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FEZ4 1 AL HNHI BRI B
AT Bt 28 BELRE T R B 5 it R

ERMT wOEY EAR OBEFT A
(P B KSR S 2 e A BT =5, B 2 330006; 2R B K2R 22 S e o0, 3 B 330006)

WE  FREEARRKORBEE, FIEETRG TSR A ST RS K., R
B do B 7 72 45117 (hepatic ischemia reperfusion injury, HIRI)Z I R & JL &9 3508 W AT AE B A AT
BRACFa BT 5 sk m B H AATIH AL T A e 2 M 2 R E. 0/e /8 (apoptosis) L 40 B £.
ApwT, IREE A5RES. ATTAFRIFA LR @I, LFTGE. SAHIRIY 4
7T 5 m IR T WAL R S R A TRAT ) K4k, FRR R 7, % AF 3k 24 b 4 28 T P HTHIRLF 40 187
=, R R . IR U 3F 24 4 AL 2B 4 4 B dn 2 £ (ischemia reperfusion, IR)AT A @ fie, 8
THRAGAR R AT HESRE. AT T458%. AT@%XTHLSTFFE—5E,

KHEIE EMRUE T AR PR AL B B BRI AT N

Progresses in Inhibitory Effect of Non-Drug Treatment on Liver
Cells Apoptosis during Hepatic Ischemia-Reperfusion Injury

Wang Peipei'’, Huang Xia', Huang Lihuan', Hong Fenfang**, Yang Shulong'*

(‘Department of Physiology, College of Medicine, Nanchang University, Nanchang 330006, China,
’Department of Experimental Teaching Center, Nanchang University, Nanchang 330006, China)

Abstract Liver is the largest metabolic organ of human body, and its damage may lead to dyshomeostasis.
Hepatic ischemia reperfusion injury (HIRI) is a crucial factors of liver dysfunction after liver transplantation for
the patients suffered from fatty liver, non-alcoholic cirrhosis and liver cancer. As an autonomous and orderly death
model, apoptosis can eliminate the damaged cells from the liver and improve its function. Hence, it is important
to maintain the stable state of apoptosis in order to protect the liver from HIRI. Numerous studies have shown that
non-drug treatments were helpful to promote apoptosis balance and reduce liver damage during HIRI. Here, this
review summarized the progresses in the inhibitory effects of non-drug treatments on liver cells apoptosis during
hepatic ischemia reperfusion injury, which involved the apoptosis inducing factors, its signal transduction pathway
and its downstream molecules in recent years.
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3] JH W 5 906 1) v R TR 5%, A % I M AR o
JE JEE fiek 6 U7 e P I A A 5 5 0 R =R v, O 5k
I P 7345145 (hepatic ischemia reperfusion injury,
HIRDFHIZ 5 H . HIRLEZ KIS JH40
B AW N sk R S R . R e s
B IE B110%, T B2 5 5l Kk S Eiig v
e ST 4040 5 L 7 T AORE, 7E I 5 £ 5
WREAT AN Ty . HIRIW L 3G WA E
3, BRSSP T2, o LR T 308 3=, SEm it
JESZ A A B AR B R . AROCH I Aok R
W Ak T SR i P 9 PR R T A TR A AL A —

[

1 HIRIS#HRRAT

dife il A b SR L e A 2R 4 s i, B
AR A AN A A ) I PR D ik i P R VA5
(ischemia reperfusion injury, IRT). FFEEVERS, FT40 M
147 5 ki e o B SN ERL, LT A R A e R I
(alanine aminotransferase, ALT). KA RR AL
fif(aspartate aminotransferase, AST)¥& 4 B & 7t &5
JHJE FAIRIAT B 2 (R B 2 . FRIBEVE S5 5 hIN AR
PR VE R, DL SORT R RO 1 48 2K (reactive
oxygen species, ROS) EL 4% 45 44 T I 41 i o 3 P
VE J5 6~48 WK AHIRING I, & vk 40 S 3
() 98 i 22 EL L AR, (RIS R ROS 5 495 JH U 240 Mt
o A O R B R . SR G
JH 2Rt B2 S Il A 7K A it T U 4 A B et =
YEFH®,

