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Abstract

The mitochondrion plays an important role in energy production and free radical metabolism

of eukaryotic cells. Due to the high oxygen produced by oxidative phosphorylation of respiration and lack of

mitochondrial DNA repair systems, mitochondrial DNA (mtDNA) is easy to be damaged, causing changes in

mtDNA copy number. Thus the function of mitochondria is affected. Numerous studies have shown that a variety of

diseases are associated with mtDNA copy number variations. This paper reviews that mtDNA copy number changes

in cancers, neurodegenerative diseases, cardiovascular diseases, psychiatric disorders and other diseases, so that

we can find the varying rules and regulatory mechanism to figure out whether mtDNA copy number could be a

biomarker for diseases.
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mtDNA EL A5 LA HE 25 ()28 R4k PY i 17 /DNAT E
{8 =, WE R PE R B0 Y B S FEmDNA T R 4R (2)
mtDNAR A H F TR\ AR, T2 B R T2
WAL o G)ARLAR R Z AL H] B A sk, B
AR, (3)IEG AL D-loop & mtDNA 5 £ i 4 P Jib A+
Ry, H =B R SRR U, A
A mtDNA HHE 1) S, BRI S5 7R I e Ji e ng —
% 1 1R I & B I 5 f57 65 [FI(NADH dehydrogenase
subunit 6, ND6) 2 #FHImtDNA FImRNAY) i & F -5
BEGMALC . 107 D-loop W BLAFE M T I i 52 ) % 5%,
51 EEmtDNA K il I E A . b | ) 2 5%
(A I, mtDNAAH##ZDNA (nuclear DNA, nDNA) ¥ 5
5 F45 .

LR I B LE R 32 e ANE EHmtDNASS 14 1)
FERENEIRGE, I 5 mtDNAFE VIHUH K . mtDNA$E I
B PTN2 E ZR AR IR D B A . ANTRI
JL P I mtDNA#% DUECAT B8 ok - 48 i e & A i AT
AN RE: BB SR REAIC, T D
K. 40 I mtDNAFE DUE AL T 3 AR S AR,
AAAEFE DB B R U 2598 DLEUIR T BB, ok
mtDNAR i, ¥ VHSEN; o T AR, BefmtDNA
B AR AL, #5 DU/ DM, H Al A0 P S 0 5E
EPCRIEZZEATmtDNAFE LA A I, B 56 52 A i
SDNA, LS P2 DT ZORE A PR Dy 8L K], LB 4% D]
FEEE NS R, 45 i mtDNAYE VIR RHE;
BCR AR 25545 i mtDNARS DL BARED,

mtDNA [ E5 552 2R 145 35 Rl A (mitochondrial
transcription factor A, TFAM). FJHEHER
H HRad51. 2 KL K RF 77 EDNAZK & BEy(DNA
polymerase subunit gamma, poly). &L
A 38 B W S 52 Ay B 0T TR T 1a(peroxisome
proliferator-activated receptor-y coactivator-1o, PGC-
L) A7 AN, Hrh, PGC-1aifd 45— R 5% A
F LA R 5 R, A S TFAMI 3% 5%, T TFAMA%
HlmtDNA K % 5% F1 5 1, TEAMZK P MImtDNA & &
HELE, nDNAF I TE— E 2R LS poly AR
mtDNA KIS ifidpoly A% F CpG i LA &1
e AL, SEMEIZCpG &)y T i (K AL 1 K poly AR HiF
RmRNAIEFEAE TP AHOE, SEMTmtDNAK ], Fik
K TRFER A, AR RO mtDNAFE UL 52
5 HXTmtDNAR#5 5%, B30 R TTE, BEE
AR5 7 2R AR IR B, (2 HEmtDNARE DA

PEXG N, B AL 3B ROSKFELY 2, LRk 13—
E R oV B R D Re, HE 2 5 R a st T,

mtDNAH DL S5 5 kD 4R A4 P I 85 il 52 &
PR B, B0 S B R T RE B, B LR T
e ISR K E AT W F 0 71 3R B, mtDNA#$E I
AR A RNPEI I R R R 2 IR B YA O, N
95 BRI TR R RE O O LA R . AR AT MR
95 TR #8103 S5 1190 K350 4 9 7% 24 B 2 ) L 4 4
MImtDNA$E DA #E & A2 7 A48 4k BRIk, mT DL,
mtDNAHS ULHA A4 1] B 53X L8505 1) Kk A K e AR
%, B O A HIE R, S8 IS0 A mtDNA
FEAR AT Sy — e 22 R AT M S T 1 A= b
HEY. H AT RETE B FUIG PR o3 R 2R PR A b,
I HEUAS B (0 2H SR R A, 45 BE T K mtDNA S
B AAE N B Z Q) AV br EWI2 T 500 1 T
iz, 5 B O R

