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Abstract

Ischemia reperfusion injury refers to the condition where tissues or organs receive blood supply im-
mediately after ischemia, but this blood flow hinders functional recovery and may even exacerbate
metabolic disorders and structural damage. Liver ischemia reperfusion injury is a common pathophys-
iological phenomenon in hepatobiliary surgery, particularly a major factor affecting liver function
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after liver transplantation and hepatic lobectomy. This article provides a concise review of the
mechanisms underlying liver ischemia reperfusion injury.
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1. 518

Wt AV PRI F e 7 R A BR D RE DA RTINS, 6 T P A 2 R B A R I A iR, e
PRIR AT 7 B ORI o FTIEAMRHE AR I F AR vt H s g, IR PRI 2 A2 17— €W
S, (BT A S L P VR 45 075 47 S BT A A A TP TR T 1) R ZE R B, O B AR B R O RO
PRIk, R AR L BN B A S ORTE M A IR R, BT LSRR 28 il P R 4005 B ML U AR N 2

2. FFERIN BTG & E NG
21. ZEKB5 pH Fig

BRI, SRk A AR AL 2 3300, ATP FEZORIE THERER, ATP BIRED, foliT ATP
ARG SR 1L . TR, AU A FLIRHERR, SRR S ALBRRILIR T, S8 pH (EFFAK, sk
Mg, OB AR, BT, pH AR, pH (OBBESRIEVESG 55, In 40 s sk i 5 EE R0,
PR pH 718 (pH Paradox) [1], VARRYE pH PRI sl il BRI Ja 4N A pH TP st vl i 7 i i 53R 433 47
SUERIHAMIATE . e, R HREE G40 pH U AT S A A SE .

22. R4+ &

AU R B AEAE R AR AR A0 22 IO TR DL B ETCVAIE 22 A IR HE AR AR B 0L T B AR
SR VIS, BRI R E AR BRI [2]. IR ST R A AR T A AR b A R
Mo T ZBERRIRET (ATP), AT A KRR LUK . LA pH AR FRAR AT LA il e R il A0 2 /K A i
T ARG o PRI, AEVEVE SRR pH ARG b, KORHE N 7 IX el i . X S BOE
MM T ANIRGE, AEE T SR R B R A 4505 -

2.3. FEETRRE

A E R W] SRS R G RE RS A KL, TR IR R R T v, RDESEE
A YA O (RN FL DR B A FEALAI[3] . 2 KOt TR WA PO AR 2 S AT AR B O LR A2 1) A
WilElE C MIBENERE Ao 5 Ca® BIBEIGS, HXU 7RG AL, BRI, LRRBRIZE 4]
TR A B IR L AT AR IE IR1. 2) i Ca?*{KASER B HGS , MR & 2 5 MR Y 58 Bk T 4533
YMI[5]-3) LRSI 51 k™ H AE ARG, et A B B2 R A, R A AN I 4

24. AEES—EHE NO W E(Endothelins, ET)
ET 2 M5 P B2 200 20 A I BKR R, AT 30 (e A A6, SR T A 3F Zh RS s T NO 42
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H LR P B AR S A A e PO 0 45 22 A 2 L 7 WA O A 5, e RERT IR IMLAE . A0 I/ VSR AR L
A5 N R R, 55T ET /EH . HIRN AR NO A2 N fE, ET KFIB#iTHm, —#FHE
RFEFARSS, HEESR M REE R R, AN .

25. KRIMKR

S P A BOVF 22 A 2 DX I MR ) 58 42 1L [6] o X AMEL R AN S TC I8 kML 1 P 4K 5,
HHUH AT RE AT SRS K, JUHRAT SN AR T RS K.

