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Research progress on the correlation mechanism between mitochondrial
quality control and ferroptosis in ischemic stroke and the TCM

intervention

WEI Mengzhen, LIU Danhong, ZENG Jinsong, FANG Rui, MEI Zhigang, GE Jinwen, LIAO Jun*
Hunan University of Chinese Medicine, Changsha, Hunan 410208, China

(Abstract) Ischemic stroke (IS) is a complex cascade process, which causes irreversible damage to the brain and seriously
endangers human health. Ferroptosis is a form of cell death caused by iron-dependence and lipid peroxide generation, and is an
important pathological manifestation of IS. Mitochondria are eukaryotic organelles for oxidative metabolism, and are the sites where
sugars, fats and amino acids eventually oxidize and release energy. Mitochondrial quality control (MQC) is an endogenous regulatory
mechanism. As the main regulators of oxidative metabolism, mitochondria are also the main sites of iron utilization, so MQC is
closely correlated with ferroptosis. Stabilizing MQC is an important therapeutic mechanism for inhibiting ferroptosis and protecting
the body from IS. This article systematically introduces the correlation mechanism between MQC and ferroptosis in IS to provide
new ideas for the study of IS pathogenesis and clinical drug targets.
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BRI i 25 H (ischemic stroke, 1S) 42 145 Fh 5L
PR3 ) i 2 2P A 17 A, - b 7 A e i
SEVESRAE , JET H A 2 D) R R A 1) — 2RI R 25 &
fiEM, ST AR, A 1990 4E % 2019 4R, A thfE SR
FER 25 3 AR IS 1A, A 190 RTT
NHAHFET P, eI AR, 70% L L 187,
HHT, ©A IS J5 B 2T 0 Fipf 2 D) BB i
P AL T2 2L TR PSR A AT MR IR R L A
Bt SAE R T A TAES, BT, Bz TR
7 IR LA 258 E RO A R , =2 SV AR
B A (tissue plasminogen activator, —PA)%EFE,
t—PA SEME—RAG FE A E A TR YT IR BRI i 2547
(BT TEA RN 8] 7 A HEAT , 75 DU AT R 2 S S i i
A 3 S T R A , B A PR AR
1, PR BH AR e B OB, R F BT A 8 2 ) SV
BE A RS RiUE B B

bR “AMIRE sl 1 & B AT LU A =
72 i 4 (adenosine triphosphate, ATP), i #L {4 42 {it
AeiE, EAEJEREIG 4 (reactive oxygen species, ROS)
PR TS T e R AR A TR B G B
YERIS, HZORiRry s JES LU I fedErr R fads
I, e IR A2 LR B S 7 1R R ——4&
LR 5 5 45 ] (mitochondrial quality control, MQC)
A8, MQC FARLRLIA A Wi | R4S 24 /Rl G ALk
KERLE Y6 I, Je HE R ORI S 1 B AR,

BRAET - DIXON %07E cell 2476 1R R4
& SCHYMAR 8Bt S A T B — M
PP A 07 2 SRR I & A a1
PR i S Ak, LR AR (57 FRAIG , 75 2R W 2 4
Z M AT, SR AT ERIE T I 4 4L
D3, SRR A T B0 3= 23 i R A A Y
FEW T AR, S ROS P2 AE B FEORTR, SEPIET K
REYIN, KILRGAH MQC FERILT 1 KHEHL
il , LALRERRT 1S BYBTFEHE AT SCRRER A

1 $kFET=5 MQC HYKEXHLHEIFR R

1.1 ZiEBESHRIET

LRI F R — R PRI R 2 R B2 Lok
TRRY F s AR, A W R ) SZ AR A R R A3 1
ZINAR R RSB S0 9 0 2 AR T 1 e/ A 5 S AR
BB E A0 20 R R B 1 T A A A AR A B