4 i 5 T (apoptosis) & 41 i F I DN A M & 5,
I3 ZLRSAE TN, kA1 T 1R 7 I 24 i T AR R 2
B, HANGIE JRE SR 5 2 T B s I pL
il B R SR TG 2, (R T AR T ORE U A B
SR TR 5~ TR TR AH BAEH —~ = A
(Caspase) [f13d 1 — it N4 e i B

HIRLS U 40 0 0 T2k R % D). Vivek &g
SR B IR HIR IR A, KRS (b A HEATHE S 4
TUNEL G AL G 8 [ B 1 A B ML B2, 45 R,
IR 2 M A0 520K b R g B i B T 07 3K 2 4
TS . SasakiZFEPT BRHATGRIM60 min)5 T2 HIETE
3. 6. 24, 48 h, I AH A T G A LA
T R . Kuo5PI 221 PR 4% 18 A 5 (1) 1148
LA T 50, IE S B T 5 TR A& A A 22 R

HES RSB ARTAT o RAFEEIR I, JFIEFAIRT
B, AR L ) JH P 6 P It H I R T R,
T W7 JH U A AR TRTAT 355 R AH 2 B O 12 4 AR T2 35
F RN, FEOEHE 4R R T .

AT RE, BRI AR YY) A i B ZH 3454,
FL R RIS LA MR FERN I T AN R, B Al if iy
B4 LR AR, IRV TR, R 2 —5B
R B2 41 A 989 -2 85 11 5 (B-cell lymphoma-2, Bel-2)i#/b
Caspase-3 KEEIE A RN, fEU8 T, R4 MR 3
HE Y TR R 200 36 1o B R M AR AR L G (53
W WL AR E 4 MAARAE N, BT AR BUR, TERUE TR
PEAMA . JFEIESEOAE FBE T Ry % 4, B2
FEXG , RO AR T AR AL T, %0 A4 i
4555 I AR 20 L 0, FE TR S BT P T /MR

2 JEZHYMEALIE

KEZNY LIS UE B, AT Fids it et 2
AR, Q0P AT IR T B SORE . DR BT
SR B R 2R P 20 B P A SRR HIRL. AT
T i G 2 PE AR 2 A 3 . 25 P A B
B T A AL R0 P S A Vi e A o B ) (1 2 3
E L RIA B ek SRl 453 £ 00 H B9, RELe 2 B
BORRIEERIE, BRI T GRS, JE259 1%
A B i SR X 25 k) 35 A0 A Ak 2R D7 =R A 25 1
e, F ARy USRI B AR SR 412
YHH, AR . PTHIRI AR A B & =, A
TR ARG 7 b R = 259 1 b BE K 3 32 AL,
AR SCAR A 4B R T S R AR 25 W A R A — AN
R B EIE T SR, ETE S SEk. W
W RS, A H TR A HE 2 Y AL BRI
IR TR -

3 eI IRITIRIBT BE 4R BEE T 1E A
31 ERTRACIESRAZ

iipweras Al o weun o) =Py EIb it 1)
KA — RV N AR . 48 B R 7 2R 46 G0 = 48 i A
Z (interleukin, IL). ' 98 3K FE A 1 (tumor necrosis
factor, TNF)FIH At 58 14 R F &5 & e W T2 S
KIZR . Xiang& U] HT & AU 28 M DR B TR0 1
H, KBUFBHEA G UE RSB RA2%Z TR, &
B ALHTNF-a, IL-67K - 500f E2H 35 7 B,
MR TS . R HEEDT B IR AN A
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Pt e+ S A 7RIS L B i I o Ak 2 4% UF S /EHIRI
HR] ] JEORE R 20 SCERIRGE T 0% THIRI
/N B A T 78 o T 4 1 2 1 8 IR I (MSC-CM) ) 51
55, KIIMSC-CM 1) 2 Gt 4yt v] FH 1k 40 i g 28 B 1
(R eIk HO I A6 T30 B KO, IR HIRIT ), BR
AR 7 R AT AN, HoOon S 2 S5 BRAL R 5t r] 15
T2, AR FIMSC-CMPUAL B H,0, 175 5 1 41 i
FTARR, R BLEAT N, R BE 5 MSC-CMPH I
HLO, ZF L A I 5 40 i A 46 B8 1 I R AR 52 E E
5, 5l EROSHY 2 M KA Th ReFRfig A 521, Ak,
G R R Al BE TR R4 B A J R R
R ER . MHIE TS SR T GE G Bz
HIRI, %1k 3 FUH S8 H 1A HEE L.
32 {ERTHRATESESER

