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Abstract

sis, which regulates cell senescence and programmed cell death, plays an important role in cell’s life activities. Apop-

A cell is a whole complex organism. It is capable of carrying out a series of life activities. Apopto-

tosis is mainly regulated by the Caspase protease family, in which Caspase-3 plays a crucial role. In this review, the
composition and function of the Caspase family, the characteristics and mechanism of Caspase-3 are reviewed.

Keywords apoptosis; Caspase family; Caspase-3

41 a9 T~ (apoptosis) Az 2 il 9 4 7 N B 55 S,
BB 5 N A A B8 1T SR ) — A A T A,
W R —RVIGEREE. RIE RS, WAL
Vi A i T 5 R R R RS OG, FEIR G 25 B
KRB i B A0 LI R R, R B HI A VRS 4 B T
A EEAER, (R T — e R, WAR T
IR R BP. RA IR R 1 2 Dt 2 R i 1 K
fift i (cysteine-containing aspartate-specific protease,
Caspase)fie 1 J5 2)) A2+ 41 Jf 3 1=, 1 HE 2k Bl R

Wik H 3: 2020-05-13 1252 H 19): 2020-07-17

Caspase-3 & i B2 P TR AR 2 —, 8 H AL T/
FLEN VA0 ML T B R i, H RO B B e g
TR fEIEHAE DL, Mt i Caspase-3LL G
T TE R B JEOE AR, MRS S LT S 8
Caspase-3 & 4= 24 i 1 9 I80E, 15 10 )5 [ Caspase-3 X
0 TR B B U B RN, e 245 20 P AE 1)
FET-W, B, A SOk Caspase KRR G DhEELA
J Caspase-3 ()45 1 ME FH AL BEAT £538, BLIIAHR
Jt Caspase-3 11125 H D ReHe i 5 2 Tk .
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1 CaspaseREPERIEA

Table 1 Classification and function of Caspase family

R Caspasef{ i fEH

Category Caspase member Effect

Apoptotic Caspase-2, Caspase-8, Caspase-9, Located upstream of the cascade reaction, it can self-activate, initiate

initiator Caspase-10 the cascade reaction and activate the downstream effect Caspase

Apoptotic Caspase-3, Caspase-6, Caspase-7 Located downstream of the cascade reaction, it can be activated

effector by the upstream initiator and act on the specific substrate, causing
morphological changes of cells, leading to apoptosis

Inflammatory Caspase-1, Caspase-4, Caspase-5, It plays a role in cytokine mediated inflammatory response and death

mediators Caspase-11, Caspase-12 receptor mediated apoptosis

1 CaspaseZX & M Caspase-3HI B A 4F 4%
1.1 CaspaseZji&x

Caspase N —RE M, A A RZREAS T
FOUEPEAL mirh, XTRE AR B R A S R R Ak 1 Ik B AT
R UDH), A0 TR O BRI, R T i
PIHEEMEH. 245 O KMIEE DA 15M, R
DIRERT 20 N T UR BN I T2 RO 5 A 98RE 5 A
T(F1). Caspaseft AR BHE I LANE I T AFAE, 1
TS 5 RIS T 4R 3h 1 B0, 91K R0
SN BT AERRE P 1 40 AT T 0 8 e s S v 47 e
E B2 A, Caspaselt BB PR FE 5H S
VA0 2 i IR - (S AR R, — Bl EE A S0 EE
TR, NPl RER 2 580,

1.2 Caspase-3

Caspase-3 X 4 #7422 18 55 1 32(cysteine
protease 32, CPP32), J& Caspase Z ik 41 1 5 £ %,
A2 —. FERNANDEZ T 19944 F| H [ ¥ =%
PCR(reverse transcription PCR, RT-PCR)#i A, M
Jurkat TZH L o B 75 31— P ) T2 R ], 2R R
SIVMEH BRI B, P if& A 2771 & H R 32 kDa
CPP32. CPP327%p 1t 4 ¥ 45 #3514 K Ak Al
14N /NE 3, 43 ACPP320fICPP32BH F 25 L, Cas-
pase-37E AR ALk B, B HESEAL) 2 R IK, 78
IEHRA T LRSI B R A2, & E
AR EMERIATE, FTUIEIAAZ N A )
it AT E A, AR T
1.3 Caspase-3HJEH)