2.6. Kupffer fARRAYIEL

Kupffer 4HHI7EFFAE IR 995 B A= BRI AR R FEAZOAE A . PR R 0 2 NP BLAH R W g
I B B A Kupffer 40074 K& ROS, iR UL 5 (RS 6~24 hyh ka5, B
JHRORT B 5 R A I R IE AN . Kupffer 2003540 330 ROS 7= A= FIURE TS LA B A SE RIS BE,  FL 4
PR R AN R F U1 TNF-an 1L-1. IL-2. IL6 R IER 2% & [ 1 (high mobility group proteinl, HMGBL1)
[7]. S5ULRIE, NO ZK-FREAC, Mok E eNOS I B Z-1 A1 NO [8]f-F 1T, 3 BUH I 52 i 40 i
Gf o IS Py B 400 A 1A B O 4 /N S ST/ INRORT H M 4T SR A, BRI RS UL AN R 1 5 SO 4 i 45
3. Fi4b, ROS TE N KA AN 20 h o S d SR BURR MR S R AP-1 Il NF-xB. HMGB1 & —Fif
DNA 254G 8 A, ESE o -4 A (Kupffer 20 AT Py R 4 ) A0 b s 240 i = 2 43 i SR S8V 20 4 50
B, AIE S RS S HEER N . IEH KR HMGBL = BA77E T AF4nf iz i, K SBT3 43 4Bl ifit 60~90
min f&, HMGB1 MMtz %/ B4, HAEREES 1 h WRSEMBIEIAd AR RAGR I ],
HMGB1 /K VB [E G S i i, JFHrsLni 24 h [8]. s b, FFMEFEBE A 098] % A2 ) 0RE 32 B ey
A RS, HATREE R FIE S FOREESE R 4 i IR, Kupffer 40 M B0 5% UL CD*T 41 B ] g
WO, RS Lh WEUR TR, v SEUF4EMR LSEC #if, &4 S 8UR4IRFE9].

2.7. LRIkIRs

LR IR [ R EIETERGILE 2 —. BRI, LR ) T i 2 2L i T
BFHA = A, 2 R 2 i N SR AT R B 5 A PR A5 fi (reverse electron transport, RET) ™42, A 51 & IRI
[10]. RET EAMEFMAIIER, RER il v S ME 5 E 5 IR L RS @ . RET 4k
P 2 MZOIhRSES G I ARG Q 8 5L rE AL IR PR B (1 Fi RS, AR HH T30 38 B R /N I B
ATP TR Rk, bt Jois ot Had SR i i, ik RET M4, 20 hipRhh T m s et
RET B/ Mb . MR AT FA A, HonT o 5CE DB IR AU I8 S5 R B SR B A AL R
ESMMRBRER. TERIRI 1, X PS5 I8 K I s K 5 SO AR 15[ 10] -

AL, #%EE T E2 #H5EH T 2 (nrythrocyte related factor-2, Nrf2)t & i 4F Sk 1% 38 i i A3 T 58
PR o Nrf2 SRt Bt RS R T8, WS Nrf2 a2t i A KA, JHE Bh TR LR
P05 e ZN A B ORA 1 s 30 Nrf2 JUU AT (i 10 iy 0 1R T BRI SRS B U AL RIS 5 1 98 RE 2
MR fa[11]. Ak, F0] Nrf2 B 255 A A R 40 i AR B RE ) sk D ST R R R L, SECOIRIER,
B VAT A FI A T2 o BREE, Nrf2 6 B A AU A RO R DG H S, LRI R 1A 15 2 B 40 3 9 R S
PUAAL N Bk B T A28 T E Nrf2-Akt-FoxO1 Fli/2 IRI T 2 i SOW (E355@ 5, Nrf2 1)
BOE > E RN /R R A B R AR, SEsRPTA T RE, JREHNH] FoxOL {5 SR N HO-1 A5 57 5
Heam IR 3 Rk, RAUCEIER IR, XU 457~ 1 PISK-HORIAL @ B A1 Nrf2-Akt-FoxO1 7415
S 2 A58 B AR LA & TLR4 A5 (1 [ 45 G I Bi[12] .
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2.8. LSEC ¥if5

