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O RRREE 4IRS, BA B SRR (mtDNA) FIAUEE I H L] o 2R AR 40 A
ReE L), RMBAH. 5% FMBEWIRIEIRA . H ez R 20 g s &R iR 5L R (1 % sl 2 f
B Z MR, mtDNA 8 5 32 LS BE 70 00 AL TR 0 R ES o Bk R B o B2 5 AR (0 36 2 KK RNA R & il
POLRMT (mitochondrial RNA polymerase). 3% KT TFAM (mitochondrial transcription factor A) PA & TFB2M
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Abstract: Mitochondria are semi-autonomous organelles with specific genomes (mtDNA). They maintain
machineries that are specialized for mtDNA replication and transcription. In addition to their role as cellular
powerhouses, mitochondria are also hubs for cell metabolism, signal transduction and epigenetic regulation. To
date, the transcriptional regulation of nuclear genome-encoded mitochondrial genes has been extensively
understood. However, the knowledge of transcriptional regulation of mtDNA is still in its infancy. Mitochondrial
transcription complex consists of POLRMT (mitochondrial RNA polymerase), TFAM (mitochondrial transcription

factor A) and TFB2M (mitochondrial transcription factor B2). Recent studies found that protein interactors of
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transcription complex regulated mtDNA transcription efficiency. Post-translational modifications of mitochondrial

transcription complex and chemical modifications of mtDNA were also important mechanisms for regulating

mitochondrial transcription. Some nuclear factors were found to translocate into mitochondria and alter mtDNA

transcription, ultimately affecting mitochondrial metabolism and cellular respiration. mtDNA encodes key proteins

in the electron transport chain, hence mitochondrial transcription abnormalities are closely related to multiple

human diseases, such as tumors, cardiovascular diseases, diabetes and aging. At present, the structure and

biochemical activity of mitochondrial genome transcription complex have been preliminarily recognized. How cells

coordinate mtDNA transcription and mitochondrial metabolic activity remains a key biological question. This

review summaries recent progresses in mitochondrial transcriptional regulation and its pathophysiological

significance, with a highlight of potential druggable targets and their clinic potential.

Key words: mitochondrial transcription; mitochondrial genome; mitochondrial RNA polymerase; mitochondrial

transcription complex; mitochondrial transcription related diseases

AR AZ A REE AL i L, B A
LR L (oxidative phosphorylation, OXPHOS) i&1%
PR ATP. KL A A IR T 15 AZ 41T ) P 3%
AR, ZHEE AR T I ERR YR
BAMAEYE R )7, RN NIRRT T 1
FRAMACEHY . AR, LR RfERE L R g
TRE T EATRIE A, Zobifk % K4 (mtDNA) Fr
57 (138 A% A5 50T 40 B 1) 15 AR Al 3 fe AN AT kb
. SHIEFAFE, mtDNA {148 5/ 5 ) K& A e
[F] — I 25 . mtDNA ¥ 3 5] 1A Fr #EAT K T 2
Tt TR 4 W B DA KRS 2 BT P LA o

2L R AL T A AR 0 6 g Ok e B T,
mtDNA K& 5401 JL -7 pr A AU s s A <,
mtDNA 3 R 1552 J R — 2. GORIR B ¢
S T A ) 50 M R AR IR M A AR . AR IS G
AR R, IR Y T R AR AR
Vi BOR PSR 2R, I 22 2 U T T B 3 ) Bk
AR S BV R R 2 B B R . AL AR BT T
mtDNA ¥ 5% 5% I FE ML & LA B BEAE A T 4
A HINIR, 40 i AT I (S B 0 AMPK
(AMP-activated protein kinase) Al mTOR (mammalian
target of rapamycin) 55 [ 14 2038 26 R 4 Tk R 4 5,
12 8% S 4 K7 1 PGC-1o (peroxisome proliferator-
activated receptor-y coactivator-la). NRF2 (nuclear
factor erythroid 2-related factor 2). SIRT7 (Sirtuin 7)
S5 M) T 4 U 4 A g R R s e TR 2 0k e AR
mtDNA [ s AT F R B0b, okifk B 5
S A 2 0 8 A A i TR BIL A R 3 4R T 5 A
2o ARTCKE SH 5% mtDNA B L) & 3
FE AR 5 0 Hh B0 A 2R BEAE R OT 2338, IR )
AR 3 A 1) WL A e S T TR R AR A SR 5 1)