Caspase-3H Z FEHEY . B 5 KL Cas-
pase-3)ik #) IDNAWT %¢ [A] 7 (DNA fragmentation fac-
tor, DFF), & /> 12/ 7 T & 43 %l /940 kDaf45 kDa
{100 7. B AT 2L 8 ) S — SR AT, AR M T R
Caspase & = L BciG A I, DFF A AE N T i Caspase-3 1)

JEA T s, T A% BR (D Nase), /15 - T DNA
WAL RN G 0 T E S . B 7 I, Caspase-3H1 2 Pl ),
un: M2 A K a- 152 85 H, 7] 4 Caspase-3[4fi#
N120 kDaft] [ fi# 7= #)(spectrin breakdown product 120,
SBDP120); JAT-#hZ e (fla2- ML b-IILEEE A,
AR BRI R 110 kDaf18S kDalfJREfRF=#; S an: 7E
TR B IR AR, 2 R AR 2
% B (poly adeno-sine diphosphate ribose polymerase,
PARP). Ji H — 1% IR 1% K% #% #% B (adenosine diphos-
phate ribose transferase, ADPRT)%%, 4 7] #fCaspase-3
fEH, Z 5DNA# 12 2, #5113 kDalfJ ADPRTF# fif
489 kDafli24 kDaff) Jr B, LAk, 75 H R B K
B 0 R T Rk AR v, RS S S e
F\ e B0 K FPIAS 1 (proteininhibitor of activated
signal transducer andactivators of transcription 1)L f&Z G
% 5 myc e P ELAF B BE4R 2 FEMIZ 1 (mizu-kussey
1), ¥ 5 Caspase-31)/E A #H5¢; MIZ1Z 55 1 775 41 g
e U, PIASTR] S5p533, [A] 5 A= AF W, L A 5 3
JA T2, Bl 98 JBL 2 1 Gap43(growth associated protain
43)7E K B FE 414l (long-term depression, LTD)Fla-%
JE 5 L W% e T R (a-amino-3-hydroxy-5-methyl-4-
isoxazolepropionic, AMPA)SZ & PN #4E F v, AT 1k
NjCaspase-3 1] ¢ 88 i ¥, H 421 M Gapd3 & & HEW
521 Caspase-3[1) K IAM . 28R, Caspase-3 11 K iz
AL B, BE R IR 702 M, B iR g
ZE s AAh, e R E s W3 A TaudH .
AEE. HIAEA. EAMEES. CaspaseX Jki#
i B 5 U0 I B ) AL RN - 22 /D4 B SR R ke Ak
J7 51)(P4-P3-P2-D), iX & H RV Rs 7 1 1) 3 BRI,
Fr P 20N R A 2 B F FE(D), PAD 7 71 P iE 2K
R TR P RE R . Caspase-3 P47 51 N R A IR
R HET,
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g5k

1.4 Caspase-3RUEGE

Caspase 2% it 75 38 IR 2 T DLJC T 4 1) g )5 %
NAFE, RIS AT LLURIEER . B )5 B0E
FEEEN. B WA AR AR =07 .
Caspase-3 1 Ji 7% 14 DL i A0 A0 B B s AL P R 7

s 2 TR C A B0 () Caspase 1T 07 Ho At
Caspaselif J5i, 5] K LB, an: FTAE 5 540
H 2R 454, BimCaspase-8, ¥ 14 i Caspase-8 4k 1 4
55 IS Caspase-31'%. JE 8 [ g 14 /2 5 Caspaselif§
JE R B B B B Al R 2R ¥ Caspase U, 1M /2H—
SR TR R 0T O, L R0 A o ] e v
(atrazine, ATZ) ] [£{KBcl-2/Bax(B-cell lymphoma-2/
Bcl-2 associated X)) LU {H, i i %% 7% {4 ¥ 7% Cas-
pase-31""; T FL IR 4H i 1 1ML (acute promyelocytic
leukemia, APL), 4l 1 % -c(cytochrome-c, cyt-c)F¢
Y £5 % 2% (salinomycin, SAL)7R A] {i¢ i Caspase-3
JRiEAL, TFEE T,