1 AEEFBTPmDNARE T SH800

mtDNAE UHCEE % R b 2 B0 17 P2 3 1
A, AL . OB LR . bR AT M
FURE 95 25, S EL 7 % 1 R [ Y BB R0 S [ 4 A
FAFAE 25 5, %250 rHmtDNA$E JUS 28 4k A
R

2 FEEREFTmtDNAENHNT R

A i B8 40 MImtDNATE 76 5 3, H fth 40 i
mtDNA$S UL H 5 & A2 A8 40, o ok J& I = 40 i
mtDNAFS TSI BEAR S B 8 55 00 R0 IR T
TR E A HRTR AN A it P2 DUE AR R AR A
W AE R R AN A A . IEAE Sk, mtDNAFE DI
BN RIS (0 TO0 A2 W i 2 Je A A= b 40

e hE B — R B N i 51, L P 2 A
pS3IFEHRE LN R BN 2. T AR T R B, Je e
MY 5nDNAF %, i& 5mtDNAJKEE 'K % . mtDNA
8 DUE ) FRAK ] BE IR Tp533E A, p53id@ it Spoly
0 FR AR ) 4 B 4 R A 3 IR AR, pS3ik 2k 5 3
mtDNAZ 15, mtDNAZEAS FHER K340, 2 10t i e i
ASFIR JE . 5k 4 fmtDNA$E LKA S, 54k
RLARTHBEZ5L, W) E B SR S ie Th g, BT Jehe
KA RN, e 4 L ) v B T SR AN AR R SR
SR e AW S 1R A0 A BT AN [ i R 4 A
B ok 2R R S A 2 2 RIS R, TR A AR
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Fig.1 The structure of human mitochondrial DNA

] 251 W B 3 A R — S T i ) O R I VS M A A T
1o i T AR S T A G A% A R B R R A B R A
5, mtDNA K PR A FH AR OC 8 i 3R A 2 TR, 5
OXPHOS, [7] i il I 4 A iak R A= K T8 1l Jiv g Py 34 355
KA, T US40 BE B 12 77 RE AR i, B
77 A T 20N, (Warburg effect). B B fif 1@ 12 A2 77
KEIE JF 2 AR A BEURE, 1 40 i 1Y) 448
G

66% 1) 45 B[ e 42.5%IF) FL AR . 32% 0 i
T 21.2%00 I, 16%[0 15 H8 12.6% 1) B Ji 4H 2R 45
AFAE R T 2 A F2 € (microsatellitein stability, MST)E
%, GG W T mtDNA R B B 8K
Ak . MSIE A BRIGIDNASE LB E RS ERT 2
—, B A s e iE AR B . AESmfiBD-loop
[FIMSIA] B8 2 mtDNA ST il (13 B, AT Al A8 28 it
AT S 4T 97 T, R e 4T B
2.1 SLIERBhIE

E 5 68 B (100978 28 41 2R 54T i R 4 4 h
kel I mtDNA$E DU F B, B 2H 2 mtDNA
P TUEUR T ARt 2 2, 5 DU ) B AR AR B o 1
T B8 UG 1 B TF, (RmtDNA -2 5 1) W O S A o
BB e J LRI K3.56%, PGC-1afITFAMZK T T [%,
PGC-1a-TFAMZE R 743 12 ] BE AN 1 Ji o0k b 7
I g A A %, A A B BN IR T B 7R Dl
FEAN P, D-loopH SNPA. (S AR I %2, 5K B3
FHEG, ELA PH 0 SR R R £, K
Iy IR AR, B 45 - R T A B4 AT
mtDNA R SRR 1) AR 4 b4 2 9 b, NDJ&
K 9848 5: 3 OXPHOS & A 157, 2 mi M &2 &

PRTRE, 520 2R RN B, IX P AR A N T e E )
HURPE R R 1. A, D-Loop/e J 41 i
TR €748 55, mtDNA$E DU 198/ 5 mtDNA #H 8% 5
HED B I S R AR R AR VA SC.  [R, D-loop
RAS e A T eSS TFAMA 45 &3 Pk, i S 58
il AL S K SP BRA, DA A 20 i HHmt DN A RS DL )
;)E(Z//I\[S]o

X6 EUAS TR By S5 R0 70 A0 R FEE R e B e el 4 2, 1
A Fe Ay ARSI 8 mtDN A RS DU 2 = T
Jas L2, L. IV & m e A ) o (2 35 1 22 5 B
W1 ) 20 2 mtDNA$S VLG A B AR 4K, 1 HH i 4B
S EE, IR AT 20 R mtDNA$E UL B T A
JA 48, mtDNA#E DU 2 5] 2 D-loop RAE 7t
RARZ ). mtDNAYE DL s 7 (G RE RS &2 B
K%, iX AT At S mtDNAFROSH A%, FAE ik I8 2 ffa
mtDNAAR 2 14 & il DL /2 B & 75 R A L. mtDNA
2 UUEL (78 40 o] B 7 W8 993 1 5, [RmtDNA$S
BT R Ak, T T 0 o 2

