2000; 27 (2) S FES5EMEHERE

Prog. Biochem. Biophys. * 147 -

ZHRe A - # BY Caspase 3K ix
KEN B oM B F oW
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WE TN Asp PR DR RE R I8 ( Caspase) UL FLah M 40 Mo h BFEEZE TS (PCD) 4 58 Rk
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AT (apoptosis) ALK . b . K
77 R B el i DR g R A P 4 3= B B RO
Fi, SO FE % 48 T ( programmed cell death,
PCD) . AL @k I T2 IS 2 58 22 | Wy A8 i 3 3
P ) 40 T B, W FLEh P Al i ) PCD 1 Asp
Frie k24 iR S 1 (aspartate specific cysteinyl
proteinase, Caspase E{ Casp) KK /3. WAL 1
Caspase fil & BRI, e & 5] Je @48 DNA (1)
R R 40 M P A ALY A N R4 b, Caspase [
HEF L MPEE B 5 A T, R ORGE T R
Wi Caspase AEE I 5 40 M A Ak 2 8 1 5T X 1) AH
HAE RS PCD b R 1

1 Caspase RIZ5# K H A Y45

Caspase Iz ¥] & 15 dL B )51 ( pro-Caspase) ,
Oy FIREN 30~ 50 ku, FEALKIMIE: N W4
W —ANKEEE (20 ku) FI—AS/DNEFE (10 ku),
g 1 K NS R S R AR, Caspr1 i
Caspr3 MIARIREE R S 7s, AN e SR AR 2R 6 il
PEDUZR Ak, JC 13 A3 9 AN B AT A8 Th fE 1 fE AL AL
g FEREAE S K, R AEROR D TEESY
et SR &5 & RAMEAL P s (2 2L L. Caspase M
JE A P A SRR X LG AR T S N Sy 4 K Bk )
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SERDIRERIBET YT S350, AT G Ry S el Al
ERPH AL DI K, B Caspase AT fig H K
7 2T ok A DAy S Al £ DK .
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WYEER AN, AT BTN S 4 e
BB NPIBIAL 5L, Caspase D056 R4 19 DU fik

JETCH AR, e S A g — 50
A5 DY K 51 (128 Tl o F AR #R e b, AT A DY 5%
PREEH T R BR B FE. Caspase W LABE & —
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fit— RHEAFURY), T BRI KL
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A epeEs —»
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AJ AF X TR5FIX

EAEAL AR
Bl 1 Caspase FIEAREMEFEERR

2 Caspase RiEREH %

M A %18 B AL B (interleukin-1 B
converting enzyme, ICE 2 Caspr1) At Caspase ZKJi%
S — A bt, AT ARk, i 2 AN KIESE
F2AN/PNEIEHR K. BLEHIE A 13 Fl Caspase £ 5
AHNBYR AN GO R, LA 10 L o 2 Bl LK
[[] 249 Casp- 11 1 Casp 12 MiARLEN S M A A IR
MR 7 20 R P R I At A AR R A L f
Caspase i 3 1 i 43 5l ICE 2§ . CPP32 251 ICH- 1
K =AW K Caspl R A TyrVakFAlaxAsp
(YVAD) J¥ 4. Casp3 %l AspGlu-VakAsp
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ER
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(PARP). Casp6 %] VakGlrlle Asp (VEID) JF
FIRD)ERZA 25 E (lamins). Caspase 14 H [ 1L
LT A I8 EL 3% DNA A8 1 82 1 38 ( DNA-
PK) . [EERE 5ok 45 &4 8 A (SREBP) . JL3h &
F1 (actin) MMISLE I (fodrin) %%, Wang 2051
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BB IR, 1 Casp 11 AR/ F, G20
UG 1L Ta A1 T 18 =452 B, 40 e R 11 Caspr
11 B R fig S ICE M5 B AEH, H Casp 11 (193
AL LN ICE OGS, I Caspr11 /& ICE
SEWNRsr 22—, I ICE SuG 26 1.

F1 AL PH Caspase EABRIE
o1 RS PRSI Ty
Caspr 1 ICE YVAD pro- 11~ 1B, pro-Caspr 3, pro- Caspr4 P
Caspr4 ICErek 1, TX, 1CH-2
Caspr 5 ICE rek IIL, TY
Caspr2 ICH- 1 PARP
Caspr 3 CPP32, Yama, apopain DEVD PARP, DNA-PK. SREBP., rhoGDI BN 4y 1
Caspr 6 Mch2 VEID lamin A BN Gy
Caspr 7 Mch3, ICE-LAP3, CMH-1 PARP, proCaspr6 BN Gy
Caspr 8 FLICE, MACH, Mch5 R
Caspr 9 ICE-LAP6, Mch6 PARP Ja WE
Caspr 10 M ch4

