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SRR EARATPRITHSER

WA wEF* Ak o X FER
Ik B ¥ BT, R 430079)

BE ASHATESOEST. SEASAEIENEMEHREGTN, LFEMIT
RATEOG@REE c, ATHFRTHOBR, KRR EGER, B FHEEGTNR, &
Bmfe A BAL BRI TAL; MHERBAFALEKAY T MLLE T @A TeAdE, KEKRE
HI M AT T B SRR, RR@ATHATEAYN, KahhLRmieA e

HEM R, SERE@BAT Y OERTRER FRE L.

K

LR R R ML A E ) ATP A=, TE41H
AT, AMIEE, B, FSERSNRAESE R
EFIEFEENER. TFER, SRR E
ToRISRBE T . X ERRLR-S 40 T (AT AR ) 53
ARSK H T Newmeyer S5 TV B9 A1 RS2 B O T4
AT A RIIBIT, KILIPAH MR B I S A4 %,
A LME B A MR G B AR, $OR T SobLiRtr 4
FUURT R IE AT R OB STRE, ER TR
SRR, LhAfBEBaMERER, SRARE
EMARAETN, SHETETFSNERAER RS
BB, EATEREE caspase, BRI HUAEIRAZ YL
B, ANRILH 408 T & M SRFE,  BI K R
W45, DNA IR A B, &5 40 MR BETE R
VAT /MAR, F7E 2 RLARTE 4H B U8 T b iV FIATL A,
St A A T AN A R EENER R,
S F IR kIR TR . AR R
Wl Fr S P A (B R T R RT3

1 RATEREFIEK
1.1 ZHREE R c(cyte) IR

cytc BENEINRE, BT S 5HEFE#EMN, &
MMM THESH, cyte EA—METRBE T
BEEE/EM. Liu %04 HeLa 40K 250 FIER
1A F (s-100)KHF 5T caspase-3 7% K& DNA 1 F Bt
HLH#, &P caspase-3 HIBUEKIS T cytc. FETEH
BEES HeLa 20MET:, RILJFT )5 HeLa 40 EHY
M cyte 1M, VAT TSRS cyte WG
MBI BEFRF . MY, cyte 5 Apaf-1.

SR TR, RETEAR; SREEEEERL BxXET

ATP/AATP 4563 RAEZ BN AT 4,
TR T BUAE Apaf-1 i) CARD 45 #in 5N 35E, 5
[EREEA CARD Z5F3f] procaspase-9 fH45&, Tl
procaspase-9 fJ B &L, TTH MBI VI BIATELL
T U BN 2 BB R 2R 1 B ———caspase-3, TEALH
caspase-3 Y] #| 5% DNA kB {LEF(DFF), #
DFF Y1 #1484 514 45 kDa 15 40 kDa I F4>
T eafr, /PNIFEE 40 kDa BH BN VIBGHITENE, T
#|#% DNA, fF2 724 L% /ME DNA KB 0
DNA H B,

cyte B S BHEREMMATF R, A
M, BREI AR cyte ATHERIA, K caspase
BE, SRMET; LER 40 M E L N TETE
i caspase THIF, BRI cytc ¥ T0i%E i F caspase
NERET, KEH cytc MBI B FAA BTN
ER, BEMMRRILHTT E KR,
1.2 caspase-3 Hij{&(procaspase-3) TR

77 5 e 2 i P 2% L A4 9] s WP A7 E caspase-3 /Y
MEEA, MEAT SRS, procaspase-3 &M
LRIABE B MBS, M F 3 caspase /M FH)
YRR T, {HR procaspase-3 EAERE L AT BLAE
BOE T I8 R B AT RO IR R -
1.3 AT %S FE F(apoptosis inducing factor, AIF)
R BE A
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AIF £—7¥ 57 kDa KIXUIRe R ER, BT
SRR ZEERX, BAEFatk/ Z a6,
AIF EEBRTF VNS ZRZ 2 RTH, #He
fiF X etk b AIF 5SHESEAIE R EERE FUR
t, HEEMENEREEEEERTEREPHFAR
EH .

HETWIE SR, AIF NRAE PRk,
IREESE B NG RAZ ,  JR ST oG e B T R AR A
60 kDa et v Br, Gl 4 BTk 4s 5 fr B,
BUTFREY, AIF 2 FIAMRIG A8 it F2 v 4
MR TR L) . B A R B AIF f)E 24 4k
BE FAMLMIZLRIAASF cyte. caspase-9 FIFRRIN. ¥
AIF e BIEEA M, S5 EEFEARMEE
FUBEEE . SRR EAL I R, LA BEIEB 2 2B
A& T U 110, X eI G R caspase FT i AT
Fr A g m©. Ll ERFRERE: AIF &7 cytc
B LR BORAER 3 BLIX 1 B AR HO8T
caspase, HWAKHI T cytc. Apaf-1. caspase-9 ]
BRERA TR, BIEHARFARR, LRMEhE e
i AIF M EEHEE A WAH-1, XMEAFRBESR
RIETA/ER, H2 WAH-1 FR{EET-EH R KB T
caspase {011,

