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[ Abstract ]

Parkinson’ s disease is one of the most common neurodegenerative disorders,the pathogenesis is

still not well established. In recent years, many studies have suggested that mitochondrial DNA point mutation may

play an important role in its pathogenesis, in addition, improvement of mitochondrial function may bring some new in-

sights for the prevention and treatment of parkinson’s disease.
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A4 Z% 9% ( parkinson’ s disease, PD) J&—Fff £ & F 2%
AENRIPZRAT IR B . W PRER Iy 1R PR AR B ISR
BHRGE EHREBRHE, DR L O AR #2078 M it
SRS Gy INATE 1R B AR 5 BIURFAIE . G 2 o 236 B AT i 38
MG ,50 ~ 59 2 ABEAE RN R L0 17. 4710 J7, 1 70 ~ 79
B NREREE] 93.1/10 T3, FH R4 2 60 %7, 2 B XU
209 1.5% " HHT,PD B AIRAL 6 A 58 4 B 11989
4F Schapira > T UKAE PD [ SRR b R LR AR E AW 1 B
Wafa , LRI RERES 5 PD KIRALEIME R Z 5N Z MK

Mitochondrial DNA ;

Pathogenesis

o AR, FBl 484k ki /& DNA ( mitochondrial DNA , mtDNA )
FEFEAY PD MR T HMT T KEMBISE , LR mtDNA /)
SR7ARTE PD KA OVE A AT #s . R L, AR SOk meD-
NA 51714 ZR I AHDCEAE — L5318 .
1 mtDNA &#1 518

mtDNA 24l A% Sk — BAT 3545 3500 i P o, %o T 440
ML AT RERSE BB M/EH . AZE mDNA /- F/EH & 16
569 bp 4 AL AU IR E A PR 43, B e (L 55 ) A
BE(H#E) 200, WA wmisThig, H4empsF 1981 4F i S
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KK Anderson! S8 AT TISE . A mtDNA 3+ F &4 37
A HE A Ho 13 A gn i AU B R A AH DG 28 11 BT, AL 46 4
M C EALEF [ .10, I3, ATP B & &3 6.8,
NADH it & B 69 7 4~ W % ( ND1 . ND2 , ND3, ND4 . ND4L
ND5 \ND6 ) DL K AN ta 3 b 3L (Cytb) » HA & A M
AN ATP 55 1Y 22 4~ (RNA 2 DL K& 2 4~ 12StRNA
16SrRNA 3 [K, #H Lt 4 i #% DNA ( nuclear DNA, nDNA ),
mtDNA RN B R, A HRE T R mBiEshae B
i R BT T (G 2 Bl B Y HH nDNA 2510, Bt = 41 2 (A F1 DNA
S5AE MR L A S EE LN, H B R R T A ke
P8 Ak ik R 7 A TR SR BRI & 32 B [ fR SR A e &
HRAR  HSARH L nDNA 15 10 ~20 fi54) . b4h, mtDNA R
NG T FARATERAL K Al AR 45 Gy s i B L SE TR 4 P )
— LR IIRE X,
2 mtDNA RE5H& R

