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Abstract

Endoplasmic reticulum (ER) is an important
organelle of eukaryotic cells. There are many
reasons for the accumulation of misfolded and
unfolded proteins in the ER, which affect the
balance of Ca**. Such phenomena are called ERS.
Apoptosis, programmed cell death, is an active
method of cell death controlled by the extracel-
lular microenvironment and intracellular gene
regulation. It is an important mechanism by
which the body removes no-longer-needed cells
and heterocysts, thus ensuring normal develop-
ment and maintaining the normal physiological
processes of the organism. Hepatic apoptosis
can cause liver injury and disease, and is con-
sidered to be mainly mediated by two signaling
pathways: the death acceptor and the mitochon-
drial pathways of cell death. However, recent re-
search has demonstrated that ERS also mediates
hepatic apoptosis. The mechanism of hepatic
apoptosis mediated by ERS is discussed.
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i B

M i M (endoplasmic reticulum, ER);Z —F¢ &
oy A e, i T EF R A FIAL 8 AR
THRIAERFEL AN ERAEENREN
B Ca™ FHF LA RS, AR MR M E#(ER
stress, ERS). %@ 8 = (apoptosis), XAk A 42 5
M 2 it 5L T (programmed cell death, PCD), &
2 48 LI R IR B e m i R R R R AR 0 — P dm
B E I T K, AR R KR E .
AE. RABSTRE e —F & ZHuh, 25
RAAREFTEF « IFIREF £ A2 T
SR04 T am R R T A 3 AR AT RE AR G Ao BT AR SR
J R AR A WS IR BLAR AT S0 A T da el B
T Rl A T E RN, T AR
Ao 25 R ARAR UL 0 4m 08 T8 BE A9 AE R A
ILERS TR A~ AT e & A B =, AL &3k
ERS & 12 Bt S 28 Je. 8 T #9 AUH.

KE2A: WBTFIRL B, AFARRR T RITBE A RN
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W 5t ™ (endoplasmic reticulum, ER)j&—F B %
Iz A s, T &M R R SR i ER T H B
BT B S R B R A R LL ) Ca®
i ZELIPIRES, FROVERMIM(ER Stress, ERS).
ERSHJ 1 2 st A 5152, 3K 285 9451 i MER 2
J SR L AZ BS54 3, B 23 B0 I A7 3
)3 N B T BRRB 22 IR AT TR S8, VF 22 9500
AR IR HILTEIHS 5 ERS S HES R T 5%, 491 4kl bR
Wi~ BT R R BRI <5 AR DG 45 b 22 A M
i RPN . RE . AME PRI . PR
VIR RS 1K) B /N 0 2512, IR AU 09 T

¥ £ %4

B 2 L8 T 52 %
PR BE AR A% Fe BT
i R & W N
P B AR AT
TN A I dm B A
TEZ@ad T
A8 B e A
AR AP 4 2 e
BB RAF. 2
iE & X ILERS 7F
A5 A7 fm 0B &
M. MkM S
BERAESE, F % R
8 R g7 AL AR
5 ERS3I AW A
TH%, BT #E
ERS 3| A2 9 iT 2@
AT EXREE
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WAL A 0%

B A7 % TERSA~
S A A T
Rk s R
¥ £ ERS #9 % fit
Fa. BLBE
a. HiEEaf
FT 4w B, A T A8 %
EEAE RS
»FH @, FRE
S FERS A4k
R de fTAH~ 5T 4m
JAT T, AL &
it —F B R A
38784 P AL

FEGRE PE AR AT BEI IR ABURTPRS VE T, &
TR JHF 9% 995 753 FH TR R4 JHF 9% 995 73 G A5 1 R0 AL 1
K HERSHIE B4 0. Ik T ARERS 5 [k
(1 JHF 0 M T AR O T, mT A I R L B U 5
JEFFUE S0 A0 1) SE B R v, AR Sk MERS A
JFF 40 B 9 7 7 K TG E R S 5 T 41 M 9 1 4
—LiR.

