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Abstract

» Researches have shown that cell apoptosis participates
pathogenesis of diabetic retinopathy, which is a process
of polygenes regulation. The B-cell leukemia/lymphoma-
2(Bcl-2) family and Fas are all important genes that can
regulate apoptosis. This article reviews the relation
between diabetic retinopathy and apoptosis as well as
expression of some related genes.
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PRI7 AR B 95 22 ( diabetic retinopathy , DR ) J2 4 K 95 5
WL I RREZ — , & O 2K TARAE I AR SCE 1 E 25
o LI PRAFAF 32 B4 6 4H 100 75580 3 PR 3G A0 P FEE 7K i
UK P R A A 2 B PR 30 DR & A I BIL R
2ok, BT AR TE M, HAm L R B 324 th e
ZuliE s AR B0 S N ORI AR O C Y
TEALEE , T T WIR— AL i PR Do B 248 L 1% 0 1 2 L ] 1) 3
FE2 L R BRI B G A AR, T R I 2 A
L 728 22 il 25 L B — SR AT MR A U A5 Pl 285 4 i
P N AN EOE A E AR Rt STZ
AR PR R BLTE MR PR & A J5 AR PR AE 23 H B0 o s
SRS AN PR T 00 ) A 40 A 8 1 A
T EC P AR 22 B AT MR R | A TR SR H DR OLIR
SEAN T ECE MR 1 O S AR SO TR G 3
5 DR AR5 JE 7 LSRR
1 AR TR EREXER
1.1 SRR T BRI 40 T (apoptosis ) =248 4 P K
FYERF N R EERRAE , A0 M AE — 5 9 A= PR B AR,
LD 4 s BE AT P 1 0T 1 — RIS 30 2 5 40 A
FRIFET: AR 1 TG S A A BT AR H
AR T 2 S Ak R AR A i A SRR AR R e e T
( programmed cell death,PCD) , & ¥} — Z 51 JE R (14 380305
TR VUSRS AT R A0 A AN T 9 R A0 A
WIS PERECE B0 A R A T U,
e o [ 45, B T AZNR b 7 AR /NS [) 1) 6, BT
PAT/IMAS, RTINS ] 00 A 7 Wk D) R P 4 L e s e
T3 6 1 SAE B L 1) 2 A o 240 L O T 02 52 ) T A DG KR
PRI 9, AT 3l T B 22 4% i R S M B4 AL e 0 FTBL
PRASAHTE R 1Y DA K B 8 56 ) B B T S 74 1o FH 114 248
THERA RS 940, an 8 B SO PRk 40 AT, DNA 4
Ui S A FMEE L fa b 0S5, i T i AR
IR S (1) AL &R it 4 s iR Briie 2590 555
(2) PR AA AR T A 5 (3) SRPEH R 5 (4) AW R - 4
B JREESEREE Y . REZECE LT, R A T4 sy
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FeT- 155 ), s BRI e AR P i3 30, 0 & AT 4 T
e I 25 TS SAH ) I

1.2 MATHERES RT3 RN
TR AR X A A T AR T B AS [ K 20 R T I AR R
SRR — SR M T LD, AN Y ced -3 |
ced—4 , THFLah¥ %) ICE(IL-1B converting enzyme,ICE) [Bf
AT P53  Fas/Apo—1 555 55 — 2 il 40 e 98 T i 3
B A BB T 4 2 A (cell death suppressor gene) , {Zk
H ) ced-9 THFLEPIEY Bel-2"°

