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ok, ¥, KRR, Rk,

B e, R, T

FEE IR (PD) 2 WA R ZR AT RSN , Hop BERL A PR B 22 L e B 22T AR BB T ITAF R
FER I PD W 2 L REM 22 TR ML T R EOR AR P PR AL T, 9 S AR T A R A I T R A
JEARICAEZ PP . A SR X PD 2 LI REM 2GR P PR IR AE ToMLI EA T 2038 , DI 4 A9 IA R PD

{14 B PR

KEERE MR A T A RIS T LIRS

FE42EE R741;R741.02;R742.5 X@ktRiEF8 A  DOI

f14: 759 (Parkinson's disease, PD) J& )iz 32
FE B A5 o 32 SRR ) DLl 2R AT PR . 3R
65 % LL - AHEPD Ui 4R 1.7%, H i PD iR & gk
T 200 T3, BRAE TR 10 55N, PD {9 B AL A
SRR 2 R MR e PSR T AR SRS
K, PD 2 LR REM 0 A PEAE T R B R
P41 SE T (programmed cell death, PCD) , ¥} 41l
MR T B WERE AN FE T R R A M SR AL A 2 Fb
IS ATORE PD h 2 LB RE 22 TR PCD L
AT ZRR , DU 47 59K R PD Y A L A+
THAE A5

1 ApAT

IEMAT N TR PCD, R —AFshid i,
A AR TR BN AN M B A% A 4 T
EEAE WAL R, e 2T R T/ IMAS, B T /M
AT TR HUE ] A AR M AR . E AR ARKCF L At
AT B RAAIT 32 2R IR U0 43 - caspase HYTRTT -
# PD B BN AT TR R A, O AR
Tyt 4 G 0 BT S R T/ MATE WL, B S SR
FH TUNEL #ic 12460 5 PD f83% J 5 N DNA K A=
Bk, i Gy .55 5 0 5 PD AR BR BT N TG
1k caspase-3 PH: £ LR RE #2200 H 4 LU IH 8 i T
XTRRZS LA LUEHEZR I, 76 PD KA ik R v A 4 e
TR A

IPRT-A 3 Fhigts FET 2 Rt | ZbiiAkiR
AN BT 577
1.1 e %ikikiz

BET 2 AR S ML AME 5 BT s S ) At L 12
WA, WHRAMNEME TR . e TR S Az ik
AR Al I KO T S M A R e iR
H 1 42 2 3 HBE TR0 3 A Procaspase-8 TE
WACT 1S E AW, Procaspase-8 £ [A) I % 1L IE i,
15 AL BY caspase-8, 7% 3 3l JiF caspase #H I HE H
AR SN, e 2 T BRI T

KA SRR F A PD &L B AE T 2 ARk
B WS o Fas I T # il 43 + 2 (Fas-apoptotic
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inhibitory molecule 2, Faim2) J& —ffl 2 ZE/E I 22 R
GENFRIKBYHE I, AT ABEAG Fas 5 A T 4B,
Komnig 457 & B Faim2 5& FR B 19 /)N BROG #2875 3
MPTP {45 13 S8 g, H PR T 22 B e e 28 o0 B 2k
BIEHE/NRE S, R Fas ATE S 5 T PD
BV A S 2 CRERE £ CsE T, Ak, Chen
LEWTEF 5 % R B B P 2 (Leucine-rich repeat
kinase 2, LRRK2) 52 25 /K G20198 %% 3 K /)N il 2
FpRG I 2 75 AL caspase-8 KSF-BH S48 0, 5 FLIE 3K
LRRK2 J&:38 13 4 45 MKK4-INK 3 H 506 40 Ja 1
TG . Ho ZEUHR 1 T LRRK2 #G AL T- 32 IRk 4%
fi7 53 — HL I - LRRK2 5 Fas 5€ T 45 #4 B 26 1
(Fas-associating protein with a novel death domain,
FADD) H 441 H.AEH | i LRRK2 %45 /& G2019S
R1441C F1'Y1699C 5 FADD Y/ . 2 36 5 , 41 il
FADD i 1 58, 7 )i caspase-8 7534 1 7] [4 Ik LRRK2
FFHAE R T PDHICHE H Parkin A1 DJ-1 J)6E
Bl AL AT O T 2 R AR T o Sul AENOIESE
Parkin A D3 8 %15 Fas #H C &l 7 1 (Fas-associated
factor 1, FAF1) i R fiff 52 ) 22 EL R A 22 o0 28
FAF1/E} Parkin i )i$4) , 75 Parkin DI REBR S 100 T
TEANMh R = AR R TR P 263K FAF1 S 2040
JiL X MPTP 2 1 1 U . Fu 551 B DI-1 7]
V) 55 FADD #H %5 & Jf 35 4+ ¥ 310 i Procaspase-8 55
FADD 454 , BHLA5 caspase-8 A3 I , iMii PD 43¢ DJ-1
2875 L166P M x4 DI-1 1 FADD H945 4, i {2
HEFET- SRR
12 &AihiEiz