1.4 1ZB4 M 1)8 G(EndoG)

Li 55120\ Bid TiALEE /N BRUFF 48 P £k bor ik Lo
WP AEAL T —F 30 kDa R R M V)EE EndoG, ‘& A
DU 40 I % DNA 724 200 bp 330 DNA /B .
EndoG HItZEF MY, 7E4fiHiE, REHE
FZ&HifAd . —H EndoG MR R 8 X BR i, &
W H#%1% T DNA M B k. 7€ DNA R B fbidfEs
& B4 F % BREE DFF-40 (& LKH T caspase-3
%} DFF-45 K151#), 1 EndoG HIE 62 R KT
caspase [¥]. AIF Fl EndoG FIAILRH, BRIKH cyte.
Apaf-1 M caspase-9 JE BRI T2 48, Sehi kit n]
JA B — &K caspase RIAT-#4%E. HAAT T
Ferf, BRULEJUM{ZIET-E E4F, Smac/Diablo 4
Htr2 A/OmiiX PR Ff 8 [ Tt 4 S s A2 R T 281 4 L 5
B, EATE S ] caspase HIINEIE T IAP HI1EH,
MR AE caspase FITELLI,

ERTREEFRERT, fhidPrErs
EEHAGES AR R H—, BTk NE
PSR AP R BUER R AL R, 51
R ABEEAE N, B, A RS AL
RITERU4, FRFARY, 7R/ B HARY B AeA

Bl cyte FIR, HERELMAABEBAMTE, I
H cyte FIBHLAERK caspase ) 1 314657 ZVAD-fmk
Frl. 534, M cytc BUER caspase-3 A FF A
i) E| Bel-2, XKk EXS MPTP m#IHIEA, M
TR 2 1) cytel's) . 1K 3R B £ K7 40 g v oot
FEH FHAJE caspase WAL HIF &5, 1A caspase 1%
T B R AR 131,

2 hiRBE IR G 5ER
WA IE 37 1 % ¥ FL(mitochondrial permeability
transition pore, MPTP) & —Fhif#E LA, #Ei1E sk
KRS AL AW HIFEMK, ZRith Ca W/ DRI
A B AR, F 0B YRR IR A TR .
H— B R LI FRBY . Lehi i i i ol A 20 o 3%
103003 J5 44 < B I L, o R AR R 4 o 06
MPTP & H P B |- )& 3 )k ANT(adenine nucle-
otide translotcase). £¥ % D(cyclophilinD) & #MEK L
HFLER 1 R AR P B B9 1838 (voltage-dependent
anion channel, VDAC)H ', IEHE KM+, X
3% B F BUIE SR A4 A A EAS B A B R A P A A — A
AL 1.5 kDa B4 FADES (I, FFHHt
T KRR A Bel-2 5 Bel-xl Hi#5 VDAC 454,
i VDAC WIFF/, AT R IE 5 8 F i, {2t
TERRAREL TR BLF ISR, LAR ATP/ADP 7EkKL
ST BRI, 4R T RRRIEE AR
TheEEus . HAAMIA TR, MPTP fe¥s Bax EAEF
FEEAE, FRAREELAEKRST, XAE
126 36 R T (1) o A6 S 5 P P I B PV AR
WPIRBEAR B EE. EEEMZE, MPTP A S EER
MBS ENERANRERT . hTERdn
EEH Z RITBMIELEH, FTlEBEAMER X
HIZREIAR, B FAR AR IRk B 4 A 5 R A M Y
PR, 3 EUR A TR Ao ) 40 B SR AT
MPTP HI#IHIHEF, BESRERGESESE
FE, 5 ANT M%) KEEEHR(BEIH] ANT), #8
RefldiA R T HAWE B W MPTP 5 H
T WEALR. M Ca KR E RN, #
B 5148 £ B 1 AR B BB LU R AR T T 7R 1 R
Ak, MPTP 7E40 fo i o B EE AR,

3 BEERETLAZRAS A HpE T
R9IE T
EATES A TAT, GHERETHFLRH
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HEAEE—MEAENETF. ®HFEF TR3. p53
TE V. 20 B B BB R SR A4 1 R T R A5 B R
BB AR, EFBRT, HxEF p53.
TR3 #Ef T4, ERTCESEFRERT,
TR3. p53 & &ERL, MNAMBRERER, &M
FLpith, FolBERFEBERSRA, FEMHE
FAT-E A (cytc. AIF. procaspase-3. caspase-9)F
€KL NG

