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1% DNA B8543 2 7 2 i AIF S o 0t 268 1 0 T B iR
#1221 Sk B F PrdIns-3-OH 154 ¥ 5% 1 5 i Bl ATM( ataxia
teleangiectasia mutated )1 DNA #<H A9 2 FH ¥ B DNA-PK )AY
RIHEDE T DNA B0 R BRI TR R, BHALRIFEFH
DNA #i4); % & ATR ( ataxia teleangiectasia Rad3 related )
1 ATM Tz, [l DNA R U#BU5 5 3085 Chk1( 4850
LG RN Chk2( &S ARG ), 7E p53 BY AR Ui A 7E
HsTR b 22 EIRAR AL J5 4 A8 B SPIE 1458 P53 1y 3S #eii
TEINAE, i FAME pS3 Al MDM, fO 38 BTG . M T By 1k P53
R MREAR , P53 B RAE NG SRR T P53 AMEIm BT
T8 A Bel-2 (&L, 1M HLE B0 &7 MMP i S0 1
BT HEH. H—,P53 B IFZL Bel2 FIWERTIT R £
ik, JtHJE: Bax, Noxa29 Fl PUMA30, FIFA 3263k A #FAE S I
20 I 5 7 BN AN SRR IS, O3 S 7 T [ . PS3 iR
5 ROS FE I Peg3 il Pwl, 5 Bel-2 FiEIEK, fE #F Bax i 1
— AR [ 2R AR S . A5, P53 B L 1Al
MR , PR AT LA =) 38 340055 0 k420 ROS ), AT LA H T
i R AL , 0 1R A A ML Ok -5 - BR R -6 1 1o 7 P 38
T ROS. 2 R Sty RE 2 B L 1 ol 7 S 1 FH S0 31
W Cyto-c )4, ZEREVE BRI 1915 B0 T, H 7 77 LA ol
TR ARG P e IS A AL S =L PSS A
pS3ATP, ( —RhZbr AL I 2K 11 ) Y ik, J5 & Ay B &3k 5
i AWm (R R, HALH B RTE AR 546, PS3 (L EE
A Apaf-1( J8 178 F B0 -1 ) I 3Ri8, Apaf-1 &

FHTAR—F B OE N, 55 Cyto-c 15T caspase
Wl o R SR AR L (R AR TR 5 SR 380 B9 P53
WHEFE ST HAHLHI AT R PS3 [ Zkidh 5 (7 I
LT ZRORLAA 2 I FZRLAAR Y S 2Bk Hsp70 AH BAEH 5
Al BESEH c-Abl B+ MMP il DNA #1053k c-Abl &—
Tl 2 BRI , 75 —Fh ROS AT U AR AE T- 15, H ATM
H1 DNA-PK FrinG , 3¢ BT LLG) o B 2ok fAk .
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LRAARTEN P T15 5 A caspases T 1% 2 0] 2 25 AS 1] %
TRIGVER S o F A7 AR Hh R U £ 40 B I 1= i 2 ple s
PERFEF T o SCHUER , y 4R 4t Ceramide( JH 115 5 %% o
HEESF, A TREAT(E S AT B Z [ ) Fas 5 FasL
L5 5 ST BRI TE BT R U T RE Y 2L, AT 5
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AEAEAN MR T AT o A A 2 A T R v e
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R Z v, 3 & B AT LA Bel-2 T4 A4 4 €0 5T 58 4 A1 DNA
Jr BOARS T2 A Y A7 A, 5T A B SEBR 1 2 Ml T Cy-
to-c NEKLIAT BRI, MER AR ALY Cyto-c 5 Apaf-1,
Procaspase 9 ZEATE—BRIE R T TR ( Apoptosome ), H4s
S JE caspase 9 MIBES . B Cyto- ¢ Z A, SRR R AT B
HEANA S MR T-/9 53 F U0 procaspase 3 F1 AIF( apoptosis-
inducing factor ) AIF ZEARSNAT{E FHF procaspase 3, I HH
A ATBERE R —A> caspase. LRI L A Lk 2R ML 78
FUARRAEL - —Fhn PT 3@ 3E( permeability transition pore )
K. MFET-E S Sl caspases BT ( HLE caspase F IR Y
WAL LR A ) M3 Ca* ZKOF-Th g 7 AR il
eI, R SE U 2 He A 5] & PT EIE T . PT
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LR AL T P 1 1= 18 38 R A LR BLAR P A ™ B BE T
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PR ZR AR A S A B . AN Bax — 7 i AT DA E Rl 2
BRI N B9 K /N R 12 kD Y Cyto-c 78 AR BB IR 19 1
Pt T 3 3 A 1 R M0 SR — 5 T, T AR PT
T A TT i, 5 HAHSE Bel-2 25 1 A ik 4 7