LR AT 1% SRR PR TR A AR AR A AN
MATAFSAE T , Sobii I m it & A g
o7 F 28 s 4 JI5E (] B A9 40 it €8 & ¢ (Cytochrome ¢,
Cyto o) SF (2 PR T PR PRSI = MK N, S T2 2R
M i 35 1k A F -1 (Apoptotic protease activating
factor 1, Apaf-1) } Procaspase-9 J& i i 7= & & 14,
1% 4k caspase-9, ¥4 7 caspase-3, fifi 41 g i 1= U4,
BCL-2 8 [ Z -5 R A 1558 375 P U8 2 DR OC
AR T AR T E A, K BAX RIBCL-2 435
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AR TR T E A AARTE SR . BAX R4
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5 FRARITE B, 300 st X R AR B3 325 1k 1y s i

YRR RERRE i /& PD & i rh— N F 22 1Y R #AIL
W, BFFE R MPTP A] S350/ BB B AP RS TR 41l Cyto ¢
Kt B, caspase-9 Al caspase-3 HY i 7 "' PD A 5 %
a-Synuclein W #IEBH 5 Zbr AR T30 BTG AH G . Lin M7
PC124iljitl /i # ik a-Synuclein 2875 /& AS3T FE b 4 A 1 2
Wtk , Cyto ¢ K B, #U15 caspase-9. WAb, il A WF5T i w
BCL-2 ZJEH S5 T PD k4. WF5E#E 1 PD ;B # FIMPTP &
P95/ LAY 2 R Mo e 3k a-Synuclein (19 PC12 2 it A 47 i 5%
FIBAX Rih 5" FSeAE K RECIRR 3 5 BAX i ik
Bip-V5 1] LA R KRR 6-OHDA T35 1Y B 5 £ 11 e BE Al 265
KAEFR, AL MPTP 545/ B R SRR Al 451 BCL-2 3%
5T RARG, TR 240 D A 3 3k BCL-2 AT LA ) MPTP X T
YRR A E Y
1.3 ARMiEZE

A3 I 32 42, B0 PN IO 1 03 | P i B T, 2 B AR R
M —FPF AT IR . S B TS Al B i Ak
SRR AN ] AR S AR S R A N BT R AR R oy
SR N BT A R TS A AR S S B RS A
|l 1 2R 3 B e 5 PN I ) e e 5 22 AL LA T PR i 4 i
WM MM ST, SRR EMTAEMNEY
Procaspase-12 5 5 ¥ , JT P[] 3 AL P J5T 099 17 38 4 F 800
Procaspase-9, Bl 11 caspase-3 i /22 8 41 L 95 T~ , caspase-12
X caspase-9 (14 I AN 4 2 R R R T 34 42 A 43 Apaf-1 il
Cyto "o LA, PN 5T M 1 i wT L% S5 C/EBP [A] U5 25
(C/EBP homologous protein, CHOP) K & &3k , 75 3E W IUIR 25
T, CHOP Rk /K TARME . 7EZ AR (3T3 MULT 4L . Hela
41 ) i #ik CHOP 34 /] S 34 - & A1

PD ¥ FELRFRFIE 2 — R 2ot N/ MATE i, 2
FH a-Synuclein Fl—SE B B R R TS 8 4L, AT 200 I W)
LR N BIFSE 35 E A0 RN 2 PD ST v 3y % IRAT P 5T I
N AN TR . BF5T s MPTP #5455 /N BB I N
Ak caspase-12 7K F-H & FH &, Colla 25" FE AS3T 5 3L K /)N il
SR LS E T P 5T R B & A K caspase-12 (I T
TV PN DR 7 2 S i AS3T B FE IR /N R 22 B e R A 22 o078
o BEAh, ARG /R CHOP AT 115 4 PD Y #EE) 5 B
FEIWAIEIET . Zhao FP#E MPTP A PRI SYSY 40 i rh il g%
#| CHOP mRNA JK-F-FIEE FIKFII TR o Park 3820 BUAE AR
HU5H dieldrin Z- L) SN4741 4 i A CHOP ik e 7H i , 1 4
T CHOP &3k n] LASE 4=l dieldrin 75 5 A AR ML T