2 Caspase-352HBRAT
Caspase-31E N—F v & 1, R T2 fE A k&

A HEAEH, 2 590 T i@t 3 28 =

LRI IRAE AT 32 AR A AN 41 i 75 M Tbk 2 40 i

(cytotoxic T lymphocyte, CTL)/ 5 ¥ ki i Bi& 42!
(El1).
2.1 ZRFER

R T3 5 PR R BEAE 2 b A 5 JE FL S 3 2k, 2k
LA 88 375 1 LA, B IE B T T, cyt-c BRI
YRR PR AL 5T R, 58 T BB R - 1 (apoptosis prote-
ase activating factor-1, Apaf-1)HJWD-40[X k45 51
2 REGROETE). HT 2 3 i B A CARD
JF %1, W] 5 Caspase-9fJCARD 774 7 4 245 &, 761k
Caspase-9, FF¥IE 71 Caspase-32", 7E LT FEH,
PR U 45 DR 98 O 0 ) FRIBel-2 81 R T /S 3)) - Bax
RAEFHBEAER . Bel-2813H T 5 EBax 1] /£ A Cas-
pase-3111_EUFIATE AT, M TE 5 M, Bax#
BERARNE Y SPTALIE, f2idkcyt-c IR Bel-2
ik & 2> 5Bax4h &, MHIH TR E, e
Apaf-1456, it Caspaselif 5754k . 5754b, Caspase-9
IR O] AR ABel-21) b K 1, B 4% V) % Caspase-3, #i
Caspase-37H 16121,
22 RLEZHER

HET 52 AR Fi 8 R SE R ¥ (tumor necrosis factor,
TNE)FIES Bz RS H, H S AR g5 M3 mT #H 5
R, S5H0 145 M) 5 H (Fas-associated death domain,
FADD)4S & T8 At T2 52 & 4, 0 | i Caspase-2.

Apoptotic signal

/ \
"1
l )3

Pro-caspase-2

) L ]
o © ®
[ ]
Granzyme B \> . —
°

Caspase-2

Pro-caspase-8 X Cyt-C
Bax s | release
/ Apaf-1
— Bcl-2 wwd
Caspase-8
Apoptosome

Y

Pro-caspase-3

N\

Caspase-9 Pro-caspase-9

=22 |
Caspase-3

El1l Caspase-3&5HATHEERRREE
Fig.1 Schematic diagram of Caspase-3 involved in apoptosis
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#2 BRRTZERERSRMEEE

Table 2 Common death receptors and their specific ligands

PO AK [LRES

Death receptor Ligand
Fas FasL

TNF-R1 TNF-a
DR-3 APO-3
DR-4 TRAL
DR-5 APO-2

Caspase-855 i J51, P38 i % 3% 10 1 B2 3005 T Ui Cas-
pase-3%. WUZERT HARF 78 R BH, 72 RIEFERFRNF183
AEE 15 0T 52 /K5 (recombinant death receptor 5, DR5)
s B IR WK, S Caspase-845 & JF 1f 2 G 4k, PG
Caspase-3; RNF183 (] % 1 4% £ XJ Caspase-3 ] iU i 2
HHEEZAEH, 128 7 S B A TRAL(TNF-related
apoptosis-inducing ligand)/© S I T2k 1%, W WAL
TS S R S P AR L2247,
2.3 CTLNSHIFAEEBIRE