3 AEMEXHATER

PRI IO AR S A L 8 T S A ] T 52 AR S B Sk AR A 5
DNA #5504 55 —Fdh A B PR T3k AR . 9T 9 5 e e g 7
FHER R R IAEBIA D " — A B Ca? IR, R
P PO 985S NE o A B 10 2 0 L R e o 1 B BT
BT, R Ca® M FEMEFE, B S A5
P F AR AN calnexin A1 calreticulin ), Jii 7 7E M a1k 2
P BRI A A 2 11 0 ) TE A 3T 7 b T A T 5 PN o A s
WIS S A T T-FEH( A caspase-12, Bap31 il Bel-2 Yl 4m
VT F AR T2 (e T 4 M P Rz 3 R T Y
Rk . KSR Y AR 2 A0 A U T 8 2 Hh B B
Ca®* ¥ B L A7 2% B T i, 33X b ik B2 T s ok U T 4l B Ah
Ca®* 149 PR AL I PR 5 FEC 0 PR B T ) F I o AR i ¥k 114
Ca®* — 5 THI AT LA LS v (3 35 A0 M 2 1 C 4 calpain ),
J3— T AT LAVE I T GO A, 52 mi I 37 v 1 O, B T AR
P AT B A T 1 Bel-2 AT LAY Y P R
PO 1 R B Ca® " VR BBE R R A Ca® " HERFAE A Y TP
SV AT R SIS M T e . B N SRR T S
R BT RAE 22 T P T 0 437 R R PR R R R L A BT Y
AT S UPR )AL AL 45 5 AL T P9 5T I 1 4 4 53¢ P 1
ATF6 i , PR BT ISR IREL [ SR A4 53—~ BT
R PERK (238, BE— B IR I & 2 M BT R . 2R
P18 2 T B R A 7 A BRI 2 il R AR T AR
S FE T caspase-12 T1%, Bap31 AJfEH i Ca®* /- S5
NSRRI T5 5 28 3, AT R 4E caspase-12 Fl calnex-
ino AWK caspase4 1255 P 5T W R 3T 5 1 A 1)
il R N AR caspase-4 1 J& caspase-1 G 51, 5
caspase-12 {5 BRI, EZA T AN B v, HAE LT
caspase-12 o

55 H ¥ CHOP( C/EB Phomologusprotein ) 3 [A 1
54 R R R S A PR T CHOP )iz Rk e
FLN AN, FEAm S 0 3 TR T CCAAT 3458 FAH % 2 1
%SR- C/EBP S , 5 2% i 20 W0 3% 3h 4 A i AR 4
S oA TR S . CHOP BE 40 i 73 28] 9 mT 75 4 i 0
oo IEHEOLT , CHOP 35 140 , 78 P S5 19 13 38 S I 1
HAGR R A, P 5T R0 0 85 8L N, B AR 1 IREL
ATF6 1546, MK #E A%, 5 ERSE {57215 CCAAT
(N9)GCACG H1) GCACG i, CCAAT % NFY (545, Ji 3h