F AR B AR, TR FLEh P aa i Lok
FI A T AL P 22 A5 i A G PTEN 355 i
i 1(PTEN-induced putative kinasel, PINK1)/E3-
2 3 AL (Parkin) HOBUE BRI PINK1/Parkin JEH
S U RN BRI A AR ST TR PINK 58
i B S BERRAENZ 2R 1AL Parkin £ 5240 104
R, HE AR N 2 RAKF- RS A
PRV MG 1 3255 3 (microtubule associ-
ated protein 1 light chain3, LC3)%54, Wil s B
RO, 3 PINK1/Parkin SR [ MDA 5
BEAELHE FUN14 2549508 & 8 1 1(FUN14 domain-
containingl, FUNDC1) B Zil g #k (5 98 2/i% 9% &
E1B19kDa A1 EAEH & 1 3(B-cell lymphoma2/ade-
novirus E1B19-kDa—interacting protein3, BNIP3) I
Nip3 #£ 8 1 X (Nip3-like protein X, NIX), DX FiE
%A 11 T B S A FH R AR Lok A 1 W Y
KA,

A N R IR FE S 2R BRI RE . BFAY
RW] BB AT AT PINK1/Parkin 38 %175 52
A I RS AR 2 gﬁﬁﬁ](deferiprone, DFP)ﬁﬁ
BEYETHMAT S (W0 HeLa Z0f0) N
BRINFE, PR 321K (transferrin receptors, TFRC)
K fe R PINK1/Parkin ALK FE", JE
PINK1 —Parkin {5 2R A B 15 -5 2 AL ) A
WAL, PINK 1 SAL SRR |5 (3 T LA
TR R [4Fe—4S 7 1Y 2 3K PR (aconitase, A-
con ) Al MY IERLAR AR 11 3835, AR FRZoRL A I
T3 BRI , Parkin 28 728 SR 1o 4 J8 S I 2 ok
A 1(metal-responsive transcription factorl, MTF1)
I FB AT R 1, MR A 2 | T2 5 7
IR B o it £k 84 £R (bathophenanthroline  sulfonated
sodium salt, BPS) AT, Al {2 dELkifA [ I | ZE K
Parkin 245 FL 0 Y 5 apsel,

UEIHZ KA B W 5 PFE T RIARDCHLRIR I, S it
TEIRIRITRUBTHE R, A BTSERIT 2 RUBE B B 5
BN B IR R, SR A IR A A (K 7R ik Tt
FFE X -G (carbonyl  cyanide—m—chlorophenyl
hydrazine, CCCP) 11 A] ##{ % PINK1/Parkin i % ,
S R AN M SOREAA A W [ D H fikad 4e)
fiff 4 (glutathione peroxidase 4, GPX4)J/>, fg it
ALY Z2 | 4N 2 S A L, SR A Ak A
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T, NP S URIFE e KGN 40 3R S IR i i
(ferric acid citrate, FAC)ZbFRSS | #4755 TFRC, 1
JNER A, 1M TFRC AT 3l PINKL {55, 75 T 40hL
PR ELE s[RI FAC B R B IBOT T A I B R Tkl T
A 5 4(acyl-CoA synthetase long chain family
member 4, ACSLA4), {i& #E £k AR {536 4Ll GPX4
Wefi T 5 SR B AL, E— A UE KGN 4i i r
BALT N, RRLREACH P NEET E HJE T Fe-S
BRI, A MR CDGSH 2R F5, 755
BB AR SRR N Sk JE 45" NEET &5 1 Al
432 3 Fir: CDGSH AR 455K 1(CDGSH iron sul-
fur domainl, CISD1)fi TLRKLIARIME, CDGSH kA
2RI, 2(CDGSH iron sulfur domain 2, CISD2){ii T
LIRS MIE K N B, CDGSH £k 45 H3K 2(CDGSH
iron sulfur domain3, CISD3)I|JayBRFLMr {4y wif
FRY BRI NEET SEBIBC 7 85 2k
N, 38 A0 ZORLR S BY R G i & SRR B A
BRALT, Mgz a5 T ] LA, BRIV
55 Erastin W RGN CISD3 JL DR R4/ BLUIEE S
2 UM ZR (HT-22 201 ) Parkin (1335 OB 4okL
PR AW, eI T AR B AR A, R,
HIF# PINK1-Parkin HOBEIZRIAR A I, 78 CISD3 4R
IR EIE TR AR E ™,

L L JTIR WS AT TR ) PINK1/Parkin 481 &%
R LA R 19 T 8%, 7T BE -5 BRAE T AL
DIAHOG, AR ] /T T bR A Wi 55 SC B2 11 g
ARAMHIERIET
12 ZAESR/BESHRIET

