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T R Bk 1 B 7 3 #8407 (ischemia — reperfusion in-
jury  I/R) I PR H UL TR 5 gk g I S 45 L 4
Bk K JFEAS AL 2 v 7 IR (9 XL 38+ DT AR A 1) P 4
S A A U A BSOS RRE B RS S B
() — ZR 51 g A BRCAS , HRR AL A2 2%, w43 ol
A B B WG B By I P4 (ROS) 5 £k A 40 i
PR~ 189 3056 R S5 %) W b R A0 i A S 1 T IO P
EEEIAC /TR & S Bui N =% 111 O | B A e i
22 1 1] 422 b S 350 T A8 B SR AR RN R T R A, o
PR T AT Ry 7 Bl 0 PR 3 A 0 Y kSR 4 R h B
BN AT, L3 Ak BH T 08 T A R AT S, 9 A 5t
0240 L 3080 T 5 P T 483 00, 1 Ay IR S o - 3 40 5
() —FhiG 7 F B 7E AN A B A MBI SY . A SOk
JHF U 5t o P 3 458 493 400 M O T LR AL A ) O 5 aE
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H ETA o 40 8 T & A F R SE AR AR BT 32
A TR M RAR IR . TR AT [, BT 32 4K
(death receptor, DR ) 2 &R Ifil./ 7 #E 1 45 05 10 40 7 12 0K
W55 — AN B AR o ST R KR T R BT N
T2 EE R, A HE LT 32K Fas (CD95 8¢ Apo
-1) [TNF = R1 (p55 5% CD120a) .TNF - R2 ( p75 5§
CDI120b) . TRAIL - Rl ( DR4) Ff1I TRAIL - R2
(DR5)'"', H # Fas, TNF - R1., TRAIL - R1 f
TRAIL — R2 fig % 38 o B 42 16 16w 3 S8 T 25 40 1015 =
AL TS, P, Fas #1 TNF - R1 Fil TRAIL 2 & 2

YE# BAL 150086 I /R I R R K 2% B s 45 — = B
AR # BT, B F {5 48 - 2h8887 @ sina. cn
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1. Fas/FasL 240 [Al i = B &AL By FasL /0 T 5
Fas 454 J5 {f Fas B, 5 8052 50 T2 30AH 38 7% o
WA FE T A BRI Fas AH G A (FADD) | dl i 25 5
FI)HE A 09 FE T A5 M B Z AR, JF B R R RS B
caspase — 8 E‘]{Eﬂﬁﬂ . caspase — 8 [IGIL, B HIES
FHNL caspase BY PTG K Bid & #Y AL, Bid 5
Bax # 1A B.AE H15 5 Bax & AR RS AL, 8 i
R RS R B, SBAEER C FH
LY R SIS ROR = 3/ N a2 e Woak I R L - SR
il Jo =2 i3 KB Fas ¥ , 7T 48 K UM 40 g AST
Thi caspase — 3 Fll Bid 335 3§ I, 75 2 - 240 Md U4
T2 BRATHEST & B, 1 Ok BUS Bl i 7 T 3 5405 1Y
Je S B, BT JUE 40 i 3 5 Fas/FasL AH BAE 5 & 09
JHF 248 B 9 T, AT S B0 B o A 2H S F
Y I WAk A0 B, £ 5 e A M L rb M R 2 L FD NK
MPPRIES 5 T X — 8., Hd Fas ik T4
Jf LT FasL € 3K 78 502 20 10, $2 735 28 14 200 J 9= 11 ]
s& Fas RGN A T B HATE IR B ESBT -
Fas HUA BT — FasL HT 1A AT LA 2 98 20 K BRUIFIE &
Ve 20 T 0 2 A T D B AR A B

2.TNF - R1:TNF - R1 i i HE ik 45 &, 3802
T = R AL SN JF S BPE T WO R . BE S, TNF
- RAHSCIE T 454 38 (TRADD ) 5 3R 45 19 3E T2 30 45
BLEER DTG UHBREDAE 3 AN
7 :FADD , Z & A0 H.A/E A1 11 1 (RIP1) F1 TNF - R 11y
R 5 2(TRAF2) . FADD Al J{E Fas 355 1Y 20 Jfd
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T4 RIPL 1 TRAF2 1] [5] B 3805 NF - kB f&
FHT AN P8 TR, LA K NF — kB il AP — 1 K511
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¢ AU — AR = AR B 5548, 5 32 (R 25 A T &
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DR5 .DcR1 . DcR2 il OPG, H: ¥ TRAIL &5 DR4, DR5
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T VAT W& RERE

LR R AN A2 40 6 P R % A R A 1R A 1) P
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AL PR E caspase 25 () S HE [NV o caspase fY 53
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i3 R A P T Bel -2 G AL 51 Bid fih & 2Ok A i
BZH5MMMEIAT . 5 =K, BT caspase, 65
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