2165% 1) F IR R 41 i mtDN A DU 1,
o BEOIR T 185 % 1 IR T L Sk bR e 40 i 5 98 5%
2 AH LG, mtDNA$E ULEE 6 F o 272 4 AR
5 FFCLR I ik 983 40 B mtDNA H & B 1 K B ok 2k SR A,
I H. B 2k 2278 B FImtDNA 2 B 2 8] 45 118 5% (1) AH
Ft, LR Ik R S mtDN AR 2 i 1Ak A Bh T 1 B
IR BRI 19 43 F LT ARATPrR= 2R S B 2R h A 184
% DL A2 96 41 B 1) /0 8 75 oK, mtDNA$E UL £ 38 i,
5 T FRCLR U TR 1k R At DNAK P25 B 1 5%
iopi SN
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1 mtDNAFE AR FRBHIEN

Table 1 Alteration of mitochondrial copy number in different diseases

R mtDNAE TUE A2 73k
Diseases Alteration of mtDNA copy number References
Cancers Oral ! [2-3,8]
Laryngeal 1: 1, II, middle and advanced stage [4-5]
Thyroid 1 [6-7]
Lung l [8-9]
Esophageal squamous cell il [10-11]
Breast 1: I<I~IV [1,6,12-13]
Gaster | 1II: no significant difference [14-15]
Colon 274 samples: 39.6% 1, 60.4% [16-17]
44 samples: I, II 1
Liver l [18-19]
Pancreas ) [20]
Kidney l [21]
Prostate 1 [6,22]
Cervix il [6,23]
Endometrium Cancer cells: 1, [6,24]
peripheral blood cells: |
Ovary 1: I>11, low degradation>high degradation [25-26]
Osteosarcoma l [27]
Ewing’s sarcoma ! [28]
Non-Hodgkin’s lymphoma T [29]
Leukemia i [10,29-30]
Glioma 1: Low stage>high stage [6,31]
Cardiovascular High altitude polycythemia l [32]
diseases Cardiomyopathy ! [33-34]
Renovascular hypertension 1 [35]
Neurodegenerative Multiple sclerosis Brain cells: 1, gray matter neurons cells>other [36]
diseases. brain cells
Parkinson ! [37-38]
Alzheimer ! [37-38]
Huntington Before seizure 1, After seizure | [37,39]
Psychiatric disorders ~ Bipolar disorder I | [40]
Major depression ! [41-42]
Anxiety ! [42]
Depression ! [42]
PTSD |: Moderate>mild or severe [43]
Autism l [44]
Others Polycystic ovary syndrome ! [45-46]
Male infertility il [1]
Metabolic syndrome l [47]
Osteoporosis 1 [48]
Diabetes Diabetic retinopathy early: 1, with t progress: |.  [6,49]
Obese and type II diabetes: |
Zellweger Pluripotent stem cells: 1 [50]
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2.2 FEBAIE

I 3 41 P T St DN AFE U1 H5 b 1 5 it 240 i AE€,
A7 TEMSTI T 25 2395 U140 A 2H 2RI s
4 I mtDNA AR 5 24 Sy 1 8 40 i (110045, WRCH A
FFmtDNA T AL 2 10 2 v T AR WO A HED), S48 5] i
OXPHOS=#ik/b>, & H /KPR, 5 80@ 40 A
EREAE G . 15N AS4OZ L+, mDNAFE
DLEGBRAR 51 R LR AR DL, 5 SR, IR &
JEFZ 22 14T ™, #mtDNA R ASFa 5 7] S 8k L
i b, 18 e A AR R i B S B A .

1 e 2H ZimtDNARE DLEOK T8 55 3,
FREIR T IR B8 FR A 0, 75 B 1)
R HmDNAYE DU RFER I K, B8 i 41 i R TE1
FEO LA A i 22 48 DU B e v, b R 5 3 B VR FEAIR,
T T 2 VR B, IR AR N NER RS e ol i
1 W 10 77 2R AR B S mtDNAFE DU (1) 3 n 2%
DIAH %, JiiJs 240 i %) i = 1 75 SR 3% &1, 5 3imtDNA
S 2P, AT RE S RS DA N, s LR
K, BimtDNA$E DU K 1 = 7= R A1 1T B iR
RIEHLEF]

FLIR S 20 FmtDNA$E DO bee 55 1E 3 20 2
FVHD, AFAERS BT =4 08 MmtDNA$E DLECR B
(R L, BIIE e R 3L e vh ki i 32 3 sz mg ™. {5
4= 1 mtDNA$S ULEE i, mtDNARE DAL S i i
PUEAAK S 20 G, B B$E DU BT 5 Ak
MK AR %, 4 ImtDNAFES U EFF s A8 7L
Figes UG T H2 . P LU 48] 410 JE IfL H mtDN A #%
TUBUR 2 A B BURES, T~V EE TUECE =K PY,
mtDNA & 5 B K 1999 N TC 9 A6 A7 5 FVRE AR 2B A7 5%
B, mtDNAT & 5 s T2 BURI 38 2B O, #5 D14
(I /D b RR 3 A S 1 35 K R E I BB A A oK, 4F
W, 2 DL HARIY, #HmtDNAZS 57 3 B R A1
S L, e LR AR Fh O, Al eI
§50XPHOSELZ ARG 1, 5 FmtDNAFE U H /b,
2.3 HWRSGHE

