Caspase R SANLRIT R &

RIBA D, FNR,E 2L ESM L AR, AR XAE T, D AHE"

(1. B AR LA 3 e 7 & 408 E AT ST, b

100193

2HARKBEKRFHIHEFFR, RESHE  712100;)

W OE. AR FE@WBRA T AT RARER, Caspase FIRABE G 8 R %7 L0 BRIER BT 0 ie A it 42
8PS, L 2R AR RERR R R R T RN 5 T8 R ME )G 89 T 3 Caspase, il 1 37 4]
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H 2 A, A Caspase 51645 1 i B A 4 0 2F
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A LR i K AN T /AMAS TR B 1T A R DAY 1
MBI bR . —BOR UL R T {F 5 i ik
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R 31, X R 1R H, Caspase RGEAM T
MTEENMAO, WA AN 2 TR R A
HAEME R ERMTAES 1538 2 Caspase, JLT-%
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A, e R A sh Tl . DL Caspase 6 f6
b, LA LG 228 , 200 B Ak A DA 235 R, DA 8 48
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1 ft4 = Caspase
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ot 2R il , A — 2 TR A T R R o DG
YERIR B, HHA LUR R OFT ICE A W J4E ;@
DL R AR S 2L IS 1) SR A% B 1T 5 X HE AL IR
PIi R A =R A Tk, RO R 1 R 4 2
R v B I 24 5 AT T BEAR ST Y QACXG(X A R
Q5% G) TLAKFA; @il F LATCIE M 1) il S A7
TE , 50 3 7K fifp H A KR v — BT 91 M0 s @1% 1L 1Y
Caspase H] /K ffJIEY), JF 0 BB LB T @
38 H 2 A P, B 1E Caspase [l U85 4R R J0T T X
IEH A AR . BT RA B R A KT
K IRBUHAL KL, Alnemfi $45 HoAir 4404 Caspase, H Ak
[ESEE| Caspase o, C AR B AR 5 H BEHLI , as—
pase 278 HLAEHS S UV EI Y P/ R & AR (asp) )i
) IRBEERE ) o

2 Caspase R Y245 1%

2.1  Caspase F¢PE 4325 HATA 40 M 0 T 2 41
MLAE AR IE T AF 5 MG & AR 1 — FR 90 IR 19
T PEAI AL T i #  Caspase KK S AN IH 1=
(903 T B R AR T, 2 22 2% 0 T
R, RPITH TS R Z3& 12 . Caspase 5K 7E &t
BRIF A . Z5Ae S e v B AR ALl SO0 DA
TCIE T i i O AP AE T Ay, W+ i 3 &8
I3, — A N 3 R S — R — /NS I A Tl
OISR, RN SRR B OF ER 2 A O D R AE
NHIIE RS, T Caspase 7] B 316 b 1 BEAH 5.3
T, PR T i — ik i, B 5 SRR R R0

W4 Caspases X H RV J5 7= A AE W I SR
AT, K HA RS . — R E G 1
JCW), U Caspase A8 5 U1 EI Al 5] & 5 & 3% /L1,
PKC-8 , P21 BT R 2, B0 iy A2, 268 [A] ] 77
JCIF45 4 2 1 (SREBPs ) %10 55 — 2 i V) J5 2R 1
RIS, A DNA 25 1 I8 1 0 B A R g 58 R 24
JLJeR 4T £ S AR 2R D) IS Bl A A Y AR
F1, 00 A BURI B B2 A% Lamin K2 GaS20); 25 PU2KE g
it V) J5 % 4 T AR T AN VE RE IR ), T PARP
(Poly—ADP-ribose Polymemse ), i 1k Xt AS [ JIG 4 7 A=
MIVE L, 75 22 05 T A fm) 4 2E 0 T i T8 i

Caspase F 53 R 22 BOE R T2 ) R 8 7 85K
I~ A A O oA AR P R AR T HATA 14 Fh
Caspase 9% & B, #R 4 Caspase FE IR S b T liE Y

(LB SN RERIAN ], T4y =36 58 1 2RO T in
A, LT HEC Y B, 45 Caspase-2 . Cas—
pase—8 , Caspase—9 , Caspase—10 % , BEFE H AW 1=
5 & B FNE AL I B0E T R Caspase F2HKR
TR T, TR T, f45 Caspase-3 .
Caspase—6 , Caspase—7 , RE#¢ I i 1) 1h 3l 7~ B0, ST
J5i B4 Caspase F F T 5 110 I 0 £l 400 0 4 AR A= 1k K%
e, SEME T 55 3 2545 Caspase-1 .
Caspase—4 , Caspase—5 , Caspase—13 , Caspase—14, F &
Z: 540 X 5 5 RAE ROV I FAESE T Z AR T 1 2
M T R BIE ] o 1 Caspase-3 7 H H i
FKEEAEHIW,

