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Identification of the genes chemosensitizing hepatocellular carcinoma cells to
interferon—a /5—fluorouracil and their clinical significance
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Identification of the genes chemosensitizing hepatocellular carcinoma cells to

interferon—a /5—fluorouracil and their clinical significance

(FFE#MREIZxt S B interferon-a /5-Tluorouraci | MEZHIEREEFORTEE ZTN S
DIEEFDEEKRHIER)

HEATAF AR 2% L C, interferon-a (IFN-«)/5-fluorouracil (5-FU) fFFEEDAH
HEDRRE SNTWVAN, TORBRIIRLEMWMETE D HOTIEARY, £ T, AT
X, & D IBEED RO B ORI IR FRIEB R O 7= 12, IFN-  /5-FURESZ M R85 1 % [F]
EL., ZILH DVERAMKT L RIRMEFR ZMS L7-, protein kinase, AMP-activated, gamma
2 non—catalytic subunit (PRKAG2). transforming growth factor—beta receptor II
(TGFBR2) | exostosin 1 (EXT1) D3EnFZ [FIE L7z, F£7=. TGFBR2, EXT1 D& FIFE Bl TCF-
B ¥ 7 MAEHAL/MAR A b L RAFFEE A LT IN- o /5-FUPFRFEDO 7 AR b — o 2 242
T 52 &amliz, I, IFN- o /5-FURF BRI & 52 1 7o Tl 8 O ENIC B 1T %
PRKAG2 mRNAFEBLIZ, AEAF I & A EREDOHEZ RS Z L2 R LTz, 2RO DORIENS
[FE L7238 s 725, IFN- o /5-FURFRFRIE O R IE M 24 L. PRKAG21320 - THIA -+
& LTOHMAMERRE ST,
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27 V== 7%, FUFLIVRPFALTAT7 TV =2, BiarEAMHIcksE
R P MR He pG21Z 35 1T £ 5-FUIRB UM D& L A2 FRIEIZAT o 72, #9600 5 L 0 725 U AW
ALTAT TV —%EAGEBEZITV, EFEMIEO U R A LZ2EUL L, fg~EA
THEMEZ 10V R L, FAEIICE LT Y AT A A OEERFERELS ) b B s T %
M U7, EAIR O A F3RIGNSTY v EAIC KV ER L, BEFREITY 74 A A
RT-PCRIE, # v 7327 38l IWestern blottingth, SR Y, O YAl
KVEHE LTz, A N—B-3/T{EM KL OTGE- 8 & 7 F gL, ViR—2—T vEAI1Z &
DHiET L7, Invivod %1%, NOD/SCID~ w7 A FBMEET LA W, 7F ) 7 A LRI
LB EANIE YRR L,
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27 V== %OV R A LAOERFRRALS &L D . PRKAG2, TGFBR2, EXT1Zfifiti L.
ZAL S OIEEIFEBLANS-FUEL HRFO M AE AR 2 A IR T S8, & HITTGFBR2, EXT1IZ-D
WTCIIIFN- o /5-FUBFIRF OMIRAEFR 2 A BIE TS, £, 26 D28 F Dl
FIFBUZ LV | 5-FUSH D WEIFN- o /5-FUSFHKED T R b — 2 22 L7z, F£7=, TGFBR2
WREFEBUZ LV | HepG2, HUHTIZF1F A TGF- BHREIEME, 7 A b — 3 AEHEF /37 BAXFE
BOTLHEZFRD . HepG2IZBWTILT AR b — 3 A # > 77 BCL-2 & BCL—xL D F& B4 &

BT=, —J7. EXTUBFEIFRBUZ XY . HepGlZ BT B /MAK A kL 2 DFFHE T & % CHOPS®
activating transcription factor 4 (ATF4). BiP/GRP7T8ILD L, A — 7 7 ¥ — D5
T HLCBO TN M A~OZEHZ R T, £70, LCIBOEHTHEITHUHTIZB W T HF
Wiz, UEXY, THB22BEFIXENLI, TGF- 5 ¥ 7 F G L, /DREER N LA KD
F—=hT7 7= N LTCT AR —=V 2R LTND Z ERREB I, MA T, IFN-«a
/5-FUDF VB % 52 1 7o s JB 8 12 36 1) 5 &85 738 Bl & R L 726 % PRKAG2 78 B i
IFBE AN S AREOEOMHEEZ R L, TCFBR2FEHLEITADIHEZ R~ LT,
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ABFFETIE, IFN- « /5-FURS PR g1 & L C, PRKAG2, TGFBR2, EXT1D3&E(nT %
[Fl7E L. PRKAG2IZIFN- a /5-FUBFHIBRE DN R FHRIN 7 L 720 5 5 2 LaVRS iz, AWH5E
TR L7ZPRKAG21E, MIfEN T R /L X —t P — L& L CHRET D AMP-activated protein
kinase (AMPK) DRk = hTd V. AMPKD U > ERALITATHIIR S0 IifE g O T1% L FH R
THZEPHESNTEY, SEIOEREZXFTLHHOLEEX bV, —J7. TGFBR2FEHL
DRI & AOMBZ R L2, ZAUITGRBR2MEE DR 2 e 3 25 & 9\ )
WELBEEST L LB ONT, o, HEEEBEREXTHC DWW TIE, iz v T 1 v
VU A K BRBUR T RHE SN TS Z D, BIHIRIENTW D Z & fEER S
WTWDR, RBFFERERN G, /MIEA N L AR — N7 7 U — 058N EXTHZ K 5%
T A B = X LD —>Th 5 AREMEN R S LTz,
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R IRz %9~ 25 IFEN- o /5-FUDJEZ PG R iE{s - & L C. PRKAG2, TGFBR2, EXT1(MD3i&E
B EREE L, £72. 25 O@EE O 9 HPREAG2HE B & X/ aiE (23~ A5 IFN-«
/5-FUGFIEIEDIREN R THR L 700 95 Z ENREB ST,