LRI RN S R LR AR R S 37
PR R EOR A B ) P, 2ok
34% 8 1M R F 1 (dynamin-related proteinl,
Drp )35 AT, 175 ok ARl 5 AH G B 8 AL AR 4L
FIAKRLGH H 1 (mitofusins 1, MFNT) F1£R 6744 Gl
A 2(mitofusins 2, MFN2)O, 2R A48 44 i 1
i MCHE GTP K fife il , HG b 2ok A4 7 244 Jif Joe 25 1
Drpl MR BT ¥ 2R BORE A, 75 5 HAE a0 2R &
H T 07 32 A 3R By g 248 10 T o7 T 2 b AR J5E 14
MFN1/2 M ARAH 2224585 11 1 (optic atrophy proteinl,
OPA1), A5t S 5 LR ARR Y, 2T RIZF/ 2
%(oxygen and glucose deprivationfreperfusion, OGD/R)
Bigwrh, OPAL 25 FKA#SE NN Rt T 2R AR 282,

W5 R W], Drpl FI 5 3 ROk AR 255 8 A BAE
H B FEEARAR 724 (mitochondrial fission pro-
teins, MFF) Z&Ai{& 7248 1 1 (mitochondrial fis-
sion protein 1, FIS1) ZRAIAIEK: KT 1 (mitochon-
drial elongation factor 1, MIEF1 ) ki AR ZiE K R+
2 (mitochondrial elongation factor 2, MIEF2), i i3 4%
S EN & TR TES R TR NS R €2 AN
G338 MIEF 7] DASE 4Pl 0> FIST 5 MFN1 A0
MFN2 R EAE T, S SRR T 2L Al ARk (A il
A i TELRLAR T 2R S I BT b A B,
MIEF ] e 5 LR AR RS- B X AL
UTIARIE ST R IR, SRR i) 53 24 5 BRI
PICHK, R TRAE T RIA ROS FabH N, A
TR T B RS, B-HLHH RS 1M/ FUSE 2
TR AT 5 S Drp l/MFN2 FEAIC, U 2o A 4y 24
FHESA (B A, Bk AL B C57/BL6 /N i
A Drpl ik B, B9 R B, Bt 3.5 3L
18 D 5 K K - T v BE B8 16 A 1] S J5 B T 4 i
(mesenchymal stem cell, MSC) ] MFF 7£ 155 {3/ %%
RAIRIIBERR L (p-Ser1 55-MFF ) /KF-F1 Drpl 2K 1
IR TRl R BB LR REAK Drpl 7E 616 i 22 2 BRI IR
1k (p=Ser616-Drp1) 7K-F-H3E Al Drpl 7 637 v 22
S TR W5 B2 1k (p —Ser637-Drpl ) 7K F- Y REAIK , fif
Drpl 1 4 A BN ZRi A SN T | A TTfiE HE LR A
PRZLE, BRI T HT-22 40 Ca Rk, 7
5 Drpl 7€ 637 1\ 22 iR (Ser637-Drpl) L BEFR 1L,
SHELRLAS AP, HT-22 41HIAY OGD/R 4ilffufsi Ay
t, MEN2 2 Y 3R 58 35 BRAIG, B 20 2R 5 1)
BHAPI AL /5 MFN2 # HfRIA I B4 2 JFEF)
AERFYARMAE I, IR0 ¥~ (Apelin)-13 7]
e FELRLRAET B 1B [0 #4128 /K (mitochondrial calei-
um uniporter, MCU) fJ 523K | SRR, fi
7% Fenton JZ I , 5 FLERLA ROS (724, AT H4 0
Drpl \PINK1 , Parkin #3235 , {2 #F A 330 k7 i WL
MY (human aortic vascular smooth muscle cell,
HA-VSMC) 38 55, ORI IF 52, itk & A 2%
(Perampanel ) T H,0, 2B A JF A ZETT)5 , Drpl |
p=Ser616-Drpl ik il , PINK1 F Parkin £ [ i
G, BRAE T I A CEE ) GPX4 IR BT AR S
7 51 11(solute carrier family 7 member 11, SLC7A11) |
B HTEHEZ RK 1 (ferritin heavy chainl, FTH1)%E
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FIZ IR BN, ALY Fe i /KF & B A, R
Perampanel 23R AT DLTE A ARSI ZokifR
BASEARIR SR BRAE TR A AR,
1.3 SRk EMAERSRIET