Caspase—1 ( FI/ & 1B ¥, ICE ) 22 Kk
F— DR E R G, A e TR It
R ER, E%25 IL-18 BRARMLE . Cas-
pase—8 R E Caspases mEEAFR, %
Heor 1 FADD MIZ55 AL, BT (5 S Em e T
WE RN Caspases 43T Caspase—14 &2 K IEH 1)
BORT 0L, FERIR TGN, BRI = &
ik, T AR PR NH- A, B b 3P FR
K MICE., FAJ&Fr A Caspase #Z 5 4 i 8 1= /.
BL, 40 Caspase-1.4.5.12 FFHI/E ] R 2 2S5 R
SR, Caspass—3 JEi2 % A 1IEWEFE LB E T — A1,
B EER RN T o H Caspase-3 #IN 2
U8 T OC B 2 1 Al , — RIS , B 2R A T e Y R
SR A P8 T AS AT ke, PRI Caspase—3 #FR N “FE T
HEB” . IEFIERT, MBH Caspase-3 LLJCIE
PE R I AFTE, A0 08 o5 5 00 H B AT 3 Cas—
pase—3 1525 T UK R B AT T, 5 A 2R T % Ak
DU Caspase—3 FK & B 5 B008 12 20 it fe 1K 9 26
I 2R ¢, 76 20 M 08 T AL 0 46 b s ol s . 32
A KR IN K, Caspase—3 2 Ml ZL 3l 4 40 i ) 1=
R O B 2R B, Caspase—=3 3 6 5 K E0HE 1 3 Fil
AL 7 40 A AR 21 - COD T A 05 A T 0, A%
R N 1) i 410 i ) (ICAD/DFF45) , Bel-2 , mdm?2 , kB
S QMG R A0 M AP I K B A, A R
Jry R OKG 3% 2 1 (FAK) LBl & 3 P21 M I8
(PAK2) FIZEHE A, ORI DNA &M K 5)
T AN ADP B Z B (PARP) \DNA 8 7 2
IO S 1 R 7 C(REC) 9 K 2 REC140 45
X S IR W A o AR T i A L ) 2 RE B 2 R A TR



A, 2 B 0 20 M 186 46 , 55 40 3 AN B 4 5 (] N e £
J R R . e Al G 2R 5 R T 43 A I
G /MA, BN TNME S P TR T R AR R A
Caspase KV HI 1 3L 72 o AR 2E 1 153 0 V51 93
i Caspase-3 )i, 15 4L1Y Caspase-3 Xt — P ) H|
AR S, 5 BUE F GBI R R, B 2 fdi 4
E LT,

2.2 Caspase [A5H%5 5 Caspase XA ALK &
LWL P 5] 45 K IS P S T e L TG Y 2
ity )58 SAFLE 2 M A 5 AN 23 10 (30~50 Ku) o J5 &
HT 4 N7 XA AR NHOR 37 XL R 2 (P17-20) /)y
W HE (P10-12) K45 R/N S 1 1R X o 45 X [H]
2286 K J5 B Prodomain M 3 #2 IX, fd /N IE
BL8 5 I — T PR Y S DU SRR O 2 i IR U, 2
A VAL i 5 1 S BERR R AL , BV IR T TG PE Y Cas-—
pase. Procaspases "l | AL M AL HoAth Procaspases
FRATE PR I, O K S D RE R LB 1M [
FIEACI QRN o Caspase FUAE I HE £ 2 AE IR
TS ) &% 57 . NH R S fie /b 4 A @ IR R IFAE KT
L RBIRGRRNCYY, W 1 R AT o B
PN . AN Caspase BRI FTIR B 4 S LR 11
ANTRL T BAT Y AR s ek, TR 34 A AT
IR 2 DI RE

2.3 Caspase itk Caspase JffJ5t 22 /D 0] LI o 3
Fh 7 = - B 16 1k (autoactivation ) % 75 4K (transacti
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Cleavage of Death Substrates

Struclural proteins  Kinases Cell eycle  DNA repair

lamins PAK2 eyelin PARP

gelsolin PRK2 NuMA  DNA-PK

fodrin MEKK-1 MCM3  ICAD/CAD

B-catenin PKCS RB ete.

