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In this study, we show that PINK1 recruits Parkin from the cytoplasm to mitochondria with low
membrane potential to initiate the autophagic degradation of damaged mitochondria. Furthermore,
we identified FK506-binding protein 38: FKBP38 as a PINK1 binding protein with mitochondrial
uncoupler Carbonyl cyanide m-chliirophenilhydrazone: CCCP treatment and FKBP38 stabilized
PINK1 at the protein level.

SRR
(GG : 1)
B e R &

2008 £ 1,700, 000 510, 000 2,210, 000

2009 £ 1,600, 000 480, 000 2,080, 000

L 0

L 0

L 0

o 3, 300, 000 990, 000 4,290, 000

WEgE55 B B SR
B 058 - ME : WESREEIRES: - fRNES
¥ —"U— K : parkin, PINK1



1. WFFERRAA SO =

R=F% Y PRI, FICHR R EYE T
bDH K=" U EEAT D IVE B
DN ENE - T2 2 21Tk - T
IRHR. A, BMERRIE, BRSSO
BRARER & 23 2R EMRETH D, 2
DFBITIMIERL &L FMEIC I TR
V. RTEIEREER AP b A N L AR
LTW5D EHEE S, BEITEEEO DO
Thd, WTILHLRIEREIIRHATHY
JR K ZE BRI T B K QNGB 5 1E D F I K
SLHEHMRT 2D EZEZ b, EICE
SN TWOMETH D, FIEMEREBIL,
JRIR 2385 E DB FRFEICHKRTHZ &
B ZALD DB EY OMERE RT3
SEMAE ORI A 72 FHr0 L7220 (1R
AR IIRFIEOMS ICEE re v b2 5
AT NbDEEZERLND, o, FEEIER
WA THH Z LD FPD FEAEFEAE O fif
BHIZ. PD JRREMEAFIC 2 < O &2 149
L EPMIRFEND, BxIZZ DX 2B
SR D | FPD J8JE 5y T 1S O PR 1T R A
O RFFEEFT > T\ 5D,

FIENE =202 IR R NS AR 1 E D
ThHDH E3 UH—FVELTHIETD
Parkin t VAL F=rFF—FPTh
% PINKL %, BRFHICHAEERT 5 Z
ERHEIN TS, £, Fx OB
TR, WEE T2 ESERES L. Parkin
1% PINKL 2L E(LT 2 2 &2 i L7z,
D OFERIE, Parkin & PINKL (ZH§H
T o= F Y URRIIEMAE S B T H
HZEERBELTWS, ZIUHDRTO
FHEERZRA ST S 2 &k, FEER
KgtHICERRT A Z N TSN, 20
FESR /=% 2 PR ORI 22 IR
TRIEERAIBIFR I D7 N D Z E 3 IFE S

éo

2. WHEOHB

IN=F Y CRRIEAEE RN T
reactive oxygen species; ROS D pEAETT
e & R SHE SR TEH K NI L 5
Fary RUTHERERREINT
e, S ha R TIE, WK, HH
LA ZMR TR T  RE I ha
YR T OmEGIZRAE, £, BRI
Far R T2/ AETLIET, 2D
HEREZHMERF L TV D, MR D X 9 70 3E
S EAIIEIZ BT, 2 O S EE B
EFEMFFT 2 L CRICEETH D
LEZLNTND,

Ik, MRRECRET S
Parkin 73 CCCP |Z X = THEENAL TR
L7 ba v RUTIZBITL, 2Ok
B~ N7y O—FETL LN
W Sz, £ 2T AEFERIZBWT
CCCPIZL B Parkin k> RUTH
ATIZ PINKY 235357, Fio,
PINKL ZZE(LD Z DI ED XKD
G T500BmRT 52 2R
L7z,

3. WO =

(1) PINK1 K&~ w7 Z iR VT 2
I, L ha o o b2 &EHAWT Parkin, F
721X PINK1 Z3& A L, CCCP iRMKFD
Parkin = k= KU 7T, KO, I b
v R U T oA R e kI B VO TR
L7