A REME.
1 mtDNAR HAZR 57 FHl258E

mtDNA f7 FZeRi AL 57, K% 16.5 kb, J&
T IRIRWUBE DNA, ] 45 & HAlh 4 7 7% el B,
mtDNA Ztd 13 MR E . 2 1> RNA J¢ 14
M RNA . mtDNA ME—[14EZw IS [X /2 D 34 (displacement
loop, D-loop), /& %% 5% 42 1l At 5 i 1 42 (X 3 &
5 il mtDNA % 5% [1) DNA Joi G35 4255 5 201 (light
strand promoter, LSP) I & % J& 2l ¥ (heavy strand
promoter, HSP). ZfifA ()i EE R i, £
2R 1A RNA A S LA B IR 758 & s

kiR RNA 24T (mitochondrial RNA polymerase,
POLRMT) £ 1 5t mtDNA #5% [f) RNA R &0, 7E
M I AR G B M . POLRMT 724k
HLAA 8 5% [K] -7 B2 (mitochondrial transcription factor
B2, TFB2M) 1 ¢ K 44 % 5% [A - A (mitochondrial
transcription factor A TFAM) >k 3L [6] 5 5] mtDNA %%
5 . POLRMT [ C 345 K445, (carboxyl-terminal domain,
CTD) & 1 BE VG YEAL &, s AL % E R A 1)
A, 1 H X5 DNA 4 & B E 8 U, N i 4
F38, (NTD) A0 0 8 3+ I 45 ¥ o . POLRMT
5 mtDNA 25 & I BB R 5055, 2T 5
J& BT A 4 A 1) s R 1R 00) mtDNA, - X Fh R
B0 TE T AR AR i R B SR R 2 IR kA,
POLRMT &4 & N ¥ 4E {8 15§ (N-terminal extension,
NTE), NTE 151454 mtDNA F1 TFAM, M1 4% 5
SRS S B

TFAM 7t mtDNA [ 5%, 4457 7152 1) o 4 K
FESARAE T U, TEREIAART, TFAM 454 mtDNA
B H S i Rl U AU R (U-turn) AT 380 B 5 11,
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Fes 61T, TFB2M 24457 % POLRMT L, M
FEMFRRBIFRL RS T, B TR R A
PRAE N R BE DR AR R i e g 17

2 mtDNARFEIE. EHEMZLENSTFEY

71 BT BRI S () 43 - LA 32 A B b i 5%
() POLRMT Fll— 265 B [H 1, X — 4k & 47 7 4%
mtDNA _F )8 30 FIRA0 . S ah. 7 S aE Al
ko VAR BB TR S oy 1 B I AR i B R
LG OA — AR, (ARG A% 5 DR 2 4 s i 4%
LIS B, P34k TP B .

POLRMT 5 mtDNA JH 3455 )5 51 K st
4, A7 T3 3T B I I B 5 (R F- A POLRMT 4 2%
B P B SRl aE B A, BRI R K
FAEX—EEYH. AEENE, A TFAM BE&H
M5 555 J5 31 LSP Ry M 45 G 1 RE /7, POLRMT
A1 TFB2M #5488 ) Jg 2 1 5. TFAM 5
POLRMT #% 4 45 & F mtDNA | ®Y, H TFAM 4
S mtDNA 4 G5 A Re 0 5 Bh % S B A W) H 4L %%
s ", BfJE, TFB2M i N8 3t 06 5 41K,
51K A BT X 3 mtDNA fif4t , T cps st ahi 27,
e SRR R A7 s IR AR B 4 POLRMT 3K, AERIAR
HEN 5 TFB2M 454 B2, M R RWHFAES
B S 2 A RS BCHL] : POLRMT Al TFB2M
WE A4S E mtDNA 581 L5, % TFAM
BRI 5] R e stath B, AERESEEAAM B, POLRMT
DL mtDNA Jy b & % RNA. #14E RNA K
2 nt ZEK:F| 8~10 nt i, POLRMT {/3%& 52 45 & mtDNA
Ja8h¥, Bfif5 RNADNA 83885 5] K A RAZ
AR AR R Ak P2,

LR Rk DNA 55 G Ui U5 21 5% S o BL
5 POLRMT 45 & K2 46 K ¥ TFB2M # 4 i K]
(mitochondrial transcription elongation factor, TEFM)
B B2, TEFM AT 555 S0 (R AR AR a4t & B,
SR POLRMT H A 5 (i 40 i s S8 A (1) s 1, (H
ILREA BRZ) 500 nt 1) RNA H3e A, KA AR
7 B TEFM {7464 REIRI & p * ), Rk, TEFM
L 60 RNA [194H EAE A rT DARS e e B2 A 1,
XA DNA (154 55 s B i b i B,