N MR T B B RS S A, AT
NG, J5 30 N1 5 7 LS S 4 R T
I A, AR TR AE B SRR S
Y, RIZETS2 AT« 2ok 40 8 B R A JoT oo 2 1241,
2 T il R 5 [R] 2 20 B IR AR A A o
32,1 LT RAREH SETIR AR SRR T A
TR, BRI A AE TS 32 Ak S RiAR 4 & S BT
T 45 ¥ 15 (death domain, DD)-5 % $% 25 H FastH < 5E
T 3 & [ (Fas-associating protein with a novel death
domain, FADD){JC-¥i [1JDD45 &, #i% Caspase-8 &
NI Caspase-3, /- FAIIEIH T, HAT, JET22 44
{5 518 1% £ 2 — 2% Fas(factor associated suicide)/
FasL(Fas ligand). JMYgISR S Rl 1 AH SGJH T2 S L AR
(TNF-related apoptosis-inducing ligan, TRAIL) A1/
INFE R ¥ 52 4 (tumor necrosis factor receptor, TNFR)
5T e,

=0k EE T A A2 oL HEE S
5 & 4%, WIJAK-STAT(Janus kinase-signal transducer
and activator of transcription)iffl %  #% [ T--xB(nuclear
factor-kB, NF-«kB)ifl i 45, LLA% O INF-«xBil % K
1], NF-xBEE 51 A=2& 1 038 98 e DR ) oAt 75
20 M 1T 51 R HIRTE RN 531, FELTNF-k B33 i 1)
T A T R R 45 4. FETNFRAS 538 % 1, TNF
IDD5 TNFRZS 15 Jr 5% £E 1 #% 5 FITRADD.  fif
J88 IR BE IRl 1 52 44 AH 5% [A] F--2(tumour-necrosis factor
receptor associated factor-2, TRAF-2). ] 1= 1
“F1(cellular inhibitor of apoptosis 1, cIAP1)F15Z A AH
H 1E F % M 1(receptor-interacting protein 1, RIP1),

