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AT S FHLH MR RE

(EHA¥ALHBHE 2 EELEHEZE, M 510632)

[(# E] 2K A (apoptosis), X # #2 ¥ 1 48 M 7 1= (programmed cell death) , & — # 3 {4 4§ 5 fu &
TR BB R, KERAAES, A2 AR AT EEN AN A TR o s ERERS
TENER. ACERA, AFFRRWAEPREGATHHBE AL, EHBA T VAP E ¥4
B RABMHRAZ -, AR5 FEXAARATHLATHHNFRBRA T XHEHE, AT
R ERERAFNLEETHRA TR, AV EERALRRE FEZAE(INFR)ZEB R KG =R
T % 1K (death receptors) .3 # % ¥ (adapters) . K [T A BB # R ¥ Mt A8 & & B (caspases) #7 Bel-2
K% B ¥ & B (Bcl-2 protein family regulators) %, BRI M EHE AN R AW ERE EApfy
MW LBERTHENHEIERIFEAR TRARN TR, TLUERNREURACHEHAEA A

EAOTHRTHARACTRFRER T £4,

[X@A] HARAT, +FMEREAR,JELT &, B2 ik, &HE

MM, R RF AR  R—FA AT
I Bt (necrosis) M A MIFE T 2N . PR 5T 22 LA 40 R FE 43
FRAERS, KA AN EY RN AL RIE,
FoVERE 5 B A B FE T 8 T U LA 40 I caspase
BEAER,ATHBRO NS H TN AR
FE 03 T2 1 8 1= /MK (apoptotic bodies ) T 8 4 P9 3L
e BE CIE AR AEY R R AR
RN, HPE O A B SE O, UFRAM B Rk, T
X ZAREHPEFIEMRENE SR EEER
HEZMEM, BICIEW, FIFZER S A TN
FREAR. SIRATHS FIBE I EYEST
BPE#MTHREZ—, AL ESFR HESH
RATHXHEXEZE 2 TE2E HPAEHY KL
BIART A FHLE AR, L8, TEHRKESS
BUBT IR IT F R A

1 MRMATREELRTREERTNE
#HFaEl

TEHBER T LB, AR — R EAR
b, AR A DNA Wi A TR B 45 B VLB
B, B G T R T/ MR T B A A .

AXF 19943 H9 HEH .

FHRBRATESERAEASRMR RS R A&
Rl —MER AR HARIA B MU, BRX—
HEH—SHARFHS NI, HEEH, 41
BT B EME RS FIR., BXRERMAIAkX
TR F 75 Wi £% 1. ( Caennorhabditis elegans, f& #R “£k ")
KELRPARMTHBERR. 3 EER-
YrpsE & R F 3 2 o i 40 MR T CED-3 Al CED-
4R MM T, CED-O M iA1=, AR
BB ENMHEFY, 259 : caspase 9, Apaf-1 Fi
Bel-2o AR, NS4 ML I 1 B0 3 15 45 i BE SR N & 2%
To A 1R, ARETEE 3 A AR, G
S OB A FIE BR A, T A R A T A
TEHSSHIR. BEIHE, B RILEE AR
HNETHLR R TES A LS, R aR
TNFR K J&SE 1= 32 (K 19 3% 4k . DNA 3 65 89 B B 15 5
W= PSS 5 7 4 (DNA $i 45 2 3 p53 MIIE4L
M Bel-2 KRB AXN E 5 S B LUK BURL B A
FHRBR S TR LA, W R 40 E
LAY caspase B ¥ AL A 2R R R o M o AR AT R
18,8 & caspase MIL TR Y HIBE MR S 644K DNA
B AU VL R B w0 X U /M R B . B 2 BN
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BATHERRE KWW AkEHEAD T, HE
B A caspase ZH 1380, M HIEYWELH 40 £
B2 REEVERACHAIL2IM TS Y
RATHTFZE. B8R, XESFHRR UKL
KEFEER MU EREFHEHANE AR —
AEBEHARATHLF M RS, X EMRE T
HENE R, EEMEX LR, XTREEM
YEHK . — BREHMAE 30—60 min N 5E A H
AT SR,

~ cytotoxicTeell &
cytoplasm

B AR TR A RO R B

Anoptotic Pathways

Drug for chemotherapy
(2.9, l)amalu\lmcinr

(17, Perforin ‘ '

