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The Role of PINK1/Parkin Pathway Mitophagy in Oxidative Damage

Liang Danyang, Dai Hanchuan*

(Animal Biochemistry Teaching and Research Office of Basic Veterinary Department,
College of Veterinary Medicine, Huazhong Agricultural University, Wuhan 430070, China)

Abstract Mitochondria is the main place of redox reaction for cells. The quantity, quality and functional
integrity of mitochondria play an crucial role in regulating cellular homeostasis and maintaining physiological
functions. When body is exposed to the harmful environmental conditions, the level of free radicals such as reactive
oxygen species (ROS) and reactive nitrogen species (RNS) increase significantly, which causing serious structure
disorder and function obstacle to mitochondria, then aggravating oxidative damage of body, besides activating
PINK1/Parkin pathway to induce mitochondrial autophagy. Meanwhile, this pathway also participates in the
process of cellular oxidative damage. In this paper, we make a comprehensive overview from the following aspects:
ROS and oxidative stress, PINK1/Parkin pathway and mitophagy, cellular mitophagy with oxidative damage and
so on, especially focus on the action of PINK1/Parkin pathway regulating mitophagy in oxidative damage. These
theories will be expected to provide a new study idea and scientific basis for researching and developing the
antioxidant product, as well as researching how to alleviate and prevent oxidative damage related diseases.
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WA, RN TR E RGLGE
PRI EEE N 2 — . Hara e M 845 pLEE
TG 8 5 RVE, B TR, A N0 P03 1 4
Z(reactive oxygen species, ROS) ] i i 4 iHPINK 1/
Parkinitl 2% 175 3 2R A4 K A2 E R, TE BR324 M 2 R 2k
PR LI ORZETAES A LN E AP wa k2 Wi 4 rpsE N i
A S e B OB R A o A ST ES & T 7T
BEJE, MROSEHEALRIH . PINK1/Parkini #6542 ki
A W SR A 52403 45 D7 THT R T, B SR T PINK L/
Parkinif B 8 42 e b ik | EE P2 R Gt I
RARE BRI S ROE . ORI G
I S5 E A A T R A AR, A BLAR S
AR B . FH ISR BT TR LA R 7 il 1)
T b T i s S R Ak e -

1 ROS5&MWNH

ROSE—HKEiHtE HMEEZ &AM T8
R, B A S 170 LR A0 RIE A H H
F5(HOz». *OH. <RO)%%, 3= B A iR P TR B (1)
FALBERR =R . IR AEBDIRES N, WA A=A 1dE
HEROSAMENE S TS 54 AEKEE i
. BHE, RIS RN LA 2 A 5
INEE R ARSI, d i 8] S g i s, 2=
W55, B/ A, 328, IR IRIRZE,
18 P AU 5 1 S8 1) T IR A 2 R A 7= A 1 v 1k 2R
(ROS)FIEME IS (RNS) /K80, MR HTa AL 5
G, IS KR D RE AL, 1 RS R0
P, i B BAIROS )24 S R AR AE 1 ZE R0 AR
s A . BEFER I, F1300 pmol/L H,0,
AL FEIPEC-140 12 hfS A I BIROS & &G N, Zeki
W L AL (AY) B R B I 21 35 00 48U - 1 (heme
oxygenase-1, HO-1)J& R ik B 14 I 48 7% 1%
5 BRAK, I K S T RIR I 5 A A R AR 0
F, B 4k £L(gadolinium oxide, Gd,Os)K ki ¥
AT A [] R 7] 2 AR 7 AR 3k N 22 SH-SYSY 4
FL = A ROS, 5 2R LA o G i AR ik 47 ELIE HL AL L
Ae Z AL H B £ ¥ (lipopolysaccharide, LPS) | #
RAW264. 741115 h/5, Z6HRE kil H 41 g WROS
AP oM 1 b0, I BUDNA 5. & 3R A Ak
LR B O T A A R M SN AsmaafE PR
B, TE B R 2 IR A AR 5] R R SRR A 2
(cutaneous leishmaniasis, CL) 5 EF 1K N, £ %

L4 Hd (polymorphonuclearleukocyte, PML) A1 #.% F
W2 i - ROSIL B 7= A4 . T % (malonicdialdehyde,
MDA) /K34 1, 4 i fig o2 ik 42 A 45347 32 75 o B
B0 Nit%d