RIP17Z & b ¥ i NF-xBH#I ] 2% [ (inhibitor of NF-
KB, IkB)i# BEIKK, IKK:Kf i NF-xBH] il £ FHIkBA
AEWERRAL, TG NF-«BAE 22 NAIAZ, Fesk bt T
5 Welap-1. clap-2%52%, MAPKAE % FIINKGE %
HiX—id . BIENF-«BIE B (1) [H i 5] i Fastf ¢
FE T X I8 H A FEIL- 1B 4% 10 g 411 1] & F1 (FADD-like
intedeukin-1-p converting enzyme inhibitory protein,
FLIP)K ik T B, 5 EH 411 f1| Caspase-83F 44 A H I3
559, BLI, NF-«BIE % A AL 4 T-4F I 2240 i
T2 77 1HI, NF-«Bif % 72 56 K45 40 i /5 Bk 2 fe HE A
FH? SR EREOA A, NF-«BI# 2 it & 4% 9 4E A B T
IR R AT . ChengZEB M ENEMOLZE & 15
(NEMO-bonding domain, NBD)Jik Tl b ¥ 70% AT #4 4
N, 2 Fr b B S /N BJALT. TNF-a. IKKE &
VI TR AL 7K P FINF-xBH#e s i 1, A I s 36 20 HF 2
HE B 32 25035, 1IE SENBDJK 14k B AT J8 B HIRI, AL
il A Be A T I TNF-07KF, Jk/> 5401 % /A TNFR-2
S5 W55 F, FLBINF-«BS 5l . ChenZ5l
A 51 48-A(12,14)-H 41 Ji% 32J2(15d-PGI2) Tl 4k
B R Dy ik B ORA H 1. 33X B8R BT RE A s 2>
ik 75 40 i 5 A A B0 N ZENF-E24H 5% K] T-2(nuclear
factor E2-related factor 2, Nrf2)i& 4% . il P Nrf2i8 &%
WO i, Nrf25 J it 45 6 8 A Keap1(Kelch-like ECH-
associating protein 1)f# &5, i A\ 4l i #% 55 /NMaffil
Jun " BARHH TLAEH, (2 8E T i P A A R e o, 1)
| Caspase-3f F1APY . XiaoZFPYFILIZEB43 Hi1F B
R AL B AN TR e B S AR T A T
Ik LI 3 384 (phosphatidylinositol 3-kinase, PI3K)/&
¥ B (protein kinase B, PKB, tFR A Akt)/Mif F.50
W) EE I EF 2 ¥ 1 (mammalian target of rapamycin,m
TOR)f& ‘5 e 5 ¥ CR 97 HE Th e, 32 ZEAL PO 5
1 #| FKHR (forkhead in rhabdomyosarcoma). NF-xB
FIYAP(Yes-associated protein, YestF< 25 ), {2t 3
Tl i 7 20N Je 1 45 A B2 1 (cAMP response element
binding protein, CREB)F i XU 2 [X]2(murine double
mimute 2, Mdm2)55 % 5 [H 136 14, B34 6| Bad
Caspase-9f Fg .. 2 IE KP% T /N B2 hif) i < il
AEF(75% IR T+25% A ), SR e, HIEGE TS S
“F-la(hypoxia inducible factor-1a, HIF-1a). ff g
O AKEA KT T 2k D] ) 2 08 BT T v 4 R 45
5 W S 08 %, B VIR SIEPI3K/Akt B A 46 T PI3K/Akt
FATHIF- 1ot i FA 05 7T A 3 DR 1
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322 Spakadsg RIS S AT T N AE
AT, TN SRR B 5] A0 B T =ML
(HHFALIE. EALBER (L AIATP 4= IR, ()%
TR A Caspase 5% ik [ 2% 1 5 4 B2 £ 2% o(cytochrome
C, Cyt ¢); (3)S 7 4t M AL 1L SR RECY . Tyt AP
Hh, S P R R R R AR BV T /MR, 2 A
FT 0 TH s . MOAT- 2P B ) RSO &
fICyt c. BZH A bk [ 983/ (1 1% -2(B cell lymphoma/
leukaemia-2, Bcl-2). Bcel-x(B-cell lymphoma-x).
Bel-w(B-cell lymphoma-w)%§Bel-27 T $1 ] & [ Ji
AR Cyt BT, #0018 28U B 2 7 7 AR, 3 T i
R P U BE AT Y I T bel-272 FEBA
Jo bk B2 88/ 9 UL 995-2(B cell lymphoma/leukaemia-2),
TEJEIEIRBAR B bk EL98 & BN, 5 4% Hiced-9(ced cell
death abnormal-9)E [X F23%) [F] J5*? . Bel-28 A
Ji 20 H HT R 52 AR AR BRI T B R
JR o

ARAR AT =R IRIGIE . WPIREE f A%
B BRI B, MG Sh IRt Re . 2
LA A2 S W) 140 i 45 B 23 () B 5 06 S 4 A= i
B A AR 2 IR AT T B R AR D REFR AT, 15
UM T