LR IR LR A I R 5 2 A% S R
PRI, 58 AR 5 S G U — R IR
W, G ETC L5 1d AR Ik S ATP 2B A
S bR A WA B 26K DNA (mitochondrial
DNA, mtDNA) Bl e i | B 12655 4% G ) 2 1 1Y
Bt BIREEZA L BRAN, WS ILTTE P, B R
RLR A )55 FSURH A 08 B 0 4 i 4R T il A 14
FE G 2K v LG ) 1-a (peroxisome prolif-
erator—activated receptor—gamma coactivator—lalpha,
PGC-1a) ,AMP 1L 25 F i B (AMP-activated pro-
tein kinase, AMPK) A% K -F 1/2 (nuclear respi-
ratory factorl/2, NRF1/2) ZeRiik%% 5% A ¥ A (mito-
chondrial transcription factor A, TFAM Y MRS B,
PP 1 (sirtuin—1, SIRT1)e1, i 2o 0H 3255
FEFFEH i A BHA IS E )0 52 1K (peroxisome
proliferator—activated receptor—gamma, PPAR+y)A] |-
## PGC—1a NRF1  TFAM MFNs FI4H i3 (5 % C(Cy-
tochrome C, Cyt-C) AL FE 1 11V i) k),
NRF1/2 /£ PGC-1a M sk 1405 , 2511
mtDNA Zif3 (LRI FIY3RIA . TFAM JE A {2
F NRF172 (3ERE P51, BB miDNA #Y D 3RIX
A S PSR S, JE miDNA SR i
Wit AT

BRACH 5 LR AR LE W) G U DGR 58 vh & B
BRES TR BE ] T IZRAR A B i, ANk E e E
B—Hb 2T 1ML/ IN B PGC— 1o 2235, BN ok 4
WA IR, BB G  B M (deferoxamine, DFO)
A3, C2C12 /NEUSUNLAR IR PR BBk AT S5 PGC-1a
ISR LR A W5 s D ki = G i e A%
SRS SRL AT 2 Ak, X SRR A Y ik AT 3
WLIBALVRAT, SERERT ST R B, T IRk AR A= )
JSRH A 1T % AT A BRI T, e S I AR
F 1(nuclear protein—1, NUPR1)JEHENHIFNZZW-115
I AR A R T A e R U ) 4 v ( PDAC
i JfL A HCC 21 B ) , ATREAR A BE T IR (glutathione,
GSH)A GPX4 i P, [l i T Lk AR ) 45 LAY 5
A E TFAM BYFRIX, 200 B AW R 4 I 2

FRBRFET 0 B RIRETET PRI ST v R B0, G SRR
YL PTG EE 254 Zalcitabine ] @ L #F TFAM [
i, TSP ANM PANC—1 F1 Capan2 45 5
AR S mtDNA B, il & F RO RS
T2, e BRI S (B A Bk ) KT RE T IR
AR A R, A TFAM 38 5% 8 (A g 2 2ok
PRAY A S BRAET A SRR 5

AT MQC SEAE TR R %), T MQC
LRI TS RN Y (P OF O L5 IR NI B ol
i, AR FTPSCTIER (£ 1),

2 IS&MEREEHFESHETRIETH
KEXHR

2.1 IS A MQC 58Tk BHLH

i e B R S UL S PE R IS . 3112019
A R EHTR IR TR GRS 3 940 7, &NHE1990
LT 86% ST LT T 32.3%, 2t A4 —
TR N Z — A XUs Y, 70% L 2R 1892,
Bl 1S A R MER R R L IR B A T
RO AR 2R g B A P I