CTL J2 itk B2 48 B B~ 300 A% 193 48 Mg (lympho-
kine-activated killer, LAK). H #X % 1% 41l Jfi(natural
killer, NK)3& /R /] A S A0 JH T2, S ATTREDS S5 40 il 3k
[ 32 K 5 4, 18 i Fas/FasLi& 12 i Caspase-3. it
Ab, CTLAI B BRI B TNF. % L& [ (perforin,
PFP)%% A1, TNF/1 F AU T2 AR & 1%, PFP 28 i 4
JBETE R RS 3, A RORL BB N B P, — 3 A 440
75 FCaspase-3 K AETH L, Bk i Bik 0] 2L i BH3-
only# [, i i 28 Wi AR & 13 (8] 23005 Caspase-3, T2
AU T2

3 Caspase-35ZHf1E5E 571k

B 175 5 7 T2 4b, Caspase-314 g 75 41 i 3 55 7
it FE R /E . ROTSCHAFERZECOF F 11 1] 711
Z-DEVD-FMK[H Wr 1 I8 I5 & & i #2 71 Caspase-3 1)
B RANERIE, MBI E RS R RIZ K E &L,
HL T BE PR 2 AR b SR A S S, ARATTAS A5,
Caspase-3[KIE S5ME RSk G M EERH . Tohk
A 18, LOSSIZEE b 78 H W 7T # iE B 1 Caspase-3fE
i TR A AE /N i v ) AR AR 42 JTAE T (natu-
rally occurring neuronal death, NOND), iX /& T /)
i 4 22 7 5 PR 40 D 18] AR B8 2 52 R M T B LIUSER
W) H i Bk Caspase- 3B PR (1) /N BRBEAT #R 7T, UER] T
Caspase-3 ik [ 5 20/ B A4 A I T AR B ab, 7™

SN B T 40 PR RS T 43 A, 3 R A S
YOSEFZONZEFVR B, Caspase-3 A8 %5 % # s JL
1% K7 #H 2% 2 A (yes-associated protein, YAP), YAP
AT RN L R, JE e 2 e o)
ORI 2 E KMo Caspase-3 102 m b 521 45 41 il
15 77, TIANZECORE 7 A\ (i o it e ik — AR Fi K
I, 7078 TR Z FHEEA DL, Caspase-375 1
335 B R, AR 52 BN

4 Caspase-35%&%
4.1 Caspase-35F=IE

I TR A7 52 A0 A s A2 1Y) B S Rp iR 2 —, ]
FH Caspase-3 101 1215 P15 S0 AL 4 T2 296 7 98
FEMEE 5. AR, Caspase-3rmK1a 57N
o (1) e 1R A A7 2R 2 RN AE AR B R A OO MRS,
Sk, XAESA R R R AR T . LIUSERIH
FORIN, 1E & IR 4 A 2H 24 i Caspase-3 485
[ 7K T 1 3 1988 5% 1B 24K, TR, Caspase-3/7)
0 e A AR D R R A AR . 1
FESEVRYT T, MATHE R, VF 2 A ] LA
o g8 41 B A Caspase-3 FEIVE 18, R 4R BRI T, X 29T
JEROR, ansh 415 5 BT~ 1a(hypoxia inducible factor-
lo, HIF-10)7E I8 4125 71 1] K Caspase-3 1l [F] FR 1457,
1€ Zmalvidin-3-: L 1 58 1% ] 75 Caspase-33 1k
I, 175 5 T 2 AR R TR — )Ry SRR I A A B
) 40 B A B, WTWANGEEPIIE 2 R B, 2R+ A
(ropivacaine)fig % 453 47 Je6 41 g 28 i A4, 2 3t a2 1)
Caspase-3 [ 1% P IEFE, i w40 iiE
4.2 Caspase-35HZ ARG KR