TRV RIE 2 K B EE, MEHL, 4
JA I mtDNA$E UL %35 8 2 982>, H oA IAinviIg
B3 mtDNAYE DU ) A8k 5 i 8 1 3 AR B
WEEFE R RAE G W E MO, 5 DUEUTI BRI
A AE A1 Bl A b B2 45 e B8 XU 1 B T, DNAH 2
b 5 mtDNATH %, K& 4 fECpG )y IDNAE H

F Ak 5 3L K IR D-loopt 25 FY Ak 52 mi 28 ki 14
NDIFEH 3R IE, 2 W 3L Ab 3 5, mtDNAFE DAL
Hahne D-loopPR 7% ] e 5 EtmtDNA K il [ JH 3 4K,
5 UUECI D B2 o i 35 R 3 08 A8 Ak, A 45 e 8 2 21
mtDNA G & T B, (Bl 35 i 1A T & o =l
mtDNAH VLA 5 968 16 04 S e 7%, w4 18 0
AL TS T B

Feng 5 U5 H, 4444 &5 B Wy 55 35 b R 40 i
mtDNAFE ULEL ) FEAK 2 BLE i s b, JF HLAE
DRMTLHAE DU 35 38 22 TINS5 00 AS B S5, 40 J& i,
FmtDNAHS DUECF & W) 55 i 45 B W A0 KU 2
M <. Mohideen®5!"V5) # 1 274407 45 W e s A\
ImtDNAFE VLAY, 4518 5 2 i FRE AR RN
39.6% 1 i 68 20 i % DUEOE I, 60.4%0k /b o fE 9D
(R L, 5 A8 4 U mtDNA L & /b T R 5 A8 4H 21 1)
2/3, 45 H e A9 55 A1 M mtDN A $E ULE R B AR 4
T IR AL . TR R 45 DLBIC) T B Hi b i Rg
RIS B 25 R, an 2RI AR LR AR S IR AL B
PR AR B 0 55 . % T 45 B W s HmtDNA S I
ORI TR AR ], 7T g A2 R D 2 g
588 NI sl PR AR B, 2URIIZE X R, 1
AR 5 FRA K.

JHF 96 5 25 40 R I mtDNA$E U1 5 3% F % B9
LA HIROS & 2 32 3 1 T g BE 4, T I 2% s bt 4
A WA R i R 1 =R R AR W e o | T T N2
mtDNA S DU 38 R B, 2ok hfe =0,
HImtDNAFE JUECRI 28 b7 PR 00 2 (1 3 BRI, 55 14 .
KO B 2 A R 2 24N B mtDN A B U1 8 e
LR BN g K, HmtDNASE DLE0E /> 5 i
FH D 9 DR /N AEE AL DA R o T AR A R
FIT LA RTS8 & JE) I 2 42 40 B mt DN A F% UL R bR
L WP R RS B8 T 0055 A 0%, mtDNASZ s &
I 5 PR AR 52 B S e, R T e 20 A I
RE, HESH S KR .

it i g RO XU 5 mtDNA$% 1 IEAH ¢,
N AN I A 40 R mtDNAFS U1 538 in, L RRH & &
TEHV2H112S RNAIX (1) 51— FAL 52 %) B2 134, 9
D B8 35 TENDAFINDS - 1) 53 48 M| 52 X {8 40 15 2~3 4%,
mt2965 35 1 i 2 51 EmtDNAFE L5 b TH, 28 31
RN — SRR RN T R R AR 1 R
2.4 JLFREFERGBhIE

B R A JE I 20 R mtDNA RS D150 36 1%



RO AE: AR Z AR H mtDNAFE DU AR 1L

807

6 5 DUET Dk > F TR A FH 119 B PT LR 3o 3
2 5 W8 B AR 0 i % DR SR AR, (AR 12 N R R
LTI R, BT DU R R,

T 51 it 26 e 24 PR 5 9 55 4 2R L, mtDNA
P2 ULECRARS, 1 40 & 1 40 fImtDNAFE U5 =, f
b & S5 HT A1 B g XU K T v, EmtDNARE DU
Gleason 732 [F1335 fin B g A0 AT 2, W] B A2 g £
(10 S5 822, 5 DU N sl 35 G 22 2 IR e

T8 U 41 I mtDNA$E ULE i 25 T,
P8 0w R R, D-loop R ZE £ b AR,
mtDNA$E JUEL FIROS/K - b T+ 5 N FL 3L I8 7 B¢
(RFEE T B 0%, (RN 1 1) A e