WFFEE AN R, 1S S EZRLR [ W 2Rk 1A 3)
WAL T I ES Y A NAER Y/ R Wi 1|1 1 F AT 1§75
KA TTHRACT ARG ) (100 228kl BRmt 2
RIS ) T A 3 D 200 B A i R S T o
FET ) R I LR A VR R Tk
WA 2 oTBE T RIPLT], FTRESZ 1S N TEIRYT
TEMEI | FRAET 55 RSL3 SR 4T HT22 il
LR Al SRS 2 e R D SR AT
1M ROS ¥ BRI MitoQ AT 2RI S RAATE & KTy hE
B0, P4 p 22 ST HIW, ORI R & 2 1 (Mito-
fusin, MFN) /&% 85 FH (Dynamin ) 8 5 % o H 25—
By R EOR AR G20 2L B S5 IR 25 B T (I
YERIS, [alaF, A B985 42 4 Dynamin )5 Dy-
nasore ] 38 1F SRR T K B ot ot A8 Ak i
A DB LS RS ET - FE AR T M f51e 1.
Jei SRS SRLARAE YA U S I SR FRINRF2 7]
AT ITHIET ™, fIAT L B 2R FEMOQC
SERAETRORPLHIBI AL TS PR B, #87-MQC
ST R R IR O AL, ATk 1S B
R AT, DL AR LA 1,
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F 1 LRERERFSHIE T KBS RER
Tt PRI/ 2 AR AL L LIS BREET S E= BTN
DFP HeLa 4t fE k4 PINK1/Parkin MR A LR R 1 3 IR N 2RIE#E, #& 7 TFRC /K [12-13]
W3 , e E LR A W s AR Drpl 6 P iR AT T
BERR: T =% TR N
Acon PINK1 575 L P 3E PINK1/Parkin MR B9 SRR [ SINZORIIR SR B B A 4%, bk [14]
il I rRries N EL TR kst
BPS Parkin 875 L0 PTG AE PINK1/Parkin (ORI FIWEE T MTFL T8 (13858, Wi [15-16]
B, b R LR BRARER i gRst T
CCCP 2 RUBESRIR B RS BB ANME S PINK 1/Parkin K, BUSRSRR NG GPX4 Ji/0 , i i ALtk 3 12 [17]
FAC KGN 41 HERFET
Erastin ~ #% CISD3 (1 HT-22 41y 154 PINK 1, S Sk [ TFRC k80, 8 gk & & 5 FiA [18]
ACSLA4, [%fit GPX4, B ROS, 3175
T T IRBUE AL, R I
{EHHRIET-HI ROS 7224 [22]
% B — b 1 3 3% 1M /N B ;C57/BL6 /N Parkin Ik N, RSB [ 3 Ca I Z PR R AE T [28-31]
Bl ; MSCs 4ii L ; HT-22 4iifif I Drpl 35, /0 MEN2 363k | 15548
LT T Ao TR N e
BHAPI  HT-22 4 Drpl/MFN2 LUAEIBAIG, bR 28R G 4Eaaas i akatT [32]
i ; Drp 1 &5 LIH ;3800 p-Serl 55-MFF
H1 Drpl SARFZKF BN p-Ser616-Drpl
IKFEFIBEAL p-Ser637-Drpl /K- ; 55
Drpl (Ser637) KB FR AL , I ifF £ hi {4 43
2 PCC-1a FIRIG N, AL HELR LA A 1)
B
Apelin-13  HA-VSMCs MFN2 ik 1% LRAYRE, fih % Fenton [N, i [33]
LKA ROS (74 e ERAE T
Perampanel  JFEAUHIZTT Drpl PINK1 Parkin 235481 BRIET- A 1 GPX4 SLCTALL, [34]
FTHI & H A8, 400N Fe* iy
IOV BB ZE RRAR I RIE T R A
DFO C2C12 /N FUS LA Drpl .p—Ser616-Drpl ik AN  PINK1  ZHARAZACTE AL, 301 est 1 [38]
1 Parkin & P10, B 2 oLk
RENEN
ZZW-115  PDAC 4 HCC Zupusk ] PGC-1o F38 MMRILALAAIE R FEAL GSH A1 GPX4 T 1, 3 in i f5t [40]
IR AR S B i At T
Zalcitabine  PANC-1 4Afifi 1 Capan2 4 T TRAM, 2R (R A= & i/ Bt AL LR 5 mtDNA [ 8 [41]

MEHE TEAM FEfi , Z AL E 3

fl ke AT

22 HEABEEREREEH RKTLXTIRT IS
BRI

HHBEZGAE 1S I RN A & S B L B
YERIBLH S 207 A ¢, B RS T Ar P = R R |
BU A A R A R A T
T T SRE SO A IAE B A A 28 52 2500, 7R
RS, R R AR A A Bl
LR, A TR ORI RS B BT R A
SR B AR, TR B SR T YA A,
AR EE 2Ny, SR A R AN Y “ BE B T 79, 2ok
AT RE R G S T R ISR —E AL Z AR,