AL SR B R D RE B HLAAAR A 2R L
TP HLREFRAR, AR R AR A . Ok
MEE LI RGN, ExEFEIMEKKE 7™
Wy, BHEMPUREVERE, N EBOkE s E R & i
KO FEF A, B 0 R AT s e AR
[FIROS, BEL 240 B JET 300 00 40 1 s 3 I 2%,
FE AP R AT 5 Wi W R 4 G AR ) B R R 2 — 0
S TS PR B AL S G S TR 7L S I 7 4 B B
FATERE N %, (RIS 2 5 5 9 AR 75 W LI BRI 2
B b 2 S 3L s R AR A IR PR, 7™ 25 5 e 7 B b
A AEs . T I BE R AR ROSKT KA 12 1% 11 i
4F (mitochondria permeability transition, MPT). R
BEThRE. 28k /ADNA (mitochondrial DNA, mtDNA)
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W — R A EA I RN, I Ho 32 451 1 okl i X 5
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A 0 1 A T 5 A A A R A D 4 e 8 e
W, ERRLAA B AT A AT Zh i e B
FEo U AL T84 SLBCIRAS I, 40 i Py g = R AR
FIROSAMYJE Bl B A AT A% SN, 7] ) -t 0% 2k A
H W R A o A 1 W5 T e R s R A 1) 7 24N
R T PR AR B R L 1 3E 2 R 4 B
AR PR AIROSIE 5 SRR, S 2 4 4 Ji 1 42 1] 15 97 11
o s A () S A A B AR A Ak, K
BT FCIRIE T LRI LR A B WA R LA AR
S EAERK R, L5 M, KR A # Al (paraquat,
PQ) 7 5 Bl 2 24 H B LR R S FELAE R . ROS
A< FE 38 i, PINK 1 FIParkinZE [ 7K F F 5, 38 B 44
PO RLBOF R T i B R, AR I S
SIRT3/AMPKA{E 5 % ‘F i 213k — D 3G m 2 b Ak [ Wi
KT, T2 fER AW 264. 741 i 52 B AL M 05 S i i
M EF PR Y, F T AR 3ROSR AR S T &
ST A BB T 1) R S A R VA B R R 2 R T
REhS, WG AE AN T2, R, HUARE A2 A AL
BT (A SR A 1 IR B I 5, T 2R R A4 1 W S AT
& NIRRT YA K, - E R R BR
LA AT, K20 i Y R A T B A R R F

3 PINKI1/ParkiniB 3£ 5T & h A B
KR 1E AL

W FLEEN, CRIZFES S TiEKS
Bk [{ g, Hodr, PAPINK1/Parkinid 14 1 43 i 28
BLAR B W % N4 . PINKIAE — A B L& /5
R [ BABETE MR R bR AN R (1, REEAE N2
LR BRI 73 I 52 3% Parkin /& HH PARK2FE K 4 i
MAAEZ R-EHEEREENED, ZFEN T
Rz A, R B BRI 5 355 PINKI
FiParkintd) | "2 Fik T K AL MBS E, LUAEME
R, O BEIESFERSREPERER, O
REAE NI 28— B B R R E AR . A
(1t SR 380 0 K B 22 %o Wi 7L 300 470 240 i ) S 56 7 9 B
ffy 7 PINK1'5 Parkinfir - [A] — s ZE R i@ %, HPINKI
1 T Parkin 13, 1% I 2 10 Pp i 32 1 %% B Rk K
-, HAH B AE AT LA 2 R v R A, 5158245
LR R L) 5 B AN B 25 0% S B W i A I8 A2 P
PINK I H ParkinAT: — % Kl ¥ 57 0 R IA #2082 T4
2R A W I IE AT

