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MR FRIE T IR IR RIEIHRR
(CEFEIRTE RF AR, 7 M 510631)

HE % F m A2/ X 5L (programmed cell death, PCD)#) 4% B 374 % # RE #49L%, Jo
HAT. SIAT. R ALF. [2MA PCD RN, LNL X695 £RTEEH, B
THRAEEEGNE. IR TFALE ARG HREE ARG, B, A LR @mieffF AR TiE
BHATEIER. REBRHFLRRN PCD ZERI9H TH, SN AHZERAT. AHRELE. A
THAEFKLT., KASEEFEAT, AT, 22 RERE,

KR

40 M F2 7 BE T (programmed cell death, PCD)
R FER I ESE A AT, EAMUAE A
TRAE, ™ H AR IRFEE F o (tumor necrosis
factor o, TNFor) 25 40 i (K F R4 22 255 S i =4 .
AR, AMT—E¥ PCD % [F-T 41 Mg = (H
caspase /M R MIET). LHER, REFRLERE
B, 40 M T R 2 T A B A PR SR L o R BREE
BEA—F, HREBILBEE. —LARBaRE
KA, RN RS AE RS G BN ST
FiE. WEHE(ROS) 87 4 F— LN 8 H RRIK,
B J5 3 caspase IEIKH I AR P IE TR &
PCD MINLHIE 225 1. IR\ HIF AT LER DA 7
AR KIHLE]. E0145 7] 8L BB T (apoptosis)
H A7 Wi (autophagy)- & T-FF2/F1HFE T (apoptotic
programmed death). JFEFEFEITFIHEIET (necrotic
programmed death). Z57#T-(paraptosis). #3KE
(mitotic catastrophe)$1%E ¥ (senescence).

1 ZHMAT

A0 T % 4 I 7E 20 A 70 A KR i,
FE B R AE A B B I ey B AR T el B R 4 s Y —
B REMIE TN, EXENARATZRE
A IR T, AR Oh 1B 4H MU SE T (type I cell death),
NFR A caspase KM T-@E. TR 0 =F:
SRR, FETR AR, MOIESE RILE A Mg
2. UE=EMgei/EIl KRR —ER, BELH
caspase-8. caspase-9. caspase-12 ¥V EEFE
caspase-3, IAHMMIA T, REMKBT caspase
# PCD Hd R L AF LRI MRS . gt

AT, caspase AR, 40 HRE P ASET:

JREESE . DNA KRN 46, 40 BB P s 7 R 7
FE R T /M
1.1 ZhikiRE

gpiih—EXREBEE R NBREN, CAE N
SR AR ThAE: bk BE AR, 1%
HETF. REAE. FUEEEL. BFCa BE
BEABEM, ©IHME S EGESR A A
B. AR, AN ECEET - B50RATHE
KAMPR, FHAMEE c (cytochrome ¢, Cyt ¢)~
P12 5 K T (apoptotic inducing factor, AIF). Ca?*
M ROS %. ZERTESHRIBT, LR AREEE
W, REBRKCyt ¢ SERAEEEBA TE. A
B R FOR K AR AE S Bel-2 Z R KRR 5L AT
A, ZETN, FEAFFESRAKSHEFIL
PR FBOE A HIX L FH ) R, ARSI A )
FEEFEBRABHTIE.

TERRLAR A M) BR800 18 T2 B8 - W] R T
ZHEP, slEaErET. XRXRFTEFEE
HEM: BN B Cyt ¢ Al AIF. 7ELRRAAPEIR 3
FREET Cyt ¢ RYEFRFIFIRFEREEZM S, B Cyt c
S KT caspase I PCD. ZERT-HERERIEH
T, Cyt c N&Ehia T RIR B+, 5RO S
{LHF -1 (apaf-1)- caspase-9 RIATERE /M, FF
1€ dATP 5HBIF, #0% caspase-9. Caspase-9 F g f#
caspase-3 BT4&, BEHUH C Ru/MKH B, MTTIEIL
caspase-3, TG LK caspase-3 FEAT I BIE caspase-2+
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caspase-6. caspase-8. caspase-10 %, XL E
] caspases F £ it EU B 1% BRI (caspase-activated
deoxyribonuclease/caspase-activated deoxyribonuclease &
inhibitor of caspase-activated deoxyribonuclease, CAD/
DFF45), /K#Z MMM AR ER, FHHMAT