RS, B4 G TR3 N4 LRI & hi kb &
SRR RAET cyte BT, 1XRH TR3 AL T 2HL
PRI 5| S LR (A 3% 1 ) B0 AN R B H A B B
W25, RNERUER T Gl E sl g
RRHIFR A 2 A AT TR 3 o 2 4438 53 1 1) 2
25, BN FERAARE LRI REE A FIHIRK
R RF 2Bt 2 TR3 fE&ebi ik FZ R E R, X
EEEEF TS HERE. Hob, BERET TR3
it 5 Bel-2. Bel-xl & E K i FIFA 4504 (FURA T
WO EAEA, RREIERET-ThAER BH3 454t
#, 1# Bcl-2. Bel-xl ABLIE T B B AR H (R =
FIRRL, AT 3 R T B R A2 1200

FERIN T pS53 M2 — MR LR ¥, R
AppET LR EEEEEEMNENER. AR
FTOR, ps53 78 MDM2(—FZ % E3) 12 RAL1EH
T, WoRRBRREEME, FRpS3 K AFSE
LR R PR 55 B 3 HSP60. HSP70 454 FF 2 AL
Fehitken, B ERIGRIS pS3 1158 72 M &M F Y
SRAF LR pS3 M HAZ LA RAE SRR L IKE AL, Arg72
tt Pro72 B 5 # MDM2 72 ZAL[%#%, 3 H5 Hsp60.
Hsp70 HHE RIS S 1Y, @A FERifk B p53 ge
5 Bak. Bax HEAMEER, XMAHLIERBERT
Bak 5 Mcl-1(Bcl-2 EARKEFMPUATER)KNS
4, 1§ Bak (1) BH3 &i#84M 8, ATAL TRt
Mg F e, b, XFAHE/ERIES]E Bak.
Bax Z &k, X—RFIHZFBER R AAEENER
BAS, 3 S PRI T R R A A A s 123

4 RBMFET IR LRI LA ER

BUUE ARFBAMENIIHE, SMIATE R R
BV T R AR AR RV E . Sahdev 02
ERFST p35 MBI § B i A T st A2
RIS S ST MIATH, ther Bl cyte )
FEUR caspase HIG . SERIER T A 4 IL7ER
UV ESRTZAH p35 MFIE, AL cyte

BB K caspase3 [I¥E . 7ER 18 BG2 41 M9 T-id
e, BERNE cyte KB, {H2 caspase M
S8R F Dronc 5 caspase IR Kl F Drice RETEZ L
PREIFHEE K 700 kDa K/NAIE G4, XFEEYIE
LTI EET A, F BAE BG2 4/1R) S-100
Y IO cyte ATIPRIX T E EWHIFERL. T35,
7 AR SL-2 40 fa 8 T ik B2 A AT AR E] cyte BUBEI
7 SR P 40 B T3 AR P e A I B B RAR T cyte &5
FIFIARAR0S, X 3R B SRR TE B s 4 R A T e A
AEEMEM.

5 INGE

g LRTIR, SRR AT RS AR
F o AR ST 40 M YE T RN IR R T AL R IE
5~10 A TEX#E, HIEF— %00 S5 #H
e, IR T R R R E TR AR RRE AL
#, DARCEAT S SRR Th RE 1 3% R (B AL BERR AL
HIREBER, ATP/ADP ##BE%5) 2 BHH4KE
s, SAN, BRGRAEMRATHMERRAE
W, (2L EITE R S T L A A
ZIAEER K E . B A AR T A%
HAR—EW M cyte, BERAMMPET-IRES, HEN .
{2817 AIF. EndoG. Smac. Omi &5 th7iid
ER, VLR ST F B BOR S 2 B
T Bel-2 ZEREFRIAE? XL n] BEA R Tit—
5 .
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Mitochondrial Changes and Role in Apoptosis

Li-Jun Liu, Jian-Xin Peng*, Hua-Zhu Hong, Wen Ye,Yuan-Yuan Qiao
(Entomology Institute, Central China Normal University, Wuhan 430079, China )

Abstract Mitochondrion takes place in great changes in str}ucture and function including the release of
proapoptotic factors (such as cytochrome ¢, apopotosis inducing faétor), loss of mitochondrial transmembrane
potential, changes in electron transport, altered cellular oxidation-reduction etc, when cells are induced to undergo
apoptosis by apoptotic stimuli. Transcriptional factors involve in the%‘regulation of apoptosis through locating in
mitochondrion. Mitochondrion play a role in central function on mammalian cell apoptosis. Recent studies revealed
that mitochondrion has close relation with insect cell apoptosis. Mitochondrial function on apoptosis may be of
universal significance. ' :

Key words mitochondrion; apoptosis; proapoptotic factor; mitochondrial permeability transition pore;
1
transcriptional factor

Received: July 25, 2004 Accepted: December 10, 2004 i

This work was supported by the National Natural Science Foundation of China (No0.30370056)

*Corresponding author. Tel: 86-27-67862431, Fax: 86-27-67861497, E-mail:“ijianxinpeng@Zlcn.com
|