A FIRAS R, PINKE N 28R 44 J5 5 P st 15

S RIERRMR, DRFFAE — R0 MR ACTIRES . 4L
ARG LIRS, PINK 1] T T8 J% 3 28 6 A4 S H A
B, 7T BH, PINK1 & AT LE R )48 1 2 br Ak i A
JE SRR T MR T R HE A A% IR AR AE Y, Je
T M B G540 56 B 2 5 T Parkin®G 47 B 52 101 4 R A4
AR TR SRR B R B 22561 . PINKIHEUGE 5,
HAEH P RA MBI, LRtk X, R
JEE 38 (101~10747 22 5 1R 5 55 ) 5 bk 2 R 42 &1 JIE 17 1
) 0 BRI, 78 7 3 TR A I I 55 B Parkin % 7 28 52 437
BRLAARAME . Parkinit i V2 240 85 R AE 7 E 1R
A4 36 4 B =5 -7~ 18 1 25 1 1(voltage dependent anion
channel 1, VDAC1)5 £k i {4 fil & 85 14 1 (mitofusin 1,
Mfnl). Z&F7 44 & B F2(mitofusin 2, Mfn2)!20%5
JEA, HE— P R AR T A I o RER A R B AR
o BbJE, 2 RAIBRARLE 2 Fh B W52 4R Y R
M1, @#% /5.8 F152(nuclear dot protein, NDP52). 4
2275 [ (optineurin, OPTN). P62/SQSTM1(sequestome
)55 A B2 R 454 45 f 3k (ubiquitin binding
domains, UBDs)H1 i & AH 5% 5 H 42 3 (microtubule-
associated protein light chain 3, LC3) .1 45 #3(LC3
interacting region, LIR)[ PRI, REZEXZE BT
Jfl(autophagic vacuole), # €3 J5 T R K A4 [ W {4
(mitophagosome), 11 3 55 ¥ [ {4 (lysosome)fili &
LRI WA R, o 24K AR I e 2N o
&b, PINK 1 ATParkin ) ~F- 445 A0 AR 14 .4 o € Lok
A g H o7 P B 2 DA % P 1 38 i I ) A FH kg, DLt
B77 A 24 s A 1 Wik FEE I e e A e Bk A4, AT 2 57
B9 PR () o AR AL

4 PINKI1/Parkinif B 15 2k 8 B 7E
St EXERFRMER

ROSH# & H &K 52 %5 52 M. 2 3 /i FPINK1/
Parkinifl B 8 % 2% ki ik B W, 75 4 3 40 ff &5 1
i fie 56 B Pk DL K B PN BE 55 B2 3 o 4 8 O 4 A
o WAL R o, ROSHE [MINKI# B FIERK1/215 5
i 42 WEPINK 1 /Parkinif i 375 B Ak 24 &k 67
(chlorpyrifos, CPF)# i 5| 2 ¥ 52 451 28 R 4424, 5 i
# A 1(mucolipin 1, MCOLN){E NROSHIfEE&4s, 8
T R PINK 1 /Parkinif 17 B 4id 1 26 ki 44 F i &
ROS, #2154 5% [ TFEB(transcription factor EB)ff]
TV, A RO FETE E R 5| 2 R A
AR, PINK1/Parkinit i 1 45 2807 74 5 Wi 75 A 7] 4
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A long term and high intersity exercise, smoke pollutant, radiation,
anoxia-reoxygenation injury, pathogens invasion, aging......

Parkin  pINK 1

Healthy mitochondria

Mitophagosome degradation

Lysosome

Depolarized mitochondria

Oxidative damage:
1. lipid peroxidation
2. mtDNA

3. proteins

Damaged mitochondria

PINK1 Parkin bt
iquitin
o,

Autophagic vacuole

1: ZEBARAS R, PINKIATParkin 2 (73 3 IR 2 T LKA SN E AT o 20 LA 328 Tl OB RION , Zokifi 2448, ROS™ A=K 1,
FRHUREMAR o 30 PINK DR UM LR, IR KRR e AR T AMER I . 4KIM T8 5257 78 WERR AL IO Parkin, A FLA% 7 25 2 AR iR 41
JiEo 4: Parkinfi) @ 2 502 8k, 2 AR . 50 HIRZAAEEP62. NDP52. OPTNAR, —Jy it UBDs Uz HAL I ZRifA, 5 —J7
THE LIR B E T B R FEENE b, T R R . 6: ZRRL AR I W PR S VA A A I R — B VRV A, B2 T VA AR b K AR I e i

1: under physiological state, the low level of PINK1 and Parkin proteins are respectively located in the mitochondrial outer membrane and cytoplasm.

2: under various of stressors stimulation, mitochondria depolarizes, ROS level in creases, which causing further oxidative damage. 3: PINKI rapidly

identifies damaged mitochondria and accumulates on the outer membrane surface. Subsequently, it recruits and fully phosphorylates Parkin to

translocate to the damaged mitochondria. 4: Parkin ubiquitinates mitochondrial protein substrates. 5: autophagy receptor proteins identify ubiquitinated

mitochondria by UBDs, meanwhile anchor on autophagic vacuole membranes by LIR to form mitophagosome. 6: mitophagosome and lysosome fuse to

degrade damaged mitochondria.

