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DALSR I BEEFR G PR UEMES B

P, Uk, KR, E—D F R, K RN
(ZMKFF—BRESE, ZH 730000; 220 KFH—ERSAF, 2 730000)

E: Hd S PE B (ischemic heart disease, THD)R AR E B TREZ —, HAT, [HDWH LT R
o Rd H st ARARBIFFRFERLARHRANEG T #ITREEE, A, TLhiZEF
&7 T RE A B LBk dn - /£ 145 (myocardial ischemia reperfusion injury, MIRI). MIRIZIHD/&
TP —ANE R, B AR AA A MIRISBR 5 R 697 77 k. FTRAR, AN HAFEMIRIH
X#ERF, EMIRIMAX O mBAT Y REEXEZOERN . AFLELET AN ZHAMIRIF &9 1F
R, FEAEB T MIRLF 39 4] Foho B BAC L BG40 X A3 T BB RATAHA AR, XERAH—FRE
MIRI#) A R L] A B H] 2 % A 2 A9 THD & J7 R B2 T A sk
KB Sb e SNEAG; SR BIRIERG; ALK

Oxidative stress signaling pathway in myocardial

ischemia reperfusion injury

HU Nana', MEN Bingxin', ZHANG Yaping', WANG Yihua', JIJANG Yujiao', ZHANG Jin"**
(lFirst Clinical Medical School, Lanzhou University, Lanzhou 730000, China;
"Department of Cardiology, First Hospital of Lanzhou University, Lanzhou 730000, China)

Abstract: Ischemic heart disease (IHD) is a widespread cardiovascular condition characterized by an
inadequate oxygen supply to the myocardium due to limited coronary blood flow, resulting in significant
global morbidity and mortality. The prevailing therapeutic approach for IHD focuses on revascularization
techniques designed to restore impaired blood flow. Common interventions include thrombolytic therapy,
coronary artery bypass grafting (CABG), and percutaneous coronary intervention (PCI). Although these
treatments are effective in reestablishing blood perfusion, they can also result in myocardial ischemia
reperfusion injury (MIRI). Currently, there is a lack of specific clinical treatments for MIRI, with numerous
studies identifying oxidative stress as a key factor contributing to this injury. The primary aim of this study
is to delve into the role of oxidative stress in MIRI. Through a comprehensive review of relevant literature,
the study delineates the crucial role of oxidative stress in mediating MIRI-induced cellular death and
presents recent research findings on the signaling pathways involved in both the inhibition and
exacerbation of oxidative stress. These insights not only provide a novel perspective for further
understanding the pathogenesis of MIRI, but also establish a robust foundation for developing more

effective therapeutic strategies for IHD.
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Sl M O 7 (ischemic  heart disease, THD)j&
— el T e R B K LI 52 PR B UL L AR AR
AN R B AR A 4 IR B A R0 R s AE 2
PR e R . THD A 3 B XU R R
M. EHERE . WM. Bl R LA RS . 1X
LRI RILFEER, SEODRS) MK = sl b 28, i
O WLTCVE SRS R 08 1) LA R . B0 VLI s
BYRIT R IHD B F D O NS TAR 23 Pl 11
B HAT, THDMA ZURIT 5us E EaiE 244
ke TARSNHEM F ARG B RSB NVRTT o
SR, FEEYE O] RE 2 0 JBI THD i 25 s oo AL AR 1)
Wifh, SRS, X — IR
A0 USRI 75 3% 73 #5145 (myocardial ischemia
reperfusion injury, MIRI)®. MIRIZZIHDIG YT T
—ANE Rk, H AT G X A R R E
PRIGIT T