CHOP §%& 5 5335, NITE S AT,
4 BEEHEXHATEREZE

VA AR T B 2 5 A ) 45 e I fe i 1 3% 3ok S R
B ATAE A& R S L T 7 BB T DR caspases , IX
PR ATEA I T B T e AR R R
TR 55 A B 0 T fy i e o, XA AR 2 L Y cathepsin
Z 5T R AR S B — B HTE . R
P 0 L e R A A A R S A AR SE
IR ILHAEA ST M R, — AT BEJ2 cathepsin PEFF
P VA A 7 2 IO, X R AL RS AL M ANV AE . TR
5 LR Cyto-c BELHY atractyloside &b PR il (A i i ]
PAG IR EEA T cathepsinB YR, 3% #8078 2o b (4 5 75 Bk
FREA AR LR AL , 2G9N REHEBR VA B (A8 5 5 2 AN R
B 7 SR OK il , A W98 B TR AR S T,
VAR BT cathepsinD HINAE LML IR Cyto-c Z A, W] ik
S VR 22 A N T VRS o 2 PO i , Aok 28 T P YA A % 43
4 52 kD HYHT cathepsinD S H 1K, J5 %  BA A B kAL AE
FAM R KA . 55— Fh T G 18 B AR T 1 % 42 2 5 o
HFF AR LR R, WHUE UL, YR A
32 BRI 4 30 I, 5908 A B A 288 1) K ik Bl B R S v
Z 5T Y52 3 = 0 Y A B W AR R 3, K i i 4
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TG ) MSDH Ab B4R , IRk B 19 MSDH. BERS 5| K 75 i
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TIE A L8 £ W AE TNF-o 5 2 00T 408 08 7=,
caspase8 A] UL 5| E I BEIRH cathepsinB il e , B3 88 76 g 5
T cathepsinB ARSI LKA T Cyto-c MIREI. A Ml BT
TER} cathepsinB 512 Cyto-c BT BYRECR IS K TF 44k cathe-
psinB AR $2IR cathepsinB 7] RESLHE T ML b i R F0 R T2
R, XA F 21 TEORR, 51 Cyto-c MBI, HET
AR FIA T I8A TF 2t — 20 0 B 458 (B A I Bel-2 K
W Bid 25 A AT g R —110 A S8 % 0 Bid A
A Tl e (17K A B U0 R A 05 P 1 B, 3 B et
SR ZRLA T Cyto-c MR, AR IA TR AT RER 2
FHAEEDD Bid B9 I FA7AE . SRR Bel-2 A RESEL
IR A IS AR RS 2R, SO T 4 o O 1, X W TV A 2 5 A
T RES Bel-2 KIEHE A KR Hitl, WEHA 5 ORI
cathepsin LA} Bel-2 EE MR H Z MULF-AE7E 6 BRIk R, 18
PRI UE SRR 70K 2 (o FAT X 240 e 4 T A ML AR A TR A
1T o
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AT AT P AT RE DR AT AE O LR P T 1A
"1, RhoB( Rho ZEH /N GDP [l )k — i ity Y T 15 2 11
T2 W BE A A% W4T ) 9] 5 250 W SE AL Y RhoB [+ 437 4% A9 37
2R X R 73 BB RAE— o XA ERIMRTG 2L R
k20 A% W A 761500 1755 0 T2 A9 38 40 B 45, (H 2 RhoB 11
PAT-Z AR EEHLRTR AT 2 . IR UEH | caspase 2 TEIH
TSP EEREENIEM. caspase 2 {KHH Y KU EF 2 20 it
YRR T-25 ) BT S 00 R T A IR T, X L 2 Y Re s
UPR BCH B4 WAHE PR 7, ZE AN P i 37 )R 4 038
RERIATC 7 248 1 HY golgin-160 ( — Fl 28 1 5 =5 /R FEAR )
caspase 2 BHVE R4 )R I 55 0 77, 5 00 T i AR S 1A 1y
caspase 2 A BB/ UPR-175 5 A VK BR 1 52 M P 3t 9 411, ik
SN ZR A B R R BRI P B 199 22 ] 445 5 e Sl X
g RE T ESE—EX, EF caspase 2 TE = IR B
AR EOS AL AN TE R, caspase 2 fie M U T
BRUCE( baculoviral-TAP-repeat- containing ubiquitin-conjugating
enzyme ), BN FR/RIELE A, RIEH[FF BRUCE 7] L
T RPN -85 H Reaper Fl Grim AT R TR
— B IAP, & F R R EE AR E E K capsase 53
W AERTE S A S NEOGER IR . E AT
golgin-160 F pl115 fI/NE caspase 43 i BEAEAZ A 1B 40 i
G EREE i NI e b o S W N L =17 N
A P18 P A 1 2% SR AR Pl 2 R A L R 1 SRR B R AR R . DRs
( death receptors JIEBH R /R AR A T2 055§ Z A1 5 —
TEHRR o L SLIERIFSE DRs 7775 T RAR , A BB AY Sk 2640
[l DRs ZEAL T R /RHEE A, DR Fas [0 5712 4 th
GD3 JIr i , GD3 J2 H iy K H AR 7= A 1 8 2 1 4 245 540
Fo MH, ENTRIRIEER caspase 2 fIF-J& DRs TNFR-1
H FasL 5 2 A I T2 b T il 1Y o 3X 8K S 3 36 Bl 28 /D e o
206, X 00 L 52 A 1 R S AR AR T 48 i v s K AR T A
IR B i
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