Bel-2 J2& B #f itk 98/ F 1L 2 (B cell lymphoma/
leukemia, Bel-2) 455 20, B 25 — AN B8 A 1l
PAT-AERT B JE IR, R Ao e B HL S T G AL Tt
(14,18 ) Je € 1A S (o7 Dy st 1) J5E 98 R P 2 A 28 o A ke 1
JEE DY A L5 AL AR RS ), A LI R e A 40 ML S8 T AR
Bel-2 85 [ 32 B 40 A 78 SORL I P9 IS | 200 it BE5 P 3R 1T, P9 o
[ 4 A o d o e (1 [ 1 R N
JHL P2 20 S Z R AN Bel-2 1Y 6 35 RE D il 22
PAT=U5 T 2R (A SR e b s 259 45 ) Fir 51 & 1 20 il 94
T, QAR P 28 A A PR 1 Bl 28 4B, > R Pl 2 A K T
TJa, A 2 A A R T A SRR A Bel -2 Y 3 P i
REFE AL W AT B e i T, H AT 2 K5
ATZ 5 O R AT TS, 1 Bel -2 Bel-XL Bel-W
E M 5 R T~ 1 (MCL-1) Bel-2 #EE 1 Al Bel-B
A, e AT REAH 40 A A A2 08 T A 98 T AL 51, U0 Bax | Bik
Bak .BH3 -only AN A=

p53 VS — s B D 7 A 2F e 4 A A A= g T
AEBERIEM, B4R pS3 FEF Gy pS3 12—
i DNA 45685 11, 1% 8 7R 40 BT Y G & 4 08 42 4
FIVEH , Tn SER AT YL fk DNA JE 5405, — B & BlAT BRFE
DNA B JA 3l DNA B HLH . anRAE 52 2R 0, W3 AL i &
0B T PR (AN bax ) 1% i AR AL A3 1 200 L O T ke
SRR . A7 pS3 2B, Ik D RE T2 2%, HARE ik 40 i
5 .

Mye s 5 UL — i DA HEBRE DR o I 285 =
AHLG cc—mye FEF N-myc ZEF  L-myc ZEF , c—myc BE
B SR T RE SCREIM T e 3% 5 R RE 155 40 ) 40 1) 0 7
NA R A SE TSR] . X EEIE R c—myce
PRURT DA A Pl 8572 4, c—myel T c—myc2 , HAE ]2
AR =T LABER ARSI . AT LA c—Myc2 5 40 i
By A=A A A BE S R 0 K A2 O 5 e —Myel A I -
Myc2 BYVEHT, ABAEAS ) if 393 AN [) 37 i 3 3 Hh AN () 4 2
RE , 7] A 348 52 A B Jo S 149 52 W), A, 52 24 i o A Tk B 5 1Y)
MR, B, c—mye BEP R FRINE H W) c-Mycl2 7E4H
Mupy A< st B vl EE AR ] FEIE B AR S5 8 K AR
FHBLH X T30 i8R A B R L,

Fas J& I8 SR 58 (K] 1~ 32 (& i i 28 4 R 5 32 AR R
B 40 L 2R 17T 4 F , Fas BCAA ( fas ligand, Fasl) J& g3 SR 38 A
F (tumor necrosis factor, TNF) Z % A9 40 il 2 i 4 T
FasL 5 HAZ{K Fas 256 S EHEN Fas BRI TE TS, AR Z
NFETZZ AR, AW Fas 617 325 DNEIERR ., AL A 15
B (signal sequence) , 701 H &8 A BB IX, J& 1 28R
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H 7 TH 0 45kD, Z5H 73 Bk Sk Fas J& T TNF Al NGF
ZRFE,, R Z R L AN R 3R Fas, 1] FasL (U 5&
IKTFIEALHY T 4UHE . BL Fas BUK Ik FasL (9 40 i AT
WY FasL 5 Fas 8B P AE MBI T-(5 B . 4 Fas 15
S AN AT DR JLANRE A (1) IR K A A
#6145 e v BB s (2) W TR AN EORA MM AFAE ; (3) A
AT A0 B AMES 15 1 S AL N R 73 18 15 (4) Bel -2 3
JEFR K B Bel -2 545 5 8 H BAG -1 By 3L R X
( coexpression ) BEA il Fas BURT-VEH

