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BRRAICEIRIR PRERRICL, BE D4
FREZTT2L0®RERH L (Mol. Canc
er Res. 4, 423-435, 2006; Cancer Meta
stasis Rev. 23, 293-310, 2004ft),
HypoxiaDIRHEIZ 72 % & AN T,
/NffE (Endoplasmic reticulum, ER) &
FUABRRZD, HONDHX LRI EDF
Bl L OVEME LAV R 2 b L RS L
L TChhE 2 (Nat Rev Cancer. 4, 966-77,

2004; Mol. Cell 6, 1099-1108, 2000ft),

AR A S LA B NIRRT & R
DRI 2 X BERERT DREEZ T
B, TDIREIZIIUT O3S H D, (1)
INERIZZE VL, BT A S R R D A
EFNRNEIICT LD, XU XTI EOR
REMH L0, HDHOIE, Q) /MakNe
¥R UEEOT LI L oL AMakA
ol BB AEmIEZ0 375, L
L. TN THRENEE L& XTI,
(3) MfRFEZE = L TRzt S5,
Z Doy FREREIT. ERIE B3> D/Nak A b
L A% % — (PERK, IRE1E X UNTF6) 723
EMELT2FICEVIEY . TRERER
ST TR~V T T VEIRET D ENVD
nNTNn5b,

Frix, Ak, VAR Y —ATH<
B R B ORGER X O EI O T & 17
WU R Y — A BT F REICKAE LT
W550kDadD # N A LI LTz, Fex
M #elFla (elongation factor la) &
FEL. elFloldZ L= v XIED re
folding{EMEE Ffo> TWAH Z L ZFEH L7z
(J Biol. Chem. 277, 18545-51, 2002),
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N7 E BRI L0 R BRI L. SDS page
Tl UTZo&EBAE%Z p3b
protein &MES, /NMEERA R L AP —
D 12T % PERK 3EMEALT 5 FIZ LD |
elF-200 U VRfbEh, VARY —4 LT
DEAOHREEESELIRENRD D Z
ik <menTuwiz (Mol. Cell Biol.
22, 7405-7416, 2002 ffl), elF-2 o i, X
FA =2 -tRNA Z U AR — AIEWY, U AR
Y=L L CEAOTREHGT 5201
B<EATHD, 2HLIFEENLLTLH L,
FTrx MBIV AR —LfERH T
' p35 protein b, /MIAKA ML RIZX D
RGN KOS ARsEIZ 3R < BIfR L T W
DAREMEN B D, LTz - T, RKFE TIL,
Z @ p35 protein D[EIE & ER stress (2
Do TNWLHREATREK L TEDEE % fif
FrilzneExT,
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~L b) MR N RTED 2L & fifAT L.
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DEEN AT L L2 e LT,
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<OERE 19 4 > p35 protein (X aNAC
(nascent polypeptide associated complex)
ThdERETE R, b b S MR
HeLa S3 Hif@IZ T, aNAC OFLIRZ I L CT&
FIF Bl FL7- & 2 A aNAC I3 Hypoxia O REH]
PR & & I EDOEABBEENEAD L T
LHENES T2 (Fig. la), £7-. MAEAY 16h
MOEFEL TRB Y ML E Z Lif T
el (Fig 1b), B, Mgz DAPI
Yufa, 33 O Annexin assay CTHR.7Z & 2 A, 24h
BIIIE D 3 Wi b 2358 B L, apoptosis &
I LTWDZ s (Fig le,d),
F 72, aNAC DIRFREIRREIC X 2 & A F 8L &
1%, inhibitor {2 X 2228k 5 caspase 12 &
LU CiIrnweEZ b (Fig le), A
B FEBR A b b bk 2F R0 i iE R A SK-N-SH
\ZCiTo72 & 24, Hela S3 #lfia & [FAER DO
Rafg (Fig 2),

CERL 20 4R ZDOREIE L72aNAC % Ff HLHY
\ZHIHI 5 7212 siRNA Z B L, Hela S3
WEA LTz, siRNA ZEATHZ LKLY,
oNAC ZE ED B9 5 Z & % Western blot (2
XvRL7 (Fig 3a) .
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(Fig. 3b,c,d, e) . aNAC EEAMN L 2 D HI
£V ER stress 5| Z S5 2 LiX, ER
stress BEO ¥ X7 E 3B % Western
blot IZLXVWRL7= (Fig. 4a) ,
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