Caspase-3 1] 3 1 52 i # 28 53 40 1 719 I s 1 3k
. MARCIANTEZM0V) B, 7618 PE 7] 8 14 B 45
S i IR 9 TR, Caspase-338 13t 52 0 A1 5 A k% 3%
SR 55 A AL ) SR VR 4% I o S2 40 B 42 T 1) R I I
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Bk [F)RE A B T Caspase-3 1 iy R 1%, MLl 724 Bh T 4
TR 5 78 (P08 R AT R A S TR . FE WA 4 AR e
J7 kAR A, Wl B I B B8 0 SO 48 S TE A M R 1
FHREGE .. A SR, JU)#E Caspase-3, 175
TR AL 2 R T (R, ks SR 22 B B
THAE, XTI 4 AR08 FH 0 4 AR AR 1O 3R T R
BEERH®, BAR, KN Caspase-3K 18 7 & 5] 2
FEE MR RGN, QN AS . B R R B A
CHRISTOPHER %™k i, & JE 34 & AE £ H-4(bone
morphogenetic protein-4, BMP-4)fg 1% 7F {4 1 B $% 155
FCaspase-313E 14, 1218 555 191 28 70 F 2> SR i it
MR T, S — P R IR T T B
4.3 Caspase-35H fthxTH
Caspase-3- 511 Z M A & — € ELR. (E
JHF 48 95 9 H, TIANSEM I ST [ JHF 98 A4 P A5 A 3% A,
90 7 1R YL 40 i )5, 40 i % 3 5 5T )R (proliferating
cell nuclear antigen, PCNA)It 3% 1A, 975 48 117 41 iy
Caspase-3# S M 12, LIUSEWIHF 7L R I, 78RR
RPRIETT Y, =05 RS el 55 g IR 2 i ) 1
{EH, F¥3% Caspase-3, 12/ 40 125 28T, X
FhE Caspase-3 K ERIEMIIEIT 715K 2 T 2t
5, AI'%# AZ-VAD-FMK % Caspase-3 Il 751 K A7 24 2%
fif RIAE AU, 5 S AN S5 A SR, B k4 i K
BT SEOZ RS, ZHENGSEYHR T T F 28R
X} Caspase-3 (M FH, 18I AE S8 TR G Bz i
i

5 Caspase-3B93N5I 5

R T 7 L T 2 e R A A S T 2 A,
R IR Z Caspaself] #0155 Caspaseill il 57 (¥ 43 2K
A 2 MR AR HRIE T 4 9 K SR Caspase i 411 1
7l N LA CaspaselFi 1) 75); AR B H2H Bl bl 43 v1
Gy I IRSEAMHIFR RS 550, AR A ]
5389 AU A1) 75 R 4 M 1 77 45

FLAE K B — L8 Caspase-3 4 #1771 Ac-DEVD-
FMK™), Ac-DNLD-CHO™', Ac-DEVD-CHOFY%E
HAE H B8 & Caspase-3B U A7 s (1 e 2 M, H )5 42
SEIGUE B, AR KT BRI A AR, BERER
B, hr 5L =P ER KR Fr BLAL &) MB867T.
WA RIS AR RN, £ )8 BT WNZn. Fed%, /)
A SRR B S U i 4 DY 5
FREEZENOMLAAL, 5% Caspase- 3 7 43 711 1 FH -

JIANGZECIHE T8 R I, A 2243 4 3 A 2
fi#(mitogen-activated protein kinase, MAPK)Z J% i
1INK(c-Jun N-terminal kinase)f1p38, — 3 f) 1 il 55
SP600125H1SB202 190/ i 2 1| Caspase-3i% 1. 1
ik . RIVERA-DELZECIFTTfifife A B, S t7iIN-
LT IR R R (V-acetyl-L-cysteine, NAC)% | Caspase-3
ity B B0 AT SR E o B AL i I
2 — Bl 2B 4 a0, L AEHD | Caspase-3 1) [A] B,
T e 0% W0 AR A A R, TR — A S5 T, 1
SRR P,

6 RESRE

Caspase-37E 4 Hu ] T2 it AR H L 5 2
YEH, X FCaspase-3 01 504 BT 44 a6 A V6 I Hr
(AR [ 57 R, IRAFIERE VR IT BB 7R AE R BB
BLHIWF St R, Caspased NS, #63¢
JE MBS DI Re Wt T 45 AT AT B & &, WE
B — BB 9T, Caspase 2 Ik 1) BARAE LI 2 bk ok
FREFTIT, ARAECE A AR, X LR T R R 22 il
B S R
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