Irridation

targetcell

/ Death substrates \
Structural Protein  Transcrip/ DNA repair/ |
proteins: | kinases: ftramsla:  cell cycle

IaminA, B
G-actin ;ﬁf:
fodrin

presenilins ;:‘[ )
gelsalin TSLAE

SREBPs PARP
hnRNPs C1/C2 DNA-PKs
Ui-10k0 Rb

SnRNP &H'!Il j

Active CAD

> @ "dluudlliun of 5
e wal DNA ST NS

vim:::ms —_’ / Q) &

1CAD/CAD

@0

ONA Tdmn

Altered gene!
RprRssion

% Induces apoptosis

Transrigiosal 4 DHA da
regulation e.g. Bax @m 3

Abbreviation Apal, i i CAD,
JNK, Jun N-terminal kinase; NF-&B,

DeRY, decoy receptor 1, 0D, in; DED, death
1ICED wols domi

WAD, casp!
90 B;RAIDD, P

domain; DISC, d i i
i in; TRADD, TNFR1-assnci

lex; DR, death receptor; FADD, Fas-associated death domain; FLICE, FADD fike ICE; FLIP FLICE-inhibitory protein; ICAD, inhibitor of CAD;

M2 SRATEREEER

2 Caspase HH 2 S H AT/ RO

4_'5]-[2,3]

Caspase R R HE SRR - M AN EN
B ARG, LM T 0L A R 2% b s L BB . Cas-
pase” 155 — N FHC" FK R K M A (cystein) , /5
TH ) “-ase” 4 “ B8 WY ST L, P IR) 6 -asp-" RN K] &
E B8 (aspartic acid) , B MAMW & LR BFERITE
ERGHFTHUFEENEREARENE, £ -1
Caspase 3£ H B 7 A 26 cDNA CEE R L& H K ced-3
FEH A & AT, B 2 ICE (interleukin-13-converting
enzyme A B )M H, ML BB AL H KK cas-
pase, XULAAEH LR, HEEWIAHYA
B 13 F caspase, 73 Bl i 4 A caspase-1. . .caspase-13,

H o caspase-11 I caspase-12 /N B A] Y 47, A 2
(% R4 kR B, B 3 8K & A4 caspase FHE IR
FEFEREFINEE . ANIE Y caspase HUREZE R, A
] R MR T, AL R RAE R, B
AT Y caspase X A 4} K J3 8 # (initiator) caspase #I
B BT # (effector) caspase, Bl & J& T caspase 9% B JZ J]
(caspase cascade) By I 3% , 38 rf FL 8§ ) 16 F B00E T %
) caspase, i %X N & caspase FLI%EE M MMM W E
HAIIREEN . S IA EHEM X, Caspase B H
H5HMEORBREARYE (DA EEER N EA
AR5 (2) MR TEE R BT (A & 8 G AT
2R 1 T 0 FUBE A ; (4) Bl 0 ) 4 9 1) B 1 1
FIRME; (S)MME N EARrERE. £ caspase
ZHEA MUK EERITT  _REWMIEYRR
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o BERTIK(30 ~ 50 kD) EL & 3 N B A - B oK o
KB KA (~20 kD) F/NTFHAL( ~ 10 kD)o
A SR EE X B Y L R K /N
BMEE(E2). Atk A 2 M EL
IR RELEEM: (1) & caspase 11 &F K im X
BZREEERMFMKETHEWER, AT A
& Fl caspase B4 8 15 A [F) AL 1 0 4k 3 41k 45 44 3
Rl (2)3 MWL ZEA 2 B[ caspase BV Y fif
SO R4 B & B 30C7E 0K OB P B cas-
pase IE I &F. XA MEBLBEF, caspase & 48 X
BERIEYMEYI R LAXRNAEZRWELEE, WA
BEREVERERWELA 4 T ER, GEBH
RKITAEROD), MY ODREXNTLEARWEHE, T
H & F caspase Xt 4 BRAGIRFI XA £ 5, X & caspase
HEERIFTFRREME. & 15 H—2 0 A caspase
TR PR R B S B B YIS AT RE R AE e . G
b RIERTEEEE S 4 AU B K &8 6B 9%
@ﬁﬁ,(}aspaseXﬁﬁ%%m%&ﬁfﬁfﬁ%mﬁ%,ﬁ
A caspase WIEMIHI R B