4 Fi #4 DNA 3 i LSP F1 HSP 5| & 1) #% 5 i
FEF= A Z IR ¥ RNA A, 3 55 58 il 75 22K
AR S 2% 11 R F (mitochondrial transcription termination
factor 1, mTERF1) P Bl SEBLH% A & il 28 18 9,

B Ja, #xARZI LEEBSE T mRNA, (RNA
I RNA 731, #t—2 5 5 RAKELE B shfl
WA G FE

3 LRAEIE B S DNAR ZRIHLE

3.1 ZRAERE SRR FRERIIEE

ITAEMARER, BxEahk52MmEA R
MEAEN, XEMHEENEAKESTEEZNE
SRRAEER (B D). B, ShiaziifaEn L12
(mitochondrial ribosomal protein L12, MRPL12) s&2k
RARZBER KB 25820 5y 2 —, MRPLI12 f£H
JERZ BB A Ui 7] B 42 5 POLRMT A8 B4 H JF 3R
LR A B 3 M . RNAT /1 2 ) MRPLI2 fif
fik 2 f# POLRMT A F3 € JF 2 35 B (IR mtDNA #% 5%
K ] MRPL12 4 kF POLRMT [ & & 1k
M #% & 4 ING2 (inhibitor of growth family member
2) Al EEAL BILE R AR MRPL12 32 24k KF, M
4% POLRMT Jif P4 A1 28 R A4 5 s R IO E 1A,
HWK, E5% R PPR 54K (leucine-rich PPR motif-
containing protein, LRPPRC) A 254 POLRMT /)5 4%
FWE MICE 1A, TELH % dd ik LRPPRC £
34 0 28 KL 7k DNA 9 i5 55 5% A% (1) & 08 ™1 i
LRPPRC 5k 25 5 EUH 5% Wl LK 2 44 1)
RERERS . (H131 M2, LRPPRC BRI {4 RNA
fin Tk F2 ip R 45 A, LRPPRC 2[RI B 2 5 50
A ILHE RGN U AR, LRtk
DNA HLg%E4E A5 (mitochondrial single-stranded DNA
binding protein, mtSSB) 7E mtDNA & il /& 4 7 1 .
£ mtDNA f# i€ )5, mtSSB AMY AT LAR; 1k 5% DNA
HFTHCN BB AL IR A AR, 2 PHIE mtDNA % 5%
(AR RS, AT R FE R SR A .
3.2 EhEEEIEERAEE

JoT 1% B 9T R W e S A R T I AR R B SR B
B U9, DRI R 1 R 2 S T T A R A% R R 5
(2 L] (B 1B). 2R 1 8% S 7 TFAM Al
TFB2M [0 28 J5 A8 P BB T TR R A 5 B2,
TFAM W] 4% 55 [ il PKA Bl tk, #Emisk e T
AR A KL 5T (1) Lon o B P A, AT B I 4R 1
DNA () % 3 3 £ ™ S & 1B). TFB2M A 4 A
KNSR BERR AL . TFB2M (¥ ¢ B I3 2 MR Tk FE 4 B 1R
5, TFB2M 5Zkifk DNA J3 81 1Ml B2
NFE (B IB). RSN, XL A2
Al BET-# TFB2M 5 POLRMT [#)4H B4 FH AT 9 55
BRI B A, mEEEAFSEARSE T
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transcription

(A) POLRMT%S & 38 [ 2 5 B (R 4 b k5 545 7, OMRPLI12 W] B3 SPOLRMTAH HAEFH, 4P bkl 3 2 SRk
TEPE DM mtDNAFE 5%, ING2 [ X AT LLSMRPLI2AH T AR I SRAMHIMRPL129Z 24k, W38 5 2 i 4k 2 5 S OXPHOS /K
*F; LRPPRCYHPOLRMTAH FLAE FH R 7] A IImtDNAFE SRIEPE,  7F 56 5 MECIRAS R SIRT3 2 (4 7] LA R K LRPPRC Lt fk 7K ~F
PAHE5E H 5 POLRMT A BAE A o (B)RH B Jo (B 1R 5 b i e G 1k, 3% kIR TFAMAES55/S5607 i A PKARBE IR L )5 5
mtDNAMREES, 4P LonE FIREMEME, SECEFHE]; TFB2MEITI184/T3 1347 Sk BEER 1L 5 [FIFE 2 £ 45 5 mtDNAI AL /1, &