1989 4, Schapira 5 A\ B K AE PD R E 19 BT b & B4
KBRS A L EREG, TR B 726 PD AR5 A i/l ot & 3 ) A
PR AR )2 e B T AE L 6 IR P AR BB, 3k i i 2 e
[f35 MPTP ( 1-methyl-4-phenyl-1,2,3, 6-tetrahydropyridine ) f
1 PD Sh RSB RT A E G T G R —30 . ik
MR FE R AW 1 B IE L BLEE PD SR A KR i
i, ORI ZRIEE R mDNA 2 52 A5 1 B
A H BH IR IFE PD ARl E EEAMEM . mD-
NA AL & Z RS FL 5 g o L A B O 52 738 I o
AR B ULEI R mDNAYT J BEER G AR X R — Bk A
TE mtDNA 8470 F1 13447 #ZH B S Z WA B . i Bef
THREEAY T RRE A, H I mDNAYT BB A
AIRe R T EAY L EE, NI EEE 1A . 124 R
1k, 1% 4977 MR B Be iR 76 PD B TP INAE i A
W Tkebe %57 7E PD HE SUIR A BLR BLIZ A By B2k W]tk
B TAEIICE AT BB, Ozawa 2518 R @R IE Tk &
I PD [ SO Iz R B R B B L IE R AL 10 i
PLE, S, Shan 290 75 15 (5] 5% P PD 3% I
i mtDNA 35 & 3% R B | Kosel 451 154 7696
NI R R iz B R 25 5 . FRATVNE , R R 2R
R TE IR 578 (W AR 2 AN [A] ), mDNA S8 28 75 Bt 43 2411
AN AR A2 5 LR Y, & KA, A 5 IR
BIPEZS R  TAEA T4 2R e AN S H UL H 2R
O RBRGME WA, XA —BNE RS
FRAES AL AR A BSRIEAA N RERf A o BRIZH L B
ez Ah Gu M GASH miDNA b o X I8 22 A il 2 58 735 )
23 PR (A DT W 65 T RE A5 . KT Bender %1% SR
PCR $RTE PD 8 19 BB BT rh & B mtDNA 1 £ i Bk 5k B
B PRSP XA R R RAES 5T PD WA
i, SRR Reeve 2513 7E PD g 3% M % B 2H BB J&i mtDNA
HR IR 89 PR 5 AR A KR 4Bk 3 AN LA g (H2
XL R B e S8 AR FE A 2 (R VA 25 57, b ATTIA g ik
B SR AT g SAES FAULRIIAH G, 125 1k IR A