SRIARRAL Cyt ¢ £ caspase H 5 IF R HHIE 5
P IR, % Bel-2 BH KKK . WETHR,
Cyt ¢ BB BE K B #IE caspase-3, FHIE caspase-8,
T ¥IE B caspase-8 BEFEME K P ITE Bel-2 EEEK K
A% Bid, ¥ 5 O Bid $547 EERAAE L, SR LK
RIERZ R RE, BIXCyt ¢, FER—AIE R BUE B
Bcl-2 F1 Bel-x1 A&7 caspase H 5 IF R B 3E, M
MWENET. Bel2 BT —XMEFEKKAR A, T Bax
7 Bel-2 M REEZE B, BRI RIE v #5510 Bel-2 IR
R I 40 ML E R T Bax — J7 THIBEA Bel-2 &
BCRR —RARIIEIE T, S H 3 B 8RR
BoRAEEIET. HHRAERY, Bal-2 5Bax &
A ZETHIAET RS, XU Bel-2 5 Bax 4 & &
- Bel-2 RIEMETAEARZ&M. % Bax ZEHAER
IEFE AR RIYR — B AR, MR TR S R IR .
Bt LAZE fd = Bcl-2 55 Bax MIEH, v e 40 A R 2
FESRIBEFESTRXERE. ARMNAETE
5 B0 I X e 5 A 3T A [R) ) (R R B U — 2R
R RIES BREDERN.

1.2 JETFEXER

MpREE EZMZHS 5HRFTESHER,
Hth Fas AL AEE, HIKEH TNFR1, DR4,
DRS5 fl TRAIL %% 1ki%4%. LA Fas SET- 212120
BLEIR B — R ER R .

Fas 2 —F PSR O R, JB T B IIEH -+ / #
ZHEKETFRAKEK, FET2(5 5 & Fas Bdfk. Fas
PR S ALATT BN A B VA B B R (CPT ) R A
. Fas 4+ FAI 5 =RAMMALE, FFEIHEAH
BET- 1%, (death domain, DD) 34 il i o ] Fas A5 45
¥J15(Fas associated protein with death domain, FADD)
H1E B R, H9EH caspase-8 Aj{A®, Fas. FADD
Flcaspase-8 = H LB FERMA T B RESEEHE,
WA VEFE T 1 515 5 2 &4 (death inducing signal-
ing complex, DISC). Caspase-8 /Zifiit —HW/E. H
BETUIMIEAL AP, DISC BXA e B 0 caspases,
JUH A caspase-3, FE AT 40 ML 1 ) I & B TRV,
EWT B caspase RERMB AL T R (WXL Z
% M (lamin), Y131 H (actin), £ FZFE A [poly (ADP-