1 ERSHTERZRE

ER A 41 i {4, 25 P450(cytochrome P450). 3-¥%
S3-FRAHEEAHMGCoA)id JR i 25 2 Pl R 48,
TEYEFE AN P Ca®™ P IR BT AR A B R AR 11 45
1B i AT 28 45 7 R HE O HEVEAE L, A B
B INCAR FURAICAECa [ =235 T, TR b
J2 240 M0 A Al 5P 4 i 2 P ORI, A N I
RGP A A, e Ok U, i
NS R . ER A% S5 41 s 1 DL,
A AT REARRT AT, SOAH EAE . IR A% 52 )
ERS/EZRIAARN I Mukx S SL R %, ERS
I A2 I 2 2B A 0 R 1R e S R, ER'S
XF RE AR L 5 SR AR &N A5 el
T BB, kA CIAE Sl 5 A%
SV (AT A i i R,

LY W E R I RE 3R AR AE B 5] R
ERS, G M &K E: (HAEFY)
FUk =, 035 AR YL = R R UL (2)
R A TR S B M R, s R
J S A (dithiothreitol, DTT). B-
ik L EE(B-mercaptoethanol). [ 242 i
Z I (homocystine). B AL H 7K 5 R
(tunicamycin). %% (glucosamine). 2-ii
S M % B (2-deoxyglucose)dF; (3)FEWIERES &
TP #5254, WERCa® - AT PREIIH] 7] 25 5 2
N Z(thapsigargin, TG). 55 7 #fA(calcium
Ionophore)A23187. #EFEEGH L I &
R (ethylene glycol tetraacetate, EGTA). Hi4:
# WA % (lonomycin). ERCa® il ZURE 145,
(4 RAR L RIFRIL IR Sl b 7 1 L I AEERHERL; (5)
Hofth— 2247 TR AR AN G L B AL
W EE FEMEYI BTN R ). PRI FEAE
FH IS FEIH LS 5 R ER R/ BRI Ca”™ B hs Bl
FIIUIN /12 ke i >,

2 ERSRNIRR
124 A1k, S TERSE /D ORI T 4R I fE LA
ST e N g AR,

2.1 Ba R EHE RS+ F EHTKAERT
25| KIMERS RNV FR AT B 8 H XMW (unfolded
protein response, UPR), ZEMi FLah4) 41 i o b 354
ERJEN 8 F75, BT EREL I8 A I (type- 1
ER transmembrane protein kinase, IRE1). X{f#
RNAMK i 1) 85 [ FBEAE ER B (PKR like ER ki-
nase, PERK)AI3i% {4 4% 5% X 6(activating transcrip-
tion factor 6, ATF6)3 552 1", UPRETR
ERSIF, WERZANMUAZ K — RIUE 545 T,
F= BERFAE A& LR 2B 1 15 82 1 78(glucose regu-
lated protein78, GRP78)/ i Bk 145G & 1
(immunoglobulin binding protein, Bip). 44K &
F(calreticulin) JZGRP170%% {CR IERFEAR &
FIR IR KA1 . TUAZ i M A7 380 AN [R] R AL
AbFEUPR: ERFEAREE R s 1) 1, BRI
TR, ARHT B 2R 1 HHERFS N T A
22 AR FNRG S ZHEREARNTE. ¥
2. G, BERHERIEERSI 7 SRk, Hrp
FLHRERS W (bR & M FIGRP78/Bip. GRP78/
Bip & R b 8 1 KR 50 8 11 70(heat shock
protein70, HSP70)[{I i i 2 —, FHZ 5ER R
SPES Ei=¥IEW
2.3 ERAI X % fi#(ER-associated degradation,
ERAD) ERFAfE 4T & M 4T 2 81 1 ) A
IS ER TR R G, WERIY [m) ¥z 22 1
Jo, #%26 St B
2.4 mRe A 2 A BN ] ER S5
TERMIIAEIN, RAEMMPWMT:, LLERRZ I
(R4 e, FHERSYE R I TA73F 442 CHOP
(CCAAT/HE Ry 4G EAREE N, CCAAT/
enhancer-binding protein-homologous protein)/
GADDI153(growth arrest/DNA damage-inducible
proteinl53)%E A 0 6 5% INK(C-JunZ & 1%
AR, C-Jun N-terminal kinase) (K00 1 % ;
ERFFF [F)Caspase-12[f13#i%. CHOP/GADDI53
R N F K EC/EBP(CCAAT/enhancer bind-
ing protein, CCAAT/H58 145 G H) MR 2 —,
FEIE R BRI A S, (H/EERSIH,
B R T RIA, S5 R T AR OCEE A
L. ERA- A0 M T2 2 > E2 L, B
UPRAICa” #24A15 5 (calcium signaling). 2R L]
ZNAIAEAE AR, T A ER S I 3 2240 g
TEAMBEN, TTRTTCa A, fblR 2
UPRS MBS 8 45 SRR S O, Hod ik ml &
SO T 1 AU .