: G
— Campase 3) Mt
- G 1) a0

Pl 3 Caspase R I AR B[R] 5P 0 Th BB

X F caspase B IE B PLE] , LA R A THIEA
WY, B 2T LLE RIS X T caspase B &
) 0 R S 0L RO R T AR A, B EUHE HY |, Caspase Pf 43
KI5 3 caspase IR N H caspase I, RFAT-1F
S5l K )8 81 & caspase WG 1k, |5 & F 80 SN &
caspase , 2% il F B K & 8 FX 4 FE 12 JE ¥ (death sub-
strates) BA% , N T =4 — R F A MME T A1
BT SFERAE, JH3#H caspase ¥ M L3 2

MARRZ—, BETREBEEZH AR HEM”
(proximity ) B, " ZE B A T¥ 1" (oligomerization) W A o X
FEX — W A5 BYHIEHE A : (1) caspase Y Rl 1& BB 1T 4
B FEHE ; (2) caspase FITELER —BEE R ;3 A
Tt B ik caspase A& ] 2 B caspase 1§ fb, X —
SR AN N, caspase LATR YK JE B R R IK B N4 T 40
M, AR 0 {5 B R 4t — N3 B B F (cofactor) 42 2
AL caspase BT DL B —2, A B HEHEM I
T LR T A, AT 7= A= 43 () 9 B 2 T A T O

Caspase 1 1k J& 40 {a] {5 40 M A% (&7 H 81 R
BWMT . Caspase KEE T 3 b HLHI 7 1K 40 .
(DB RERTNRHY; QERARNENERS;
GBI BERAMEEMED S TR X M4E
RMEHRE, A2ME 1 FIINETRD HLHE
b b ARPLH T B AR AR . LA 28 2 i L
YL, —A~ HLBIE R RYH T 2 ICAD R AR K35 o
Y0 M N A7 7E — Ffr 45 1 CAD ( caspase-activated deoxyri-
bonuclease) 5 DNA R B b A X 1% R BE, £ 3F H =
K3, CAD 5 H M ¥ 1CAD JB LT i P i B 5 14
4N BE R T i, 15 4L (19 caspase f# ICAD B f# 1 2K
1% , CAD S & 1A I 85 1 Ok T 35 4k, CAD il Bt 2 4k
DNA P f# 7= 4E 1) 180 bp N REEI BERY DNA H Bt , X
HEAMME T BB K DNA BIKEMRE, 5
— A F & caspase X % K 2 B A (lamin) #) B % o
Lamin 5} FHRMEE R EZ BEHT THEEANESS
ROFRAFHRMIE R . Caspase B lamin 41
MR Tr e R ERE

R B AT AR B, WP A Y A R R e

B2 4], BUA LR R, XA FEXS T caspase 3 i [F]
HER. e R 3 KpHEHEEHMILH caspase W]
I3 . CrmA . p35 il IAP, IAP J& H AT ME —7E L 30
PIR B [E 1Y caspase MW . 30 %15 £ caspase
HETHEEEENEN, XEEREHE . (DR
BIEEEN RE(RIEAREEEER caspase R AK
W) ; (2)TBY caspase AP B Z ¥, (3)HE
caspase 15 P 76 41 B P /9 25 (] 43 7 o

3 INNRREALEGERHEEEZEO AR
MESHBATESNESEMEREY

FEIEF M OLT , 41 M T HLR 32 Bk B 40/
BEMEFESHHARNRN AR TRERZEFESH
R, —HMMKE S HAEFHRNEMRZ A
AT AN B 40 P9 7E 4 0, 0 I 0 0 o ML R R 30
AR A TR B 32 B A B P JE R oy RAME L RN ES
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it 8] B R T AL . R s L — B LA
RS ENHRSHENG - MHRHET A RRILH,
X —HLHI g FR 15 4 " R 1 (instructive apoptosis) Hl
#lo X—HHXERARFEIENAHELHLER, i
TERAREREARMEMESHACHESHE
ZMfEBE . LT ZER T Mg A F (TNF) %
HREEZRK. XIEXEEAESH LA —DRIE, M
BEALANE FEMERO S AL EEX
M—AFRORADIERX, EEREETERX”
(death domain) , H BT Z5 14 AT RE LL 8 TE AL T2