& I 7 4k 2 (ischemic preconditioning, 1P)/& H
AU A I HIR TR % WL 4b 377 2 — . Rehman%5*K
B, IPAT & /D ALT S REZEER . SRAEANE AR &
YII58%3H K 7K ¥ JangZF R HUIP.  [H) & 14 2 #F
DA S KongZEUE A 1P Py FR-B il Ak BE #1 mT o 3%
LERLAR T READ /N BUHIRL. TPUA] & 4% (-5 HIR T
M2 IEHIRET, AMefT —E7EERE HER
G, dEFE B HE TG RRNShaA . G,
PR ORE N, A H HEEA U 2, A B
lif(superoxide dismutase, SOD)#{ K = JH #E17, [ i
T SODIHFRAH HJE3E11 « 4ERFAH M B 58 B M Fn £
LA TR Tl 25 A8 R A S, SR N B I B HER S =
IS ON, S AR, 22 TIPSR G 45 SR h # A
SODK-F-THm B 5, R WAIPH 5 I 7 1l B i K4
U2 R ) BE G A K o

Fr&e JLIPAL, A VF 2 L4 B WA T
AhIAIERE . —EENOY B A M4 s L
ARG, AR 9B R B IR AU 28 A B 2
XA B 0, BRI R ). Lang & Cha i I
PR BEHLX GRS P4l 1 A2 R BT ANO(80 ppm,

4 )RR . SER R I, NOWL N 235 (£ B i [a] AT 2
Rk S I ) ) il 25 4 4 5 L IS AR 26 AN IR 26
VA S I 2T 2R T PO FE S 2 BN 5% TR IR E
TR ZR 7K TR R k] k| R AR P e, sl Pk
AR, M4 F N EE-1(heme oxygenase-1, HO-1)
Z5HEM PUACERMPTANIE T Ze i FE02, JFim it
MAPKE % 8iPI3K-AktHE % i 17 F 1AL, LinZH
KB, T R A AL FEHIRTA B A] 772 42 5 5 AUHO-1,
RAEPIHET RN« IshimaZEZBIWE 90 KA, S-AEFE1b A
L3 E & F (SNO-HSA)FNOR 73 78 ¥4 5 11 1 1] &
A AR, ELZEVA BRITS h % SHO-1, 853 HT 15
155, 45 FIEF W], SNO-HSAFUW IR 414 7] -
TOUBH ¥4 TRl S B = 350 S B34« Lin%5POE
IR TSRV 97 20 F1 IR PR 7 Fp 23 B8 B K P 2 b
FPS-1(160 mg/kg/K), 515 A1 41 #H bk & IR, FPS-17i
AbPEIYHE | Na™-K ' -ATP#g F1Ca> - ATPHG 55 A= W4k
SR LR, 5FPS-1 AL FE B AL AN 2 JR AR
FUAEFA %o Song S FH 171 # Ik HE AL 7 05 R
RIAH G IK(CGRP) I ZH 2R (2 2 IR - [ — FR(HTK)
TIR3 pg/10 gIR &), UE B CGRP A R4S HH 4R H 2
A2 R T 5| R AR FH & SRR R TE3T °C
B AE R B B R AT R R, RILE SR
VETE LA R R LR R OR AP Dy R, ] S A BRI 2
i 25 I N, 920 B VA LR AT S 1) R 3 4 43050
R A il AT 3 B(GSK3B) A2 AL B i S 41 B 1
H B 5 T, LinZel0% B, 18 4 AL B ]
855K BRHIRL, AL AT Be A0 GSK3BiE i, ks>
MAPKEAL, F61] 40 B 1 K 15 5 E 11 B

5 IR LN A TS TN WAL N CER v A G S AN
PN A TR B, 2R R R JE i 1 B H L (permeability
transition, PT) /i, 53 Cyt BRI )i 1, TEJATP
FEAE B 2% T 5 98 T2 AH 5 X1+~ 1 (apoptotic protease
activating factor-1, Apaf-1)%5 & i 2 Bk, &% & 5
Caspase-945 & T U T /M, BiCaspase-9iiE HoAth
CaspaselllCaspase-3, 51 K T2 Bbi. PRI, 4
Hl KR Cyt B BUE IR HIRL ) B EL T B o