TEN PR3, ERG R H 6 ) R i 59,
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XA W) T80 & Tk NERIE T B 1EE R
Gifir; BiJe, MASERE R E. . fl. B
fiFf PR DR R 0, AT SR HE B RO 8 ARAE A A
(IR R 3T B BRI B AR B AR B, it AT A T
YEFFAN M IE R DO RE; ), AFER ST s s
S A T EAE T AR AL, A, ERSEEAEAN
PRI 1) A P S I, St T i RS A 45
DI EZEHLH]. — R IERS S T35 47
ok o, R HLEIABE S BIOAR DU, % 40
Fa g T,

3 ERSHVISIREH. REREFIHEES

3.1 BRES IEWHEIE, MIERE EAFAE
IRE1, PERKAMIATF6 35 5L 5, A1
IREE I FERISTHT, N7 T ER M
S 37 I B A R A A I RIS S LGV 12 )
KA HERS T HEABGRP78/Bip4s 417> ERSIH,
KA B BRI GRPT78/Bip 5 3R N & 1
oy i, SRR, Jif B IIREL, PERK 7))
I A0 T A ALK IR AR B R
AT 32 BIWOE; ## 59 J5 IATE6 N N iy 7K B A4
e B R AR T T e s B, 4R S ERS R
A e 3ot 5 AR DGR TR (g a2,

WAL IR E 14X AE 55 45 I B 3% & &R H
TRAF-2, T 05 i N R INKAS 5 8 %, F
{EFFProcaspase-12, {E ARG, H
FUARWIER ST S I T I Ji 5T A 1) R 24 IR S+
2 e 2 MR B H -7 (cysteine aspartyl protease-7,
Caspase-7) % B ERK MG Caspase-12. 7%l
[f)Caspase-127E LHAM WA RCS HIIEI T
#ifCaspase-9fICaspase-35 /&2 1T-. PERKH
SR A HIRBERA O, Iz a0 i ek

15 F-2a(eukaryotic translation initiation factor
20, elF2a) ) Ser5 ML, 182 AR & i 20 b
WL E AL W (glucosyltransferase, GTP), I T
EIAE AR -RNA SR 45, ok AT 7Y
VRIS, XA ORGP LR PR LR TR AR A
W EREIHIZ, ] TERK it . S 40,
PERKFA 5 AL #1175 S CHOPRIX, [F]H i
W RS BT I, AR T A A, H AT
WA AR & ABIPIY E T e8P RS 41 i A 4
T2, (HCHOPZRIA b i [ I A5 4 e A1 -0 T g
7, BRI KRR FFEEA7 A, ERSIE T 2N, 40 i
R AT TP TR AT FOREWS (2 1k 5% 5%
FCHOPA: R 31k, CHOPHEW T B4 itk
ELRI/ A M5 -2 55 A (B-cell lymphoma/leukemia-2
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protein, Bel-2)[J3K ik, CHOPRIATH = /ZERSH
P&,

32 BT EWEIT, ERACa WK A0.1-1
mmol/L. —fRE0L N, ERFICa® & 1 Bk 4
P2 ARG AT ERN W Ca™ 454,
B Ca™ 1 1) 38 ] 2 32 /R (ryanodine receptor,
RyR)FI = 1 F2 LI 52 {4 (IP3 receptor, IP3R)iHIH.
ERFENCa> EE R 2R EH: — 2B A
JAE N 38 —AGAE; —RAEEREE PR 1Y 8 1 IS
PE. TR Ca® WRSCRIURE T B 2 1R HER
Ji, D K Ca> BN 25 7= A P F T Y2 1)
R, WIS TEIRERY /R Ak 2 1) DL K iz
J s W) (R R s . 53— 7 1, i TERFIDIRE
ST AN A WA A B, X — Dy g 2
HEEZ B Ca® MO B 11 i FA T 4% T S B,
24X BE 8 i T Ca™ AER i KRR HA i 2k
5 2 3R B TR B N e DT & A
ERJ ALK, 2 S ECSERIHIELE. Matsu-
zawa et al" VISR I, T AR SR R
1(apoptosis signature kinasel, ASK 1)/ 45 LW
FIERS 5 7 40 M 08 1 Ffr 06 75 117,

3.3 Mg d ERJFE N A KAk A0 5E B Y
o PR R & . o GRP78/Bip, GRPY4,
HSP4073 3 J& T~ 28 Y (1 73 5 HE- AR K RH S P70,
HSPOOFIHSP40. GRP78 WMt AE 2 1 T IEAff 45
PRI B, ERSI LR IX B, Lee ef a/™M A
A EMBCHERSHIFR G 8 H . GRPI4/EGRP A IR
AR5, HUPRAIAREMEFEIE D 2 —P
AN AT TR - 2 R A i (peptide prolylcis
transisomerase, PPT) XERFTFA1: (1)EER
3 FEAR: A5 I R M (calnexin) FIES M 2 1 (2)
A BT MBS (protein disulfide isomerase,
PDI)"".