3 YR E c BEMS Caspase RIBIE

7E PCD 7, 2 /K Ml Sl 420 9 3 25040 I A 44 11
& Caspase BN 73 T (effector), Z5 i 4
111 Caspase AP TZJA 4 K7 (initiators) . K1)
R, JHAL Caspase [f) 85 1/ ( caspase activating pro-
teases, CAPs) JC¥iH a7, FFoiisibm s i
PR30 B T Ui IR RN 4 1, Bt Caspase RN
GrFIKIR— RIVEH, 3 A A A o 1 g iy
BEASET LR, AR AR T 5 J e T 2L
MR 40 M T g

EMFLAN P MM, Caspase 13510 1 2EAE 4R
Casp 8V Al Casp 9 B IS IO iR 12, X PRl S 4h X
O A o B A R e A B IR F ((cofactors) .
JUI Caspr9 i J5U A SHE AL S0 O 52 %, % 240 Y
T8 E B K 7 (apoptotic protease activating
factors, Apafs) . 40 i 4% ¢ (Cyt ¢) F1 dATP.
Cyt ¢ (ApafF2) 5 ApafFl 454, #df5# 1
CARD ( caspase recruitment domain) 5 Casp9
JE CARD M EAEH (B 2)17. #4616 Casp9 T
WO BUFH Caspase 2N 73 1, L FEfF PARP Al
lamins 25124 ORI . 4 iR Tt

M Ca™ . WTIHE A Bax - AL A&

WEN% ( ceramide, CM) 55 5 ¥ 2k B A4 S0 BE | 11 52
K, AEILAE T IFBOIRA IS, AR Btk A\ 2ok ik
B, VBIE I AN i R B B G, A A5 A0 R
2, RO CAPs, 4% Cyt ¢ WiFEFH T
(apoptosis inducing factor, AIF) Hl 5 A NI
Caspase. Cyt ¢ MEZRLAA Py ISR T80 31 B it b 55— 4%
AR, AL RIEIE () TR HOE AN B 40 2% 16 B Ak
LR (1) Caspr3 i ot tH OB IR Mo i rh, & wf
65— Sy LM M T, AH OB A
I AR A1)

Apaf-1
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hlaR 22t I IR FE I FEAE T, Cyt o B I 25 SAK 3t
TR, R Cyt c idht, W) Caspase fE#E T
W R Cyt e HATHEIAES Cyt brel SRR
el b, Cyt o AL B RE4EF5 L AR08, 7
FUTHAERT ATP SHRFEAZ I FIR, Caspase 53
TEHIE AR 25, %K PCD. {ERSeaifirf, it
JEPE Caspase il DA 1 0RE JEUT Cyt ¢ AEE K
i Caspase [T, {H Cyt ¢ MERLAR R IE ST,
DI AR RN R, A AR AR ATP
LR BRI SR B 40 IR SE. Caspase 411 il K] 1
FEAMAE UV 585 . B0 H7 staurosporing M2 Bax
i Rk T Cyt ¢ B Fas fi % (1) Cyt ¢ B
W =257 Casp-8 #1H, (HA RIS Caspr8 X FiiF
Caspase ST RN TR, a5 Cyt ¢ F
Jg

4 Caspase if5 & 40 p A T BO4 12

PCD f4% DNA Bl . et ikt sl . B R
AR~ AR P B 23 A D el T 4 1 8 T2/ (apop-
totic bodies) %%, #ANLFEAT 30~ 60 min. L[
Caspase 3z H] A 7] (1 tik W55 AR A7 280 M 7K fide 245 5 4 Jif Jik
AL BN E B BT, AL 1.

B4 Caspase 7 LA 454w B0 40 M0 45 440, 451 e
ATIREIR SCRFAZIBERME B £, ST 20 24k 1) I 1 &5 4
B (nuclear lamina) . MR A% 21 )2 5 1 lamins
KRS K. TS, Caspase Ff 5 1% V)
# lamins, FEAZBE L . DNA FEf#. 55 4h Cas
pase P Ik 7K 135 40 L S0 1 B 1 ) 48 A AR Y
SRR RS, MM R T DhRE. ) SERE 1) gel
solin (731 aa) HAt Ca® 2% actin 4. Casp 3
K gelsolin ZKA#E 1K 39 ku 19 N 3 A1 41 ku 1) C i
P B BATEEER N i Fy BT DUV DA H
Ca™ 197 MR 2K actin, 40 ML H 2848135, IF 80
MUY Caspase, FEUZRME, i i i