LSEC & — MR W g, AR E LT EH4% 100~150 nm f/NL, BB MR, NITF MR /E
W RN ITTTBOEIE , AR FRAE o TFEAE 21 2 A0 R0 P 0 ek e 200 R e i S i R v S 30 B 2R [13] [14]. A&
b RS IR TRERE S TUAB PR BEAG A A B D REREAG . ARSI IRI R (/S 2 h ) LSEC J& 13
P AL R3] [14], 2 B ARG PR 2O RE A IR IE I E 2 . Hide SE[1518F 70K L, #4 IRI AT 330K
SR #5 IRI B2 o JF IS0 20 A A B2 4 i Dh RE R, J32)> Kruppel #:1K1+ 2 (Kruppel-like factor 2, KLF2)
Fik, PR A (nitricoxide, NO)AEWIRIEE, (R FHIE 28 0E S RIATAHARIA T2 #4% IRI 5 H(FEE S
6~48 h) LA 2 4% R 40 A 5 1R JHF PO SE2 03 40l 2RE ISR 3, B0 % 4% % X1 (nuclear factor kappa B, NF-
xB), FHEFZFEIEMWE T AR AR R sk . Toll #£524%-4 (toll like receptor-4, TLR4) 3 %
FIETHENESLRAA, PIOE NF-xB, 28 IR HOCBE R4 4> 1[16]. RSMIMSLE CLATESE, KLF2
SEJZ IR B VIR ) 5 A A R A Bk iR e s R, FERE . A R g ANtk R de e oK Bk, HERH
Pid PrimtBm. PrE L. ST ERL7]. EFERIR L E B AR 7L KLF2 ik,
S PN 2 4 2R 48 AR VR T S MLARII[17] [18]. AT W FE SRR [18], 7 1B K R RAE R FE il it
2iif S KLF2 ik, HRHN R — %L & A B (endothelial nitric oxide synthase, eNOS).  Ifil 1. % in %2 s
-1 (heme oxygenase-1, HO-1) 1 ifi #2115 2% [ (thrombomodulin, TM) 1R E G0, R/ DS B P18
e Z R R A IRRE e R B 1 -3 RN 4 i [) Bt 437-1 (intercellular adhesion molecule-1, ICAM-1)4E i,
PR AN AR TR JERE SN . Hide ZE[ 1518 78 FIFER B, 1E 70% K B AT # IRI A8 o, it 24
W% KLF2 335, fE L eNOS. HO-1 1 TM [3IL, i & YA IE Al TLR4 %Kik, o LSEC
IheE, VD IFAUME TS, AR IR, Bk, R KLF2 koA 0 2 IR

2.9. ERI4aAa

ORRERFFCIER, s R 72 5 S R KR, TR IR B 3 5 B0 b A, e
VER TR PR AN T B N [10], IR B, F AN A R GOALA: 1) Bom
By o 0 L o RIS RO — 4 o (NADPH) L B B LA IR R |
SRR, i FARFL A B0 : O b P 0 5 15 o LB R FF B e
B I0PA, BET AT AIBBL0 . 2) 64 e MR 0 B TS S B U (ROS) [4] BB IR, 4l
YRMIEE T, LR BT BRI A A K AR SN B B4, SR BER . 4
FORFSC R, T b RN 3 T e (UL R KR, TSR L PV 5 O SR ERT ATP /b B 509 0
ER[19] [20] [21].

2.10. “mpaLHI9>F

ICAM-1 J& S BE R B 500 Ak CD54, Pk 5 HiERE a5 11 HL A% 0 22 ik 9 5500, 232 (A itk (L 4
JEDIREARSCHUR -1 (LFA-1) . ICAM-1 751 5% Py 540 g FEoes SRODR 2406 o 0k s Rz 240 0 <5 1 #8945 3
IEHE, AR ICAM-1 BARRIAEMME F U1 IL-1. TNF /EMH FRE . 20M0R5 25/ 3 1
SR FEHEE S AT 20 LB B AIAa KGR KSR AERiRIERS . g1k B[22]. 4 ICAM-1 4121
R PR B AR A5 & T N B B Sl A0 SE it — 2B AL AR, THIR R e s AR RPIRES, R
SESH BN N BB JZ 51 A sk P EE B4 [23] . RNAE ICAM-1 A3 N AR 5 N B Ar i & AT
W5, PrCAMERX —Fir B E T ICAM-1 BRI T ok I PR v 53 05 B LR 3, Wang ZZ [24]1%
PP 2522 P R BORTIAL B Wistar KL, 45 RRBTEL ] ICAM-1 & E-IEFR 3D, HORE BT 5
PR SR I P HEE SR . ST ICAM-1 [ B 5 B LA Al R KBRAR I R I PB4 05 . G T I RE . $R
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SRR IR AST K& ALT KPR, $em AR ATP &l 73R, ] LK RS 5
BRIk R A 40 BB [25] .