- 591 -

PD B3 PR BURE S BG 28R . A LB 2R AR B 2 [
SEAERIE S 2878 |, mIDNA A4336G 1993 4, Soffner 45114
K BRI I VI BE 9 7 V2 76 PD R P & B4R T (RNAC 2
KA mtDNA A4336G 28748, 1997 4E, Mayr-Wohlfart 2517 3%
FHRIRE R 75 100 1] PD A8 51 100 511453 1 501 40 DT L A
Kot BELH AT 00T, BRI A4336G 2878 25, 11 2000 4F &
FHI—T Meta 20872 1119 PD 4 A4336G 278 R W] i i T
XiFHELH Bt A2 S ok Simon 2507 BIFSE R REIE S % 0 A5 Y
RAR AN, FHEEDS X 40 B K& M PD B K 48 il {dEE
XFHEZH 54T mtDNA 43 H7 B K BB TE S5 1% M 28 48 . mtDNA
A10398G 2003 4F van der Walt'" % A%} 609 i 14 A PD 2
K2 340 il fEREE miDNA 2387, & 30 A10398G 5 75 {ifi 4 i
ND3 F= ¥y N S IR AR R IR AR , (H R 5528 4% PD R
EARIVER , REFE A PD B9 & XU . 2005 4F, Huerta %51
434 271 GITEEEA PD H & AN 230 f5ilfidt e ARt % Bi22 007 5
ATLL R FEAL PD A kR KU, B2 7E 2008 4 Latsoudi
N 1 S e N = & | T £ ) £ e NG € s T2 3
£ PD 3% M0 400 mtDNA B &% B03% 58 48 0] b 725 T ft e
H,INHZ SR T RERE PD BEH LR 0 — DGRk R &,
mtDNA G5460A 1996 4F Kosel 2512/ 78 PD ¥ R B T mit
ND2 A G5460A €78, 1iii 1997 4F Bandmann %! 75 5 Il &
PD AP RK LM RAS PD MK, BLJE Meta 43471
BB 7R 1% 5 S A5 7R PD B 3 (e e A2 ) JF o 2
5. mtDNA T4216C 1996 4F, Brown %51 7 4 4] PD & %
KT 4% ND1 B9 mtDNA T4216C 2875 | J5 3K Ross 5121 7
— I AFN 5 kR T4216C 2848 AT RE <534 PD (YRS , [
K BEAE T FET A NDIL PR A — A B R S N Al
R, (H_REE BAE 2005 4F Huerta 2520 (9898 R g8
FESZ, mtDNA G13708A 2003 4E ,van der Walt 2" {38 T
4t ND5 B9 G13708A 225 [ AR 70 %7 LI I PD & Y K
9 KUK ; Latsoudi 252! 7E 43 HT 224 1] vi LR 8 PD S5 11 383
e R AT 2] T IR 255 . T 2007 4F- Chen %7 43
Hr 416 157 PD H4 F1 372 44 fd BE I R AEIESE bR &E
. mDNA G9055A 2003 4F, van der Walt %10 418 T 4 i
ATP6 [ G9055A 28 78 ml LARE A % M PD 1 S22 XUBS: , (R 76
Latsoudi®"! 1 Chen'® 25 J5 3 A 5% FRORREAS RINESE . BR
I A L 2 Y 9R AR 5 22 A0 BARGE T A0 5 2 L B 28R
S5, NZRAS NDS (9 A13780G 82517 Shoffner 45 18 T
4T 16STRNA [ G3196A €745, 4ii iy ND1 Y A3397G %745,
Brown 452 H158 T 4% 12SrRNA (907 25 721, 4% 16STRNA
FIAL L 1709 FZRT Cyth FEIAYAL AL 15851 2648, 124 M1k
K PD MIIEHY mtDNA H2R F Bl s 2848 10 48 32 4, ]
RS2 19 S0 A5 (R RN DB A A 52 W), 49 75 76 LR BRI S
it R RE, mtDNA 4876 PD K E R Z 5] T
W& R iz 6, SR, miDNA R4 1E A4 FR e A 1F
T PR IRttt A T B AT, 1999 4F Simon' ™ 7E 1
A4 5255 A H 5 4 miDNA JFE81 2047 & IR 4R A% ND4 1Y
G11778A 587 2007 4, Horvath ™ 75 1 HIMA4: FR &A1 53
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HR IS tRNAR® 1) A8344G 8745, Wb A BF 57 % 168 2 it
FEMAG AREF G AE G TP 2 BT 12SrRNA | Cyth 5 [ X 3 %8
AR[2:307 - Schon™ AN mtDNA 275 5 A 4 #R &5 A 1R A %,
TSR 7T mtDNA 2 12SrRNA  Cyth L XI5,
3 mtDNA 7 PD % % BRI B4

SRR 3 258 o A AL B B2 1k (oxidative phosphorylation,
OXPHOS) A i ZH 4UR LAl ZH U fIL RE /2 ATP, mtDNA & 5
T 4ty OXPHOS 13 2 H (14 U il 52 &1, P I miDNA f %8
Al 2 HHSE M E] OXPHOS 172, SR AR IR IR ) ik
R, PR BE R B TR, DN 52 1 o 20 2L A Th ik, 5 SR 4744
e, AN ZR R IR 4 i 2§ OXPHOS i 78 72 28 ATP B[] Bt
477 A4 K T P 4 ROS (reactive oxygen species) , LA H
BB T &5 ROS, AT5A — 3043346 It 335 I9 117 2% o 200 i JE
EHFKL DNA, BT mtDNA $E3F OXPHOS 74 ROS HY
LR RLIR MR, B 1 B R TR B R Gk 5 % B 4
A3 3R ZE A, miDNA 2848 n] SEOL 4Rt 1 &2 & ) )
L TG BR R, BRBA B ad ok 30 ROS 77 2R B4, I Al 2%
PEFEIR” AN, mtDNA 5845 Fifi 25 4F % 16 i R Wy 280, T
ROS K A 3 S350 A I 3 (75 PD b B & e e g p 42
JCIEHAETESET 5 PD (&G S AR e |
4 mtDNA 51H& FRFERISET