MIRIFH) AR DL AR L 2%, 98 R A A BT
PR A BT R RS . SOE SR
YW, BT, BB, HET RN, AL
L2 5 BIMIRT R R R Y. (6 PR FE v
K& 0GP H % (reactive  oxygen species,
ROS)™= A B4 fa it . 85 1 )5 LA DNA, i ifi
FEA I RIS AIAET: . HAT, KT MIRIFE L
IO 1) PR AT 9 3 LR o AE 25 MR DG AE T I
RMBALASAE DL SR TSET7 1 o AR SCAE [9] o 2R
A SCERIEEAL b, g T A RIEAEMIRTH 1) 9%
BEAER, IFAGE T A RAE H ) RN R A A R 9
FRAH A 5 8 2% 7 T I BOR BIE R R, B AETR AN
PRI A M FAEMIRTH /EFH

1 SL R RIERE

SAACRLHE R R R AE IR, FRIRR
WA S PR E R BTIIRES . IR RBILT,
0 M AR A R GORLERF AR ST . SR
Y B R T AL B R R, UL B 1A
Gk A, FEROSHEA, MimslkEn
Ji s AR IRSE L oy T AR . IE N
AR BT DL A0 S T A L TR R RIE

HAH N 1G5, AE I R P AR S B0 2 B R 4 i 4
fAnzhee, HRIFFAMMAT . AN AL 2
PR R AR JE e EEAE ], HAEMIRIH
RAECMER IO . BN T fRAA NI R A
HLHI T MIRTFIF 7T 28 R HL 2L
1.1 |URHR ™4

& B ROSHIE % H 2 (reactive nitrogen
species, RNSW/WENEAIE GG AT, FEA Y
IEEAHD R EEEREEN, ESES. 4
o358 DL A T2 55 . SRTT, ROSAIRNSIH =4
1o 2 i R 0% 5 B 1 Y LA 2 3 UM LA S5 Al e
AT R G 2L, 2k 5] A AE B A ZH 2 A4
RAESEA R . ROSHI P A i@ 42 A 45 B N4 A AL il
Y. NADPH%E{LEF(NADPH oxidase, Nox)#&
g5, —A MR A (nitric oxide synthase, NOS)H
G UL BRI TR I8 5E RS . RNSZEHL-F &R
FENOSHEAL T =4 INO S HATAEY), HANOREE
O, il B Jz B2 TE A ik 460 0 il BR 5 (peroxynitrite
ONOO-). JRENOMO, [1] i 5 [ 38 238 B
ELTE 20 P PN S5 A 0 AL B (superoxide  dismutase,
SOD)HMEH T, O, 7EBBINOZ Hy itk 22k 11,
WA N AFAE PR AL 2P0, AT DL ) 3
EiRE B, WM R IEE AR, kK
AN, BAEREEQ. A RE. 4AERC
DLE A B H RS . X 69 od R 3 it e DLIG JR I F
HEREBHE. 5—KEhEEE, fHESOoD. i
FAME B (catalase, CAT). 2Bt H Kk 4L P
(glutathione peroxidase, GSH-Px)%. HUIATEZF
W SPIREEE F O 2 KA AR, 2R
ROSHIRNS A DL B Al #15 K AL R RAE . R E
Ji AR VA B A . BN S S S PR I
AR, R, O MR MR
AT AR DA R A i R 25 Y, AR THD 51 S
MIRIH R FE I JC N i3
1.2 FHRHEMIRIFIX R

OIEAN— AR SEE, HEEAR AL
RE 5%, (HEEHE T2 EAFERT%. EFHRL
T O UL AR SE R T IR B- S A AE D RE AL N T
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o WEIHFEMMIERE, TRITTRR-A b E— P
mFEA MR LN 7 0. Rl 7R N Ak
N, LGS AT Z ROS. fEA AT,
O B2 58 K PL i 2 4t, Al LU E A M.
SR, AEA IS (8] ik I f5 Iy 5 @ A2 vp, &~
AL EIIROS, O PTE LRE T, T
Gl &R ANA @

LN EEHR A BTEOL T, T 4R g
71, BEEARE MG TR B- A e AR R I A . kit
A 2 A B A B IR A S B I 2 23 B, 240 LR
SN, 2RI SE AL BERR A DI RE 240, ATPAE B
b, RRRANCaT N, PR TR . 0
KBS R B O WU R, o N —Fh P&
LR TR I8 P J B L B £ RORE D P S YRR
FRAEFIAS AT 30 B B . A, R 34T 0 UL I
IEH#ERITIHDR R E . AT, SOk E
MR HREE I, MERR B G 107 R 2> 9k 78 40 Ak, 1)
HERE AT R A, REASFEANABA,
R B AR SRS R AR R M R IR OS, Bk
i 51 & A AR

