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Retinal ischemia-reperfusion injury is a pathophysiological process in-
’ volved by cell apoptosis,inflammation, and many other mechanisms. Caspase-7 ,one ap-
’ optosis executioner in Caspase family,plays an important role in modulating inflamma-
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cal characteristics of Caspase-7 ,molecular mechanisms between Caspase-7 and cell ap-
optosis as well as inflammation in retinal ischemia-reperfusion injury.
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1.1 Caspase-7 BYZE#9451E Caspase-7 tFK Mch3 |
ICE-LAP3 .CMH-1, /&1 T Caspase 2% 5t )2 vf T i 1Y
T PATH . Caspase-7 [l 73+ /& i 303 LR
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) DED 5 CARD Z5443s, K G S8 8 B KT 1k,
BRI LG AL 5 5 AL A HE Caspase 5 H G 10 AR BT
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NPT/ IMATE BEE U . R ISP i B R A48
1T p23 (cochaperone p23) ZE[E B [ v oot 456

1B A A ) 2 1 ( Calpastatin) \DNA A1 25
14 ( DNA-dependent protein kinase ) f1£2 2 ADP #%
PR ATF (poly ADP-ribose polymerase , PARP) 258!
PARP {E2} Caspase-7 ) T 7 4, 76 20 i I/ T S 48
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o A AL AR TR, AT S 54
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TR, G 3 ] AP i s 8 40 L X A ST 4
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Caspase-8 JE SR 152 W), 240 - H0S %0 Caspas-
es G| AN T o LI Y Caspase-8 ¥4 1] LA i
4% Bel-2 S5 BID i (AT P A2 1% AL (BID, 48
JEAE LR AR R A T . kA, TNFRIL &
BCAR TNF 54285 1 TNFR1 AHOCHE T 4544 8 2R 1 45
GIEMEREGY G, & AT 456 2 A 2R
ZE 1 1 (receptor-interacting protein 1,RIP1) 5 TNF 5%
& HH % A F 2 ( TNF receptor associated factor 2,

TRAF2) 5| #2 #% %% % [H 7-«B ( nuclear factor-kB, NF-
kB) {5538 B G AL, (LRI T, BIN 450 Ak
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T/ INVE R BT B0 A T RAIE, 35 f Y Caspase-7
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HIXo SAMUEL %5 g IE# Bl TNFR JE K sk
FU7E RIRI A8 284k, 2 B TNF-o 76 1FE # B RIRI
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T F I T (apoptosis-inducing factor, AIF) 2
5AE Caspase KRR 44
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( apoptotic protease-activating factor-1, Apaf-1 ) Fl
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HEE AW LLA 51 CARD Z5F9 5UA T 4F A, fift
Caspase-9 iffJ575 LLTE 1L, JF H#k— 22 75 Caspase-
3 Caspase-6 Fil Caspase-7 Jiff J5i, 5| A2 4 f o8 ="
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JULIETTE %" 76 iz Foth e 685 35 i ik o b & 30,
Calpain-1 7] DA 24 {1875 Caspase-7, HoK i Be ey
TR I 5 T Caspases 12 2L Caspase-7 fi 1
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Janus JG-15 5 7% S 5% S 0E TR -4 RE (5 5l
T JSOAH ELARE 1 34 558 149 9 SR 2% 3 2 IV, 35 s 490 D) i 24
MO 5. AF 40 5% AE N 3L 2, Caspase-7 J&
Caspase-1 TFIIVERICY) , £ p53 554 5% 191
¥EFIE R AHEAE (inflammasome ) 35 fL ) Caspase-1 7K
fEUETE , 25 TNF-a \PARP1 85 48 EAH G A9 fin T
%H?F%ﬁﬂ]l NER T NF-kB S5 5B (5530 I, RIEE R
ﬂj 2,28 .
3.1 ¥BEEERAE 1 Caspase-1 J& K AH K
Caspases MU & BLERLGL , HAT S8R0 3 RAE Y
YER o FEALAARZ 2 S 5953 i AR 55 P V-2 1) £ s o 35
FonT, AU A s R MRS S, A B 55 4R
Caspase-1 RIAS 5EEHL0, 24 R H0 ik B g i &4 A
PRI = TG ALY Caspase-1, X 4 M 4R MR+ IL-18
A IL-18 P RIS T In T B T iR 2 , #F
— P UE TE NF-kB 3 2%, {2 H A A M D i) B
Jit, LAMKANFI 262 1jF 5% Caspase-1 #7/E F JiE 9 Bif
&I, Caspase-7 1] LI Caspase-1 iRV E|Ffr= 44
TG Caspase-7 ; H-E B 78 41 TR JE L T2 P A
HI'F , Caspase-3 5 Caspase-7 f£7EAN ] A9 IE i 12,
Caspase-1 5 R MR NS 5 Caspase-3 HIILIE o
3.2 TNF-a TNF-o 52 B {6 A6 1Y B 20 Rl Y
THAR R o M AR T S H B T
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PE, ol AR E Z R0 R A i 2 T A EAE R, 25
RVER N, SUSANA 452 B TNF-o 55 A 22 £
Y g SK-N-MC 20 ik DARIF 9 76 36 M S8 AE AT IL-
18 ik, KB TNF-o °] LI 9075 NF-«B 1767
DL AR BE Caspase-1 (9 3RIK, 24l IL-18 R PEH -+
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3.3 HPEEE pS3  p53 FEKTE AR Kbl
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YERIAG, I B R AT — 5 S v 40 i R0 E %0 2%
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MCF-7 20 i i 323K , 7 Bl 85 28 135 i, DNA $5}
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Z AN A B 2 DI Re B 1, AR e P UNE R
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JNE SN 9 /D V)AL 5. ERENER 2567 % Bl 76 Py
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4 RE
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T2 5 9 0E S AH EL A, (145400 I FBE 44 B 2 1 o %2
ﬁéﬁﬂ%i‘ﬁ{%ﬁﬂjo Hy b 3R ] 41, Caspase-7 74 21 fitd &

FARAE N B EEAE, H 'S Caspase-7 #1F
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YRR T, (R HE DI RER 2, X Caspase-7 2 5 Hy#L
il Ao B F S R LS X
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