ribose)] 2R & 88, DNA- HKH E B #8), 5 EEH
AT BRI DNA BRRBEAR . Gt )mm
BEMB TN TERERSR .
1.3 AEMIEEZE

PR P9 2 A i A B 1 RS R D) =R B
[F ek B A fEfE Ca> BIZhRE. ARMXT 48 B iE T
HIVE FIRIRAE RN J7 T — 2 P R X Ca BT
JEM H Ca? FISMNALAIAL Ca? BN LA R RV
Fre et E ), —RETE@Bd-2E B K KT I
RET-EEEN M ERBIE. L9 HK Ca* Vi
AZBNBIR AN M R B2 RS RN, BT
BSR4 T: . Caspase-12 A7 F W T M i,
R AT M N0 SR T BT ALY, FESR kLRI R R BE
TR B P EE caspase-12 1B 5. RN N
5§ KIX caspase-12, FIHftH S 2 caspase-7 # B 2|
JiR 2, caspase-3 #{IE, FHFESH#FBES
KRBT ZEERILE. MTFREMERK
TH ] caspase-12, it B P 5 I B 395 £k, X e R 38
ALFE A R 45 B T O ARIR, i 2 R B R TTARAE
PR 5. P B PO S AT e I A B A AR
B3 (calpain) Xt & caspase-12 R RO & T Grp78/
caspase-7 £/ FHINLHITAE caspase-12 ¥
W&o TERAMEFRIIME BRI M, e SN
BT AP BRI EE) T, BT 51K AN R
RV, caspase-12 $ R MTFZ B . R calpain #)
ISR BT 0 PR SRR R = 5 1S /Y caspase-12 AR, R
RS B B = 51 A2 FY caspase-12 7% &2 B calpain ft
. WEAAARPASKBEEABTEIRE
caspase-9. caspase-3 MYEX caspases iG Lt P2 i)
HIFTE R . Rao FHRIE P 5 N BT B Grp78-
Al caspase-12- #i caspase-7 & &ML AR, i FE N9
BAMFX -2 RE YRR, BIRHTEHE caspase-12,
&K caspase-12 ATt — A BIV)IE caspase-3 T 5| &
AT,

2 B{&EE (autophagy)

Autophagy —i#R¥E T I&i1E, auto I8 H &,
phagy B2 E &, Bl autophagy &b B AFEE,
R B . BATERIER RN B4 ML (type
IT cell death), HAFAER BMIARIRE . BMAR—
FHEAMME. AHRBMDERLEH, ©5B8E
BA TR H AR . EREBABNERT, B%
EEN GRS AR, Zd B R BSR4



MRS MRS TR R R

565

BESEEAROEE/EH. B2 AENLR
A0 A ARV TR TR A AR A AR, R
FER YR, B, K8, R ) KA KK
EHCZRMME. TREORBERNMEYS M)
LWER A T (S S, X
(5 R ZR M LT 5 R O 9T E B4R T TOR WS, X
i 7 FRRAS A R BE, of 40 B fr A KAR TR T 4
F. e s — AR 9 BT R R
B, X0 B AR BT R R . AR
M E SEE AL KB A K. DNA 3
iR, i HBIEE), BT E RN EAE
M. R PR S 06 R 40 1 A AL
B RARE U0, o

F5b, BRERAE FAEA IS S R R e
MO I DhAE . ZEMEFLENIREAE & AR S o, AT LA
S QEFWEAN TR, [N, BWEER
Beclin1 {57 /5 1 067 54 1 AT LR E /0 BRI £ 2% 2
XK B VRAE T R T MR IR R, B
W ES T BB AT R kP R . (R, BIREE
e FE AR ZE A R0 5 S R Sl A 10 B 4 5 R 4
P A 77, VB T LAZE B B RS I T R R RSk
(R4 0 B S 2 HL A 02, UL AT L, A B
FH B 85040 O B T R 40 16 RSB R R 7R B

3 JATHIZF 4L T (apoptotic programmed
death) '
AT HEFPHIE T 52 _BET-EREY LK
FAL, B KHIX BIZEF, TR 128 T 40 B
MR G R AR &, TE BB T AR
G540, AR Y TER, 534F, DNA BkE, B TR
FRAEFET 40 LB A R Y, 1X 1B DNA B BUCK,
254 50 kb, FTFERR P HEFE T A REAFAE P P IR A2,
—®¥p R AIF, 55— & EndoG.
. bR (R BRAE 2 FPRA TR F, 11 AIF 2 K 5F
RAGHLBIE R —FF, AIF IEH BT TR AR
ERR. B AIF £ 57 kDa f) 84551, ] 58 E R