2 BRI T
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2 g o 2 R S 2 IR RS S R Y, S A R T i &
PCD, H) F AL A A FE T, AN PRI SOy TR PCD , g #y
AR M5 v R B e 1 WA Y WV A, ANV caspase 7R
M WATE AR T /MR, [ AR FE T 4038 5 23 32 ik
H AR R IR T A MR FRER A LS Ry 1 e SE T 4
ffl. Shen 554 HEMERESET - HIbRIE : ODRA THT-S 5 ; QFEstT
AMAE P AR A MR IC I, AR A [ W ; ] [ Wi
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™, PD AH ¢ 45 F a-Synuclein , LRRK2 , DJ-1, Parkin I PINK 1
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FEFET- 4IRS 5 PD &4 . Hu S5 R SRAEBE S fa il e ik
H WA 8 AtgS W E 6 MPTP 75 319 £ EL i et & T 4t
T-. 1M Garcia-Garcia 25" % $17F SK-N-SH i £ ik AtgS 1 i
PEFGSARRSE B MPP+HI AR I AIIAET . PR e SRR
TS 20 AR 1 W AE PD SRS e R AR T i 4 B A
HEPD B ) FH 28 TCAET . {H Meredith 277 MPTP 4b H i)
/N BT OB ) T MR s vtk A W AR R A A WA AT AT
TEAUE, (B2, AWGARFRR T RE AN CUZANIE A Wk i 38,
A PR TSR AT BERRE G, 355 [, A PR R I AT
REREASSE T [ WIS i & 4%, Hung 55 & IF A1 siRNA
W B BT Atg7 3k 4 i MPTP 175 ) Cyto ¢ B LA K
caspase-9 1% , FE/R AU A WS 5 T MPTP % S I 4l i 1=
B, AR SET - R 155 5 PD (R AR sl 2 2o 8 15 I
b 2 L 20 T 38 A S T e 22 T AT ATy B i — A R

3 YHARIRIEIE T8 EE
3.1 IR

L 2 PSRBT R BT ATP 638 -5 S0 — b DR 11 40
FET 072, AR AL TR LR R b e , VA ATl 4 LA % B B
HEPE IR . cyclophilin D BIA k2 AT X S5 40 ISR SE AN 41
M T- 094 F AR 1™, Thomas 5™ % B & P MPTP $i 1) ()
cyclophilin D 3[Rl @5 55 /N B LRI W 41 & 45 A T 2 R AIG 1A
AT AE RN, AR AR T AH DG HE 1 BAX FIIBCL-2 R B A4
A & A 5 Y 2P MPTP AR B AY cyclophilin D 2 A E R /)N B
ORI 55 B A2 /N BRAH L JEH 18 22 5% $m Atk iR I 2
PEMPTP #1473 23 S ECR BT AR SE & A . 765 3R38 AS3T 1Y
PC12 4l fifg b A 3% ~ S%AIFET- AL R IRFEIE A . Kk,
TE PD A £ ERERE M L on AR AR T AR v, A e Sk IR Bt AT
REIFAN A AR,

b R AT AN S IR SE 2 — R sl Pk R SET . (HE
A RAF5E & B Necroptosis Fl Parthanatos 2 /7 14 YR A6 % , 1X 2
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TP AL T 300 6 30 R A R T B 52 EAM R LR R AR IeAb,
it 5 XoT Jih 9 20 B SE T LA IR A, AT R T 55 —F
FHAWEEFYEFET - AN FE T B BRIE T (ferroptosis )

3.2 Necroptosis

Necroptosis s&1 LT Z AR B SL A 3)) BT IE T2 AR =
HIHLIRAE . AETE AR F-IE 7 TH , Necroptosis ELAT B i (i IR 3E
SR c o 0 St S T 1 N T DR DR L D QT 3
N Y Bk = BH BB A5 2 AS . Necroptosis /S35 M caspase 5544
N4y F, I8 ] LA B necrostatin # fi] B, Wu &5 P 5% B 7E
6-OHDA bR 1 hl necrostatin-1 JILA PC12 21 ffd 1 1] L4554
Il 6-OHDA 5 F: i 40 I FE T~ , $7% Necroptosis Il fE S5 T
6-OHDA XF 2 il ) #EMEAE - HJE:, HATA#R 1t = Necroptosis
1€ PD i35 LU ) PD Sl v & A A 3ESE . PRI, Necroptosis
B2 5 T PD RAEANT B
3.3 Parthanatos