PR MESEINMROSHT LG R . |EE . &R
FURERGE LW KAy T IR, BRI AE A Th gl
ROSIE AT LA i i3 Na " /Ca™ 58 # 345 F SINa 41 i,
Ca' Wi, SZMAL-BUE5IEIE, 982 e iS22 1
P, FEIHIILR N Ca™ - = B R IR EF (s, HET
S Py Ca® 3k . ROSHICA™ YR T+ Al 55
T 28R AR I 08 0E M ¥ fL (mitochondrial
permeability transition pore, mPTP)RFEEIFI, 30
ARLAR IR E M, RS B HRIE M 7 7 A A
VI NGk It S B R, A BRI
MR AR AETS, X AEMIRI A 3 4 7 U2,
THD 5| i f 4840 N B 5 ROS I = A2 %5 Y1 AH 9%« ROS
A PLIE S 2 Rl sl O gl g fn, B4
K3 T (R RE IR D 40 PR PN 45 B8 I 2R AT, e ¢
SFECLNARAIET . Bk, 1T T LA
A RO T 1S A VG ST THD R A L 28

2 BN RHRES @R

MIRI & A ML BT 5038 1 58 45 T MIRITH [F1 44
AL, R ) e X A Bl A 5915 5 8 B AR T
FEIX S SIM R, L RE 8 3E 1 0 A AR A R I

WRAEFE R, Mt oVUEERTER . WA
T AR IR X e ] A AR N (E S s, A
NARKTF R AT XEMIRIFG T S 2 LG R
2.1 PBK/AK{EEEE

W MR Mt UL EE -3 - W B/ B A M B
(phosphatidylinositol-3-kinase/protein kinase B,
PI3K/Akt)f5 5 i % 1) 32 22 20 A 5 PI3K K Ik Al
Akt HHFFRFY, BIGPI3K/AKUE Sl B AL 05
BAEASIE ] K FIMIRITY . PI3K M M0E 5, AktfF
IR RO TSN, R 1k
2 AR KAV DR . ARt R IR
7 FAFE: FOXO. GSK-3B. p21. WA —% 1k
% & lf¥(endothelial nitric oxide synthase, eNOS)%,
FOXO# 55 [K -1 & 40 M 1 S8 A0 SR B/ o, 3
HEEE 2 AN PUEAIE R WISOD . CATHIEEER & L)
BB, HRRd R PiERE . AR,
FOXO# s K i i 175 T P ia fag 42 DL 2k O LA
HAE S R 26 AF T 475" . GSK-3BA&PI3K/
AKUE S IE B SN R . WFFRRET, HRAK
A B B TE AR A AR b2 1 X Bax R
HFSER Ty, WS OB A R, S
FROSHI = MmPTPIIAT HF o 1M [ 22 g ] LLis
IO PI3K/Akt/GSK-3Bid 12 22 i R 10 L A 5t 14
MIEs s e, AR A S, 2R
MR 1 0 SO0 e e e 400 o J 34 9 4% o
(1 B A1, Akeid i Tl R 1 200 PR A A4 it e DB
Al B A p2 1 i 4e Mg 5E . FEMIRDEFE, b
VA 1) p2 138 e B2 v FAR v B 1 S R I A ) Y 5
WS, AT AL R, EMIRIY, B4t
PI3K/Akt/eNOS/5 5 & # th 2 5 MIRI I & 7 {F
FAUS, - AkeBiE R Ak AT 3 IneNOSHIBRE 1, 724k
BZHINO, XZ&NFEENOK ETRFE L —. WK
PENOTEREMIRIH A RHAE R, HA AT LAk
IR B ik A PR LN R A, B R T A
SR ek /NI RGP . BR AR, FFIDROSAE
B ATk EEMIRI.