3.4 Caspase-12 Caspase-121F HERE L (KL
T2, AAERSH 3 140 M 0 TR e M S 3 2
IR, HS A T L IR, Caspase-12
SER AR P TR TT RS, fEfliCaspase-12
(R A LTI SORT I 24 24 3 (1) 5T P 133 25
Ca® Fh i, WAL T H5 300 & e, JLim k5 R
FiAL TERE M % Caspase-12; (2)ERS
e ffiCaspase-7 AT A7 T-ER K 11, A
Caspase-12 K/ AL 2 8] R F2 X 88k, 2F 1%
iiiCaspase-12; (3)F < Caspase-127%5 1 HFHABAL
T3 0 A% Jo R IR AR IR 1 52 AR AR SC R 72 (tumoor
necrosis factor receptor associated factor-2, TNF-
RAF-2)". Nakagawa et a/™*'Jf 5% & Bl Caspase-12

Wi £ E

B, CHMR
KR R AR
i@ 3 A H) 2m BN
Ca> Bk, s iy
ERSA~ 69 I 20
JoH =, FF AL R
#ERSE B %@
GRP78/Bip & ik,
Fr 4 ERS & 12 &
Zh 8 Caspase-127&
A&, M [T AT 28
JERA T, X—HA
T #7 AL 69 Z L
A BAFERSA F
FFME & 9% 09 08 97
RAET Freg B3
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WA #H A L

W/ #y 423K 7T ERS
Wik ERE. R
Ri&Ek, BBRE
a. AR FF
A8 E G, AT i
SRR
T4 P o &
L. s A
W R, Ak
B B i 5o F A
% ERSA~ 5 AT 4m
R T R A AR
Rt

AFE A eI, AL TEREEN, JFAEER
WG AL EE (IR RS, EERFF AT M Caspase. H]
E R- 5y 7R JE A4t (1 4 da 400 i R0 A SR T =
A(Brefeldin A), Tumicamycin(Nu#H 5 AL 1]
7). Thapsigargin(ERE F4550) b BE4H fl, 155
ERSK M, 4B T2, Rk B Caspase-123F
1 e 2 SRAZ R A S AL T Caspase-125E A6k
Al 2 iR 259015 FERS I NI, 41 o 1
AW, WA ICTZARFI LR AR T P T2 A
ANZ 0. Mouw et al® IR R, W Caspase-12
L DR 11 20 B ERCOR AT X A % ol ] 1 175 DR 3R A
J&, (HXTER ST P T20] = A 1iif 52, 1iF B Cas-
pase-12 2 ERSHUN I, 1 AFFE T 32 A B AR A4 it
I F T AL RAE SBOE . XFH T 5%
IR 442 F ¥ Caspase-3iith, #E/RERSHE i
WAt 2] T BORiAK. ZoRiARAT W] REAE IX M OE T 0%
PR A FBOR IR VE P

4 FHBRATE RREEF R PEIE X

2 HL 08 1 (apoptosis) M & 7 5T H 9% B 22 Kerr
et al T19724F 5 th, SRR AT PP 40 i JE T (pro-
grammed cell death, PCD), &2 4l g ¥ 55 Fn
20 i P R DR R 2 1 Bl A B sl A 2R
0 9 T A1 B v S R B0 R AR A
M T2 ATPHER N UEE R/ 3 DN AJE Rl £
WAL, TR R [ 4 A 2 SR & ) 4 i )
SET 7P AT LW AN AME S (Fas]). 41
I 52 4K (W Fas, TNF-aR). Caspaseff %
W\ Bel-2dm H R Sobi AR i 4 il (L 3= CHI
ERSFZ K 2, o HCaspasedi 3 18 1
IR NI RE. AR T R R A ()RR
PEDRIZE, WO 26, KA IR, ) PE
E, WP A A RS, )
PR R, W BB R . EBJ R4 (4)Tk
ZAMAEKLTR T, TR EKE T 2
JHHAR I AE A SRR S (5) e K 3., Bl A4
BN RN 1, WiFas/FasL, TNF-a,
TGF-B.