ete. ete. ete. DD

|

1 Caspase 5| EMRATHARARER

vation) I JE Caspase & [ W i b (activation by
non-caspase proteinases ) o

(1)EWEME  Caspase Jiff )5 B A R0 4 H K i
e, XREEREMSET A REARE . B
Az B Caspase (1432 22 3K AJ -5 SO IR In 5 98005
F WG AL = v B A2 #E B % fk . Caspase—8 & -9
) R 5 A DED Jaat i H - EEAMEAEN B
SR AR W JEUR BT, JR) P T SR R T
PRASE T Y B A, PRI Y S T e Y 5
R AWm 2L TR, #—PriEdEEA . fEC
aspase—2 [ JflJk 15 Caspase—3 [iff J5L il & e ok , KoK
R T B AT B IS LA Caspase-3 i FAIIH T,

(2)FETEfe — B80S , & 15 Caspase REHL I
L HAB ) Caspase i), GLFEEN Caspase FIAL G C
aspase, 9] 4l , C aspase-8 BE WL & JL T T A C 1 Y
Caspase it I o Caspase—8 ,-9 HE T T R Caspase-3
F =7 HNBEFLIE Caspase—6; Caspase—3 [ i > ] Ff
BiE Caspase—-8.9, JE IE KU iw o

(3) dF Caspase HFIFIG b Caspase [ 511 3
— PO PL I 4 e A R Caspase 75 [ i BT 36
oo B, A0 EEE T 40 A BORL A B J& —Fh K4
IR W 22 F IR E UM, S Caspase-3 I -7
A i R ) o JBURLE B 0 BE TG Caspase—8 -9 il
-10,{HNBE#LIG Caspase—6, 73— 22 % 12 25 [ 1l 2
HAEEM G, ERESTE CIn-194 Z J5 4T BV
M Caspase—7 , X 2% B K A G B X T i It i) S0
R8I AN S 4 0 AT 1

3 MRATCESESER

Caspase A& 41 M 8 T S JH #2519 R UiE , 2 L1
IR T A 2 S5am A8 a0 Bk 40 A A 3 4 R 200 N 3
(NS DN N Wk 1 e TR A g S R I3 TREN
GIRBAR, BANAA P T A5 0 1 T
3.1 PRI ARA FRIANE T T e A AR g
B, FET AR5 M SR T AE TR A 5 52 IR 1 45
B RZRRFET- SR S E S S0 T4 46, M
s HAF IR e 2 — AR TG S5 E A
(TNF-2 . FasL . TRAIL F1 APo—3L) #%%5%k Kt 3] 7= 1
WA R m 24 L. Bar S MET- %1k
cDNA JFHIE W 2, B2 Fas 451 (CD95/apo-1)
fif 988 SR A6 R T 2 &k -1 (TNFR-1)., 3ET- %k -3



(DR3.WSL~1 . TRAMP .LARD) .DR4  F1  DRS
(APO-2 . TRAIL-R2) . Fas 4; F M FL &K FasL; TN-
FR-1 L fA& &) TNF-« ;DR3 S APO-3L, [fi DR4H i
DRS it {44 TRAL . APO-2. ST SZ {40 & — 4B &
PR 200 0T DX 3R, e 80 A 2 2 R Bk SR AL K 1 1% XA
HEME A KBIIRE, XA N LT X
7o TR TSR 4 b B BE T 45 # 30 (death
domain, DD ) A4 AH B AR S Ay i ] , SE T L A4 5 H A2 44
4 A B BOLAE T ZE M SN B AR IE S AR o
T FE T S AR B85 G, A T 32 AR 4 TG AL o
P Z AR GE & 07 T A6 J5 BN Caspase
ifi Jii ( pro—caspase ) 7£ Jmy &8 R 45 , il i 4% 1 48 40 T 1)
T3 — i &% A Caspase [iff I 53 1 A AL 19 B TR0, 7 2R
I 45 M SR B AR IR 25 S M R 0 T A W, RO
E@@MK ” ( apoptosome ) o