A, PI3K/AKtE 5B E nf i b T2 5
MIRLE 2. AHRRY, R ZEZH A LUsE bR
PI3KAMHIFIXTPI3K . Akt ER AL 7K F i 41 1 FH
M E— 2 R IE T I, 2 — R
BRIETAHIFN . 45 EATIR, PI3K/Akt(s 5 I # i@
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YR 2 R RN T RAE D I RR, RIS
AN PUESE T FAR Y OV R E R . X
e 1 B 1A B A Bh TR MIRT,  $2 a0 LA
MR Kk, D T PI3K/Akt(S 5 i i
{10 2 AL FRI R0 AH DG Y8 7 29 T R B AT E I
BN A

2.2 Notch{SSE K

NotchfE 518 % FINotchs2 /& . Notchfit /& . 4
JiL P U 43 F- B Noteh il 75 4> TS5 40 k. H A 7
H W) 2 R B4R Notch3Z /& (Notchl. Notch2.
Notch3. Notch4)PL & 5FiNotchft A& (DLLI1 .
DLL3. DLL4. JAGIFIJAG2)?Y, HHF5EM,
Notch(5 5 J8 2 7] d ik 4 1] 54k SR I MIRT,
T 2% 308 5% 110 0 o D) k0 UL R S A i 55, 56 Sk
FHEPT, b, BE4EEAN TR IEfEE T i
VEGF/Notch1/Jagged 115 % i &% K il MIRTH (1) %4
(R Gk

NOSH3MIA . eNOS. L —L A A
(neuronal nitric oxide synthase, nNOS)FIi# 5% —
AR A B (inducible nitric oxide sythase, iNOS).
T NIV R 35) 5 S DU S A A 1 Dy 0 LA B IR
W T W TR BIL- RS &R AR - TN R AN
NO. #Rifi, MUNOSHEMEELET, 232~ 4ROSIM
FENO™, eNOSHRIBIERAENOS R i EROS ) <
Ul . ZEMIRIEFE S, ROS K 0o 21 5 i 25
eNOSHIEE, IS8 T eNOSHMRIE, f&idt—%
IR T ALY e R, AR MEUTER Noteh1
L@ FIEINOSIRIE I IMNOM =4k, Tl &1
NOM B2 5ROS KB AE KONOO-, ONOO-[HFF1E
S HB S HeNOSHEEL, #E— b nE AL >,
PTEN & PI3K/AktfE T IE M HZ A1, A
BB PIP3IMI BV T, Aetd L 9PIP2, M
117 PR A PI3K/Akt{5 5 18 #% 3075 . Notchfs il i
38 1 PTEN/ Akt 44 40 il 040 BB, 32 1M 42
MIRI®!, F9E B, Notchl # N F#MK T Aktf B
BT, IR0 T 2 577 Akt FR 10 ) G B
FREGPTENI K IE . Ak, Notch i i 41| MIRI
HNOX2 ) 1k PLIk A O,- 1Y 74, AT I8 0o UL
o1 BB, 48 BT, Notchfs 538 i il
ik 22 oL 8 4% 00 LA i 6 MIRTI) S B, 4 45 1
AN B NOSRGEMPI3K/Akt(E T IEBKSE., X

SEHL I P AR A BT8R O WL v E A
OIS
23 Nr2{5E@

W Sk R 141 224 K Fl F-2(nuclear  factor-
erythroid 2-related factor 2, Nrf2)&— /A HiEAL
MR B R R s R, AE B AR
SERIECH R PR S5 M3, 5 74 Bk A ANeh1-7001,
Nrf2if i 45 & 78 O3 58S 30 1 X SR P A OB,
Jt1F(antioxidant response elements, ARE).I, JHz)
U PLAAAEE I A KR IA