JHIRE IR BE A 1~ (TNF ) o2 —Fh B AT 22 5l 2 1 52 3000 /Y
g1 A o S R D i 1 (ORGSO o F A RN T 1R 7Y O
KEHOEH MM REHLHT TNF 940 i R - 1E H , A R 2
M T7E TNF 532K 555 I 20 N ke = S Ao 4 200 1 22 Aot 114
F s BUH T TNF VRS diff ™ A 1 R 1 A
3% TNF B REAE . BF9E & B, TNF RETS 5 5L 28 IE
I T, IR LA AL T I BRI, 33X Se A HT A
A —E M ER A B2 08 X, TNE 7553 NSk sh i i 45 o4 1
A o JULE B T P 3 0T 20 DN R AR A S
AT, TNF-o XT DR A2 SRR A1, 3%
UAE TNF—oc 255 10 10 52 1M1 A5 5 e A e R | I e o2 1 44
PR B S B L

HETZEM L A0 2 & 3 14 F ICE/ Ced -3 R
R0 R I B, R A R 4 TR R S 2 e IR R 1 il
( cysteinyl aspartate specific proteinase , caspase) , XN “ 2
JER A" o BT HA AR RL Z B R T 51 S5 H R W e
S, HOg R LD A 44 4% R B S R i T 7R
“caspase” J5 L FTHABU T #s, BLE K Y caspase H
caspas—1 ~ 14, R caspase Eﬁ%ﬁﬁ,ﬂﬂ%,ﬁ\ﬁﬁﬁﬁﬁ%
Ji& ,— & caspase—1 KRR, LW FK RN 51 £S5 RAE IR
R 55— caspase—3 W F L +E caspase—3 .6 ~ 10 s s T
ST T A0 TR B A AR AR S A Y L AN
AN caspase (KL AE caspase MRHEALY | J5 S BIPH T
AT caspase—8 (-9, — FLIIE , i 46 8 11 il 24 i I 0%
IR R T2, TS caspase-3,-6 -7, LT
JT-"" . Oshitari 55" 1 SCHHIEA 235 FIY caspase-
3.-9 Fl Bax 5 DR 7 4 i JZ i #2518 47 1 o A2 % 1)
A
2 DR 54AT
2.1 DR R EWL DR HE Joh BLAY i B AL 2 B o
R T8 U 200 L6 %) ) A PO/ o A LA PN B A T
JEHTLUT — 26 g R 5 R - QB A S 2 s C iR
% AGE FYJIE B ROS HY3 2 Miiller 4 fi {2 48 i PH - 1 ¢
TEC AL O I/ 52 T 248 i et R = 4 10 A PR B2 R B )
JHL | e i IR AT A AR R OR B AR AR AR T A i
R S e — S A R Ty R T A A
PO JEE Bk 161 BE 77 | A AR B 2 1l A8 PR ¥ 1 B G VEGE g 2L
A0 B A R DS A i A A R X S ] RE AR 4
A DR 1Yk JF Ho DRI B e, 9L BLF T 4k &k T
R T8 ST 1L 46T TP T 809 e B A4S o 1l B8 B BRE T A, A
i AR A A e A DA R i A8 A B A e 8 R | — 2 1 A8 I
RAE , RESZ R T A A0 ML) 22T RE A8 I A R 1
TCL R R AN A T T DR A4 S RAE
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Mizuatani 25 8% % B TUNEL 325 K6 0 22 i 25 11 1t 04 £k
Tk 8 AR B 5040 v R O S A R R T, 285 2R Sl s AR A T I
BRI B E I 9xda BRI 1R IR # 1
BRI AR A HR RS+ 2 (R S ) L B R T
FER STZ 1755 31wk S A PR 9 A BRUA 490 Do) vl [ A6 g
XA ZE SR AT — S A ST R B UE B T A b
BRI AR R BEE T b/ db /0N B0 PR R A ot A O T
W2 Podesta 25" 1] TUNEL FRic A 440 0 5 & 41 it
R IRAENE PRI FR A R BH M 32 14 S 9, O B Bax 1955
