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M4 %5 (Parkinson’s disease, PD) 2 Ilfi K & UL
A 22 IR AT PN 2 — , o2 LA ik 22 L Jie B i 22 e
FrEi b LK g% 5 /M (Lewy body ) i L 32 220
PSS, LR B ARAE B sh iR LR RSN FE
R F B . R 9 R 2 i £ L (levodopa, L —
DOPA) B ARG 7, H A 3 401 1 25 77 A o7 R0 9 A
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B BH 1k 22 E iz fil 4 22 o0 0 4T P A T A0 B R
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DL % A PR TR b 22 S TR ORI Y T RE B A N
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ORI [ B (IR NG I EZS T AT B
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T, Bk B2 /B 5E N B O (autophagy ) 1 T
AN Bl T RE R B P S B A2 PR A LR O A i A
) AR, AT RE SR PD A5 b 22 R AT PR W KR R R )
HE AN ARV Z ORI, 24 PD A G
PSR, U o - RAlA% E H (o - synuclein) | 5§ 58 &
1% H5 42 # 2 (leucine — rich repeat kinase 2, LRRK2) |
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7 & R AL R Ui K % B L1 (ubiquitin carboxy terminal
hydrolases 1.1, UCH - L1) . 22 & &/ 7 & 2 i # PTEN
175 S 1 (PTEN induced putative kinase 1, PINK1)
M E3 12 R 4L B parkin, LA KX 7 00 % K AL 5 (the
mammalian target of rapamycin, mTOR ) %5 | ) i 2 5§
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F1 32 40 ) 0 i R At 5 S A 0 0 B, o A N
XU (14 B 5 155 40 82 T8 1 A Wit 1A (autophagosome ) , 45
J& 50 AR 25 G T8 B A W i 1 (autolysosome ) |,
TR N 2 I F2 o AT L 4 18 e s o o — 4%
VS TR A A4 R %) B8, T T 48 L 1 ST A R i P AR
5 1R 5 AT T AR

ZIITFE R, A W B AT e JE 40 e T LA B AR A
AR XCEAE . — T T, W AT AR S — i i
FR9 S INE , DR 47 200 L A 52 P D L o D50 R S A
LA o 3 — 7 T, WY RO 2T Kk WA

.1



- ERIEIE -

J Med Res,Jun 2017 ,Vol. 46 No.6

PO, S Es 3w B A 2 40 AT T R AL S B
S — TP AN TR T A TR A0 R A AE T —— I A AR
FFYEAN T T B A vt IR T M, A AR
T 240 JE A T A R BT T AR FH A R 45 R TR S MR R
20 P 2R R R PR AR AR R

2. [N K AR R 5 U7 3 A A K AR R
Ao R LA B B, 15 R B R AR B, F R D B
5 2 Bk 1 A ok T P BT )L TG AR A B A X
8 RS2 R 43 I 7, TE ) — A et ~F- B IR Z5 4 o B
5 % PR A 1 3 ( phagophore ) | FCIE A 40 L I 0 A
A bR, Z 05 B B RN BT SE A R RS IR T R
P50 6100 200 0 A R Al o o T 6 2 Ok, T AR
K, B e A WA S 7 i T 495 5 T8 I A W AR o i
HAE W, 56 A P P 5 i A0 DL S 20 Ml % i T
e

#i B w77 R B 3 F: WE A W (macro-
autophagy ) : J& 4 g A Wi i) 2805 =, 35 40 8 9 19 13
FSEARE P 4 T Bt % s R Ak 1 200 e | 1 o S L
e A WA IS 15 s A IR, S TR A LS 5 05 i
HNEY LR ; @5 A W (microautophagy ) : $5 i 5T
PN 0SB E  A T  E PA e  A W O n FE K AR T
fift A ) B % G5 0 B B 4 T AR AR A S 0
(chaperone — mediated autophagy, CMA ) : 4§ il Jii N #)
J5T 4 e ik i H AR OPK 5E W) R AR 1 70 (Hsp70) A
Hsp70 ] 55 5 PE LU $E 85 1 KFERQ A& 2L IR 7 31,
HE— 20 Hy I i RORH OC B 2R 1 2 A TR O o v e A
REE 55 I A T A AR A At
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1. o — synuclein 5 H BEHL#] : o« — synuclein & fit
T RBR M Al EEE A B, 4R o - sy-
nuclein & 401 P # By /N K 109 322 20 R 4, T B B
NMERIE BUIE & PD FRRAE R B AR E W, i B EA
M, o = synuclein Sy PD & Az g Bl A8 v i) S BE AR 11
a —synuclein 5 H W REY, 5E A W& CMA
WA AR . AT R W], CMA & 42 a] g

..