211. AE#E

W R SR IE RN T D RE B UIAH G [26] o JFFME SR I FR-EVE N, — T T ek P9 25 31 WT TR i
Rt B J 45 0 T B 1) L A e N T P BB A A A% 25 52 5, 3 — D, TR A B 3T PR BE 0958 »
el RAETCI, HIER RS bR A B Be Bk Z, MENRFKPTHE. BHRTHTRY, WHRAE
JHF AT Kupffer SRS FPEE 0 05T, 53 000 200 B T RG PR AT JIE S0 2 T it o 45 . e 4k, ki
FRREE A5 PT 2 AR LA Y AR I AU, AT N AR PERT A P E . 81 IR S5 LA
Xt A B R BURTE B VIN LB M AN 2 - IR TR Y], CD14 R NBRLEGIIIRE2 K, EERZH
25 G R AL R LA N3 3R — RPN S K B EE R 4 [27].

212. SEME

B B 07 A T 7 2 2L e R R P AR 0 B 5 R (28] L e TR
SRAMIAN 2, LA R PR A A R A T R BT, 3N I VAt T A D ph
FEVEVERT T B T 4 - 2 RGO, BSEa P E R T B . 7 P B (LR
PR TR, A ST W) B 5080 2L e B0 S, (L 7 R 447 M 40 B
T AL AR o, 9 2 L A L A 800 S RS BT T 5 B A
T M T 53500 T 11 31 A AR [29] o 200 b 57— 3= 95 4 1 e 0 U o e 40 L VRS 75 20 L 2 T £
NADPH Z{LH§ R5E. FRHEVERS FiREULES RAWEHTE, FBOEHR H0, F1 070 KM% H A
AL T S R AN O -

2.13. 4HRRAT

YL T SRR R M4 AR AE T (programmed cell death, PCD) 2 52 4H i /MR 18 R0 24 it PR 36 PR #28 ) —
PR E S A AMAET 2, HARIE TR A PRI G R T, R 2 A AR R IR R E  ERENLA
IER A FRATLAUY . AR, EHRTIERE, BB 25Em . e QullEeg. SEmEE. 4
PR . 20 MR LA B A R 2 S R S5 2 mT i S AN T2 [30] o A3 SCHRHRIE,  FREETEIS £ 50%~70%]H 52
P B AR 40%~60% T4 i HH BRI T, S5l il PR I P 52 P o 4 R PR A e R R T TS 2 5O L,
1fi. 60 min FRFEE 1 h B 229%JHF-52 P 57 41 TUNEL e B 29 FF i P PE . Zid K pk et ifi K58 4
JF 52 N R A A AN FFF A B G BE I o B PRV IR (ARG, e PRt M 22, T S2 9 B 40 B A R 4t i 0 1
A% DNA BT R B BT TIE S [31] oAb 58 A P 7 40 R0 P PR 268 07 1 P I ot o Y 1 (1 B
i1

2.14. YARERF

TE S 0L P 452 47 P B AR B AR R Yr 2 AR 72 5 ok, W TNF-, IL-1, IL-6, fMA RS,
FELIR T, KB o155 . X S 20 A DR B T 3 gk A TR 5 R a4 Lk (R B R S R R A e i . B
HUBE L2 (12 IR R BE R -0 FOEH S 3R 1o IR SRSE R F-o (T umor Necrosis Factor-o, TNF-o) 7 i
VI 2SS 3 I R S ot Py A AR ey, A S A B RSO0 281 ot 25 R PR B TNF-o0 K8 . TNF-
o BHTEUN SN B4t i A Pokignfi, P9 s i AR BAE - BUR IR A REAS[32]: U
PERIAN MR R 5 B B A e A i IL-1, IL-6 SRR MR T, 4 TAHIRHUAR AR
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BRFPHE A R R N AR5 [33] A4 1 (Interlukin-1, IL-1), AEBZHIM TNF-a (9774 R i k4 i
PR E B REIESRATAE CXC BILE TG K, I HAENS L MoR AR BRG I 271, et I LM
FERPIERKE RGN RS . SIINES TNF-o PhEIME T N B4R, 55 & BRBEIILAR ) AT 4E s F e, BRI
B 20 M PRI