GagBE S PRI X B A A A A T A S0 7
— 3 i) 45 B SR VAT TR A LT A e R A N R A, O HL A
TRl kTR A I 785 38 e Y50 TR AT, 3 1 I ) 4 ) e 2 ik
PR B2 A A 3 R sz a1 Sl SR P i A P 68 4 4
i AR 19X S e 8 A T A A | STZ 753 A B IR 6 K R
AR O 5% S S A A AL TR RS 11 20 4080 - F TUNEL FRic, 45 R
87 WH PRI RE B INRP 22 20 B A R T, SRR A Al 21 A
FRTER P Z BT 0 24 TUNEL #1307 F T 4 40 0 i
B, PR T A A A B B e 8 ik, HORME SR 28 JBE AR 1 N
AR Y 10 4% 3 R 35 7005 I v =1 I 457 240 L 1)
FEFE R AR PR T- 0 X B BT /R 25 0 22 40 0 O T A UL A
YA I LA 2 40 M I T G AP A PR e AR R A
fE e, A ATF 5T % ok T [R)RE 19 7 5 A 459 40 TR FF 19 25
SRV DL SRR AT OB PR G B | A AR D el 2 41
AU MM, B 2 i i T & R R e
R
2.2 Bcl-2 £ DR H9RIE  Bel-2 KW M-
EPET-E A, PUUAT: Bel-2 5 B i 454 s 3 il 42 14
T8 DM AR A7 AR R AR S 1 S8 2 1 s (R R T R
BEARHEFET- P MBI T Bel-2 & 1, I H GRS 2 ki 1Ak
MR EACVE R (MOMP) ' LI TS Bel-2 & M v Y
WIREEXTPUIE A T Bel-2 EEH, I #l il MOMP, 3 H.FH
Wr AL AR A T8 B, E S DR s A SRR Do R 1 A A e
ZEURH T AR DG LA Bel—2 1 Bax 1 3 35 B G T 4 37
JRE T HEHR, | 35 A R g R D0 5 20 i O TP R SR A
IS R K R ) 2 4 10 657 ) 4 T v R B ) )
VPR AN R LS B B A0 A R 4 i R R R T, O
HAMarh Bel-2/Bax (14 LA FEAIK, 1 ILIAH Bax FEP R IA
W9 Bel-2 J kgD n] BE I T E 4R A I T, X
JAAER TR B T REE . Bel -2 fER— AU TS
KT, BERS I 4N i (0 R C AR R LA R AR PR T IR 7 (1 1%
Bl Li 4558 STZ 75 S PR /N BB Y, I % FH fa g
HZUL# Western blot 2%} Bel-2  Bax JEATAG I, & ¥ H:
FEMR T A M)Z (GCL) K Uk J2 (INL) B9 3R 35 2 FH %
WH RIS LA TR 3 40 Bax 1933k B3 THiEr, Bel -2 (193
AR, Bel -2/ Bax {H B S0 A 9, 70 PR s B A
o 5% v [ B A B 2 I () A T, 3 — i S sh i S A
Al A Hd % DA e R e P o0 5 e B 2 B 00045 B pft 28 11
T
2.3 Fas/FasL 7£ DR HEIFRIE Y4 PN Bz 20 it A2 5 A1 1ft -
L D 5 o e A S I AL /Dl 2R B A 2 30 ML A X A —
FE R LT A& RN B I 1 ot — R PSS 5 B A AR PR e AR
H SR R A ) i B BE 2 BRI /AR B A | I HLFE 25 i)

LSRN T A i /MEIIRSES DR T Fas/
FasL 2638 —2, 7EWERI P H 40 RR 1Y FasL 5N 5
ARG 08 T U AH DG, A S I 2 R W A R Y BH
FasLL (142235 AT LA PN B2 48 B A0 33 47 L 14552 T | i/ Il
A EWRA Fas/FasL 2R G02& N BN ML 32 451 5 i/ 2R
EM IR 0 ERAR A I RS P B 4 PR T 2 DR A
Fads , AELIZ AR PR s Gn e S 35000 45 P B2 240 Bz 4t S M T AL
FIENREL GRS 1T BE S FasL IL-1B 24 %,