JH A0 T S 4 A4 AR /S, 4l
JRORSAT) DR 4 S 2 %, MBI 4, ERY 9K 2R
I 5 A0 M Rl A% Gt i [ 4 0 SR L Ak, %
DN A A% I Bl B Aid 9 AU DN A Y B, HLK &
HERR I BRIR X 47 (ladder). TS 30, 40 IS Py B
Y20 M B AT o 2 A B A e L, A
TN B B IR T2 7IMA (apoptotic bodies), FF
AR PR A8 AT (1% 7 Wk 440 P A W, A 5 | RS 90T X

JEETL T A IR T 2 2 4 52 5 R 0 PR
FAEPTEL, KRB A0k, a0 MO, it
1157 WG IR /A B i, DNAREREANTE 7,
VKRR A WA B A ) e RE TR T
i, 5 RS R ™ A SO SN, I R AR A
E@HO]-

R T AL — FRARS E b ( 40 i, (HAE
NI EEAS A i B, R A A B 2 L A
MR T DI OG, 2 PRAT LR A o B A
BRI T 5 5 S S JE A O T A Y T
FE YT AL AL A0 M S T A DA SR
HLENLA. 2P AR AT LA S A e T,
PN ZR (T 2, i) Bl B R R .
WEVE . izl RER W EON REIEGLAE. T 4R
PTRE—XTT S, At i 20 0 ST G bR
QIR R E RE SR vA N = IEE T ) W il by
JE 240 B ] 1 ) DAL vy A ) P 2 ) o 2 4
T2, CABG g At AR T i 3 SO R RIS
26 98 1 B R A A T R B AT SO T 4 M B B
A0, TR It 2 3 S JET 453 45 A0 FEF U e i
AT, AR PR R . B
HERRPERFR . 8 5 SR VE T 98 55 2 Tl THw
LA KA T, SEma TR DD RE, I s
AG. TR AN I T 5 2R U B R 3
RAEY], AFLRRIOBEEATT. AR T2
T BEPEITE 28 01— P I BARA, JTF/N A Y
RURIRSE B8 DR S0 L 52 I 5 T 4 0
T2 ARSI A DA 2 £ 7T 5 K B AR
A RIS A0 B R T RT R TR 1
03 JHF 40 FRLA5 055 () TE LR 2 2 T il i
P T e R ARNS T PR L B 36 2% ol JEE R
ROOH G ST R A L.

5 FHBRETERRR

FT P MAET:, Har Ca 34Tk
AT AR AE . SRR S LERSIHT:
AR, ST AR AR K 2 HFasL, TNF-a,
TRAIL% F 5AHMN A0 M 2 Ah % a5 & )a, 5
LMt M Caspase-83Caspase-10, JF¥IE it
Caspase-3, 514N MR T, T2 RiAAGA2 P K
SR WRENTES TSR VA BN 8 B i 5 i ) IR S
CRY, itk Caspase-9. fEdATPAAAERT, 5l T
WifCaspase-3, -6, -7HIiEL, N FAEIAT:. ERS
W RAET B E RV LA LER NS KA, {iCas-
pase-12{i51k, % S GRP78/Bip, GRP94, GADD34,
GADDA45A, CHOPSJy T A1AR ™ 214 I, 4k i
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T AR A €0 2 CHOB ¥ Caspase-9, 751K i )3
PFW T Bk, ERSIEMT T4 i 52 A sl 2k
KRR 534 T Tiggel Y,

JH- 4 JH 0 T AL A AR AR AR IR AR, P A
B o@EmES TR MBS MR,
ANTRLRIPRE il A2 4800 e, REFRIRGRRLAR Y I, 7
A SR AR I 7 1M 55 A (mitochondrial membrane
permeability transition, MPT), Bifi 5 40 i (2, 35 C
AT 37 F(apoptosis inducing factor, AIF)
N AA OB T AR 40 5T, 4 € 3R C AN
T2 A0 B F(apoptotic protease activating
factor-1, Apaf-1)45 4, #i% Caspase-9FI K, #Kik
WE NifCaspase N K1, UCaspase-3, -6, -7.
MP TR EEME P IRGRE L, Al 3 % Caspaselt)
Gt AADNASHiR. BeJ5, MPTZ 240 il 9 Bel-2 5K
TEAH K B HTR T H - (iBel-2, Bel-x 1A
TR (WiBax, Bad) . SR 0 52
T8 A f R 1 52 AR (Fas MITNF-auR), B0 I 0E
20 B PE TR (.40 i (cytotoxicity T lymphocyte,
CTL)RE i % L 2 (perforin) IR EB, JFdE—
Wl ik 32 A% B KB A (FasLATNF-o), BB
Bk, 2R AT 8 1 JeCaspase-8HI AL £,
FIRCER AR, IX PP 5 R I SR 5 8l Caspase-8
AR RGOS, Bl G ¥0E NP Caspase!
M. IKF, 9l i Caspase-3. CTLK ik FasL, R &
A 57 FLFRUBURL B B IR RSORE, 5 R0RE Bl B 12E A\ AT
M. R 5 RURL B BT R 5C B 1 4 i 2 11 40 i
IS Caspase i fA&. #ifCaspase-8Hi /At GE[H]
F T B M R C N RARRE TR, NI N SR
SRR,

