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The purpoe of this study was to show that ER stress is related to the cell death of DNA
damage and to elucidate the mechanism. However, We have found that y -taxilin is
downregulated and protein degradation of vy -taxilin occurs in hypoxia during the
research. Therefore, the purpose was changed to clarify that y -taxilin is involved in
the cell death caused by hypoxia. And it was found that cell death is caused by the
degradation of vy -taxilin. In addition, the cell death was participated in the ER stress

and mitochondoria pathway.

AT TE B
(SBHFEHNL - M)
[ERES T PRt & it
2010 4F )& 1, 500, 000 450, 000 1, 950, 000
2011 H-FE 1, 000, 000 300, 000 1, 300, 000
2012 4FJE 900, 000 270, 000 1,170, 000
AR
AR
woOEt 3,400, 000 1, 020, 000 4,420, 000
e 8y« [ 3R
Bt 053 8L - fE « e - WRERHE R T - SRR R

% — U — | : hypoxia, ER stress, y-taxilin



1. WHEPAR S MO 5

IKe LI (Hypoxia) (X, £ < DI
FAE L., b, BIEBICERREEL 52 5,
Z AU, Hypoxia OFEMIBEIL, FEHCHG
DFA ABRIARGED T2 FOTEMEL L
A EE, EEEBA R LT O EEE OB
FICIR D72 Th D, FEE BHEFEEICRT
% Hypoxia ODAFTEIL, BRRIIITHETERE 714 %
ARIZUL, BEOAFREZ TT D & OGN
%% (Mol. Cancer Res. 4, 423-435, 2006;
Cancer Metastasis Rev. 23, 293-310, 2004
),

Hypoxia®IRREIZ 72 2 & MK Ti, /)
ik (Endoplasmic reticulum, ER) & k
VAP Z Y, %OND X 7 EDRB
BLOEM LA MU RSEE L
ThiE 5 (Nat Rev Cancer. 4, 966-77, 2
004; Mol. Cell 6, 1099-1108, 2000ft),
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PO lele L RS 35, Lo
L. ZNTHRWAEE L & 2T,
(3) MfsEAE Z L CMaZ RIS E 5,
Z D5y THERE L, ERIE L D32/ Mafk 2 bk
L A& — (PERK, IRE1F L TRATF6) 23
EMHAET2FICLVIEE Y, ThERRER
ST TR~V T T VERET D E VWD
nNTn5s,
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Fpk19-20 A EERHERFFERL IARC THypoxia (2
B D81 LUER stress #REEDOFRIE | GREE
519592173) IZ°C, DIbILIE, hypoxia 1235
(% aNACZ ST L7287 LV VIIafk 2 L2 (ER
stress) MEEZFEL, fX& LTHEELL
(Cell Death Differ 16: 1505-14; 2009),
y—taxilin [ZaNAC EEH LHEE LTS
EHTHY ., ERstressiZBE L TWAEET
DiRG coactivator THdH, LI ->T, vy
—taxilin X aNAC EARAICBALR L7223 5 ER
stress ZFETHEEI LRI LTI D
Ly, BLEDZ Exs | ©taxilin EH
PoHRT HFIZ L VER stress M &I &
. HEHIICHIIRAEIZ = 58803, hypoxia
THEESNDMIFEICB VT HIFEL TV D
AREMER B D LB X TWD, RIFFETIE,
hypoxialZ X A#fNSEIZH 1T D, ©Utaxilin
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Z OAEFEIL, Hypoxia (2& D y —taxilin @
a) EBAVE L UL b) Ml N JRTE D2k %
Western blot 33 &L ONBASKER I THEHT L |
Hypoxia & y —taxilin & ®FEL & DEILR
BN Z EICHER BV,

<OERR 23 ARFE, 24 ARFE>

ZOFEE T, AHEE TH LN R & 5
(2. v —taxilin OFEHEBED T D HIC L
S CHIRBEDR I Z I Z 4L D0 E 9D
%y —taxilin ® siRNA % I\ T, Annexin
assay. Western blot 33 J ONBESSEIZ CTHE
Hri7e,
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FEM, ER stress ZFE L, &5 b=
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Western blo (Z CHENT L7z,
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b b AR R I I R i SK-N-SH 12Ty
—taxilin OHUARZERN L THEAREBL L WL
L Z A, y-taxilin I'% Hypoxia DHE[HREE &
EHICETOEABRBENED L TWDHEN
fig -7 (Fig. 1),
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Figure 1
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Figure 2
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Figure 4

F 72, y-taxilin OFFERREIC X 5 EAREL
B3, inhibitor (2 X 5Bk 5 caspase
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y —taxilin ZHFEAYTHNHIT 2 7280 1Z siRNA
ZAERL L, Hela S3 (A L7z, siRNA %3
ATHZEIZED, y-taxilin BANEDT
% Z &% Western blot X VRL7- (Fig.
5) .
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Figure 5
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Figure 6

y —taxilin BENR 2 5FIT LD ER
stress MBI &5 Z &1L, BR stress
BED 2 N7 ERBLPENT 52 F %
Western blot IZX VW /rL7= (Fig.7) .
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Figure 7
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