E1 PINKI/Parkini@ BT & i Bt 2 R EE
Fig.1 Process of the PINK1/Parkin pathway regulating mitophagy

WA AT b R P BB .
4.1 PINKI1/Parkinif{Z&hiik B EHR RS
& im P AV ER

T &t & m AR e gl g, HoK
oG 14 28 2H 4 P 2 i e R R I R o 22 3 IR 11 4R
AL JE YR AN B ) 72 AEROS, A IEROSTE figg i 4 28 &
Girp R IR IR, Hd RN G SRR RS
SRR Th BE B3 T 51 & 2Rk 1 I, A2 22 b
ZRAFRRKAENEERNEK, TR, 55 G
A B 1 88 A% 995 I 4 A% i (Parkinson’s disease, PD)
(s N AA Y, 2R A DT 5 B A TS R SR, Ak
LN EE, PINK 1/Parkinif 4 4 5 119 22 k744 [ 0 4
PG R0, 1) 2 R A IR T B A A TS M T 5
%E i1 [ 995 (Huntington’s disease, HD) & £ ; Fif /K 7%

BRAE (Alzheimer disease, AD) &8 35 i P 28 i 44 I
W EE R A L. I L. IVAL A0 RCE AL B Y
PR BE (G, (EATPAE B, ROSA: M %, £k
W S WS, A, PINK IR Parkin [F) 58 4% i
REKLAR B WS, 3 B0 2 A 3R 4R 5] RS b
L RIBA AN, MA TS MU T A, M gl
A RGN EEBRALE 2 —. LI
TR, i R IEPINK 1 K 7] 58 3% 401 #|ROS f24-52
H T 4 % (4-hydroxynonenal, 4-HNE)A1 — fi§ 5% 7% iy
(dinitrophenol, DNP)/™ A 7K “F 4L §i 85 #H & b R 15
TR B JZ R 2 TUAH B R R T AN A S, B T
PINK 147 0P B2 B e 28GR 47 41 o 40 i A Tau 2R
A 7 0 2R AN I 2 Tl R AL i B PR AD R AR B
Jg FRARFAE, A B A4 7\ 2K Tau(human Tau, htau)
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R AR B0 2 A IS EL AT, AR AR £ A FHPINK 1 AT
Parkin# i& 7K 7, 1 b i Parkin ] /1 S ADH 28 fih £&
iR W B, kS htau i G W B ECY. 259 =
SR HEPINK 1/Parkin I ¥if7 ) 5 W B 4 S [ -1
TFEB K A2 A% % A7 UL 2 1 WiV T A i 56 IR ) 3R A,
A T 2Z R BRTT AR AT MR . X Seh) 5L 45
R B, PINK1/Parkin 1 #5828 R /A (1 W5 75 Bk 52 $ 2k
Kifk, 2 5% ki kg 5 i s H]. BFIKROSK
P R E KRG 2 EEREM AT, 4R A
Thie e NI BEFa A5, XU SRy Ef T 25—
RYNA KR THRERENS . fe AW 5 N B E
[IHh 22 RGRAT MBI -
4.2 PINKI1/Parkiniff {5 £ i & B W& 7£ B & 7 %
FEEF

i 23 4 e £ 33 AR 5 5 26 R 1k A2 ) 1 e 5 D)
FHIE, Sa A BT T 1A 2R Ak 465 4 T R 45 405 % P Je
()R AR R R d 2 o AIF R B, bR 4 B P 184
5iER. mEHA. FERAARE ESHE S i+
ROS/KT- 3 2 B InAH P2, H Al C & B 5 £k 1
PINK 11 Parkin P57 2 T i 88 138 41 A 52 ) 5
. WERER, TR R PR R A /) BRI
Y f H, ParkingR ik €1 2K 5 S0 IR P8- 4 1 1L 04 Bk
BRI, Aoy RERBA . DA A R A R
KA T Parkin ] 155 7K ~F- 38 38 ) 1) 1 22 F4 e 4
Jf 1 3T #% IR 28 . PINK ] 38 1ot 38005 M 5 7 PI3KY
Akt/mTORZEAE Sl i, R 40 & 39, sl s
SRR AR 2 B R B AR A KA Y. ERIA
ParkinJ2: R 0] 5540 b 88 40 Mo ()3 g AR KL R 1 LR
T2, B AN A A R B L £,