253 o - synuclein BB RE R H) 5 A
1 3% & LAMP2A (lysosome — associated membrane pro-
tein 2A) {3 FZIE T ER CMA , ZE1 FE{% o — synucle-
in (Y FAK O KBS WS — i, T ST
W] A30P HI AS3T fE A P FF o — synuclein [ 5% 22
K, 5 LAMP2A 32 {4 2% B2 B g, W 2 45 45 )5 ] BEL I
CMA 3¢, 3 1 75 % B dE PD' o 1 PD o, i 3%
5B a — synuclein F1 o — synuclein AS3T 3, 7] 3 1o
CMA 4y & 19 %0 UL 40 J 45 S v 39 5 N 5 2D
(myocyte — specific enhancer factor 2D, MEF2D) ] %
fig, T3 MEF2D 5 HSC70 fy45 &, 5 S0k 28 40 i 1
T,

HTEZH5 B8 A W2 o — synuclein A9 —Fh
W e, A OF STk MPTP 57/ i PD REAY, £
S A YL 0 B, BT A W75 S ) it R T T AT
/N UE R X DA M 2R BR . s A A S
70 A RE 38 A 175 5 40 M A W L W5 BR o - synucleinA30P FI
AS3T, AT PD I 7ER 7 J5 i (AR ik — 2D 1
ER ] o

2. LRRK2 5 H BEHL ] : LRRK2 £7 75 T K i ¢
DI, £ 45 B BT BURAAR g B /N DA R PR BT AR, BN
ARG PD dR H UL AU B . LRRK2 L
RAL TG ENE PD B UL K S5 22—, T AE 58 1
R YE PD O B By /N R R0 B 28 58 b b, L AT
LRRK2 gk 5" o LRRK2 3 A7 7 T 40 i /R
e, HO AR R T B B R SR AE SO 2 T T,
X R RS A RHER . AR
B,PD /& A= B b, LRRK2 J&2 CMA [ REf# I,
i LRRK2 28 78 (A i) 5 % 35 25 BH Wy LAMP2A &2 5 %)
FR R IC , FEAR CMA (A3 2L B 17, 520 PD P o — synu-
clein ) CMA [ fif 2% 0 A5 BF 584 fE #5 4t AS3T
B o — synuclein [ %% 3 K /N B & 81, LRRK2 & A8
TR B ok 23k 2 s 22 R A7 MBS DL ] o — synucle-
in F) 2B, T RCER LRRK2 AH 5 A& DA U AT GE 52 e 0k
() 3k i SIE 27 P 22 20 i o — synuclein B4 5 FD PD
G RATYERE MR T, AL LRRK2 &5 PD
W S A BT G & .

3.UCH - L1 5 {BEHL - UCH - L1 il % KK T
RS2 AL O SR DA K B b g o1 ] 340 2R 4R v T AE Aol
gZouhREeRE, HRMEHEAKN 1% ~2%, H
UCH - L1 5 PD S5t 28 1R 47 1R 50 1Y & A= IR 2% U
AR A UCH - L1 5¥ 7 PEn 2 O Re pl 220 i &2k
A%, TE4IPY, 287458 UCH - L1 5 CMA &Y %
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WK 2 & LAMP - 2A  HSC70 DLz 44k o5 & 1 90
(Hsp90) % 25/, AR I AR, s il CMA &
e f o - synuclein 33k B0, ki 42 i PD 1) &
A KRBT

HWFIEE EES] UCH - L1 5 PD L& [ W %
THEZR L IEH LA TFHEZ PD W mIG 7 k. AW
IR 3 — MA BN LS L A & 3 UCH - L1 %
it A 0 PR (B AR AT . R A & PE PD
BRI K R, /R R AR KO 2 T R RS fi
UCH - L1 WAy 1 A B2 805, BRI ib )
UCH - L1 figffi UCH - L1 5 LAMP - 2A _HSC70 L) }&%
Hsp90 (140 B 1 F 55 3860, B3 AF 9 3 TN Ok e
kf¥) UCH - L1 AT fE R 8k 1 PD (3R T HE S 2 —"

4. PINK1/parkin 5 B BEHL#] . PINKI | parkin 2 &
RN R o i o VS = S T o TS L i S e R
PINK1 Fll parkin & H ., parkin J& PINKI1 BT ¥7 i g
PRI A5, 5 T W] R 2R AR AW, S 5 R R 1Y)
JoT g 45 A T 4R ORE AR 1 5T 4% A IE & PINK1 5 parkin
W PD Ay EHLH