2.15. (HTEIFThEERERS

JF IRI BT ARG ThBERSAS AOMLA] B4 . 1) ET A NO (IR, ST 2N B 44,
TAEFABE 3G TN 2) &M B B SE A R AR - U T R vk i B 28 5 3) L/ MBad AL R 1A=
B, M/NREGE . SRR DI M PHZE: 4) RIAHMRIIRTPE . RAE L BEMEH . Andre £5[34]42 H 5 (ADP-1%
BE) 5 & B [Poly (ADP-ribose)polymerase, PARPTIE izt fih 2 4k Bt 7~ (1218 LA S W 45 H4mff,  ifn /S P 2
4 1 2 18] R4 5 SBUTFH 0G0 B S A0 B ) BE B A i 6 45 1 552 df Jt ol L 2R 0 2, om0 P AU ) ke I 5
A, FEROE Kupffer 4 S A R0 g0 i 7= A R 9RE A I 4BMER 1~ S E 2k, 3k — 20 0 2 B )
i

2.16. T ik B HARAY RN

JET U s L FEF-BE 9 45077 7 2 £ 2 R 4 A 3 AL 22 IR 7 RES ELIRAE T bk B s AL [35] - i AL Jm B
8 22 10 T 90 EC 200 R P U a8 2 45 0 00 S 0T R G B 1 o Maartin 5 [36] P i 784 e 2 4100 1) 71
FTY720 FiALFEK B/ CO* HZRIAARAIT TT T bk L2 200 xof PP o L PR 4505 O B o S5 SR o, R
HEALAREL, CO** a2 R HIE R M P V4575 W S e . AT PR kuboki 2 [37]18F 8 A BUAN R HA T 94k L2 240
SRR AE FEAEE SR L PR R P SRR 5 O AE AL AS ] 534k, AT T A B T Ik EE 4 7 52 AR B D /) B
(OIIRCEAY SEYEELFIE L R R el IR S TIE SRIL SRR R

2.17. FEMEBG

% M4 (Reactive oxygen species, ROS) 3= % f £ R4 il i s AL s B A LR RR AL =42, B T4 N it
ARG, EIEFEHEBRLET, BHIEELT P, ERAESMEEERNSES, HE
PRI 51 H) ROS AT T XS V. 21 ROS AR T WIEMIPLAMLYI, JHi5 FHiA
OB FRIL . FERU KA R AR R, 2 P (1 %5 B R M R R B IR MAS 5T AT il 1) AL
R VA, SR 7SRRI N S BT SRS 980 N LA SRS 13 (Prieto and Monsalve 2017). S IfiL F
S EOE A TR R AR 1) LR IR AE K ROS . BRI B, Zoki AR EE i)
BRSPS, VTR, 2RI RN RE T (O BEE M  l E E E IR R I A R R TR S
2 H TR JFIR A A KR ROS. 2) ALZIBEAT, 20 A Py 35 24 it S I 2t £ Qi i o M A S A g
FHEE T, HEVEM S LB G RS SN AERE R ROS E i (Casillas-Ramirez et al. 2006). 3) FF#EIEA
WoSOE R Kuffer 200, rh PRI RE P A 44N ROS. 4) BRECSEUNE & - % %7k & &% (Renin-
angiotensin system) 38 2RO R LA, LA i B & E k2= 4 K& 1) ROS (Shirasugi et al.
1997). 5) MR T RERFTEI R ZFh ROS F24E RS, FEREF MIPTAEMI (B H K, AR
TRER) P2 A KRR, ek RRIE 21 ROS.  EFH ROS B4 it R 14545 : 1) ROS Aefs B4
YA AS ISR, B AS N B IRIRE, FRiE— B 5| R 25 . AE T, 2) 121 ROS RefE AL
M P )RR 5T (045 DNAL B IR ZE55)1E i g 1t i S 4k S B2 B DNA WL, T S 804t i
B 5 AT 3) ROS i A iU S 2s 3 350 R N 9 A B S R AT & 0 F 5 R RR S R B 2
I % (Unfolded protein response, UPR), 415 4 5T I RS AR Toik gl R 52, HRp 21 1A Joid DX 7 380 B o e 2%, 25 5|
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AR SR FE AT T
3. FrERIAEREEBRAA BRI HLH
3.1 SHRBR R