T A FE T SZ AR AE T, Caspase AT L4k 4 ifg 1
BB F-40 FasL (Fas ligand) B Fas HUK% , ADD
5 ZL M K 1) procaspase-8 [ DED 45 & T W[5 5
G, E pro—caspase-8 H KM 15 AL, TE LT
e Caspase-8§, s Y Caspase—8 B N E R Cas—
pase , I\ TTT 51 2 40 L 1= ; Caspase—8 [ T B % 1%
Caspase—3 #, i A] B 22 U] FI L 5T /9 Bel-2 S0 B R
Bid FifA , T A W7 A Bid (truncated Bid , tBid ) , #7
) Bid % 07 B ZRLA, fil & bak Fl bax [ I 2 5 AF
ML RS AR C R, Btk Bid ¥ 115 %
PN A4S R ey T E5 R AN S (A - N
T [ R ZRORL A B R R OR , AR HOR T T
55 o 1M bel-2 5 H X Caspase-3 A 5 HL/EFH o Lkl
A I RN PN T I G B A B VIR R o IR 2
T, ST B T R TR SR AR AN (5 K C
B — AL R, BRI JoT I 1Y 2R A I 55 B
TR EE AR AR C BRES .
3.2 AR FNIEME R TE RS B ZORLR A
018 PN TR 4 T T O A L B0 ) A R R T AR T Y
FEEAS, AR F) 5 A0 DNA 451455 | 40 i & 451 BE.
HiiF VHE R A ATP #6385 55 1 U T RO, AT S B4k
ENITN QiR vy d e = N1 58 W VAR e TR N )
55 TAH G BTG PR BORE IO O, 33K 28 76 4 W) I3 )
FEAM R C, 181275 F B F (apoptosis inducing fac—
tor, AIF ) % g N Y] i UV AT Bitl (Bel-2 inhibit of tran—
scription)“é' & FHrh i AIF f Bl A ST 2

Caspase JEMRKAE AP T AR C RES I T B4
EEF -1 (optosis protease—activating factor 1,Apaf—l)
K Caspase—9 JE B8 T-4& (Bl aptoptosome ) , Caspase—9
BT EIEIL 17, fE dATP ATP 774 F 1% L Cas-
pase-3 ,Caspase—6 , Caspase—7 ¢ ¥ b1 , (H 8§ T- 1T F
Fe o BORLIR N EBRE LI pro—caspase—3 HESZ5MT
AT XFERLA AT BEAFAE— 1> Caspase FIZK
FLUR B B RBH RS, JH TR S R AR A i e 3R
¢ AIF | Caspase Bk, Caspase )15 A SR 155 kX
— b AR, SO TR TR A T AE SRS A
HEWE L LRSS 5T SIILE 24 2
ANDIT . BORLAR TR 5 B R, PT LAY T fd
LKL BRI LI Y Y B 15 DLV A 2l R
AFAE B SR AR 85 A (A Wm) BRI, 85 T 19
S AT RETE BRI L BT = B R A, AT 4 hE
R A AR E H 2, HE S B T &
Ao SRR RN, RN & A 1F 2 50T
{2 it ¥ (DPF),, (45 40 il 5 % ¢ M i 5 H 7
(AIF) fEFET=HE | Caspase [ifJ5155

X AR AR AN S A EL A S Y, T AH L AL
(W, NAE FAS 25 1 JIF 40 ML T A2 P FAS 4
40} Caspase—8 LA R IR B B 1K, T B Bh 2k
LR R TG 5o 1AL Caspase—8 H4 i 5T
HE) BID 39U, T WIS 7 R 3 1Bid (trun—
cated Bid) , 1Bid HE ALK, S E AN R C B,
TR S OKR , B0E B £2 11 Caspase—8, Caspase—8
JE I Z RARAE I EOE Y9, 40 Donepudi M I i3,
DISC A 51 8 ) 0T 1 52 1 X - Caspases, JbH 2
Caspase=3 , 7 EU T 20 BRI A 718,
3.3 WEMASRRETEE AN S S 4E Rl
JENESE TINERIERRE | I E RS B AT
B, WEMIEMTEF it b A HEAEH, &
HUR U Caspase FIHAt & R WE . BARILHH D)
PUHEGEATERE , (H I A J5T o0 38 5 A ] - Zobi R i st
T2 S T B . BF9EERY, BB AR T
AP B rh R EAE M . Calreticulin & P4 5T K9
o R R A i RO e i (I R e R
TS, W98 &L Caspase—12 £7-1E T N T
R 2 A B 1) 3% (oA Joi ) 85 8 1 9 PR 2L A &%
HHARMEAMRR) BIRRHTIBER. SN
Jo 505 2 - s A i A el 2 3 A RUR T N R I



Bf, BT BRSO A T N B A Caspase—12, [&] Bsf g,
TFHUEB Y Caspase~7 Fe A 2 N M &, #E—
- BLE Caspase—12, #i6 F) Caspase—12 7] fff — 5 07
] Caspase-3, TE &40 M08 T, o 72 1 N R 5
W, 5RO AL T ik
TR