StriflerEE K B AEFAVIRT 60 min 5] #1715
N 2.2% LI | R, S5 R BOR, Cyt otk
BEAS, ROSF™AE B /D, k4% . Zhang %6
Bt NaHS 25 24 52 56 i 1) 4001 e A7 e 28 A1 s 59
PR . AT REE S AT A IR R B & A&
W FFE T Cyt B BHAEFFAEFAIRI. Song
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SO I, MR RO IUE FRA -1 7 i MGE IR G
HIAFTE 2 IF HE oy Akt 40 g A0 15 B P
(extracellular regulated protein kinases, ERK)F1{E 5 %
5 5 ¥ 5% 3 4k [K] F--3(signal transducer and activator
of transcription-3, STAT-3){75 15 5 Il EE . LLAH,
e W BT v S 5 28 A+ 500 ] 26 R VA K
1 mL/6 h)All i %0 T Ak BH (8% PR 185, 90 min)*LL A%
[P SSIF AT 3 5 Bel-2 R I8, #ICyt BT, PR
NPT AR o, ZhuangZE VR B, TP AT i ¥
THGER A A2 /4 5(the G protein-coupled receptor 5,
TGRS)_ L iBcl-23 ik, HIPFE FHLF T /0 FRIEM
VEFHEI TGRS, FoAA J5L Al e A B A
323 A Wil PN I X A 2 L PN O B
Hr B P, 24N Ca> 1) E E A, BN
& A 8 T AH 9% B A i [40Caspase-12. B4H fifl 52
& #H ¢ 2 F131(B cell receptor associated protein 31,
Bap-31). Bcl-2]. W5 % 5 40 A 3 T 1) Bk &R R 0
FEPASJ7 I (D) B A Ca® B A 1 2028 () i
DX 57 85 sz A0, R J A 7 e S 1 B Caspase- 12,
Caspase-12%4 fi Caspase-3%5 T if 2 v 2K A I, S 3
UM TS . ZhangZE"IBFFE R B, K BUFIE A IR 4
L T2 R] e 5 A 5 X RO BSOS A R

b X1 B 6 AR 25 v b BB AU D, H R
Mosbah%5 7252 46 & Fi, IGL-1% ¥ (institut georges
lopez-1 solution, IGL-1 solution) 7] &k 2 K iR T #% #E
R0 P J5iE ) 7 SR 4 T o AR PR /) BRUHIRT
PR /N R BG4I BNL CL.2SV A/ E AR, K
P T E 9 i A2 IncRNA-AK054386(— Ff K F 4 i
RNA) (1) 45 W B i) 48 A 47 4 F ) miR-199a-
Spilc BEH T B, 530 5T W LR A A, B
BRI SR A 1 A 5T O AR
HIRIFH7 B 8% o
3.3 {ERTFRATEBE TS

JH R 52 ZITR A BT, 98 T AL 0 3 shATBOR 2
18 IR B 1 FH AN — 7. DA A8
2 RVE P T3 A2 b 41 i A2 DN AR [ At Oy 55 4% 1 R
FE RN B AT s E E R AR AR iR
SRR, B AUAE R RS B T AR B R — N R,
B — ZR 21 £ 48 A v O B R A W) 28 1 B 9 Caspase
T MK AR I ARV, BUDNA SR B (Dnase) R 2%
NFER )L FE . CaspaseflIDnasef $4 & )5 Ik 4
EUDNA R il R — IR B, {8 2 1 0T 2 0t Bl IR A 1

I 5 A Wik 240 L DA A T8 A W ) T 4 i, S 4 AN
A E R BB
3.3.1 Caspase A HESE-1p4%5#: 8 (interleukin-1p
convert enzyme, ICE)/& —Fh ¥ )t 2 1R 25 1 I, Be¥s
IL- 1B Hi A& 7E Aspl116-Alal 174 U] Wr, 2 Bl B A5 3%
PERIIL-1B. B O AEMH L) b R D 1470 45 F A 8L
YE A [A] B ICER: 25 F B, Sifik HyCaspase. 1 T
KA TAS S iE A8 3V Caspase, B 5 3G RN
4 Caspase, RN 4 Caspase 5| EC4H A IE T2 (1) I
T4 AL R, H Caspasedd 14 JDNAf (caspase-
activated Dnase, CAD); (2)F% fi# 41 it & 22 & H; (3)
ZEDNAE S I KN —— 2 ADPXBE 2 5K
(poly ADP-ribose polymerase, PARP)%"7,