B Ao

Bl ZeRiiAse R ia a0 REE L

POLRMT. TFAM. TFB2M £ fh#ll 5 15406, 6
FEWEIR 1L ZB1L . FIEAL 2 S0k BEFAERAL 25 (1
2) T A AR 2 A AR AL R AR, X
SR IR RN, B T R S S M 2R S
B RERFBEMIREER . NS ERRERR R
S E AT GBI B Sz 07 20k B
BT TR 5% o
3.3 mtDNAB S FIEIH R T3 R EE
B T 28Rk B S A 4R 2 TR 4% 7 5
mtDNA H 5 {4k 218 1 2 1 45 4ob A i S i)
TG BRI, mtDNA g g i 04 ]
Pl AL 0N, s g FE Ak AT & A2 E CpGL GpC
FIE CpG A7 45 7, mtDNA 1 D FRf i # X ik &
A FREAL OTUR B, 31X — X3 v R 2L 2 PRI
mtDNA (1) 55357k, Ui B 6 AT R 3 2k R 1k %
S AAHEE(EN. mDNA HENERE . BE.
(72 WA GUN s RB TR I N T 305 s N | SR i
BUH M A AT . A2, ¥ GpC WL &
LB 2Rk /S mtDNA [#] GpC H 54k 5, 28k
ML Fe A B E R/, (H mtDNA $ DUE0% A W] A8
b 09, X e R AR R, mtDNA H AL B 33 f i 5%

FHREK, IF B A — B bl ek . Ak,
mtDNA (1) B 38 Ak A8 1t 2 1 428 2R A4 i s [R5 1)
1. mtDNA FI AL 2208 55 TFAM 55 2 R 20 1) 45
A LA H s E 1, AT ReIEIE TFAM [4E 321
#1642 1 7% TFB2M #1 POLRMT HiEHE 1, 5 4k,
% H 38 4, 40 DNMTI1 (DNA methyltransferase
1). DNMT3A (DNA methyltransferase 3A) 1 METTL4
(methyltransferase like 4) 4% % & 7] & A7 T &k
P 19078 B2 mDNA F L i i 5t . o,
METTL4 A DL FYBE A0 IR IEES 6mA fi7 i, 323K
TFAM M\ mtDNA Ffig gy, HARE S H A K1
TBRE G, HFApH0H (& 3A) ; DNMT3A 1]
USR5 7 P 254K mtDNA o ND2-COX3 % i3 [X 4%,
] POLRMT [f] # 3% ( 3B)". mtDNA F 1 I
FEALCLAM & A5 [F 40 i #% DNA — FE A7 7E AR E 14T
?%iﬁ#ﬁﬁﬁﬁ [60, 67-68] .

EAAEE 2, mtDNA JEIE B0 5 T2 ks
REERT, T e 5 2 AR B B 45 A DA IR
FAAE BT PUAZ KT A AT DA BRAR 2R AR TR [RS8 A 56
R e & A AT IE T 5 mtDNA 45 A 5200 5 5%
TFAM 2 Wi FLE P e b AR A% B E I S 24 7y .
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R8 K28 S77

S150 K201 Y299 Y386 K394 K402 K532

K622 T993 Y999 Y1004  K1197 K1205 K1213

K52 S55/56 K62 K69 K76 RS82 K95 Y99
1 b, 15) b P
TFB2M D NTD
K66 K127 K163

O FEiL O Zmit O ZHEK

K111 K118 T122 S124 K146/147

T184 S197 K201

$177 K186 K190 Y200 K205

Sc DD @ D D
CTD

K277 K284 T313 K361 K371 K386

396

@ Wit O IRIBL

Kb 3l bRiE T POLRMT. TFAM A TFB2M ] kA= fll B J5 A2 1 (1358 73 67 ;S (KU - phosphositeplus.org), HE7~Hl1%J5 &1 7]

LR AR EEAEH . BRI R, I TFAMIMKITIAL AT, Rz S BT R4 LBkt
ZERIARHE ] 7 %1); NTE (N-terminal extension): N T4 45 #4455

MTS (mitochondrial targeting sequence):

REREZ R AL -
PPR (N-terminal

pentatricopeptide repeat): Nujfj Fi kB 5 &5 # 4k, b &5 R 3l & A S RNA SEGIAH EAE A, Hdd—AN s & Il 2 B 0 i B i %

BEBINSEFR, 2IPOLRMTHRE L (1A% B 1k s
ANHMG S #4355 1155 S mtDNAZS & I DNA K A= 25 47 .