Nrf2/Keap1/AREAS 5 18 % 18 ik $01 1) S840 B2 5%
KIREHEMIRIP . TR AR, Nrf2#iKelch#f
ECHAH 2% £ [ 1(Kelch-like ECH-associated protein 1,
Keap )& A A2 Z A B J5 (405 B . 4%
M, 2 OMAIUL A S IFI, ROSEHFHN2
MKeapl f#55, G Keapl-Nrf2/AREfE 5l i . bl
Ja, Nrf2dE NI, 5/hMafi 545 & s 5%
&, WIEAREN SRR LE, RO ME
Yo S FEEVES ™. SENCf2 I % P A AL B 3
FE L2125 N4 B -1 (heme oxygenase-1, HO-1).
SOD. GSH-Px%0. M, HO-1R[ AL MZL 3R 55
fEF=HECO. Fe ISR, AT 0 40 B fig J5 it
AL FIROSH =B FE Bt . B SR,
Nrf2 FJBOE 2 B MHO-115R1E, KIERZE PR
WAEH] . Nrf2/HO-115 5 i #% fE e #ESOD A GSH-Px
EPUEALEE I A K, AT D ROS ™ 4, FRIER
MIRTH ) Ak BB R o ) B R Ca™ PN 9 BB K
W Ca MR B A, S SN i SR N RN T R i
BRI R A . SR, Nrf2/HO-1{5 5 18 % f8 % i# i yk
ASCaT T R, 4ERFSIM N Ca Fa s,
O A AR B P, e Ah, Nrf2id B 2
HERARNR2 R P B ) ik, 5 T Al
VI3 A E A YDl S DL R B A TR B2 I Rk, A
T 400 ) LA 7 B ),

A W T IS X N2 5 DNA S & (1 S 4 53
A, 7~ 7 NeR28e0% 0 15 5 4 4UE R IOREH
BRI BE R . IX— R ILARRE 1 N2 1 P AL Al
B S SIAMIER o DRE, XOAFRATIHRAE T XINTf2
REAE RSO HLAI 058 1 70 1 Wfg . RRAEIF K
B0 A TN 245 5 38 2 1) 259 AT TMIRT, 1% A
A LRI AR 72 P
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2.4 HIF-10{E=S81&

455 5 K F-1(hypoxia inducible factor-1,
HIF-1)7E A S i 5208 N S B b B g1 BT,
HIF-1 AN Y, 4515 2 R I8 FTHIF-10E
FERNAH A R IA (HIF-1BIE % . HIF-1a2 —Fh 4 L
s P A S i Bu k! N = W A A A P R
MIRIPY, 76 IE % SR B 46 1F T, HIF-1afE 552 )
P R ik 3 bR AR b R B, 5 B0 T A Rk
ZEMAIE T E AR AT, TEERVE SR
N, HIF-1oJUAS 2 3 S8 AR 1t 72 25 B B R R 42
Fefi, MR Frfa e RIAD, X RIEG
T o0 ULZH ZUAE MIR T 38 N R S A 5

EIHDH, SRS BER LR B T,
HROSF G IN. SR, FEGREESRM T, HIF-17]
DL I E I AR AR R AL AT, F 380 74 T 182 . S i
PG, O R o SR PR 1, DT 99 55 2R R
RN ZRIRIEIR, BRIEROSHIFZAEDT, sk, 7E
MIRISFEH, HIF-1aifiid i Nrf2 K #0EFGSH-Px
FISODEEHT A B IFIL, AT HE 58 P YR T ROS
TE R LU MIRI™ . Nox R4t Z£ROSIH— AN EE K
i NoxBFE7TAIEA, HHNox2FINox4 A 5
AL NI AEMIRT R CBEE ] . BFFL R, W
TEPENox2 B Nox4 F 7= A4 FII /K FROS BT DL i 38
T HIF- 1o )3t 480 Ao 0 il A2 184 B 0 50T 2 Ak ik
2, TR THI/R/N B ILAHH  77 3% R4, X 3%
B, HIF-1MUAESE S T RIERYER, ki
o5 H ARG S @M EAEM, #— SRRl
Y1 B T P Y ARG I SO S o EF X HIF- 1o 538 B
FEMIRTH BT840 SEBE R, ARk B SR 1)
29 BRI AN, LU O LK S S RN TR A
ik AvAR
2.5 Wnt{SS@EK