RERS — % E 8 (flavine-adenine dinucleotide, FAD)X: [

ghif, Bk R BYIR B IR — %R (reduced form
of nicotinamide-adenine dinucleotid, NADH)4fk. % J5i
BT 1, T H AL SR B P A8 T FAD 2RI/
FF7E. AIF RRMMTIREEA, AIF AFEMLE
JRRB D) REFNE TS PE( R — M AT T & 7)), X PR
ThEERTLASE 24 FF3. HRFRI, Sz

[ I 5% 4H A2 (acute monocytic leukemia cells)7E i fil

- HL FIERFLTAYNEMT, AIF AERLAFE

340 k% S B0 [E 48 AIDNA TR, X — BN A Res
2 caspase 14| zVAD-fmk FrFH ¥4, Bcl-2 FKK(Bcl-
2, Bel-X, ) AT LARS E SR 14 B (¥ B B Th BE, T Bel-2 2
B14) Bax EN3GINLRRLASEAEIEYE, FE FTE AIF
HIRETRS), Bel-2 FI R R IA AT LA ATF B Z0hs ik )
AR . SRT0, Arnoult FEUOHI &I Bax g
FEFICLLHLE AIF BRI, LT Bax & SERLIASH
L3837 1 388 -5 S5UME U] R T v M R B BRI AR R
EFEME . FTEE AIF FUBEBUL & B M H AR fLIE
MR, ZRNERNZHEHMEESS.

EndoG & M £ R (AR T B8 H #:BY V) DNA K 75
—MEAE, KN SHHMILT 2 caspase JEMK i

U, FEMHELIRELY)(smoke abstract, SE)i5 Rz

Jok P R 40 PR AE T A SE 3 R, LI HIROS
A KRB 304] T EndoG HORE RIS, (Rl EALR
BT fik % £ 4R TP 9 EndoG BB . Cyt c B
E5%. ATP KBk K& caspase JEKBIHEFET-F= 41
Bz —, PR ENREDENT=EATPREE
BER, AR B3R, SERRIMPIREETE ATP 1Y
FESEPREEFEEERNEM. Cy c EFRESR
A=, NiEEEEsEFrRER, HRATRR
SELh AR ERBMNBARNE . 5,
Cyt c IER B FHABATEFERNFE. CytcHl

| ERE TR R G5 D) HE RS AT S 2 ROS B4

H NTERA 5 caspase JEAK ISP 40 BIFE T () SE B R I,
S EBREKENN, BSHMTRRER L.
7E Ca B, DN, ReBIESRIBT, BN
4,1 (permeability transition pore, PTP)FF4E T il .
HFRE A R R S R B IR B B, BRI
BBk, AMEAEAR, &5 MERIBRE 5 AR, PTP )
HiZ 52 #0RE T, (ERESBEEGEFHME T
THHAERE MR T AEY FE M FFRHE.
It PTP FFBH RN AMYAY 2 (R A Bax #KH HI (27 =
B F B0, BRI A AE caspase MK
PCD (caspase-independent programmed cell death)if
ITRHEERER.

4 IFFEFEFE L T (necrotic programmed
death)

RBEAERE P HEFE TR — P BRI AR PP T
FEFET AT, thAF (e £ iR B R A RIEMIME,
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B 5 2T HH B 5e B (3 SRR ATP U IB/D 530
TR A BAFIE. IHFEREBEAPHLERE, &
78 DNA $e4b 771055 F /) BRE AR s T 4 40 B T (8 a8
B R FEAERE PR SE T, SR RS E ¥ DNA Sefb 7
B /N VRS RET 4 40 e, TUI40 AR P REE R TR R
FEIE T ke, 240 f kb ROS FRIE T, 40 thF 7] g
E R FEAE AR Pt SR T2,

Moubarak 2L =7 & N- B2 -N'- A& -N- T
i A (nitrosourea N-methyl-N-nitro N-nitrosoguanidine,
MNNG) %3 /) AR BT 4E 40, 2% 4 1) DNA #ike
HALE, TG DNA #IE PARP-1, EHH
PARP-1 #45 #0% 4 M L 1Y) pro-calpain. JE4LAY
calpain B 5EH0E M5 /Y Bax, Bax &5 & 3| gekitk4b
& b, R RAEFLIE S B G R AR B K, [/
i, ¥4k 1 calpain i ATF b {4 Py 4% 7% 316 ] B

 SRIERLTEIN (ATF. RJE (ATF M Bax FTERINTLIE

HE NG R, B (ATF BEEA R, S8
o T BESE A DNA BB . 41 7E mJET:, &%
RIARFEHI TS AR E .