T B P S R MR 40 B mtDNA$E U1 H R AR I
(ke 5 441 B R I PN R A T, R EL Y
D-loop % fEMSIF, mtDNA$Z U1 ¥ B & 16 % . 1 4h
JE I 48 R mtDNA$E TLERAR, 5 P i K
B BE 2 T B HEN, mtDNAFE UL AS /] A2
0T B 5 8 4T = R AR R R A FH PRI AS ) B2 SR A K o

M R O S RO R AR T T E SR AT
P . B 0 20 2 mtDNA$% UL B0 3 T, K8
WAL IR R mtDNAFE U1HCE /D 0w PR AL I P A5, T
W0 85 . FIOW, mtDNAFE ULECT w5 ) R 3 1
IR, 76 % M OF 5L 2 U mtDNARE DU, #r
BIR A B TFAM/K P38 T R AL, R &
B E O S8 40 i 3R, 38 PR A F S e 4
B, 233 IR e el
2.5 BFRERBALNFE

B AR Rt SC IR 41 AU mtDN AR 2 SR AR %2
mtDNA#E TUHE 2 FR1K, mtDNAE DUEE S5 i
SRR RS AR G, AR R 41 I mtDNA S &
e ORI WA (7 I 41 M mtDNA - 2 6 &
BEMRT EREEHL, X 5D-loopMRAEH K, 5K
FEAZ HIZH B AH L, mtDNAJZK 2 2 K %, D-loop %
BIEmDNAAL 5 o e B SCHAE FH, 58 IR J Jt S
PR PRI A e A o2,
2.6 B RIN%ZRSGHE

AR A3 & Uk LR N (A 4 B mtDN A D1
EZ, ROSKF FFt, Bk LR W2 LT, Bk
HOSCIIE N B2 7R 2RI 4318 1 1 I
993 1] I 4T i mtDN AR DUE . 35 T st B,
FHORAE B b mtDNARE DU 5 gk A
I8 R F0 T s A SRR, P I s 5 it 4 i v

mtDNA$S DUEUR IE 5 W £, ROS/KF. 2R R R %L
B R AR AL B, BEE A R LR BE S
DB 88 227 TR, mtDNA$E ULEG AT g3 i 5
LTE A & e = EAlL NG Y 1Y N o
2.7 EHAbphE

22 12 598 2 IO mt DN A3 DL 5504 o 55 4 242 40
M Tt o A 4 R mtDN AR DL L AR 2 3
fiX, mtDNA$E UK T} e 8 0 22 i o R J L2 IRl I b 7,
mtDNAFE UL 54 50 #2811 o 9 e A8 B

1B N E o O 4 K B 22 1 W %2 2lmtDNA
5 DLH, mtDNAZE AR FIMPIR B v VAR AL . 75 41
M AT B e . AR, FN. B R AIMSIZE
RAZ, I H—LEmtDNARAL 5 ;e fE A ¢, 8
4T B 1 28 WL PR BB TT e 5 BimtDNAFE DAL 19
VF 2 SCARR B mtDNAHE D13 B& K43 41 5 OXPHOS
AR RRACA O, I B 5 2 P iE i AR s 3
SRR 12 22 PEAE 55 . mtDNAFE UL AR,
OXPHOSE &8/, A Bl T 40 f i) =1 g 75
SR, LRI Ay I W % 52 45 11 1) IR &40 €00 2% 9% 1 1 3
I, REASAT TR iR AR 7 A K E SR, 74 Bt
PSSR S e B R A I T e S, FHL
1ERE SR ARV O FBOCEROSE AR, i 1 4
TECSAT 3 3 JE A0 26 il VR FE 8-40 2 N WA % A, B A
DNA, MM i K FEmtDNAR AE, mtDNAZKR A8 X i
— IR PR B 9 7, ROSF= A3 21,

mtDNAFE JLECT B 7] g 2 J 40 i v 22 Fil AR 5
Je A5, N2 R S R AR S P IR AR A B A 9
ARSI FE RO SE 3. AR, Je8 40 B 1 v e AR
75 SRt 5 B 2R £ H 30, mtDNARE DUE7E —
S 1 A A0 R 2 Tt . MR AR
FE WA FH BAS [R) 23R, B3 48 A 3 52 M A7 7
ZE 5, SEANFEYE A LU AN A0 fmtDNA
P U AR 5

3 LRMERF DI mDNAE NIHNT S
%L AR T R BT 4 B 3% 5 SO0 LA L R
BERIBE TN, AT 51 S 70 00 35 33, /O JIE AR B
WIS, RG5O P B B DI AR S 1
mtDNAHE ULSCTE O i 105555 N4 200 0 3% 38 2 F
GTEEL
3.1 SIRLIYMAIE L E
o R L 2 G 2 A R — R A ST RS B 18
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P v SR, T 2R A TR AR 4 ST RORISE B R R 455
BAEF . R 2040 B 22 5 4, mtDNA$E DLEL
It 5 1T 21 8 R R P B i B A1, 3K 5 0k R ZH TR 4
FH 2, mtDNA$E DU 1) AR T LLAE A vy 5L 2124 e 1
ZIER T hrid. HAUEEA 2 5l R VA E 5 H
¥ -la(hypoxiainduciblefactor-1alpha, HIF-1a)% H
RSP 360, ROS AT 30 i 0 i) il 2 R 42 1 Il 1 9t e o
HIF- 1085 F/K T+, MROSE Eok [ Zikifh, ki
PRI 6 0 6 o JE LD G B 20 B R h RIS &
BIE R, GRAAR T DhRE Sl S mtDNAFE VAU )
FHOREA,
3.2 1LAR