TR, AL RIAE HIRL H R B0AH 2 BB R A o 0 B A RO 2 o T P R = AR 1)
TEPEE(ROS) G, ROS R T - BUEM AR, AR T AfsET:, ROS M= AEEHE &
o TEIEHIVEBAE T, ROS 7™ A i B R PR T4 58 B4 M7 5, FF52 — Lo 6 sl ) 4% [38]
[39]. fEMFLBM AT HIRZ =4 ROS MEF RS, HH A IUMEE RS S 3 S . XL NADPH
AALRE, TR ALLETE, NO fRMSIETIA BB A ZERIAR B AR I BE . X SRR (M A7 755 K& AH A
Fs B anEeE— A T DU B 0T . X TR S BUE RS RE, 2B ROS (1= AR Fl A AL R
Bi[40]. ROS fEH RIS M HILIEH R E, BU=4d 21 ROS, #iaFEEMRIE, M-S S
DhREZALFIZEMI I T2 [41] . MU NAFAE Z PRGBS Bl S ENG . BH IR, 44
% B AR AT LI ROS B AL SR o i) 55 25 [421HF 98 2 B A i 4 7T DL 3 9 Y P 4 S AL g R 7K
IR R A AR B, AT AR HIRI

3.2. #MEHUE

HIF 77 3 B AMASIOE J5 T 5 B 8 o 52 4 (membrane attack complex, MAC) & HIRI I 3= B4 i [43] .
MAC 5 57 P #E [ #MA i 771 CR2-CD5B9 5 C3 5 C5 A, ‘& AHAELE HIRI AR AT, 1
HAE HIRI J& W] SR AT A . K CR2-CD59 ST 909% I T U ER AR BRAB Y, ASEL e 18 hn 4 ffy
A RE 7, T B AR G R AR AT RN 0 $ 2] 70%. KR SEIGIE SEAMAIN A N AL HIRI I EIRTT
Jiiks ER AR MBS =) C3a FH(B) C5a X FF AT A Jo -4 i e 389 8 45 SC s 2, o SR 1) 5 4 FH T
C3a ik C5a #J AT GEZ M HIRI f5 40 i ¥ 73 2E - Saidi S5 [4410F 57 38 B #MA CL #1114 C1-INH REI4E HIRI,
FAR A A, R TAMAZ BUBE R 25 T HIRL. X TAME RGHE— B0 7 v G224 HIRI
[ s SR I 7 1

3.3. K

W2 i B R 20 B RV B AR G E A6 O FR PO BN 2 AR K R B . A 2 S W T kA T B
Rt R . BEAEUACA HIRI MR AR R E SR TG, WSl i K I[45] BIEH 125 T 4Rt
IR JEEER R I E WEAR SR B A B H LA Beclin-1 A2 5% (lightchain, LC) 3-IFF, Jf B4
WESE = T DB N B IAREY . — TR RO 7045 Hi[46], TAERER B8 vl #0] B #kEL4nfm-2 S (B-
celllymphoma-2, Bcl-2). Bax 5. HWIERF Beclin-1 DL LC3 (A, S FIMEFRE, R HIRI AL
AR50 . FF H IS B R 2,056 2 8 i 3 /= T A 2 1% 2 1 B (high mobility group box, HMGB) 1
Beclin-1 [f] BH3 £5iI4s &, M FBEAREIG1h; @GN Bel-2 FRIA, # Bel-2 1 Beclin-1 B %45
G, WA ARIEER . thAh, PR LB HA 0] HMGBL/TLI4/NF-«B Hli, {3 4 5E K1 (TNFa, IL-6)
B> VR B 1 IS E A, RS E ) OB R84 B A 8 R HE 2 1 (mammalian target of rapamy-
cin, mTOR). MTOR # PI3K-Akt {5 ‘5 IH#% Tl i) — R o> 1, AT LA E R K R AR [47]. FEARSMEERY
(RSSO I, FRPR T PAL B 1] 78 5T T4 M A 22 D R L PRV E A A I, LR PE RV Beclin-1 Al LC3-
ERIB N, B IMETE SIS 2 . T ik P38 {2 73 243 5 s A6 2 iR (mitogen activated protein kinases,
MAPK)/mTOR %, 40 7 A5 % & B RIBERETI[48]. HFPEEERTRES ROS MG, Li &%
[491 & B I /b HIRI I ROS AAH DA (R T8, wT 4l FH- R P ) TR0 B R, R 45X — VR R T REAIHL
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HZ PN P3BMAPK,  c-Jun S K R sy e LA S 4RI A 5 2 1 i 5% MAPK. S0k 8 F IR AL O
Yo HATKE BT FT[S019A 0, 3958 B WE AT CLER i FIEXT HIRE (AR 52 0%, T 3o J32 Y | Wt e iy 2 /- S sk i
FHEES DI ALZBET, I oS F4R I AR SEATE oA (e 2t A AT [51] . AEIEH B, g s Bk
1 5 T DA g B PP R IO AR s AN ARV A MR 27, ERRIE R AR BEThBE . T HIRI R AR, 2ok
PRARER AR VAR, TJCIEIEH OERE, Rt iRt mt & 38 A A faste. ik H
AN E W AR AT T I S R O T H BTRT SR E R, T MPT RTRER 3 97 F12K[52]. MPT 72 HIRI
I ARk E R IR 70 55, EDhRE R I 2R R A el F R IRTRER . BRI, SZARER AR Y3
(¥ ROS i R T EAM BRI ARG, FRRER G RbENG, RAMMMILTI[53]. L, HIEELE HIRI
FIRHLUR P AT e AL, (B BARIE LA A B 7. BEAh, HIRE BRIRALEIIET KR &
LRI R R LA TS A R, SR EA AR, R RGBT AL 450475 -