5 2531 (paraptosis)

Paraptosis (i@4R para- B R, M%” 2
&, -tosis 3K & apoptosis){E A% LRI A 40 kR
s N SR oY A AR P N O
S£ERE. ZCRAE, ANEEREALR, EHER
WAL R, RS, BV AR, BEER
FECE B G N, SR AR, A A INGE, A2 S
WREAR, 7E4R N 1 B B AR [ R mT 284BA4H Bk
BN, SHRETHRBERARFEIENE. 8
B, MRTo40 M P 40 R 28 i Bk LA SRR 44k 3, £kt
HERIESTIER, WAl WIS, B Ak, i
TEIR, 220K SR B H IR BUE Bk B R A
£, 9k K E DNA B3, Mol se Bt g mon, FHAR0
HERFLIE, A AR A E B G N, TR T e R
TE—Se3r &, R X A KT (oncosis) .

TEGH MR T-HIT 2R, caspase 1117 A B BEL BT
. EE. Y= . ATP 1T/ EH
L, porimin (pro-oncosis recepter inducing membrane
injury, —Fp A ST IR AR BEBUE, gk
BRE W, A ERRTREF R
Kern PRI KR ERTAR, RESHH
caspase NI, BLAEPL Fas 3/ PCD 1, F) i
caspase T1#77 zVAD-fmk T5EAL B ($1 Fas % S /1A

To#EHMED), 40 s R 28T, BI L, caspase A
J& M BRI A KT caspase [ PCD; {E 24 caspase i&
HE# ATP 7KF. Bel-2 KFE. caspase #IHIFIEH
W, AEEERRET., SRR, KT
caspase H] PCD IR T-H) 4> T FRIR W Re — 8B4
RESK, X—BRILFER I I GEsL R caspase R

B S5 M RERETRE TR A REN SR

ToRA: FERKIT caspase BIPCD “AMEMEEIE”
77 A, FETSZ A4 AP 9RE PR BE Bl F 52 4% (tumor necrosis
factor receptor, TNFR)5 HE{A(TNF. FasL. #i
Fas)& &, #id MW SFEMBILE SN RBE
caspase, 75| R EABRB RN . HHFFIEH L Fas
By BEHUA RS F2RIF T XFF L929SahFas 41,
TNF {55 5|41 2K 1, T B TNF =R 45T
B RE. FAERTR—ZEN T4 AT
KT, BRAE T — 07 2 ]88 T 7 BE ) 55 — Tl
FRKBGE, BRTWAEZE. Y FRETESNHFH
MAFET, NN AKH T caspase H PCD F13KiA
TE B, AREALT Fas #1X3ET 3 (FADD) /K
F. FADD HJFET- T Betsi(DD) i 4 K A 15 5,
TMAET= Mt (death effected domain, DED) NI4T 4k
#iTF caspase {1 PCD KR4 . SEIFRH, RFT-HX
A b5 2 b A48 i 1 4% # (mitochondria pemeability
transition, MPT) 7= 4= 52, MPT 7] 3 EUKHE Cyt ¢
HIBER. ATP /KR F M. caspase KA K itk f#
20 a3 E I 28I T2, Shiraishi 555A 4 Bel-2 K
IR MR AT R P RE BRI, AR
AT BRI T Bel-2 B Bel-X, AR IEK T

6 2237 (mitotic catastrophe)

