 5.0% at 42°C
and 17.4% at 44°C. Computational gene network analysis demonstrated the three
significant gene networks. As for heat treatment at 42°C, the significant gene network
contained many HSPs such as HSP70 and DNAJB1. As for at 44°C, the significant gene
networks whose core contained CDK6 and JUN were associated with cell cycle and cell
death, respectively. These findings will provide novel insight into the biomolecular
mechanisms of hyperthermia in therapeutic application for oral cancer therapy.

AT TE B
(BHEHAL - M)
[ERES Y Rt & Bt

2008 4EJE 2, 200, 000 660, 000 2, 860, 000
2009 4EJE 1, 000, 000 300, 000 1, 300, 000
2010 4EJE 500, 000 150, 000 650, 000

AP

R
o Et 3, 700, 000 1, 110, 000 4,810, 000

WFFEET - DS
P D53 ﬂ ME e - SRR
F—U— R ARG

. WFSEBRLE M D & B9 2 BEAMII AR 72 500 03 20,
IREBVEIEIZ 2 Ok & 70T O )R8 A&
_%%éh R IE R L I8 & OBFH 2. WrgEO HBY

TEDOIRFNRPMER STV D, HEDR AHFGE Titbm%ﬁ kR 2
A@ﬁmﬂ@ﬁbéFIL&F BNTH, 1R BNGE JE M SE A 36 2 i8R - FE B O AT

B PR AL IR BVRIE O A IPE DS s ST %ﬁ:ﬁb\ MR 2 B2 T2 2 & & H
L 05, AURAZERENE RIS HUSIERLES) |2 L L7z,




3. WHED ik

t kA AMRER HSC3 & Fv -, MR
% 42CF721% 44°CT 90 43 HEEVGLELS |
37°CC 12 BERIREEE U7z, MIRRBSSE O FEAMh X
MERFHFEE 2 - TIT o 72, MIFRSE DR 1
PI & FITC-Annexin V Je@lEARD 7 o —H A
FA N —fHTIC L VITHo T, BInTRED
HARAIFRNTEE & LT GeneChip ¥ 27 L%
W, BELNAEICEH T LI ERB T &
GeneSpring Y7 b =7 &AW THIH L7,
W L7e B85+ OMAEH - * v NI — 27 iR
HTIZI%. Ingenuity Pathways Analysis Y 7
Mo =7 &R,

4. WFIRE
FMAOEESEIT 37T CR IO 42°C L i LT,
44CHLEE T B ATIH] S iz, IREVILEERS 12
REFC 31T DSt 42°CC 5.0%, 44C
T17.4% T o7, Kmeans {EZHW\=T T
A B — AT T, 42°CHLER CH B R HILH)
Rt EMLETIL9 7 7 A X — (cluster 42 -
I ~IX) (& ENiz, cluster 42 - 1I2/®
THEIGTREICBWTE O 3 v 7 &
VR (HSPs) % & TeiiGig &t L OV
HE 7 +—1VT 4 I LG
FNU—Z BREEL, 2O E TIRAWC X
LHffalEES IR S TWD EF 2 bivk,
—F ., MACUBECTHERBBEE 2~ 8B
F139 7 T A% — (cluster 44 - I ~IX) T
S ENT-, cluster 44 - MIZHBUWT CDK 6
(cyclin—dependent kinase 6) % & &o i )E
., BI O cluster 44 - VIZEBWT JUN (jun
oncogene) <X°  BAGI (BCL2-associated
athanogene) % & (oAU A IZ BEHE L 72 3& (51
X NT— I BIFAE LTz, 42 CTIEBlESh
NI NHOBMETFR Y MU — 27 DGR
HT EIZEY, MlaEENFEIND EEB 2
bz, Ak, Xy VT —27 BT HiEls
T OBERCH AAER Z 3RS L, DR
AU B D IR BT R P S0 e BE 5 B R A S
BB MZ LTzvy,

5. BRI E
(FFFEANGEE . BFSEo 038 M OV HERFZE 5 1
=)
GeEsEams) GHoh)

(%K) G2
LFnAEA, HEETE, &iF—BH, FE2Z
w. o OBER TRE B EREWRIEOAY
FHVNE BRSO IS~ & IR B A~D
BB, B AT HAKRYI ALY T g VER
SAEESS 2010, 5,20 (BEVRE) (FRFFEETH)
2. FuHE A, HEETE, SK—8H, S
w, o BRI BE o REAX ML RZ

£ 0 EET 58T HEOMMBAIIIENT. 5 74

>

B H AR R EDHEES®: SR
2009, 5, 15 (-2 < 1X) (FRFFakTH)

(FE) Gtof)

(P £ PEME)

OHRRYL GO 1)

oy i

S LR
MR
FHSE -
&7
HEEFEH B
ENS DR

ORI (G0 )

AR
FEEAE
MR
TEHH -

iy e
BASHEA H
EN DR -

(% Dfth)
N

6. AR

(D) W A

FnmE #E A (WADA SHIGEHITO)
B IR - Rl - GiAm
9EE %5 - 50303219

(2) Wrge sz

JTiE & (KONDO TAKASHI)

IR « REFEBEEFIEMFITE - Bz
WFgeE 5« 40143937

/NI B (OGAWA RYOHET)
B IR « REFEBLE SIS - GhAh
WF7e&% 5 60334736

P =% (TABUCHI YOSHIAKI)
IR - AR imiistt o 2 —
- e

fF7eE &5 20322109

g5 13HE (SUZUKI NOBUO)

AIRKEE - B H AR At v & —
- HEH A

FEE% 5 60242476

N