PINK 1/Parkiniff 4 1 4% 28 F7 A4 1 155 A2 Fii 88 201 it
H— AN DG 1 R B AR AL, X R 0 AN [ET Y
B & B sl m B UIR . R BRI S
ok 52 45 2 R AR [ 1 4 S S 4 0 ) e R R, S
SIS T 200 i ) 2 3 e 2 Rk R v BT A2,
75 F LR 1) B A5 AR A0 S L 8 b R A B 0, B
LA G PE R RS, i T 45 IR 7R, PINK 1/Parkin
I T LR 5 R 8 R 4 A R A R T KT iR e
S I B YR IT RS B HEAE BT Zhang %507 R I,
FE AL, A — =15 2K 5 P(a triterpenoid
from actinidiaeriantha, TEAO) LA i [&] 171 & 44K 46t P4
33 PR AR %2 Bl 41 B (SW620. BGC-823. HepG-2.
A549. PC-3)iE 1, JFH LML Bk 4. T8 K & =

MR LA, [R5 45 796 20 i ZSW6204H
Mo HPINK1. Parkin. ¥z 2. P62%5 4 MGk, I LA
ROSHK #1342 175 5 PINK 1/Parkin 1 43¢ 1) £ 044 5 I
WO, RN R SR E . Yang 5Bk
B, /IS I3 N G AT 2 0B AR 41 HH PINK 1 3R
ik L 55 S Parkin®h 7 B ARG LR, 18 N2k A
H WK, JF H A WEAE B3 s 5ROSIE & 7= A4
FYIM S, FROSHITTEMAINACKREE 5, AT BH 2
557N 128 P iR 175 5 R 2 R A4 1 WA 75 23 FLC3-1T
S, XA R R g BT VA SR AL TR R 2 A
FAMU B T2 00 1) 751) 2- B A - D81 2657 T Ak
PINK 1/Parkinitfi %, if5 4 b4 H Wi K AR B ph 4
BE4H 08 (neuroblastoma, NB)ZH A - ik K F- Ft 51 1
715 & Survivin, BEEMR G R — DR &
fIBeclinl, FE 48 b (WK S 75 S ik R 4 BB T,
2 BR B A AR A7 1T RS2 VR T NBIE 325107, 4%
LRI, RN FEROSHK 4 14 12 175 5 PINK 1/Parkin
R F2 R T 15 W 7 e A4 e A 2 R e v 1 L AR A
FAHLEE, 5+ LAPINK 1/Parkin Ay $E 55 4 37 25 K i 8 AL
P T R S 7T LA B R FAME
4.3 PINK1/Parkiniff % £} 14 B W 78 §E IR 7% &
HHLERNER

Wi PRI e HAS I REW K2 2N E R
SR AR NG S S E T T N S U R R A AR §7A=
() 4R AN A 477 A2 A PR 3 B L I JRORE R AR 1) 2 B LA
Z—, Rt Rk T e AL T PO R 2R 1) o W R
TER, 2 SEWUARBE S RHLPU. & IE A 20 PR 9
AR 55 1 1 B AL, TR AR A B B P
ROS. {&/KFHIATP. mtDNAZEAL [ 28 i fA 4 1 5
GES e LN

PINK 1 /Parkinit % /i 53 2 f 4R 73 LRl 5 1 BN 745
AL L R B W, 7R RORE USRI BhiR
W DR E Je FLH RORE R R FECBEAE P . JH, PINK AT
IS HIROSA T 1 22 24 [ 76 Ak 25 1 B (mitogen-
activated protein kinase, MAPK )& 1% 22 it Ar M R i 175
5 IF A A R e 5 AL, SR 2B PRI — B TR T
Y, AR Parkin v 388 1k 38 N2 Rk W S 1
RO R OB A5 45 o« TERIF FE0% LRI ' 994 (diabetic
nephropathy, DN)I & 3, 5855 B 2H 23 22 b 248 Jifd v 2
i A 25 K W BRI, ROS/K T T, Sk 5Hi4tk
RGURME, LRI B WAL VEBOE IE R SZ  hL
KT R IFEEEAE . ZhanZEWI#E DN/ B RS o o
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B, B NE R B 0 LT YAk, HAMH Parkin s K]
RIBIKF N G, 2 — PR SERIESE T ParkinfE
DN B /NE b R 40 5T P i) R IA R B NE
(71 o 45 0 7™ B A 2 ) 488 i S ek 2>, I HUR I
SE AL HE R FoxO 1R % 18 1 0% PINK 1/Parkinid B 4
F BN F WEAE S B IR AL B 2R (streptozocin, STZ)
7% 3 B 184 B JR 93 (type 1diabetes, T1D)/N R AR N B
ANERARRRIG R IR 5 . RN MG A= S R
DX 5K A5 41 451 473 iR . PINK 1/Parkin 3 4 Kt
A B W 2R AR 5 B 5 T RE A RO U
BERHUAAREACUT . BB PROp O L B, WE R 7 V6
PRI B3 S FCAh I SR B 25036 7 4E s A 28084
Z—
4.4 PINKU/Parkinif§#% £ R {4 B I 720 B I &
FRm R EYER