Parthanatos J& — 2% W B MR 17 Z W% 2 1% 08 R & BF 1
[poly(ADP-ribose) polymerase 1, PARP-1]4F [ /A { #fi caspase
MARMIZET . PARP-1 7EAANEAE R ORI R 1K, AL PAR AR B, 7
A Y PAR AT UESR 405 ) DNA R 1B . H 27 0m BRI
T, PARP-1 33 FE0E , S8R PAR & I A4 N FRER X —
B B NAD+HI ATP 25, ] i 40 9 NAD+F1 ATP 1)
FEUE . PAR 2 T BRI P9 40 B U7 1215 T I F (apoptosis
inducing factor, AIF) BT, JFAE HF ATF #E A Al LA , 175 5 40 i 5
[

HWFFERZINE]LE PD & G PAR KB 8 755, $27R
£ PD & # P ik PARP i B2 3#T5 . PARP J [N i Bkt 35 I %
6-OHDA X /)M B8 5t 22 TURE RE i 2 JT I FE PEAE IS, ISR, A
734 % 3 PARP il 5 20042 MPTP T30 2 M REM 2870
ARPER 2B Parthanatos 25 T MPTP i U AU IS T- .
Bt (RNA & N2 G MHMEETZIEED?2
(aminoacyl-tRNA synthetase complex interacting multifunctional
protein-2, AIMP2) J2: Parkin [ JEE 4, 78 Parkin ¢ 155 0 T 7E 1 28
JCKIEFE . Lehmann 25°% % PY Parkin 275 J- i /4 ] PARP
o B L K PARP 28 748 2K 17 W] A 50 il Parkin 2848 5 R (1)
e iR LM AR £ B RE Al 2 R AR SE TS . Lee 5 R B
AIMP2 B EDA /N R B 22 T g RE A 22 T8 R A AR PEBE T, ELFR i
PN PARP i BZ 1 , PARP 2 1K 2k 50376 P4 10 ] BE A% A R0 2
AIMP2 % FER/IN B T 2 M RE M 22078 M . DA - IESE 34 IE
ST Parthanatos 25 T PD &2 , 4l PARP 1133 B 5005 1T g
S MAVETEN I B PD 25859 K D5 1] .

3.4 &%t

BRIE TS T A M N KBRS - RS FaR I 2
RARS S , Yo T EEAR A0 M35 Ik, BN 2o (AR S M 24 5
FEAE AL AR 35 2 Bk H K (glutathione , GSH) FE8 FAS BT isk
AAb . HRAET T LA — BNy T4 22 5 ) ferrostatin-1 455 5
HFI , A I 8 75 8% ferrostatin- 1 1l 8% 4 AR AL T 11— A1
FERRE

ZAE R I IIFFE B A Bk 8 T C ZE LA PD 1) & I AH G
TN AR B - TR UE: PD ) — NS EARAEY . B T LA
AN AR R 3 O HAR R R 2 B R ST 2
e kA A, S R RE M LT AL O B . IR I K
I8 A (transferrin ) LA K HAZ & (transferrin receptor, TfR) 1Y
ZRAENT PD W] REA A4 ME A ™, Transferrin 7R I A i —
PR iz AN R, 11T TR 28 M FF i 72 2k B Gt
NAHLPY 3G 2 R N A 2 v B2, DRI — T it e A Bk
HYPLEVRI PD &5 A 55

Ik BE AU N D 2 PD Y — N B BIRRAE . G IR R
TE PD &k 0 B B A 19 GSH 25 5t H i R RS T2
&30 PD B BB N I A AL A K - 35 i 1 PD AR R LA
HRAE LA B A o HE R

AR ST B PD A BEAR R AR HA BB T B AR A
ko HEAk, AR A IIFCT -5 ferrostatin-1 AT LA RN
iR L S MPP+i75 3 SH-SYSY 4l 56T, Do Van %5
% BLAE MPTP 20 A 75 /1N BUIK A T 23 ferrostatin-1 7] LLs 42
MPTP #:1: T 201 BT 2 BRI &0 1 =R R BUIR IR 447
iz, s/ NR 2 sh oA, DA L RiEE RIS T- T e S
57 PD AR B R . (H H H36k 2 PD S I N 404 2200 %
HERRIET I ELBRIES X TG ZEAE AR RS rh kA T A

4 INGS

PD Ak FE 22 T R RE p 22 JU B PERE T30 S 2 RS ALY
PCD I, (AR AE T 22 iR 1% (ZobifRiRAs (iR 2 T A 5
ROAIIEIH T, Ll & necroptosis . parthanatos . A6 T 55 7 74 41 it
WIE. AWEFEAIMIAE T 21525 PD, HETMAFESHL . X PD
FET AL AR A BRI 2 00 PD B B IR SR 8T i B %, JF4 PD
e R 2 ORAP 25 W 1 T L SR AR s DA B B AR
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