(2) PINK1 #5A& K1 FKBP38 & PINK1
RIS EEE L L, U A X R
W Cli R DR & A MR L /-, FKBP38



Jyarvery bRy BERL, v
Ay ik VT PINKL & EHHES T
HINE I InERE LT, £72. PINKL ®
I A FER T D A SV AT = A AL
7o, siRNA JEICB W TNTENE
FKBP38 % / v 7 ¥ o L, WNTEM
PINK1 FEHl & A fifgad L7,

4. WFIERCR

(1) CCCP LIz X % Parkin X k=
¥ RUTEBAITIZPINKL BLETHY
ZOfEFR, Parkin-PINKL [Z~A ~ 7 7
U—EHET L EEPALNI L,
DFY, EEMMETFTLZI ha R
U7 &0 LT, 2 ORESRIE,
PINK1-Parkin 22 #fB LTI b= RV
TEEHOEE Ao TS I L E
sx L. Parkin, J} OVPINKL [ZHEH 35
FPD HIEMIE D EHICHIR T 2 b D &
Exohbd,

(2) Parkin-PINK1 X k2> KU 7BATIC
B3 2 [N 2 BR5K % 72912 CCCP
H% FIZB T 5 PINKL f5A K0 2 7
V== T %7, A5 740
J& 7 % FK506-binding protein 38;
FKBP38 # [ & L 7=, FKBP38 |3, PINK1
CHEEAE T I ERLEE, £,
I b RUTITRAET S FKBP38 @
3 PINKL 2 ZET 5 2 & 20 60
2 L NTEPE S v R 7 2BV T b AR
DFERE/T-, b ORERIT,
Parkin-PINK1 2~ 1 ~ 7 7 ¥ — D
HEE S+ Ch dalietEnm<, 2o
TR R S BICEIRT DR &
RHAREMER S D,

5. ERREERIE

(WFFERFAE | WFFEL 3 B ONEHEIT 784 (12
ES Y

(RG] (B 3 1)

1. Shiba K, Arai T, Sato S, Kubo S, Oba Y,
Mizuno Y, Hattori N. Parkin stabilizes
PINK1 through direct interaction.
Biochem Biophys Res Commun. ##HiA
383(3): 331-5, 2009

2. Matsuda N, Sato S, Shiba K, Okatsu K,
Saisho K, Gautier CA, Sou YS, Saiki S,
Kawajiri S, Sato F, Kimura M, Komatsu
M, Hattori N, Tanaka K. PINK1 stabilized
by mitochondrial depokarization recruits
Parkin to damaged mitochondria and
activates latent Parkin for mitophagy. J
Csll Biol. #F#cA 189(2): 211-21, 2010

3. Fukae J, Sato S, Shiba K, Sato K, Mori H,
Sharp PA, Mizuno Y, Hattori N.
Programmed cell death-2 isoforml is
ubiquitinated by parkin and increased in the
substantia nigra of patients with autosomal
recessive Parkinson's disease. FEBS Lett.
i 583(3): 521-5.

(iRl GE14)

e fEGRE. EERAL FARR L RH
f&#. PINKI1 #i& K+ & PINK1 LE{L
R OB E- % 50 [l H AR 2R
FRk 2145 A 21 B, IBEERE > # —

6. WFITHAGE
(D) WFgefEksE
L8 [ E (SHIBA KAORI)
[[EP N NE R NE = AP S e
A=
9 %5« 30468582

(2) WFgE 3 38
®mL


http://www.ncbi.nlm.nih.gov/pubmed?term=%2522Fukae%20J%2522%255BAuthor%255D�
http://www.ncbi.nlm.nih.gov/pubmed?term=%2522Sato%20S%2522%255BAuthor%255D�
http://www.ncbi.nlm.nih.gov/pubmed?term=%2522Shiba%20K%2522%255BAuthor%255D�
http://www.ncbi.nlm.nih.gov/pubmed?term=%2522Sato%20K%2522%255BAuthor%255D�
http://www.ncbi.nlm.nih.gov/pubmed?term=%2522Mori%20H%2522%255BAuthor%255D�
http://www.ncbi.nlm.nih.gov/pubmed?term=%2522Sharp%20PA%2522%255BAuthor%255D�
http://www.ncbi.nlm.nih.gov/pubmed?term=%2522Mizuno%20Y%2522%255BAuthor%255D�
http://www.ncbi.nlm.nih.gov/pubmed?term=%2522Hattori%20N%2522%255BAuthor%255D�

(3) iEHEMT IEE
mL