Wntf5 FiEH 2 —FERIE SR, S5
PR N Z Pl B 3G A . A AR T S
TR, 3200 PR AL 35 22 g Wnt i 7% (B Wnt/B- 230 &
55 ) AR 24 B WntidE B (BLHE Wnt/PCPIf i Al
Wnt-Ca® B H) . Wnt{5 53 H 75O 1L 0 Hh il it
WIROIERE . MR RN L5 59
ALOUURAP S5 T7 TR ¥ RBAER, O I RS
() I8 TR R K e B B

AWFFERIL, o WLER I/ B ULER D R Y Wt

HARIEED, FEW/B-EHE AR S T2
0 o 2R TT P R B PR B A PR AR TSR N
YHMAZ, AT BELWT T % 40 i € 3R o R P, T
AR IR BEIG N . =R B 4 (B 2R T
O VLA B P B SR REBOK ST, IR OS 1 72 4
St ke, R FAAEROSHE— SN T bk ik
BIEERRENE, BEZNRA T, AR
E QY11 R o o N < . R 2
HOC2H, Wnt/B-EI & HIBAWZ R T HiH], =
BT AN B R A BRPRESE, AR
Wnt3a ] B F B 30E Wnt/B-cateninigs 42 3+ 01 il S 4L
R SAE R R, — R AR I 2 R
() & B 2R AT AR IR AE B FRROSIY . 7EMIR T4
W, G AR AT AR KRR A8 DL 7R S 0 1) 2k
T Wnt/B-EHE ARG, TR ZRRL A G 52 S AL
B, 4eRRONLThEE. thAh, HRESZ
e T4 B AT AR B 35 77 A R R B0 LA iR HOC 2,
WA FIWntB- I AfE ST, (2O Ng R
WA, MG SO g T Y X LR AT
SERFN], W EEW/p-IER R AE @K, A
AT DA AL B, 34 B 4E R O LA B 16 A7 3
AThae, M AMIRIFAIT B 50

3 MESLMNHHESBEE

B 7 LR BT 0 AR AE S E b
MU P 3R A7 7E — B2 1] B8N 2 AL LB HL ] . 2%
FiAH OG5 5@ B . R AL 24 DA S Bk S T 55 A
Al e HE— B I RIMIRTH (S8 A0 SO B, AT
FPECON RN E . I8 RN IR T X L
ML, FRATTAT DL B 4 1 3 A MIRT ) & 973 AL
AR TE AT RS T SR SR AL E 2
e o
3.1 NF-kBZE2E

%A -F-xB(nuclear factor-kB, NF-«kB){5 5 i %
e M EBENARG S, SRE, S5 REER
MR PR SR s e B S AR R FR . NF-
kBfF 516 il it & A4S JOg AT T . 7R
Lz, NF-«BAL T+, SNF-«BH
HASASERE Y. “ARZE TNF-o. 1L-1%5
R TR F BB, NF-«BH0H] 8 (B B R0 4 %
fift, (HNF-xBIS VB ATG . H0E ONF-«BHEA
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HA%, 54 EDNAFHI(«BAL S, RiEH
PRIE R 10, T AR 2 iR 45 0 3 3 i BAFF
AMILTR-RAEAE 5 10 BR 0 -

