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AR N, RE CESEEE SO, MHSUEEIE 2 000 77 t. 2005 45, £ SO, HHilE
R 2549 fit, JEtERE—, H 2000 T 27%. BAb, fEETARRIRNL A
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4 -

E AR B2, (1T W FLEh A P 7 A B0 PR 9 A7 Y G 2 P T R4 380 Ok P R SO,
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(I e 8 A I IR 3R 0 0 1 11 e A 2R 480
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s ® w O

2], SO, ¥5 Yt G HI PR 2 5 LI ZE 1A 5, SO IREEAFHEMI 100 mg/m?®, AT{EATLE]
FRITET K 2.9%, T2 AT Lofe 5N 28 AR5 4 0B (Hong et al., 2002).
Sunyer 25 (2003) W50 T RKH-LAMBIX (B, MREEF/REE, (HEAE. 0. BE., X
L) KA SO WREE 5 ABEL M AT R K R, 45 5% SO, RERS AT 5| e
Pl N\ BE R I 2R e o HE R M VR £ A L SO, IR B ST AR 1 10 mg/m?®
AT L o JUE 95 £ S 2 0.7% . I BRI 2 W At SO, V5 4L ikt 3 0o i
B RN
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1. SO, &£ F AR RIF (L5550 DNA 15 1EH

—REW K SO, M IPIR R FAEH], RMIE A RA LI AT, SO, AT
Y (RRBR AR AR FR (AL, —# BE/REEN 3 0 D) MU IR RE G HFEM, mH
I AT LA LA S % e R AT R AR 8 (P T S A, A B 4 5 1T 5 | ke 2 o U 28454
%, E—FESrEY (Meng, 2003). SO, MIATAEY G/, O, . B,
B OHL M. RS RSEHA NP EA R H K (GSH) & &b BRI US4
KSF (LPO) [ &, X gl 2 fi b (g s P A A el e, i AL AL s
(SOD), AR (CAT), Bt H LS LWE (GSH-Px). % H-6- W R /i A
AIEH IR B I . Yo SO, B ILAT AT 5 S () A 41 0 18 FHAT — 2 B 4 1
H (Wu and Meng, 2003). FRAIN £ ALK T T SO, S IHATAYN /AN B2 Bl i 45 F1
LYK 40 R R 4 R ——DINA. (R E L, R4S SRR SO, R AT Y RE T 31
BT A 2R 412 40 DNA 5 (Meng etal., 2004; 2005¢). b7 ti4sie, SO, f&—Fh
LHM%EY, BRIEMRIER S, W MRS SRR . SO, FEe St
PR F A — o 32 BEHL AT e Rl i A & A B BT G 1 A B AL U A . it
Ab, BATEEDUNRIBA SO, J5 M B My o Ml RS2 R R AR dh & S48
HEFE, A SO, &—F4 G a4 T3 — PR dE (Meng et al.,
2005a).

2. SO, *4HAEF . HHAEIRE T R MBI AR FIE

AR S TRRE SOy WA 5 AN UL i 37 oh 40 LB 7ok T 028 MaAT T
W, 48RRI AL A IR TERE F-o (TNF-) FIEIN -6 (IL-6) B9 i 5 7)
B MIZEMLSS T, % REAL 1L-6 HAAE(, SO, HE Y 14 me/m’ I, TNF-a A4
FHR. STk B SO, /N FL BRI T AR R ALY, TS Ry
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1 (Meng et al., 2005b).

WA, ACSEZNG %R 796 6 52 72 & RT-PCR I Western-Blot 557> A4 /7 100
F T ANRIHSE SO WA K Bl A Mo T AH SR D A I FE M, WFFE4 R, SO M
AR OR BR < il 4t B0 T4 2 A bel-2 (1) mRINA FI 8 2608 I, A ToAH S HE A bax,
p33. caspase-8. caspase-3 [] mRNA F& 7k [ (Bai and Meng, 2005a; 2005b).
SOy 3 T A /|~ 5L G FFE 40 P Pty 71 68 X R0 20 6 X 0 C% 440 Ff b DR [ 4, A B2 2R . LB,
HH LAY ) DNA A6 1 4 iy 55 0] 2 PR 1R 1 o 2

SO, RS T /N B 2 A I 28 40 2 (B T s W R AR W R 28 . SO, Tt |- Jz 4
NRIAI AR AR T, SohiiA e A B Ak, FEIIG)E, {50k h et ILREAS , A
17 A/ BUIFI I T s 1/ BRUBN 2 SR 22 I T4t IR 0 2 o A RS2 40, PR 4T 4
RARER Ay B T DI S U R A BB AL I, KEIEFRERES: 75
FFIE ROIRIRFEEL 28 FARIRAE,  FAEBEAS [FIF2 R 0 22 P A0 MO e, S0 40 0 i A AS Rl R
(PR . PERRPEAS IR AE o S FN 2850, 2004); i) B Ji 40 23 o 11 30 40 bk L
M RAZ R H g iig 2, MR A Sehi ke %, IRERARE 2 (R81%
FIFE S, 2002); 3300 LA M i Ze ki im i, 40 Mz 4 A I HoR e, L
SPYERAWTRE, VAR NSRRI, SRR AN SO MRS T 1 A A A B
AR RN BT N B R A S (X KA, 2005 A3 Z0 40 e o 22 R R
A M anER . WS E AL 0, /N Bl A Al v e A o R 3 1 ) 4 A v
Ry AHMOARAE BB BRI NG, O (40 Mo IR R I D T B K (REEOF, 2003).

3. SO, xENBLRMBAIREIERFIFEIER

MR TSR, Bl SO, 1) 1A A & i bk © 240 i ok fok 44 (4 0 4 B 46
(SCE). Yftfhmids (CA) Kfdt (MN) HIRAZHME (LM%, 1989; &£,
1990; 1991; Meng and Zhang, 1990a; 1990b), H SO, 1A # /LM AL BEARSME TR
IMAR BN, AT SCE. CA K& MN M5 Ca%Eom, 1994: £ 3%mAkiEe, 1994
Meng and Zhang, 1992), W] SO, K HATAE) 2 A bk [ 40 o A o 2 1 DR 1 g € 4
Wigdsil. SO, B HAr a5 ke B RE4I MN, CA BEHm (R%IRE, 2002a;
F KRN ZEAE, 2000a; AZARAIGKEE, 2002; Meng and Zhang, 2002), bl LG
K MN - Z PP E R (45855, 2002b). BbAk, SO, R PHTAEY A AT L &
4 UG £F4E4n s (CHL) CA Fl MN M7 (%850 5%, 2001; #%K0RF1 A6, 2000b).
IXLERIFT R W SO, J2 M FL 28 40 i fry 5% PR 25 428 1R - A g £ A M 284551
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