KA : Fas (3LFR CD95, Apol ) Fl TNFR1 ( X F5 pS5 &
CD120a), T B LML A DR3 .DR4 #l DR5, LA
TR MR N INF B E KK, HECX K FasL 45
& Fas; TNF Sk B8 R 454 TNFRI; Apo3 44 DR3;
Apo2 454 DR4 5 DRS. Fas # FasL ZE LA 3 & i
T EEELEM: (DERERMLER
B Bt ISR JR T BR L BTG AL B0 T 4801 5 (2) A IR
BT 40ME0 NK 4 M %R 1 B 00 40 Y B M 4
R AR A0 5 (3) 76 R g A S X (IR BT 55 ) 4r 3 4 4 5

F1 BAIETEYH csapase IRA MBI S 2 KB /a3 AR EF1ER

o & R EXAWH W R B S X 40 B A B IR AR
Gelsolin Gel-DQTD*2G-solin v 5 40 S B 25 2 R 45
PO K M P?-associated kinase, PAK-2 PA-EVD**G-K-2 I B4 MR &2 WG
Caspase 1% 4, DNA 8§ 10 il 47 Inhibitor of caspase-activated DNAse 1C-DEPD'7-AD-L 5 DNA A B MIX
ICAD-L 1C-DEPD*.AD-$
o-F M1 &-Proteinjkinase C, 3-PKC PKC-DMQD™N-3 T4 4t R 3
RbEH Rb tumor suppressor, Rb Retino-DEAD®G-blastoma T4t 40 M R
£ RS B O N Focal adhesion kinase F-VSWD™S-AK  F-DQTD"?S-AK 247 MG 2 2R R T B
#PFELEEORBZMEE  MAP kinase kinase-1, MEKK-1 ME-DTVDPG-KK-1 EE RS L
DNA 1R ¥4 E B 3G DNA-dependent protein kiase, DNA-PK  DNA-DEVD”'?N-PK T DNA B 5 HLH
LX ADP RS Poly- ADP-ribose polymerase PA-DEVD?"G-RP + 3 DNA % HLH

1 TNF 2 e KA 8, 53— B, FasL & [F] = B 4k 4+
T, 80 FasL “RERTHE3AN Fas 07, B
FasL-Fas AR FEI T ZEMBAMIETINEKX
HEE (B 2). — %" FADD(Fas-associated death
domain) EEE AT HBESMILTHEEX 552
AT BEIX 454, FADD [ “FET- R & ThRE X
{death effector domain, f&J#K DED) 5 caspase-8 #J DED
R, NMERBREERED caspase-8 B 1K 4> ¥
BE/5 caspase-8 i@ it b i BB HE Mk Rk B R KB
BRI R BT L 15 LB caspase-8 T BIE T I A 5K
W4 caspase AU, AT SE "R &1 A T fE B A%
#o 5 Fas #HEL, TNFR1 KI5 BB R L @i
FADD ¥ i caspase-8 MIHLHl 55 Fas 3 A, ifi TNFRI
i 8 A 7% H: (& & 1& TRADD-RIP-TRAF2 ¥(7& NF-
kB il INK {5 B 5@ &2 MMM -, MM, TNFRI
W38 o BT B 8 9% I8 B8 (sphingomyelinase ) 7= 4 28
{58 53 T W & B B (ceramide ) M i 4k caspase, 36 T-
%1k DR3,DR4 Fl DRS WEHRBE M A 1, (]
BB BE AT BE 2 caspase-10, HEB BB E, A —LHK
5h45#3 5 DR4 Fl DRS F B "B & 2 & (decoy re-
ceptor, HI#K DcR)Z 5 Xt DR4 H DRS 15 B 5% /7 14
TOEXRB T HERE"TRAFETEX,