4 Caspase FJIAT5

4.1 Bel-2 ZIGEEM TR AEM 78 Bel-2 ZE M
i, A TR AR A E E A Bel-2,
Bel-XL, A7 fe BE A T- A9 8 1, 4 Bid , Bax \ Bak
S, Bid 2 12 Bel-2 KW ME— &4 1 4> BH-3
SRR R T 00 B AT AR T 2 AR R 1R 1Y Cas—
pase—8 & LA TE LM Bid B, 51 RZ RISk
JEE MPT ) % 2 5 85 Bax Bak A H.AE I, 51 & 2k
RN AE I8 1= 43 F 4 Cyto—c L AIF  EndoG , Same/DIA—
BLO ., Omi/HtraA2 {8 , 5 Jo 900 240 I 04 T2 1) ZA0RE
&2, Bel-2 Bel-XL F1 Bax RE7EZE R A FM I |
R T-3d e, S A T O E 55 MPT, MPT
fe LRI AT LB T A T, IR R O
T Bel-XL 5 Apaf-1 £ 45, fil Apaf-1 A2 5 &
Procaspase—9 . 4 4l il 52 BN FET- {55 HPLET , Bax 7] 55
Bel-XL HIHAE A, 2Bk Bel-XL %I Apaf—1 (1 ) i 4
Mo TE cyto—c B REUG A1 ATP 78 2 B, ¥ 25 T g 2%
HH %) Apaf-1 B] 3 58 H: CARD 5 Procaspase-9 454 o
i Procaspase-9 A B K S - Caspase—9 B 5 i s
N Caspase—3, Caspase—3 IS DFF/CAD (— Fbr
DNA ff§) 54 =

4.2 LRRiIRE Caspase Caspase A EHIEE S YN
T, WAl AL T A5 S 30E o, PR 58 (R sl 2
Mtz | Ca® \Bel-2 FYME I , 240 i A 4846308 S 7K F 19 2
A% Bax ,Bak Fl C-Myc 93 43 263k %4 T Zokr &
BB, RA XSS 5 A BB 58 BB i
) |7 1) o

5 Caspase K ik 5 40 R TR 3T w4l & 7=
MARWENX

Wt & O AW AR, 7 8 R Pt A W
W2, PR ABETAERT IR R & R BN 5 1t
AERME S OHFEERW, a2y B g w288t
AR S A o A PO IR 2R VR AR T,

PUlE BRI, 105G e (9 22 25T 25, 0 ) i A Pl 05
P, VT T 40 300 R0 A0 O T, AR R S TR
B o B AR R B RE AR R o R R 2T
1 3= 235 Aoy s i S T J a0 o A R 4 )
S4B BRI S R A I A T, A B LA A
DI RE IR B A1 HT MR 09 1 T 5 2 Wl 28 ol 2 3 fil
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Hh 2 A B IR N R O T T BRI T . kB
JUEARE RN T ER R SRS,
HA A9l T B BUZ K67 s RE T 1971 40
J 21 STAZ R B AT B SEAZ BN AR SN e R 2 e
Py b e B A BT A SBCR [ X 9 LA | O S |
BOEFE . MRSV RRRCR . i i e
TR 4 Y 0] A R TR A R B 5 4 B AT
PR IR 18 5 16

6 HEERE

Caspase 175 1t /2 T 25040 M 98 T2 ) HRo0 2895, 4
JHLUA T DI RE A4 400 T T SO R ) K A e S e T RE
S, AN A T D RE R S AL AU A T RE
T BRI o IO 1A R 5 R B
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Relationship of Caspase family and apoptosis

ZHAO Rui-jie"?, WANG hui', WANG Guang—bin', NA ri-su', JIN Da—peng', GUAN Wei—jun ", MA Yue—hui"
(1.Institue of Animal Sicence, Chinese Academy of Agricultural Sciences, Beijing 100193, China ;

2.College of Veterinary Medicine, Northwest Agriculture and Forestry University, Shanxi Yangling 712100, China)

Abstract: Apoptosis is a regulatory physiological process to cell death. The signal cascade triggered by caspases plays a

key role in apoptosis.The two main apoptotic signal pathways are the cytochrome ¢/dATP —dependent one and that

triggered by death receptors. Effector caspases activated by initiator caspases, which subsequently cleave death substrates

and lead to apoptosis. The review rests on the relationship between caspases and apoptosis, and illustrates their biological

characteristics and molecular mechanisms of the functional role.
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