LR RATh e RS 2 51 O NN R EE . ThAE.
LRI B RS — R VAR, W4 BE T PR, ET
Bhn, IS 800 A . O LR R N 2
R R AR B . mtDNARES VL%, mtDNAZR il &
IR R0 45 9%, WmtDNAB RS4R3 0, #% DUECR
B B sk 280 LA AR 1 280 4 25 B FTmtDNAFE D1
HoR R JA B O LA L 19 795 %, mtDNAE P
A DR 3 08 1) 0o JE R 98D, A8 B FIR T RGAEA(E
Bba, 58P sk B0 WLAH B A mDNA SR 2 58 AR 1
4. 14553, OPATHE R 9878 3 SUbt S Ak i 5% 7= P ik
=, mtDNA# UL #k />, ROSHE i, PGC-1aK - 7E
T 05 (1O UL AR A R B, TR TmtDNARS DUEL T
B, mtDNABL K AT S 3L bk ThREFEhS; R, O E
LRI N (9 3K T 0 JUL 2 AN SR g ot 0o VLA i
OXPHOSH &K1l TVIKF-BEAE50%, M-Ik &% T6i2: 1E
Wi, DN RE PR 208 1 RE == A IR gk 42 5] il
AL, AL RO AT I EmtDNAS 14, #4015
A S IR, e 2 5| AR R O LR
3.3 BmEMSME

' A P O 9 N T R A R A B T AR
[ 41 o 2 25 C5A AL B (cytochrome ¢ oxidase, COX)JE
DA 9 i OXPHOS & & AT ND 15 [K #5 DAL .
FTE, RRARFERE S o PR PR 20 R AR
KNE B IE H R E A 5145 4 F- 1B E 3 A S 1)
FEFF &L, 3 5 COX3FINDIK - 5 1EAH G, B /NER JE
IR, KRBT IhEeZiR. 2 mERiaT 25,
COX3MINDIHE VUEUR B o i I m) 0 B 2 —ifn
Kk KRG, sIRRAMNBOKT BT, 74 ROESE,
AT FT Fe B R 2 Ak P P 56 %, B IR O'S 22 4
MR, Zekifhsz 4, dNFET, ZeRitk Py 2590 R il 2

1 0% Nl [T e S & 1 O a7 B X FE 2 NTTES 4 RS
Wil 7 T BUR IR AN A B EOR R A B IR,
B AL A v IS 9 A JRmtDNA RS LT = 5 5
B0 AT RE RS A ¢, 2R W AE my I Hs 445 3 1) '
LR AR 5245 o

4 HZIRITHEB P mDNAE NHNT S
mtDNA$E VLR A3 T R A RLAR 57, £l

FHRe AU AL, 71 A& FE A BE 2 1) #9241 T

Rer i, FEP A A K7 HrE = A IR R,

PR AEIRAT A, BT AmtDNA$E VLA I 2 —

FHATAT AR & IRAT 5 T2 T B

4.1 ZRMEILIE

B LR A 22 I B 9 2 R AR E PR
NRIG XA 2K 5T B 2 e 4 i mtDNA$E D14
T, Hord K B 22 0 20 R mtDN A RS DLER B 2 L
At KA X 3540 B i, mtDNA 2 it EU AE 8 AH 24 1 i
RN B B, IX AT RR SR A T AMEEAR SR I B A 4
TG = A2 I mtDNA B ZE R AR (1) = i 2[RI, 12
4 V% B0 14 DB A0 A mtDNA$E U1 {5 N A
X S 2 0 =, RTRESE R Bl O 25 R 1 2 i P mtDNA
BN I AR 1 2 ) Y 25 SRS
42 MEHRRF. F/RZZERESFEWR

MA 4 A% (Parkinson’s disease, PD)+ Fil/K 2% ifF Bk
JiE (Alzheimer’s disease, AD)-5 F L% (Huntington
disease, HD) i 3 [ fisi 41 i A0 41 J& 1140 Hfd (i mtDN A
2 T B,