4 MBEEE ps3 RAM DNA RIGHBEH
AT 5 S M

7E DNA 81455 B3 , X F B2 40 i A 9 @ A 77 3R R,
DNA B 5 B M — RS 4%, xF £ 40 i 3h My i A 75 3
W.DNABE HEE#FRZ—, BER, BHARHY L
A DLE i {5 2 5 40 B 45 Ik AR K SR AR TR Tk A i
KA B4 dM ] 3228 51 DNA F 7 5 i
Rt AR R N7 & DNA B R 5 14 K £
7 XEYAEATSEMFRRASZ . HAWIE
iR M E T p53 R4IM DNA #4589 Z B A
MEAETCESHERE. WI. 3P4 DNA #t
RN # Je— BB BE, K BB BT R ATM (58 8
KAPE BB Y AR R A ) F DNA MK Ei v
438 (DNA-PK) . X 2 MBS RE R sl &% R X 19
DNA 458 &0, H o 60,55 40 il B 3 R 8 s TS 1 A
A DNA B LA R T: . X 2 K
Ry XM T A MEE Y p53. KEFFMR
F.p53 5 Mdm-2 458 T L& H, DNA Z#H1# p53 2
Mdm-2 & 4 BEBRAL , 1fi fff p53 M p53-Mdm-2 & & 1K
PUEE R AR EE MR ED pS3. EALMN
T IhBE pS3 BIAR R A, X UL B pS3 R BF Ik B4
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AR R ES, pS3 BELFILAKRE
KNGS 20 M R T AR R A ThRE . B
HE—FIPUF R R e R R T, HEHE pS3dEd
¥ RO T 3E R OBIME 2 AR AL S 4E i R
T, B A4 SR PR BB T 40 R 28 2 R0 U8 o 3R 3
Bax ¥R - HHE p53 WHERELY F, B 2R
pS3M LB M CEOMERMHE AT
o FEAR B FARBE RO AL A, p53 AT REE I 13 81U
TR 40 M3 o R AR N Y SR T R Mk (Fas %) E 3 I
AEEBEREANE B R ARA T, EXFHEX
b p53 3 i 240 fi xR O 3B R T 6 R
20 3T B T B SR BT A AL 22 T T A BUR A R
ATRE S H ps3 MINBERIE A Ko B, X B
B I6 ST BT BRI BRI MG T R E R A =

5 RRAMERSRABBR CRHRE
MR TE RS R TR TR

REHLEIEHERY, LR AT RSN EE
MR AESRERER T REXBEEN, MEZEH
MR T R E M. B4 ARRARN
THEER A X 40 B SE T SR i) s BBl o Bax VAL
Y 5 T8 TE A caspase FI M 22 B K 55 4% R
PR TR SBERR AR R BB A+
WA NMEHAma R C(cytochrome ¢, T8 R cyto

A&
(PRt 2 )

u — l¢~“ ot
ot 3 3‘ i Al o: »® |
*€Laspsed ﬁgf;pjfv! §} (ot
e £ ‘" }w_y

WA }
{

LY ]

i

muuuﬂ Ets » i
y s —
e X
ey iy
\ = { (ié

LG, sy

B 4 Zobrfd it oh B AR 7 X 40 B SE T T 2K B e

MBI . — B HBLRAK cyto ¢ HBERL, JLFA]
S ERRERT . B0 TR S B Rk
AR 38 T8 TF R T R B 45+ v 2 R, o oL O O T RR
NS cyto ¢ 55 Apaf-1 854, JFH 1 JATP F
TEMEOL T H 5 caspase-9 B A4 & 1M #IE caspase-
9, FEALH caspase-9 B & caspase M 2% BR [ [, AT
FEHRAERNT. BUOAT-ARISRBEELEH
WBH SR, AT g LA N R RZ MY K, 28
ANLRORLAR H S i i T e AP BB Y, eyto ¢ KRB BB,
3 A A RN R ol R e i v
ATP AR BB A B ERE T, RANNR
REMEER