SR, PINKI (parkin /5 5 PD %5 U1 A0 G 1)
FER e B T 2R AR 1 R S o A 0 R B Rk
& A Wi ( mitophagy ) H & 8 8 2 W 1E . 78 PINK1/
parkin A5 (1 L bR [ Wi b, SR 1 B0 4 5 3L
PINKI 45 W 5| parkin Jfi7 5 2 ki & [ W 19 & A= o
A WF5E & 7R A PINKI | 4 W 3405 A F Beclin — 1 01
FI WA 8 11 Bel — XL 5 41 Foks i i 58 b & 80, o i
1519 PINKI <34 Bel - XL 5 Beclin — 1 f4H &
VERT 3R AW T LC3 NI /LC3 1 iy ik, ik
AN PINK1 25 i3 5 Bel — XL (19 4 B 1E I, Bk
beclin — 1 S % A WL FE M, 45 PD A SEAF 5T 42
T R

5. mTOR R #i/AE MK ik 72 5 [ EAL ST DL L3
2R, [ WESLG 2 PD Y F DLRRAE N 24 2R
Sl SRR T T BOEE A M D AR 40 A 2 o0 1
i, TR Ry PD PR AT S IE T . TS
A3 53 98 17 mTOR K #61 3% 72 58 mTOR HE AR i i 15 ok
SEHE . R AR 2K IS A RO A e, 2 B R
PD ff 5% i 2 1) mTOR i M 25 2% F- B . A iFoE &
B, H AR A PD R Py AT AD o B BE R 4 22 L
ZOUAR i o IRAT WF 58 3 K S A B N T MPTP
WAL PD /NELT, K B PN 1 2 B BE B 4 o8 L TH
N BWEE LC3 B £ o - synuclein It F T
W mTOR 2 [ W i 32 22 69 15 5 7, 40 ) mTOR

B PR, TS A RIS . BRER LR S PSR R ]
P55 mTOR HE 4K 461 M 8 W, B IR X 08k B 1% 5 1
SH - SYSY 4 it PD 457 %) 40 i 4 = .

RUIRBIFFE 2R B, DN WAL R 2 B 1 19 25 ) S 3R
B AR PD BB IA T I K B BRI R TR
557 i R R

=.PD T

LB IR R AR BG5S PD 1 &
YA, LC3 S22 kK A K M H AR &Y 2
— T LC3 BHiFE B s 45 & A n LC3 1T K A7 7E
FHEVERBEA SR, T LC3 1A B R [ W
MBS ERTIA K, B WK CE ARG I R i R
1 BB 7 ( Western blot) 46 I [ Wi 45 & ) LC3 1 #%
e, B0 LC3 TM/LC3 T B . A #F5E & WF 55 b 24 J5 7
(B CHIE BEA R R B E TER G E AE
Je IR SRR A ) X e 2 R AR L A5 R R B T
7 i o 2 B WK OF 2RI D o - synuclein [ 5
B (R4 2 T A0 AR PCL2 0D, % 4 o 2 (4
MPER ' IR BRSE 3 & B, AT 259 AT LA 3 4 v
PC12 40 i 1) A7 336 5, ik /0 L1 0 & 1t 1) v o, o A1 4
JiL 98 T % A L 32 R R e LC3 T K
- BEA AT AR 0 3 04 T T R

AR ZH ) ] Western blot 35 465 W ¢ AR, WEEE T
2 5 7 b v ORE X PD OB L KRR W K S AR R
LC3T/LC3 T LhIE M sE M, 25 R R W, 76 s PD i
RN B2 B0 [ 1, A2 b B J00RL T d 3 4R o 1Y)
LC3 11 /LC3 T LhfH , 275 $& & B WK 7 7T fEJ2 &2 Jr
HWURLIGYT PD R EEAHLH . LIRBESE A R R, A
Wit 7 vh s 24 Bl iR PD Y BIF 5 b mT B Rk B 0 A 5
Ta] T HH 56 24 ) VE FH S A RN AL o 1% o) BRHE Sk 1 R v 24
1B PD Yy i SR A 5 A AR 4l , O TTBE R BT 24
(T & AL 5 )

M. B ]

g5 L rak W e AR A AR S S 1 T A Y
ARG AR X —AUHI XS T PD S5 2238 47 PR 5 0 i
FIONEE, DL LE SO ES, A WE T RE RS
Z 57 PD W RIRHLHI, B W B S — B b
Ak PD B BLR AR 2 — , 1 1 22 Fp T BEBOTE A
W ] SR %k PD T (436 7 # BT AE o

MORF KA WES PD (1 & 9% AL &I BIF 55 A5 A AR £
I*) R R o B B 7 20 I O TRD B B W BT R 4 Y 1
FSARELB T R it B i s A e s ik — 20
SECH 2 AN A T 0 SR, WS B S O
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