PD 3 41 J8] I A0 5 43 B B8 Jon % 5 40 A
mtDNA$E JLE L b, &l B polyAFE R R AF, %5
Al % 14 2 5 mtDNA & ] #1158 & fpoly i 4 AL HB A7,
SR A AN NI B 52 PDs K AH 5 JE TR (1) 52
ADJi A i 41 23 mtDNAGR 2 5848 39 I, 6 5 (1) #E
PR 2 0 A0 M I mtDNAFS DL 2 T BEE7. PDA
AD 3 fiki 4 21 b 5 5 ND6 FIND 2% 57 FrImtDNA [X.
%38 E T, mRNAZK-F N %, mtDNARAZ G, P
ELB-E # £ 2K H (amyloid B-protein, ARt 3 5] 2
mtDNAE VIHUN . ADSME UL A K, T 2E
RAFEBEAT PR 2 o0 252 4 FOUE M 1 2 1 3R ) T
J. VERFEE AR EE HARAH . ABF]FHIECOX.
T P S il P B A R S A P S A A, 38
EAL NSRS, B mtDNARE ILE 484k . 2k ik
HIRefAS 1 2 i I PD A AD R 3= 2 KBS, HD4ME
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I 4 M mtDNA$E DLER AR 40 2 XU M, 18 3 P
WEAEZ AT BT, 2 J5 NP, g 4hE i A g b
mtDNA#E DIHUE 2 T %, BN FEiEa S5 H
Y1 ff 2 AR D RE RS AS, = ST bk 2 40 i mtDNA
RAZR F T+, mDNAAL 7 5] #L SCR AR R - 2 L%
REMN U Ih REREAS, S E0S BhRERS AR IR &0,

PD. ADMIHD & # ¥ 975 K o 48 i J A1 A
I 40 H HmtDNA T4 5| EEmtDNAYE DUECR %, 28
KR D e s fs, TR ELAPAIT sl ae &AW, T B
2GS UL E PAMEAR R 2 Jn i . SCIR AR 2
i % MR P 2 U A B S Th RE S5, 15 AL

5 FEHEFTmIDNAZE NIHEN TR

TR 22 ¥R [ JE R R IA L JE (R 43 R 7 11
TEHEFE B, ZEREF2> 200 . BRI SVAR 1 A5 445 0 ELAS
JEHRAFAELRRIAR TSRS . KEHIP00 BB A1 4n i
mtDNA 52k 572 1138 05 BmDNA K IE & 198D,
mtDNAFZ ULEE 38 N % . mtDNASR I ZAZ ) T+
SRR T B T RS AS MBS 1) S R R &R, (HANRE
HEBRZGIVE F, A geUR e 25 1T -5 20 Rl 55 1
5.1 ERIEHDED M AE IR

BT FIAR VR RS PR LA AR LG T B 4 AN, 4b
JE 1L A 240 SR mtDNA$E DU 2 T B R TT 222
175 28 Tl 38k 2 AN 4 3 I 48 Ao 1 BT B, I IR
AT A2 W R B VA 97 38 IImtDNA & & . B AR AR
PEKRE 1 0099 5 42 L A PP VR % i A PR LR R A
B LT 50,
5.2 EHME. IEPESEELE

AR AE B VL R AR ATPRZ 28, 4 b 44
fiff Eb % A JE I 1 40 B mtDNA S D% B8R F%,
mtDNA S & N, 1M REOKE BT, At
o, 51 RERAAThRERRNG, = RE R, BIAI 2
T 117 [ R0 2 JEC o 879 1) ot i FAR R BRI, &
HMAE RGE Y RefRIGE,

£ FEORE K PIAIIE £8 38 1) I 41 B mtDNAE U1 %k
WY a2, i b 4 L, i A D) RE B AG 5 dEEp S 3R R R
ik, P AFPGC-1af1PGC-1B1 #FmtDNA S &, 5
mtDNAF DK R . FIRFROSAK ETF, 4k
LI, 51 AEmDNASE VAR 5, o¢ & B 26 b 4k
I fiE P 5 R 40 ff 5 1420,
5.3 GfRERIHMBERS

15 5 B RS E (post-traumatic stress disorder,

PTSD)Ji & 5 GE & AR 52 i A3 0%, 7T RE A2 1 B
W JORE RN IR FR A AR A B 45 S . PTSDY A IfiL 41
FImtDNA$E UL, WA o 51k = Re ek,
H A EEPTSDIImtDNAHS UL £ /K - bl 2 5 A H 5 3%
T, 5 0 B 2 22 S R KT,
5.4 BFE

H PATIE 25 3 41 E I A 40 e mtDNAFS VIR T8
Fagh, [ E 5 2R ADNAFEYE 25 S E AT ¢, T 2kE
PRDNAKESE 25 & 1 [HRF s R R R AR R k> . 2580
o3 N B LRI B A AN [RIRR BE () 32 40, A E0s A H B
FLERME 2 (ML %, mDNAFE VUKL N B AR IR
VR SZBH B = Re A, (23 2 RSt i R el

A 2 0 £8 3 UL A 41 A B 40 P - mtDNA$S
T N B, PR e PR, R2mpe AR, fkdl
A R K, SEHE RS I RERAG . AR
2 B PURE M 259, W S2 VAT T 5 B0 43 ik
Ak, EARHOK - SOE, 5 EmtDNAE & .