6 B2 BEAFRKEMABMATHXEBERT
%[)1.12]

Bel-2 2 76 A JE 90 P Wk B2 93 TR e € 1 % 2 1T
e FE A (B4R & B E RE A 40 A R 4K 8 A4 15 I 40
ML EGR/ MB R F 09 %4 T 7208, AT FFRE T Bel-2
RGNS MM, BRTE 42 M Bd2 X
B AEWAEE 5D, ERERS. AW
Bel-2 RIEH R ELEW L EH —1 Bel-2 RIFEINEE
X (Bel-2 homology domains, % BH), BH A&~ 19
EJF (motif) ,—3LH 4 4>, 4+ 5% BHI ,BH2.BH3 A
BH4, WILEM I AERF A Bel-2 KK R 3 4
WREE S), R\XTABWMT- 0, 715K 2
PR T Bel-2 WA FARJH T2 Bel-2 RIEHK A o
TP T Bel-2 KM A 1, JL-F # % BH1 #1 BH2,
5 Bel-2 M BAIE WA LA 41 BH, H{2H
TR 2 ANTERKEF,Bax TEKES Bel-2 #1454 H
81,42 %% BH1.BH2 # BH3, H 5 /A 145 Bax.Bak 0
Bok; EF BH3 WRIE MR WS, B T+ EH BH3
HEHMFES, EMNZE TR ZL. BHRE, B
2 FIRMITIRE N (1) & BLAN B 90 45 Fi 40 i P9 149 #1
i QI B R MARE KW ERES; () EEH
RS RAME R ERNE S (4) K ke Mz m
AFBRRAT NS, XRE“Bd2 EARKEREAM
BT MR EEEYE WS L, B2 BARKAT
HRELHEMMEC A A DB, Fl iy (1)E
B, R Z BB 5 caspase 1 4k HH 36 A9 2 B F (cofactor)
o Bk, AT caspase BRI IE 1L ; (2)FEL&
Rk BB R S RIRERATL, BHZRIEN
caspase JWIE Y RIBERL, B 6 B/RVLEE (1) AT RE4H
o B 6(a)R Bel-2 RIEMLH Bel-X,, 5—# BH3 ik
A RER,BP Bed-X, 4 F P ILAD « BT
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— MU ERMBEALE SR ZREm Mg
(groove) , M MM £ 5 Bak(72-87)H9 16 k&5 & . K 6
(b) 8% Bel-2 KXt Apaf-1 BI A, Bel-X, 5
Apaf-1 55T IE/GE 5 caspase RIE S &, AT W
#ill caspase RifAMIIEfb. BRU—MIETF S BB~
A~ BH3 R &K B A Bik (1071 L E BH3 K KW

HoAl B 53 3 Bax WK BRI B ) 5 Bel-X &, B4
Apaf-1 {8 7] LA Bel-X; #1 Apaf-1 BT JE BB Bk
We B ok, gk R U8 R 15 538 13 Bel-2 IR 1=
AR T Bel-2 RIEDLIR T B X Apaf-1 B9 % 1
YER , \Ti 5 3 caspase BYTE 4L,

AR SRAHA (REK) B WRE
r (o YL
B R K
| ey

5-Bel-2

E1B-18k T
(ED9 S LLH) {3—m -

'y
i v e

Bad
Bid
£6L1

B 6 (a)Bel-x, 5 BH; BK%5 & ; (b)Bel-2 B HZK KX Apaf-1 B T HLH

7 BERLIABRESTSERTINENE
W #0575 B

S2G R A B, TR 2 AL MY 40 MU TE VA T2 5 dR B
R SEAT T 40 MU B PN 2 3R T Y — R AR O BRI Bt 2 R
(phosphatidyl serine, 18] #% PS) ¥ B& %% A5 %% A 1| 40 fig
FEMSNE R, XS EAKIE PS #Mb (externalization) ,
Annexin V &l 40 B 08 - F R F A L A BRI
o PS—HH M THARBISINEREMEAS S An-
nexin V 25 & M AARIC, BN Annexin V Xt PS BAH 1R
R R, EARETE,PS WIMEER T4
B A EFER TR 1 h G, PS S 58 24

MERSNE R BRI PS SMbEh Jy 2 & Joni X 8%
REBERHAR 5 2 MBF R 45 5%, B AN HEW PS SMER— F
MR, PSAMUEMBEX BRI M A -2 HE B
A1 PS BB 1 R I T2 40 M B A i LA AR I W A A IR A
PS TEE MEZA M R 1 32 K4 CD14, PS BYSMERIE
FTRIBARBANE R, S 5T /MER ERAFR.
Z5MT/MERERAER WS FEF throm-
bospondin( f&j #% TSP) , E&E MM S IWMIBE L,
MRETR TSP RITRE EWHRES TSPE S
R B 4> F , BT TSP 7F 98 T 40 A0 e 41 Al 22 1R
AL AT B A, AT i A e A
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8 MAATKXBABTIEHALTARE)S
EROMEEHNRR "