HREE A, L R A LA Y
LR, A A TG SR EEA I, Hoh R
LR B BRI ) 4 5T, o2 PR35 B PR fe B ) T
B, RNR R NP R,
AR S TR WA R M T U 5 T — R I J A 5
A BB I ZOR A e T, R A P A A
FRALAN ATP A2 B, A TTE &R R
5 ATP AR [R5 4o R I g g — 2,
(DHUABA B A R AR Ny T 2 5
LR B EALBERR AL ION , 77 A2 ATP B BEIE
SRR o A A AR O AR R S & | T
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e (35:[2‘ -— T (@ ROS

@ Ferriin (4 GSH
Bo  ©LoXs

¢ o o @Rk
—. A
I

L

§ GG

ROS)7)

M« Ferrtuophagye— (o) — Felt =0 p3*
Fe <" <— Ferritinopl ﬂg)e@{i{je E“?E . Fe LL‘
@7

7\
Gl D =
( NADPH? GSR - O2® -
;' OS2 G868 < Cystee c‘mnu_fz/c“m"e “®® e O
erroptosisy, <€— < _LO) —_— ¥ «Cy @ )
’ ’ b4 Glutamate” . S - Glutamate oy

,
® r\- System Xe
K @

2B, | =
MGG

B 1 Sk BB R R BRI T K BRI E

L /N30 SR 2 PR B 1 5B AR B K AR T, sk
RS UL, K75 ATP &Rk A TR —Fh e, H
AL Al — BT, (2) B ER v Al o
SRR TR T | B AR [ TR AR 7
HEATP JEEarG shRE I HEORIE , 2 52 B4 H
ARG EAE T S BRIt PR
SELRARN PIRAEC D Re S — ., LIS ELE(E
BN TT SRR , O RREIA T M A, AT,
WM BRI, S J2: F T ACMAS J2 T 3 s I =1,
PRI, o 2 DA A AR I 2 A 4 ) B
B MR AR S B A RIMER e AU A A
FEH SRR LA T s e = e,
WORYT 22 M4 S i 24 B RS S AR IS
BT IR RV T 2538 5 5 MQC B AM il B AL 1208
R AR LA A5 R B LR

ARG BRI BRI B e A R0
PEBUA T PC12 A A AV A R A AR DG HE
BNIP3  Parkin ,FUNDCI 1) mRNA 3Rk, A] 3 i i
LORLA I R o 28 SO 1100 T 5 4 i £k A
TRIRTT LT, el T M & B A (diva-
lent metal transporterl, DMT1), % Fi%%iz 5 H
F 3 Wi b1 2(Solute carrier family 3 member 2,
SLC3A2) GPX4 fZA S B, e TR i - e
AN RGO BT s LRI BT | 2 P e v s
PINK1 I Parkin £ 1 B35, S #F Lok [ mgle-od)
8 318 53 75 b AMPK/PGC — 1o/ TFAM S % , 38 Jin
mtDNA 5 VUSSR LOR AR P 45 0, 5 A 5T
I, AR BT b A G AR A K B GPX4

AR, DR BUEAL T YIS % (malondialde-
hyde, MDA)ZER, A ZITEIET ),

LR SN 1A BRI SR, 1 AR D5 4
FH 38 37 AT T I8 ke il P A 45 K B Drpl |
FIST Cyt-C BYZRIB IR S SORi 1A 03 2L, Iz K
BT I P 28 T S A AR AR 5150 5 ) 2% 245 B~
PC12 20 it S Ak B BORSE B ) AH DG R AE T8 O AT
Bk, & AN BHIE 07 P RESE i PR 2 11 90 (heat
shock protein 90, HSP90) .38 F7 A= K A F3Z 1K (epi-
dermal growth factor receptor, EGFR)  ‘E K f3Z
R 454 2 (growth factor receptor—bound protein 2,
GRB2) %5 H0 5 B 455 22 B3 A6 2 1 U8 (mitogen—
activated protein kinase, MAPK) %5 it ILEE 3 3%
fitg/ 45 1 B4 B (phosphatidylinositol 3 kinase/protein
kinase B, PI3K/AKT)Z5 {5 BNl 2R IE T , 2% i
IR i A 2 AR5, FEZ R A T O BBy AL
PERR AR RS, AT B X A I & T Drp1
Ko Bt R K 4 R £ 1 T 3 (cysteinyl aspartate
specfic protease 3, Caspase—3)3ik , e 2| # il £& ki
PR3 2 e A 22 ST IR T VR T AR 8 19 F 58 K
B, FHSE LA R A s 5 BRAE T, AR HIBLA]
LA T ERARAS , 300 i B E A 2 ), L R
T DMTI1, 34N B4k iz 5 H (ferroportinl, FPN1)
ESUN U R S