NF-«kBZ&MIRIH & 5 #H ZFEEH . MIRIS
FER AR 2 A 50N P 5 Tol LRE 52 445 JiC A 7T 0% N -
kBT, Ak, B AT E I INHIF-1 Rk, 3
T B4 IINF-kB {4 K P, NF-xBAS 538 B s
Ji s TE I VA % 22 Bl e A DR R A B 43 T 1Y
Rik, AL, FHRBOIE F T b e
WBER F-on MIRIRTER T--BAN I F-655, BT
TR B i 46 M SN o 3k BB A1 98 A o s K P 3R
AR RAE S B, 3833 — AR EROS I =4,
INE U A S B, T B WA A%
HWAERY, HEFHEIVEDHHNox/ROS/NF-
KB, FHLIEBGHE T eNOSIIFMBIEE, A
TROSHIF=4, 4858 TSOD. CATS L FipiiE b
BTG, MM EH,0, R A L IREF SR
PRI N, TR, $E RINF-xBAF 5 3 k474
il T & VA T MIRTR 43 IR B R JE 6 . 4R, £
TolURf 52 44101 1) 351 B4 U350 T 7 5 v 7 o IE 9% B Al
A TE NI ARG P e 3, R T i — 25 1)
Wt TSR BT R O WL e 52 AN A0 1 25,
BIA YT DIUESE .

3.2 FERHHBEEC(protein kinase C, PKC)BII/
P66shci&1Z

 H I EEC(protein kinase C, PKC)fe—Fi£ 1)
RER A, EEAAETHRE T, JFRELEE
ERETER . PKCEGE W I8 GE AHEEZ AR LL
KW =R (5 5 1 SR A% 2 Mg msnt.
PKCRFEHIEZATA, % BAPKC(classic
protein kinase C, c¢PKC). #H!PKC(novel protein
kinase C, nPKC)HIFEZL HAIPKC(atypical protein
kinase C, aPKC)%. AhAI17EAS A 40 Mo 38 5 A A=
BN RAEAF e A Y,

HRIF 75N, PKCIE R L p66She ] CH2
SER I A Ser36, fH15p66She 5 ir B L kitk, M
TEHEROSHI =42, PKCPB 2 % p66Sheid M 5t 2%
PIFIPKCHE 7, 5HAMPRCK K i ANH, sk
C oK 3ty A0 2 7 28 85 BY 12 M B AN 7 5 77 2 2 b T 7Y
(PKCP I FIPKCBI). PKCP I FIPKCH I E A HI1LL
M —ahm, HEAARFNC-ugs M. Bk

[F1p66shc it FEFOXO03alfI iRk, FOXO3aft ik
YBT3 TENEYE, T A T T I FOX03a iR S A ik
BESODIRIE . W B BN Ik 42 — Ff i v I b 3R
FERR- 1328307, BEARF TSR0, L n] @it fl i
SEAL BRI MIRICY . b7 5h ik 4 4% 1E Sicam i
0 & FEECP 1T /P66sheik /%, & & BEIKROSK
SEESL R, i S N T MIRTA R A2 0 =
W GSH A &t A AL ) B AL G R 7K S, AT a2 1
62%MIRITE SR RSN, REE 2O EDRE,
HBEAE ME LDHA CK-MB/KFEEY B th,  #0
PKCB Il /p66shcid %, AMUFF(KROS™ 4, T HAW
B TR R AL, MIRI A R IT B 23
G
3.3 RMEFEHEMIRIFRIER

FEWBAEAS MG E IMIRI T — %% 5208 H (137
PR, BRI LR R AL R T A A R AR
MBSO R, SE B s AR, F B
JDNAREAL . H AW LD RS IS RNA U 2
205 DNA AL 2 FEDNAFE 51| 45 5E il 3 77
DNAH BRI T, K310 0 H & i\ 2
JHO P E [ 57 -C ity , 2 RRS-HR S B g o Bt TR R 0,
MIRDK B [IDNA FF B AL JAH G R B R 2R R4
B, PR, ETERRNEE T EDY, A
FIHIDNA B Ak BEIE L 4% SR . S8 Ak L AN 2
FifATh &R R i EMIRICT . 4 A £ Ytk
W5 DNAGE & B IE R Ao, O e Ak (1 45 1)
BOREE, OB, BN MER
i MZO8RIE(HAFZ L HE HH2A. H2B.
H3FIHA )% P AR )) . B 7R, MIRIK
AR, H2BHEAEZ R &AM 7EN TR
Az FEA, WuEpS3FE T, SEURSED 2K
105 B, a3k in K B O B 4 Bk E T R
MIRIPY,