3.4. B 4HA@iH B398/ 8 IH#%-2 (Bcl-2)

Bel-2 J&—Mhid 2 Dhfe fE BN, AT R B TR E R R g 2 it b s o .
Bcl-2 i R 3A ] P Bl 58 A% BE 1E 22 P BN M 78 AR 4 S LR 52 B8 75 PR . EED SRR, AR B
AR AA 70 5530 5 R PR T2 Bel-2 B S /NS PR AR R A0 R0 AR KR A SR TR
E RS A AE KN RS AT RE A, FSETEIE AR N, Bilbao G 25 [54]5L 560 K i@
T R B S R e i 7 R SR AL A r Bel-2 JERRIf R, B b K SR it T 005 T4
LU TR AN B AR BE  BarrierA S5 [55] 8 FH AR L FFEEAT SR ML TIAR B , X 2 ot Bk Rl 0k HEAT 36 , IR Bel-
2 MimAIs, RAPET . R IR G A R

3.5. #AREER(HSP)

R TE R A (HSPY RO N M, 2 NIRAE T RAECIRAS T, R A A A KRR 0. #vik
SoEE 1 HSP32 AR N MAT R (HO-1), 1RZHFFECUESE, Tkl FFEE B BA TR EH, A #4
PR H AT i F R AR i BV S — . HSP32 IR LI 26 2 AT, ZEAE S
BRI IHLLR B PURAL I ThEE . Bhhh, XA RE AL R i CO, wl BAYS TRl — > HAT ik £
PHERIK — AR P58, HSP70 t2 MK B ISR — 0, AT St v j B A A7 3 AL ARy U sk
A PR AR 5 R Th e

3.6. ¥ FHEF Kappa-B (NF-xB)

¥ N1 kappa-B (NF-xB)2& —Fle el B A 7, J i A7 42 Bz, &2 5 20T IR $if)i
(M H K — AT [19]. NF-xB £E IRI BB [FIR BOBias , I A A RO R08E: 78 300 B EE B B (30
min £ 3 h), EFEERGMMETL-1. 1L-6 & TNF-)FIRIEMSE . 76 S I B (9~12 h &),
BN —FPLR 25 A IR 1 HI[56] . NF-xB A A% R4 1 HI LB T REZ H0H] TNF-S N ROS 584k,
1M TNF- RSN A AL T T8I, Rtk NF-«B w] BEIE IS #0H)JH 115 53 7E IRI ARG 1E FH[57]

3.7. IE4RHL RNA

JEgmiD RNA ZFAmLEATN RNA. /b RNA (microRNA, miRNA)S HIRI K& EHZ],
MIRNA & H 21~23 M B R H B RS iS RNA, 2 7 BE 8 (1) 38 DL R s IME L« 772 miRNA
57 HIRl, HIEHRZAZFM . Jiang Z[5810F 78 & ILLE K BRI E R4+, miRNA-146a fEid i B 2 40]
IL-1 =24 AH < B (inerleukin-1 receptor associated kinase, IRAK) 1 PLK TNF 52 44&4H <[ F(tumor necrosis
factor receptor associated factor, TRAF) 6 Jik4% HIRI. JLALHI ] A2 B R0 - Y miRNA-146a 6 m] i 75
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