2.4 caspase 7 DR FIRRIE  caspase FIHEAL T 14 Fi2f
Ve SR AR A, S R TS B VAR OE T caspase AT AR S ] VR
HIFE 53R 3 AR ; caspase—1 (B ICE ZXJ%) | caspase—2
(ICE [FJJE#¥) ICH-1) K&k .caspase—3 ( 2P e R FE 32 B
CPP-32) , AN[FHY caspase KGR S 52D 1 ~2 A
[F) A5 -3 1, ANt A X P 0T AR 4 e iy e T,
AN caspase—2,-6,-7,-8,-10 AR IERMPATH T
F. AWITIERA caspase TEBE R G | 21 ZLH IR 27 A9 K FRUAN
W DRI S5 A0 X B ey B4 G 3 3 o A e 2H 44k
G N W DR s A8 2 T R I Y 48 L2 RO caspase-3,
caspase—9 , Bax, Bad /I Fas®# ) Li &P %9 STZ 5%
SR PRI R UG 2wk B AT & BRAW 0 B caspase -3 19 7
A TN R AL 4 )E SMBIRZ AR A T =
R

2.5 DR 54MATESHES kA TN
AT S R R A T A0S 52 A o AL PR 155 i i
FEEAR DG 32 A I T A5 5 4% T ALY, P o 00K 52 7 8 T
O G P el 7 /W LT 2 o e = 1 T 274
ARG % DR AT AALE 2 5 = 4508 BEAH G PR T 5%
AR 6 AL AT S AN PN J5E 6 3 %

FET 32 MRA 3 1 U8 T30 B% SRR AN T E B, BT
FIBET 32 A% RIVA 8 3% 1 1) - 6 85 1 T, B AT T e S 5
AR S 1L — MRS & PR B AT E S S 2
MO TS A T, BT, 2B 20 20 R B0AE
NICT M, T2 AT IR IRFE N 75244 1 (TNFR1) (Fas 73
T (e¢D95/APO1 ) BE T= % & 3 ( DR3, WSL -1, TRAMP,
LARD) .DR4 il DR5( APO2 , TRAIL—R2, TRICK ,KILLER) .
Fas 43 F BIBCIR R FasL, TNFR1 A4 R TNFo, DR3 (7L
K4 APO3L, 3 26 2 11 1 40 Ml 3% i 5E 1 3 MK A1 Fas,
TNFR,DR3-5 454, i 52 7k = R AL I 161k, = RALAYIET
SZAA 3 3 BE T 48K ( death domain, DD ) 5% 4 i 3 & (1 W0
TRADD HI( 5) FADD , 7§74 5 1138 43 FE 7= 200 3 ( death
effecter domain, DED) 5 procaspase — 8 T iERES
ZEWY ., Procaspase-8 HA 55 BMEALTE M, 7T & 4 B 8y
FEITIE AL, SR J5 BB MR 5T 15 31 caspase—8 HZRIK S
B T IFRIBLUY caspase U caspase—3 .6 A1 7, 52041 it
T2 15 1B AY caspase—8 [F A BE G Bel-2 FKG AL 8 = A
“F Bid ( binding interface database) , J& il — #F # /8 A9 Bid
(truncated Bid,tBid) , i #& % 5 2| 4 RL 1A, 1 DR 2R 1k g
F3E P, TS S 4 L (R C(Cyto—C) BEHTHE A ML,
HE TS FE T 52 8 2 FNARr (A 8% A 20y K7 M T
{5, Crosby—Nwaobi %" il i XF 380 4] DR £ % Y Ifi B
SrHT R, TNF-a 75 PDR S8 8 THm V2SR AR
REUE A0 UL A 2 7 o B SR I SR B8 R, TNF -«
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ST 2RSS A S5 BTG LN Fas AHSGHE T 45 44 5 8 1 Al
TNFR1 AHCHET-S5F 52K 1, 0 caspase—8 Fll c—Jun 24
SR N A AN IR T kA, Huang 45
X A B TNF - 0708 BRAE 92 % B, TNF — oo 7E 1L — #0199
S5 o 1) B Jo — L B e bl 2 B OC BRI . A
Kl Z 9T R W AU T 32 1R B 7E DR Ry AR
Wang LEDSTHF ST UEMH Fas/Fasl 8 SFEANA T, HBEEH
BHIE AL 2R 7= W 1 HE AR, Fas - FasL {5 5 38 % 0T DL 2
caspase—8 M7= R4l (0 F C BB, HE—HiF T
caspase—3 WreA SRR T, Valverde BT R 9Y %
B3] Fas/FasL JET- 32 AR5 53 B% 7] BE 23 W X 4T DR
BB DRIT TR