6 HiEBHPmtDNAENHWET R

IR 24 AN e S T AL 1 R B, —
LR R T RERE RS, 2 5] RIS B0 R,
BB RAT FRIT G R E A . Flin, IEE
i, 95 A AmtDNARS UL 5 H vk 8 () T
T AR T DU 3, MR8 DU R 5 40
AR M, B LR L TUBURE 5
SR,
6.1 ZEIPEZSMESEHALE

o B 22 B8 1 S5 47 4 (0F FR 15 4 R B 1 AL
Y1 ImDNA, 7% $5 LB /D, % U0 JEJA 1 R
R, H % AL I 40 B mtDNASE U5 5
BB P, R R = R R SRS, 5
F LA ERE KT R IERIEH, HmtDNARS T %
F 7 e 5 05 2 T A R R T TR A

SULRT RS T8 3hAE /1. AETESR . (RB M
iR AR AIDNARYG, SEAE . FUAHE BER
T4 I mDNARS TR 2 F Y, 548040 R 3 5%
PEf A
6.2 RBEEME

R 25 A E 5% 1 40 I mtDNASE LS 1 ek b
L2 0 5 B IS R 1 O BRAES . HH I = AR T, e
BB HCGR B TR DA R R A . FRBE R ARt
g4 95 195 (9 11 2, mEDNASE JURCF 697, 84
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1 fEmtDNAFE U1 E 1) A8 A0 AT A 4y R AE 2R 14 BE 5
U 2 A IR AE bR )
6.3 BRE

Y25 i 4 4 M A ImtDNA$E DU 5 0
g E A R B, SRR ERA
JRIK, T RE S PR A B AR B R 52 B IR 2 A —
B I8 2% 38 e SR A A IR B AR SR A RLBOK O, 102
Y22 J5 4 Wk R E R KT T B, ARG RE DR
W mtDNARS DUECHE b 5 ) 4010 B EORT AR 5T 1 A2,
TR 28 SRR B BRI K
6.4 PERKTR

TE R RE FI2 70 478 PR3 8w, B B LR R A
AlA R 2R IE D, FEmMDNASK, mtDNAE I
K5 B PR B R N IR D A e e R UK
PR J B 28 4 b S A AR G, TR PR 95 - HH A X
I, mtDNA$E WL 22, 1A 26 kL 7 451 47 B A AL
IV K, B 2 05 R 3 R, mtDNAE & A0 HHLH A
HEE GO 46 91 AR, 5 DLBOZR B0 m bR S 2
53U Tk T R ) 206 0 Ak 1) R 11 R i BT L 1) A% e B
FEH S, mtDNAFE VAT [, ROSZK- T %, mtDNA
P DUECR O 0% 1 1R 2R ALl W) BH I mtDNA 5 4 i
1 T Pl 2B, HmtDNA$E DLBUR 84k B . A
LIPS NI AL VR4S
6.5 RATBEZEEIE

i JFF ' 25 A ik e i DR O ST I A 1E S 2 2 AN
TR FIPEXHE R 2 ) AR 51 &2, BEiE S 2R
T-20 i HmtDNAFE DU B34 2, i S Ak P i R i
PESH S EOGTR IR A2, S0 MR, mtDNA
P DU S, AR ELE,

7T EESRE

b & mDNAHE DL 5 0 70 B IR N, 8K
2 B R HL B &% B S mtDNA$E DL A 5%,
mtDNAHS DA SZ B A A SR AE FH, 38 52 213
BEALEAL R AR, BT mtDNA. 2840 14k I Ag
MROS =7 Z [A] HAHFE M, M % FE 5 HmtDNA %
E A4k S R R el LA H, mtDNAFS DU
F B LR RS R AR e D RE A EE A %, W Re
AU 7 R FImDNARE DU NG O¢, B 3 28
iR ThfE, i A NOKCE BT, SR, T
HE A RIE . mtDNAFE UL A8 S A3 1 A Bl A K
I3 RS B 3G . 8 A 22 3R AT PR R TFPD. AD

FIHD i 240 ] 15 v 28 2320 i HHmtDN A 58 A8 38 i,
mtDNA# VUE 8 80k~ FEiE 5, S0l B )n 2 D ki
P22 T B S HER P2 TR S, BRI K AE,
mtDNA#E TUHRT 1R Dy BB A W) br £V is H T 0%
TR A2 T o

3 742 240 Jfxof A 1 AN (7] 225K BUmtDNA 1) AN [R]
AR S B K A mtDNARE UL A A A7 E 2
5o SR AS[E R R A mtDNAFE U1 EAR 32 AL i)
ARG, FEH— L. At EF—
Pz 3 BAS [RI B B A B8 3 B AN 8] 47 48 i T mtDNA
¥ TLH % A AP e 22 57, AT R —Tf e, A fF
RANIE R 104 5 T mtDNA$E ULE AR Ak 46 95 7
B9 7= AR R R JRAE HH T, AT S B YR T R A I
1) = BT L7 1A
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