MFTIZWE PD FZARGRR B KRR I, A F TR K
L RIS W, o F A 2 0 B R R T — AN TR
fEFER LI, o0 PD RIS BBy RIRYT B E T 5
T, B4 M1k, F5E & BLEY mtDNA 28 725 f5 Al 58 48 [X I 43k
WREL, A BE A B L e S P 0 2873 i kAR X, KR4
PR & IRARSE Fh e R A A, B S SRR L 28 T 7R AR AR
BICE, 5 TR AR B M & IR HL AL, 53X N PD R
PR TAEY 2B W R T kK, 765 5 IR vh i 15 | gk
S Sy St 98 3 PR RS 4 AR 5 22 1 X SR A AT , DAY B S
AT PR SRR A S A B AR X e, PR R B B I PH G Hh 3R
B %, LR H A 25 5 3 BRI B A Q00 {4 90 55 ARG U0 9
LME T53FLE Y22 Wi SRt .
5 mtDNA 51A&RFEHIEST

miDNA TAERERGAE PD & e 5 ZAYVE , N bk
% mtDNA TIRE R RERE PD /I RRE IR A ZELE PD Y E
F5¥3 Lh mtDNA S P) A B, FRIZE IR T 2ok i iy 1% 33 % | ol
IZRRAR AR, U A PR A B, 4R R AR A A T T
FIZIHEAT T 0125 BFSE . Sl Q10( CoQ10) , B A 7E miD-
NA W % 2 344 3% e R I 480 B el 30U S A g Y
e, —I5i A T 392 FPO BEDLOT FESZER T X CoQ10 HyT
AT T VAN A8 EL 2R, 45 K30 300,600, 55 1200mg
CoQ10 23k 16 > H BIBETT G K30 = 4 ¥4 RE A 33l 8 7 B ™
HIEEMIEL PD (R, L H LA 1200mg 4RCHR e, B
BEREMANR Y, —SHERE S 20T %4
PERWFFE IEFE#EA TP, JILAR Cr( Creatine ) , RE%E Tk R #ER IL
FRIETE ATP (6 A, 74D mtDNA Fifit ALY AE A A 2 |
1 PD B AP BB S0H > £ M RE M 40 B R, R M 2R

PR —TRRERLNT SR 0B s R D R AN 4
LR 2233 18 > A BTG , 1697 4115 22 B 770 41 7 78 B 0 3% O
oy LW 2R (HIEIRYT AL T2 £ UL R i = B
TR, ERFHEANE Cr REFH B AR, 548k,
7 PD iy | & KA i CoQ10 i ULRR fE e 31 1 5
BRI BRI T LG PR A i — 2 TE S 4 AT LA miD-
NA SHYLA S IR 25 058 & S BUS T — 8 97K, 2448
X4 BLAZ /INREAS SR B U TR0 5 ) F 2 1 S AR 1) 45
SRR B R PD B 2590 kB B A B2, i B PD Y &R
HLI PR AL T 0 BRI |t LS I R AR | £ s
PG PRI SE BE 52 T A
6 R

ALK DNA 5 k2B 58748 H A5 00 23R 47 M e
YR HRRRLRIR DNA 7255 PD AR SCIE B BF
FEHUE  BAR mIDNA 2874576 PD P EUR ML M A 41, (1
ANREFINEAE PD B s A BN MO, SRR
FGLE AR IIAT Tohe R ZRRAAR DNA 28748 55l # 28 AR A5 IX.
3, DA BT 7= A I AH R 1) 58 AR 0 T RE , A A 4 A9 11 3
WG R IR AR B B . B2, mtDNA 5 PD (AH 56 1E
AR A7 BIRL L 5T B | ARk — BEIHY] P 30K Rl S8
P Z I DG RAREE SR I
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