2 R RATFRA AR ROE R, BT84
BRI BEFITHIRE, 2—MRAETARE 2
Pa3:t! m%%%m%ﬂﬂﬁﬁﬁﬁ@ﬁmﬂﬂﬂﬂftﬂ@fﬂ
%, M A 2 R T AR A
By ARSI E. SARERLYEKTE
FRKh DNA SR 56 RO g B K R ok BEH
Bt & B 291

H LYW EAZER) RS YA+ S
B LR KA., Hr MM DNA # )R8t
FIFR 7 B, 40 LA FHAR7E G, BH; ™ E {5 DNA &
Bus LM EA RS F, 58 DNA SUfF41FET-. B
=, 3G, X REA MR ATM, CHKI1, p21 1 p53
FE)V BN SORTER, R ERLRKE. IE
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BALRRBH D FHEEARBER, HEEH
FUE A A7 R (survivin) BRI ST AR, (R 40
RTLBKAE,

7 % #(senescence)

FTEXNRREN, HIEF B4 BT (very slow
cell death). 4Hj%E# (cellular senescence) & —
DNA #iifh. EACN . FE P 3R 0E 5 45 A0 A 40 g
AERESFBOATHERERMERS, E-R—E
FERY, G TIHHEMEH T E. NZX4
SFKEEER, TERE—FA T EERNAMEK
AR, B—MEEBK. H—RIER B
Mt TR, Bpth2—H PCD.

H AT 21040 s 20U X ER =M, 4550 ki
FAEENLE] . INK4a/ARF {7 &5 5 HIHIHLEIF DNA
FHLEICO . TF 5 40 i AP PR s AL Bl 40 P 1) 4 34T
BEWEN, BREMMRITEZERIET . k& B 4
—HIREARNEG. B2, JinbiEEdRIEAR,
1E 5 40 R gk 2 1) P 4 i %Ak, A B PR 7 3 Ae
R4 . Feldser %PURIRIERIL Myc /MR B
B, ki EE G Z Nk S A M Z, skl —
PRSI F. B 4h, INK4a/ARF 7 SRS H M E
RIS F plo™< Fl ARF, L RAMTZES
F. pl6™s &—Fh CDK4 1 CDK6 I T, BE¥ 4
HIPBHHE G, #H; ARF B IEAE p53 BB FIERER L
ERIAEA NP pS3 MRIER. ZEHEHAARF,
pl6™& Fl ARF BERIEN. MERF KRS
P WL B A 40 R P, p16™K4 0 ARF ) i R A 3 40 i 7
MEZ. &5, DNA RBRGHERF LM, tmkis
IE%, DNA 2878, DNA &4k, #EAKERE, B
#hRES iTHpEE. ‘

8 RE
IEHERRKT PCD KBTI AT A MEFE - B
5 AR —BHIAIR, (B2 PCD KA

WA RIB A, F5A 2K T caspase 4K
PCD ML G FE PRI B . AMTHR H %R
PCDHEAHTFNR LR RR TR S EE, fril
KT &M PCD MR L KB HZMN. EEINRPCD
WEERIPLE R EAHBR, MUEB T AMIEGFH T
RAEYW S R E P AT RIER, T EFB)
FAEBEMR . HAEBTHTERRGT PRI
BT I Z5 Y0V FISE A5, SR BOVRTT SR FT B A AL
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Hui-Min Tao, Wen-Wen Wang, Yan-Qing Guan*
(College of Life Science, South China Normal University, Guangzhou 510631, China)

Abstract There are a few different views on the classification of programmed cell death (PCD), for
example, PCD are classified into apoptosis, paraptosis, oncosis and autophagy. With the further research on PCD,
the old classifications of PCD are found unreasonable, and the categories of PCD mechanisms are partly overlapped.
This is because researchers have their limitations. Thus, it is necessary that we should recognize the pathways of
PCD all over again. According to the advancements, in this paper, PCD were mainly divided into seven categories:
they were classic apoptosis, autophagy, apoptotic PCD, necrotic PCD, paraptosis, mitotic catastrophe and senescence.

Key words -apoptosis; caspase-independent; programmed cell death
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