JEER 51 A L s Rt E o P o vy A1
MR R A AE R GG B 3R, #E— B SIS N
i IR BRI O R . O VIBEZE . o0
7 3 U 5 22 oo LS9 B AORERH, TITROS AT
Z 500N LB BRI R K FE. DR, 2
KLARROSTE IE & A= HAR A T~ 2 5490 L RS M T
BE A HE, T EL R P T R A AIROS UM E A
B A o A 4, B g Bz ThREZAL, ANt /2 33
AL/ P A 1) SR B0 240 5- 98U UR 1 g
TR I REROS I 5 7™ A0k O JULAH ™ A= 50 ) A AL
AT RS, F5 A T O LA 4EHE S TR ELEE,
B 25| R0 VE TERORE SO IERE 1T 1 — 2B 5T
F W, ROSELEPINK 1/Parkin /i T (11 £ R 1A [ Wik 7.4
| 2R AR 5 B, AERFCo I 5T A A A T R ARG
BEEH . SongZFHOE 2 5 28 ki iR 4r 24 55 1 1(dynamin
related protein 1, Drp1)df 2 {0 JIE 1 & IR, Parkin
BN G oV I 5% A N S Sl TN S R NS 1S
TBERE NG, 51 %l SR 1 47 B 40 FE 3 301 B am
PO WL . /N B e IR T B S5 R, SR AR I
BRI R o ) K = R D, R AEBEPINK A
Parkin ) 3% 1, P62FILC3-18 [ 1k P& AIK, & B4k
AR 1 W ik (5] 4 FH 977 L0 A s iy 2L 2 4 A i
KAA A, LR ABH3-only W e I T2 A
BNIP3(the Bcl-2 nineteen kilodalton interacting protein
3) ] SPINKIAH B M, {2 EPINK 1 2 A 24 T 4ok
PRAMEL, 0% Parkin ) 532 82 A BOhL A H 10k, AT RE 2
IS T LR L S A0 T B0 O LR LA -3

AR A R R 22— K Z, PINKI1/Parkiniff 5
ERLAR E AR O i 2 25T B A D REASAS, X HLAA
KB IR O R, A O P I R S R A
B 5B ) ORI E S
4.5 PINKI1/ParkinifE % £ i (4 B Mk 78 R L 1%
mHREER

A RLARAE N HLAR RE BACHI I SRR AL, He3) )
AR, MR EE R AR, DR R B SE 5 BUR
ARG R R TIWY. FERE R IGIT N RBUR
TR T 2L [ TR T 9 ) 2 240 v R I, RS 24 ) =
S I o o A A I TR T R R T 4 i Y ROS Y 7
AR TP R G0k K 5 P B RE T PO,
PINK 1/Parkin i 2 4 b 46 (5] 1 4 7 4 b 4 Jod 1 55 48
25 7 MNGUR R G N RS, 0 AR TR
P ER . 4R A RIRGEIE N DR T 28 4 A7 075 =5
RIFEZAER . W TR, 3 R BR Parkinfd /)N B
AR B 5 52 A0 R IR, NS B B B i e tt 5
ParkinXt K 2 35 P 2B VA K . Zhong%5P ki, 7
W 52 AR PO 2 5 B 1) L 4 L 1 B R B4 A b 4
] AR, T A% % % A -¥--kB(nuclear factor-kappa B, NF-
kB 5 W] I VPINK 1% 5%, 183 W& P62 Ml Parkin
I HILORLR H WIH R 2R i, PRI B B id
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