Caspase & fig 8 1 K35 PCD 0] K1 5% 2L 4
Ji. dur /s BV O 40 L P 52 Caspase 3T 1) DN ase
(caspase activated deoxyribonuclease, CAD) I
WA (ICAD). CAD Hi 343 el iLfeal ik, #54
RERAE 5. e 3, 75 COoS 4 iy s 6 40 s 4
R RIEN, DyReR Lo 715 ( chaperone) [
ICAD 55 CAD B KBS &, M IE#T®, [
il CAD (1) DN ase 3 PEFIZ @ VA5 55, fll CAD
Py M. 498 1245 5 80 Caspase Jii, Casp3
JKA# ICAD, ) CAD #EARZ N, K5 DNase
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Wk PR YL 1k DNA, 53040 it 44

CAD/ICAD M QDD
TN »
T Caspase BB il

. % 1 1CAD

DNA B fp
B 3 ;E1LAY Caspase 7K #% ICAD, #i& CAD, %% PCD

5 Caspase X1 ZH A T B9

Caspase P J5 7575 40 i b AWK IA (7E#R 4R T
FREAERE—2E), {1 PCD MAEREH BT, XUt
iR R M . BT . BedntEA LU
RO HR A AN T RE R IT K.

Caspase = %52 FLU0E R -7~ 40 i R -7 19 30 45
—AMRATAR TR RE I KA A T . Caspase Ji 46 A
TRANEIN 7 = Fdgfe 1 92 a eSO
SR, Bax fE#F Cyt o BRI, 1 Bek2 WP 11
Cyt e IR, Bek2 it 5 Apaf- 1 (A HAEH,
FEL1E Cyt e X Caspase [0, ZERAMIF T, H4
Bek2 55 Bax JE p ST BEAKRS, WU 3R B 56 1
ST, b, A Caspase i 46 R 115 4 IR 1 (R L
fERRfE SN PCD A Y. #W FLIPs (FADD-
like ICE inhibitory proteins) 5 Casp-8 B Jiil [¥] )7 41
KL, HERZ KB MELIEAE. FLIPs &5 Casp 8 i
JESE ARl K FADD, 44615 46 8 F Casp-8 1 ¥
i, MBI R 3% Caspase (G AR . s 4l K 1
L Caspase Wi J5Uid & 7% N\ P81 25 19 DX 2% H T i R
Al . AP THNEIR F (inhibitors of apoptosis,
TAPs) S5 Wz 38 o 40 1) Caspase 20N 23 1 (1) 7% P
KRBT B B A2, TAPs Sk 143
TRAF. N TAP (Ryid dk 0k ] LLBR IR e & Fl 805
F s, N X @R n IAP (XIAP) H
FEAPHIZE T B H RN 5> 7 Caspr3 F Caspr7 (135
f, MAER PCD. [KUE TAPs W g A& KR o (1) 47t
PReEE)

FAME 2 Pl B 2R AP Caspase 1975 7.
AR 4507 525 040K 7 9 51 45 A
( cytokine response modifier A, CrmA) F1 Bac

ulovirus %5 () p35 HH. Casp3 Bl (32 ku) 7]
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% Casp-1 UIFIEE 17 ku A1 12 ku PIANEAE, L35
WHEREKR PARP 29 25 ku A1 85 ku (998 T2 1 B,
CrmA FPHIIXLE /KAt e . p35 W [) S5 Hb 4 il Caspr
3 F1 Caspr 1 935 PE'Y . Davidson 250"V B, R 4%
FePE IR 1) A0 MOAF 5 H 1 p3S A e T, w)
CABA 1E: Drosop hila 53 7% A4 PSRRI R A, 15 | A T 4
BEIH e, UL Caspase [F13 P AT LA Zh fig 1k Hh 4%
B .
6 B =2

PCD (953 F/ED LA 5%, 1w CED-3
E AT W EEAEN],  Caspases A2 31304 41
et PCD (I SQBEIA S, WA iEia sy eh, W7
EZONE A, HEEEE Y Caspase J3 4G A
THUERFE T Z AR 5 5P EL Caspase W 7] DAL £ 7
VAR T M AE DU PR AN R b, B O
Caspase 157 T k12, #4097 25 WA J Bk X
AR AR TR S, Rl kigieY Cas
pase JH0IE EL4% B IC, ) i 0 £ M R S AL Al
Jat=o P et Caspase (1458 . HEALYE 522 15 1)
REAUWTZE, BRATBh T-IRm gl im oopLsl, a8 T
B S e PR (AIDS) o B 2R K i B E
(AD) FFEMIECHEIREL, I I WEFTHR T .
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Abstract

cysteinyl protease ( Caspase) has been identified as

A conserved family of aspartate specific

mediators and excutors of programmed cell death
(PCD) in mammalian cell. Proapoptotic signals cul
minate in activation of different initiator caspase
which, in turn, activate effector caspase through
enzyme cascade pathways. Active effectors cleave a
set of substrates and result in cellular disassembly.
Caspase family is the critical elements in PCD. They
regulate cell death or survival by interaction with
many proteins (activators or inhibitors) .
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