HMG A/HMG B (high mobility group A/B): HMGHEZE#IA/B, TFAMT 1%

B2 rERERERTRESTHEITERER

Transcription inhibition

(A)RECIRZS R, METTL4RES mtDNA _E [ IRIER4 % A FE3E AL (6mA), S 805E 7> 67 5 TFAM 5 mtDNA K A= fift B8 HOR g 5 HoAl 54

SRR S R/ M NITE]Y s Uik

(B) DNMT3AA] LK mtDNA FFREE XI5 B 364, HHPOLRMT A3 [ mtDNAFE 5 .

E3 mtDNABREAFIT& R AE R

F1 % 1], TFAM #{ & j£ UL 3 % mtDNA, TFAM 5
mtDNA [ LG E 5, R ES, BEME
HH AT PR 707, (A TFAM 76365 % Hh i
e BA 2. ok, mtDNA 25 #) A% i G-
VY%E4A (G-quadruplex, G4), Feull& s & IR 1) H
U, RSN SC R B, TFAM 5% ik G4 ff) DNA
A AR mRIsE A ™ Rk, mtDNA g5 # Al
TN A BOIR 25 10738 1t 2 A 42 b A s 3 B B 1R 11

AL
4 1ZEAFIHEMDNAY F

VI 2 1% R 7 2 B 42 B0UR] 422 52 1 mtDNA 5%,
FH T 2R R0 A % SR 2 B A I 32 2 2 43 35 Hh A% 2R TR
T, BT DAAZ IR 7 18 42 2 b A 8 3% 1) — A S B AL 1)
AR S E A R KL . NRF2 fl PGC-1a %5
R S TR 702 T2 4 o H I TR A5 R AR ) 5 B
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ffEZA T, %145 POLRMT. TFAM. TFB2M
A1 mTERF1 7 N £ ﬁ: Tt 25k 778,

B A B S DR I o s ma 2R Wi AR i S R SR IA
W R AN, — SR IR 7] KA ki AR A
It B 82454 mtDNA LA mtDNA 3%, U1 THR

(thyroid hormone receptor). GR (glucocorticoid
receptor). CREB (cyclic-AMP response binding
protein), MEF2D (myocyte enhancer factor 2) &5 "
S RIS mtDNA B 45 G FF s 2R RAR 5% .
A T AU L R

THE % & 2 4K (androgen receptor, AR) A1l ¥ 25
4K (estrogen receptor, f+5 ERW/ERP) & Bt A K i
HIRZ S R 7, AEARTh RERTA & TR HE 2 M
FE 1 50 B R 4 B, AR AT E A T 2R b A4 IR R
HET N I 27k OXPHOS WF 3% 3% [ (3% 0. ik
— WS, MERGER AR MMERGR AR B A T
fE4& mtDNA [f)fig 75 ™.

FoxO (forkhead box protein O) #%3% [K T Kk &
BEMRZ T2 5. mamas. Mo

21 Mt ) 30 BEL 94 6 R ) 3% ). 12 SRR IR Bt FoxO1
AR SAEFLAE AL 25 AF T 7T 55 mtDNA 1) D 455 .
1E B B ANER R 740 M b e Fe R B, B TR R 2
3 FoxO1 M\ mtDNA f# 55, i 2 42 21 4H A% o
LA Hutz DNA 256, fe 28 PRAR S R A e S AR I
AP, e A, ARBERS R AT LA FoxO3A
[l RifA%E AT . FoxO3A 5 SIRT3 (Sirtuin 3). TFAM
A POLRMT S A4, #EMi{Eik mDNA #5% 7
(K 4).