miRNA & — M B R 557 1 S8 JE W A RNA
AHFFLRY, EMIRIOHZZF, miRNAFAE
FL KRR A AR, BT R
FE R I ALAIDT . N6- B 3 IR 2 — Fh i WA
mRNAF G54,  FAE R 40 B W FE ok 4%
HHEEEM, HPIARNEMIRIME K. TR,
miR-193a-3pEMIRLA B ()0 IF H 2R A 7K~ Tt
ALKBHSZmiR-193f#E3E K, 4miR-193a-3pid
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FEP, miR-143-3pEMIRIFIEAETY T Lu
S OUE R @ TN R IOMIRIE R R BL, VT R
S it P O 2 2 HP ) miR - 143 -3 p B S 18] HE 7% 1 184
T, B YemiR-143-3p 0o LN B SE 75 5 K A= 4 e
TS, T4 A # miR-143-3p A] Y& MIRTHS O AL
HMIPET: . ZRFFE RN, $0HImiR-143-3p A AE /214
JYIHDII A 7. (EMIRIAE, 5% FmiRNAE
FEVRTT L B0 T4 b T 5B B . miRNA R %
Fh A3l ) 2= FR P9 A=) 43 A 5 THD 75 BEdE— 20 1)
W9t
3.4 FILTZEMIRIFRI{ER

BRIE T — PR T2k 55 7 0B B e M 4t
ST, DU IS A AR A RO RHE . AR R
FHAAMIET T, X FIE T EMIRTH [F{E
FAMLA FIRFF 72 M B R Bl o R BE T2 EMIRTIY R T
Pl PR B AR, 58 BB DA 50,
EMIRIRY, i 25RAMA AN iEgkin” &
Fe WU . 4N B A HIFe™ S A R L 25 it
SN SR - 1 S N AE BRROS,  F 80 AN A AR
iR I AL, R S A B, & T
20 it RSB IR RN 2 A A2 41 SR, L LR
B B2 5l e A VUG RR 15- TR A A IR IE, 2
BEARVAI AR 1 Ak . X R ILER T A
PR A AE R REE I B W s, R 15-F0 2 =
| DU B A5 TR T A A2 O UL R S8 T ik & PR 2%

A B H BRI S AL Y B4 (glutathione  peroxidase
4, GPX4)2—FhE B P Li, XHHHIFe™ &
HWEROSHIE 2 x EEIY, System Xc /GSH/
GPX4RYIT- M EEY AN RS, S HFTTEE
B2 AEHBRIAR S, 3 I ae R T R
58RI, B RAE D 2R P bt 2 R e 4%
Pl 2% JOE H K B R B ) HEAGE FH R & LGSH, 7R
GPX4MEA N, R TS A ik 5 N NE g, K
FEARA LA M OV S, 25 System Xe RG22 F
O], A0 AT GSHIM R A B R, 8iGPX4 %k
i, 4L N ROSHIE i A A AR 28 2 S B0 e
RAERIET .. HAh, BRIETHUEFIRSL3I—H LIk
BN e GPXAHTHI ], He% I FEGSHA B AL,
Z E5MIRIMESE TSR 28T, A5 KM,

RSL3HIFEHAEH TGPX4, T1i2fEH T AL H
FRJEEgL, HoaT DLEE 2k T30 i1 Fer- 1 BR
X T AL IE R 12 T 2 5 R B E T
MIRI K 3 B AL Rk — B 5t BRaE o1
MIRIH I R 28 H 24, 8 R 2 Mg 5
Wi AR AL, AR R BRIRIE FE BT RARE — 25 R 2 B 7] 0 1
BRACT-I 258, JF VRl FLAE i R 2 A 0 28R
SRR e 0 I B R TS AT A A AR SR AT (1Y
W, ORI ARG IR R TT 1 .

4 RESRE

Zi b, MIRLZ—NEEMWETRE, WkZ
AMESEB I EAET . EAL N BAAEMIRIH K 15
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AR, 2 TR TROSIE SR REER G . FE
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NEAVE R T EZIRIT I etk . XA S
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