R B SRR I T B R AR A TR
HRER T ERERNIRRZ —, M 5 2R (R 5 %
PEMCER YRR, EE R T 2RI 015 15
S AT R A A AE K T =
E V=L IS SIS K R AR O GOk IR (VA RS % A
AT 375 T e AL T OO R TR ) 3 M 3 R A il Zohr
PR T3 Bl R, AT B4t B g T T A Jb o
v R BRSO S Bel—2 0% i T BFSCIE W] 4 4%
FARINBREZEHLIT Bel=2 Fl Bel - XL 4 75 2 ¥ 23 B A%, i {2
JHT-HY Bax & 230, Bel-2 5 Bax BAHXT S T
AR TR ZHY L AR IRRIRAS R, Bax & N 2R
LA R B P | caspase—9 RUTTIR R C 2k
R R, BT R B R T RO TR 1 RB S A
caspase—9 K caspase—3 F I

VAL JB I 2 I DA A4 L S LA R 2 AR R A, 385 3l A7 A T
Fr A EAZANNE , Ho o3 A IR AR AU R B T P B o X it
R TR B ST BB ) A ST XA, PR I A L P
EEE7/ DN a7/ D8 1) [ o - S W TR e oA SR =70 e o il
DAY SR T 0 5 A B R T BN B M AR A R AT
1, 0k 22 i AR AT B SR DR 4T S 2 1T PN 5T 0 5 AR
SHEAN BTN (ERS) o il B, 5T PR RS 3l — A
FE AL AR ST BI5GB B RIS 3T & 86 11 RN (UPR)
UPR 38 3 ok 20 25 11 055 | b 98 40— 11 A5 328 38 TR i o 4
B, VAT R N BT B S RE . A R B ) 0
PAJB I ) B R Sz A WU AR B R AR PR T B R rh it &2
YRR R SO S BB W] A N BT R T 4 e
AR T, AW ARSI STZ 55 10 B R g K
LR O B AN [] ) 4P IO B A b 1 ) i, A B AR
WE 1 CHOP 14 £ CHOP J2& ERS FHZ I 1= & 245 54
T, FHUEBH N R RO R 2 DR &2 L0 A LA

KaE IR ERUED] 4008 -2 5 3 DR A #2240 il
B4 , S T i A TR G 1 A BT 198 ELAA o BLAIL
FRARHANN R R At 22757 448 e v 2 B 42 M T 1A
TAAAE 7R T X Se ) o7 e DR A I b 28 AR A 7 PR
kS E JCHRAE T, 3 AR 1 E X 00 19X o 22 4 L 00 1 i
— W5 TR E SRR, S TRBCRR I R 25 5%
F) R B S I AL P RE I o W PRI BT B0 A 7 46 3
> H )™ SR B X DR 40 A T S H
FAOCHE PR (0 i — 2B R ABFST, T RE N DR WY1l R 25 9030 )7
FEALHT AT T A U B
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