6 FFERATRERERRESDF
6.1 AR B JFFA0 M AR TC A, T2
SRR, 2 5 T 40 M 1 00 55 DR mT DA i
LA N TEAE L T R R IA AR L R
0 M 9 T 18 R DRI 0 o 0 0 T PR (1) 4
HEA M T2 SRR, A 45 Bel-287 4 2 p53, Bax,
C-myc, TNF-a, H40E/ =M (interleukin
converting enzyme, ICE), C-fos, Fas/Apo-1/CD95,
Ced-3, Ced-4, TG%; ()40 B 1 3L A,
fHEBcl- 2R M p53, Ced-9, Bel-x%%; (3)7£ 4
J o T R Rk R R DN, B A I
D(CyclinD), TGF, Hsp-70%5*",

H AT B i I SE AT B el-2 1 F as, 40 /i
AT R R EBel-2 KR RO 4l
MRS R AR T E B2 Bl 2 KR, Bel-2
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FIER A A PTR T-RE P TR & . Bel-2
JE B RN, AL T 185 Yt AR R, 1% AR 5 itk
EVRIAT 5%, PR M Bel-2. Bel-2[mRNA K26 kb,
BN TR 7/K VAR RS Y VR N S ST K = E
PR T, B A A K
A A7 VR, AR A LTIk 1
Bel-28 A K A MM T4 HI R 1A Bel-2, Bel-
XL, Bcl-W, Bel-XS, Mcl-1, Bfi-1, Brag-1; 41l ffg 1
e kR 74 Bax, Bak, Bag, Bid, Bad, Hrk, Bik.
Bel-2 X H [FYEY) 28 7 T 40 i, B F5ER
i A% A RN 2R AR A IEEY. Bel-258 i Hh 4l
I E 4 o 0 T W S B 1 ) BB R T 40 A
B E W A sE G PR —RAGEH, Bel-2
SR 11X B VS I oS T BN T IS % VR EN TR =
HR TR ok DT TR, Bax 5 HoARE FHAH
X, Bax ] 5Bcl-24 5w — SRR 2 2R3,
Bax &Ik 8 o n] I8 ] 2R A, ok gn e
Bel-2 5Bax [P LUl 2 M 715 5 1L =, AAR
YR AN T 5 T IR M PR 0

6.2 HF40T

6.2.1 L& EC LA FECE T MR T
KEY R, th5Apaf-1 X Caspase-945&, I
Cytc-Apaf-1-Caspase- 9= W IR T-4E, T3
Caspase-9V%ifl, 4RI >0E R il Caspase-3,
JE ST ER (IR SN, 40 & A R T,
6.2.2 Caspase& F] K% Caspasedi [F Kk (41 g
P I AT I R GBI L, R T 2k
FYIAH G, A AR AL A 65 0% 8 T4
Vi oy fRAn Mo gh il . BRAER GG IR 5. AR
HAEH T A R BOR A, 4 4 PR 2 v A
BN Caspase. Caspase-87E4H M T & 4% )5
IR ; Caspase-37E 40 i T & A5 RN AE .
6.2.3 Fas/Fasl Fass& /1 4 R 1T ) 40 ) 34 1f 2
55 R o P i 1 ) SR 68 e
7 TAEH, Fas &FasLAH B AEH &N T 415
FTIM 28425, Fas/Fasl4hi )5, fF Fask
I N X JE e HLCoOR i ZE T [X (death domain,
DD)-5jFasH R AL T [X £ [ (fas associated death
domain, FADD)4; &, i J5 2 I JH 3liCaspase T
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