WRTAT A, A0 TR —Fh A SR T, ALK
FRPHLE ,BEN TR E R KRR — 1. A
RATRKALSHEMER. R25H—-HERE
MERABRTESABAT AR LR T HLHWER,
X A — s f . B HIV B Y
SR ERA — DR R FE & 15 KB
CD4* T AMBGHTHEW . BATIAN,CD4Y T 41/
BOMRTIERFNEAT, RESFH CDA'T 4
WML A+ oE2E B - ARWTLUE
ER BT AT HIV MR [ gpl20 5 CD4 43 F
g4 i HiE S (L Fas) 5 B BRI sh R
B HIV 49 CD4* T IR AT =AU o AR, AAT
i B Fp XS gk 10 X ] i A e 4 4 M 5 S TR BN A
M., HERILEA LB E ki KR 5 40 1
R S5ETHAE, HiFHEEEXRARLEERHY
R . (1) B X A 4 40 i B R B TR E
A% LA DNA B ; ()M X A& HH
caspase JE HE T+ B ; (3) PL A 1A B caspase M1 i 77 49
SRR REBRORMMGEE, XTHLE
T4 78 2 95 19 AR R B /KK 3% 98 18 9% (Alzheimer’ s Dis-
case, THFR AD) SR T-HIX R BIEFERBHRTTRE
MELHES, ARNEEAIZRNMAMELT
R MM, KIS % BHIA DNA BT
— 4 1 Bamyloid (B % AR R 7 & [, AD K 1L
WEE, TR EREES)ERIEE S AN
AT ; presenilins(— K H [, AD BE A R HAEN
ZF AR BEHER)REERMEHERAMN
BFRAT. REMAMYAINEERERL, UTRER
WRTHSEE B ASTRAENMESMARA T,
presenilins RS RELH AR FIX, LHE AB k]
EHHR AB2 FEE, HTHETHEZ AD 3]
PIRLRY L) e S 40 B 9 TS B S U B — B AR, X
FEMNS SR ERg—BatE, MEMKAEMAR R
SHRATAEXREBNS WA, £LE LA
BH: (DBl 2 EHATEARRE . BB THREA
T-HYBIME; (2)pS3 RA T RIEBREZ ML RBE THE
B SR at B & AR T (3) 57 & i Hl &
R 4 A TR BEL DT 40 0 T ML 5 (4) R IK FasL 5 R 4
S J 98 B R A A L 400 0P T, DA TG Pk 9 4 D 0k
PRGN . BB REER SHRE T KA
YR, 4N 2AFE: (1) HSFRMN THEHAT

B B9 T AR, AT R A6 6 5 40 B XS B 55 00 400 G A9 18
F MRS BEYE R (A FR SLE) %5 (2) B K
T PR RE M T T R R AR R R A EE TR,
m R RR S

%2 SHRACFENTSHENER

HMEHT-A R HRATLE
ek 48 b VR 40 ML) ik 988 P 0 0 D6 AT G Pk S S M)
Y R
P2 A5 AR 3 Y R i
R KEHER =Y R
NS
58 HLE
A5 BRI
ARRR(HSRMNEHR) B GaER(GREME)
REMOERE B 8 R R R 8 SRR
RN FHENRE R B A K B RIR A
R B R R R £ R B
M RITHEHER
Wilson %
;iR k=3
T PE H L 0 L S
B4 AR A M
HMUEABERREGEIE
BB &

9 HRATTRR—FMERDPHEREBT
¥Fﬁ[1-3,13]

MAEMERRMEEMRBRSHRAT RN
2, A EERFHTITIHEARATTHE
BN, AMIEAREETMHATRGTHE
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ADVANCES ON RESEARCH OF MOLECULAR MECHANISMS IN APOPTOSIS

Zeng Yaoying
( Specialized Laboratory for Tissue Transplantation and Immunology , Jinan University , Guangzhou 510632)

Abstract Apoptosis, also known as programmed cell death, is an evolutionarily conserved and genetically controlled cell
suicide. Apoptosis plays important roles both in development and in homeostasis of metazoans, and it was attracted great
interests from researches. Many diseases have heen found related to the defect of apoptotic programs. A breakthrough has
been made in understanding of molecular mechanisms of apoptosis during the past 5 years. It has been found that several
groups of gene products are involved in apoptotic mechanisms, including death receptors belonging to TNFR gene super-
family, caspases and Bcl-2 protein family regulators. The biochemical characteristics and basic function of the members of
each group of proteins as well as their upstream and downstream interactive proteins have been defined clearly. All the
findings will form the basis for developing therapeutic intervention of apoptosis targeting to the composed proteins of
apopotic pathways .
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