H A7 6\ A, Caspase-3 2 21 B 7 T 2% B¢ s B
HI A28 22 %, R i Caspase-3 A #1711 40 J 8 T
M. & [ EFC(protein kinase C, PKC) /5 4 1k M
W JORE I B AN M 98 T2 2 AN AR, TanS5EHIE
5%, PKCZ 5 CO, Ak #LE 2 K B HIRIF I FE . CO,
THUAD BEATE g — Fb DR 4 1 B A 7 35S0, S8 2 i
G AR AR, JEAE T, KN, B
PKC, f# % {1k [f]Caspase-3% 1& T 1. ChavesZ5*If
R B, 15 % (hyperbari coxygen, HBO)f J7 Al fi
HF 40 Z3RE K i Caspase-3 24 fif, 15 S0 A, S af -3
2 FIHBOVA 7 HIRIZL R B 4, # #1% J5 HIHBOS
O B R T AR A KRR MR RS R AT A
%995 B CT-1147%] "R i Caspase-3, [FJH _EifHT# 2%
FIBcl-2. Park%5™iz F iR 25 9w 5 (1) N & 40 i
%-10(human interleukin-10, HIL-10)E K] 8% B-2- 3 b
TN (LacZ)id i 1 5 B & ikt N\ iU gt Ak 3 4 4
W, ¥ 3 548 WGR AR I FEE AR AT A2 T4 °CHL
TR MR IRV 12 ho VEAl J5 K IR, HIL-10%E R %% 72 04
3% T HIRL. 20 fR47/E R AT BeI J Caspase-37F
AP AL, 185 Cyt BB . EiBel-2FTHO- 177
THX.
3.3.2 Dnase Har ik, & xM202 M5
AH R N VI AZ IR B, T 4 4: DnaselZX & Dnasell
K . Caspaselk #i V£ W V) # IR B§"™. Caspasefk
HPE N D) AZ R B HR R 1245 5 B Caspase-3, B3R
ICAD(inhibitor of CAD)/CADE &4, 1§17 5 ICAD
T 1B AL M 1 [R) A SR P4, 4 DNAEE D %1 Bl
180 bp HIHEHA% v B, A IR H B[R 2k 22 ThfE . Dnasel
Kk 5 Dnasell Z % X FR N Ca®ts Mg # i M FTE 4K
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A N IR R Il 38 41 R T2 75 Rl T (apoptosis-
inducing factor, AIF)¥#iHFCAD.

55 40 R T D) AR 5% 1 K 52 B 1 70(heat-
shock protein 70, HSP70)A] & it Caspase < i 1 5l AR K
MVEIRIEZ 5 TN &R LA RS T B, Lee
SO 5T % B, HSP7OR] #1145 5 14 4% I i (signal-
regulated kinase, SEK)¥ 14 FINK 1) % BR 40 AE H, 18
HIINK S 5 1 T8 . 8753 E 12, HSP70Y
NF-«xBil #J0L, HA R T EAEH » Zhang S5
] O TIUAL 3K BRI S8 25 R R, HSP70 T &,
AR I D RE % DR PR S o

4 55

HIRDE Z 4. 2N RILF 251 R BT FE,
FLAR 0 R AU B R L, il i AT
A RER /D HIRIE . T AR 200 A 97 T2 2 i 8 HIRT ) [A]
wrz—, etk EE N 20 . ZEBIERT
FHanpiE T g e, X MHIRLE A B 25 L. Ak,
WZ A, 5%, RAMRSEREGH
PE TR R T R OB M, Gn o] R 2104 TS5 H 1)
(P47 4R S AR S, 2 H RIS il & 40 i
R TR PO IR R % T I, TR T AR 24
VI AL A R )it e s 1)
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