AR B RS SE R, =L
Xf 6-F2 L2 LM ) AP 2 B 20 g8 SH-SYSY
AR A —E R PR E R P B AT RE
P Nef2 ] S RN 2 SRR A AT SE,



1528 1 v BE 25 K2R 243 htp://hnzyydxxb. hnuem.edu.cn 2023 44 43 45
F2 HEZKNEREE R THHE RS ER T RS
THift it PR A R LA T e s AT BAET N 275 3k
W PC12 4}t OGD/R; A & PEMi . #A4% BNIP3  Parkin . FUNDCI 2P Y8452 DMT1, FF SLC3A2 [61-62]
I/ E B mRNA ik, THZehifk [ GPX4 i kst
SE- =] JigqteRe i PR /N I R B 9GS PINK L AN Parkin 2B THLAMPK/  GPX4 25 11 634 B 8 MDA A= il s, [63-65]
PGC -1/ TFAMX {5 5@ i 34 m A Jiigkstr
mtDNA ¥ DB BEL AL A W) 5 1
AR F BRI P KR T 14 DRP1 FIS1 .Cyt-C ) # 357K  HSP90.EGFR GRB2 %4 5 &, MAPK [66-67]
- AR AR A 5L PI3K/Akt 55558 B M il ik se T
FIBEATA Rkt i P e R R Drpl M Caspase3 3Rk TR Mk W PARES, MKIIRBUS Ak [68-70]
IR B, T DMTL, 30 FPN1 235, 0
DERIREE IRt T
=-EEEH  6-OHDA U5 SH-SYSY 4Ml;  B0& Nef2, S0 A0M LR, S F#AIR L-1B TNF-o JL-6 3k D Fe? s [71-72]

SRk A kiR R B

LR PR A

MDA 5, 30 GSH,GPX4 /K,

HHIgFET

()R, = S e AT I R AR SR R Mt 1t A R R
9E T L 40 i/ Z - 1B (interleukin—18, IL-1B) Jif:
JREIRAEIH T —a (tumor necrosis factor-o, TNF—a) £l
41 A 3 6 (interleukin-6, IL-6) &3k , M1 iE
B R T s B A2 ) MDA YRR,
BN GSH b GPX4 K-, i T A AL A4 i Bk 3T
TR T,

IiZE g 2536 T B 280 2008 A T T
FAE . WFFEAIL, 4 S L 2552 J7 K SR T A 3%
PEY 1S JR SR AT R ), IR AR 2T kat T, it
—PWFFER T B TN A S B SCIBRAILR, R 1S
RRAY TR IR RS, 25 T HHRAEOCHEE £, L
AR LR 2,

3 AIES5RE

LA RWEZE R RN S R i — R IR G A
5B b R RO RE B (W 3 BT, R “ BB T
J77 o MQC ELFEZRA B W SR o 2R M2k
FARAEYI G BRI A S UK, B
AR i b I TR i, 2 SRR %, AT
YRR LRI TR, 2 5 & R AL R N, MQC
BT OCIBRHLE BT v] A B B IR SR AR 1R
JPHEL, IS J5 MQC S, [R5 1l 5 A i 28 T at
T-, KT IS JG MQC SEFET AL il SR 2 1
WFFE AT 43 ; TP 25 B3R 1S B aRe e 3, AR
PRI B 220710, 1T 10 1S J5 MQC M ARIET-HIRF5TE
ZRETED B, I RS IS B4 T MQC K8k
FET RIS BRAILT] , o] S 25 B IG B 40 SE 87 1

Aty i 20 T 40 A 2k e 2 L R B 1 R SR
RF-f,
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