NF-kB (nuclear factor-kappa B) 53¢ K 1 F IR E
RORE 20 M 7 A A 20 A7 V5 1045 5 8 B b R $EAE
B, A 2018 4, B 7T K B NF-xB 5% % () RelA
(RELA proto-oncogene) M H:A{I] 4> IxBa (inhibitor
kappa B alpha) t15E 7 T2 kifkr ™), RelA #F ANZE ki
AE TGS mtDNA M EAER], #—2FHFG POLRMT
5 mtDNA 454, M T 1 mtDNA & i (1) #5 4>
OXPHOS K fr) ik K F ™, STAT (signal transducer
and activator of transcription) &5 [1/& —2Z 5 4
A K FNA7 3 R B s TR 7 % 8N R A R i o

IKANSL1
KANSL??MOF el POLRMT Rt gl

_.| POLRMT ,-—-»x

Nucleus

Mitochondria

B EZET: MOFE [ H 40 A% i N 28 Rifk 3 FEKANSL I FIKANSL34H B T 454 7EmtDNA L, R POLRMTHI 5 E& ;s 1

REEN AR T, FoxO3AHE NERL A 5 mIDNARE SR I B S 1645 5,

HASRMtDNAR 5% L OXPHOS/K *F>; STAT3E{Rel A%

18 HHENZRRAR J5 2 FImtDNA 25 & Fr s 2ok i e o s HAhdZ A AR, ER. THR. GR. CREBZE 6 {7 R hifhsh &

mtDNA, 4R A 5%

El4 ZEFHEAELRIAFTmDNA R
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STAT3 1] %% fii 2 & Kifk, 454 TFAM F1 mtDNA ;
i Bk STAT3 I 38 5 2 A~ mtDNA 4t fith I K] 1) 4% 5%,
R ) STAT3 45 4] mtDNA ¥ ftifE ([ 4).

TEA Z5#)3e#4 5% K ¥ (TEA domain family member,
TEAD) s Hippo 15 5l % T K1, fE4
WP EEEAEH . ZKX N R 2 — TEAD4 25
YR RN G R B PR REE R P BE IR,
TEAD4 5 mtDNA #5555 2 P 78 5 L i
A, TEAD4 BRI S BERAR L K B
OXPHOS 32451, Gl 5t G (i G Y TIE S 90k
52 TEAD4 B # 45 & 7F mtDNA ) D 3 2% [X 35, ™,
TEAD4 5454 F mtDNA L ff) POLRMT #H H.1E H]
R T 4 B 5 P

5 L R MDM?2 (mouse double-minute 2 proto-
oncogene) K| 0 A% % 5% K] -7 p53 1) 4% 1M 181 44
MDM2 7] BA 5 4% G € i 25 45 308 1 5048 s 5 P
BRI, AL LI 5 MDM?2 i) 28 #4458 i 1)
BAr, IF5 mtDNA [EEE S ) 7454 ¥, MDM2
75 1E 5 40 A0 P63 4 b 4 ) TFAM 5 mtDNA )
MEAER, Wil FREEE) TS ™ F
R )7E, MDM2 5 mtDNA H45& B A 5 3 145 5+
Mo RNV Z 0 70 R W MDM2 R 5 S5 3 1454
WAL AE mtDNA. 55 g i 5 R K 3 5. BILI it 9
* W], MDM2 45 & 58 5 3) 1 J5 2 0 il NADH i
Al 6 B, AT IS5 2R AR IF IR EE E A0 T 1)
WEE Y, X SRR AL B, MDM2 ] DURE S i 5
AL 3 T R AT S e ke A A R e

R ¥ 4 5 1 419 %% # [ MOF (males-absent
on the first) &2 51 #5448 H KANSL1 (KATS8
regulatory NSL complex subunit 1) F1 KANSL3 (KATS8
regulatory NSL complex subunit 3) 7] 5 fi7 T £k ki 44
45 & mtDNA JF i 1% 5 5% S (1 4). MOF f£
kiR 5 mtDNA 254, 4 MOF @B 5 23 5 i
F mtDNA FiA, 358 mDNA | TFB2M #1 POLRMT
(R R, T REE e 2ohr i % S A5 P, $7R MOF
A g CIEA IS S A 2 rb i) R B DA L Dl g DA S e
SKHERR .

5 mDNARRERFSSHARRHRLELR
CILEES

mtDNA ] 15 5 S YE ST LR AR S
B A DR 2 R A e R O R AR AR S
mtDNA 55 57 5 23 G BRI Dy e 2 P A0 ACH 35
il B 5EE . PR, O MLE R

SRR TR R S AR BT
51 ZNAHHRREESHRNRES|ILSHAERMEER
AR AR B S R B 1 1 R AR L B2 B S mtDNA
sk IE R 3E4T . B, POLRMT fZRAE £xid ik £
Fh AL B ) R 42 C1696T (Pro566Ser) 58 745 [ H
Ho IS /NEB (8. Fanconi & 1E, JF
AR K EIRGERLATK T IIR S IR R ; C748G
(His250Asp) RAZ o1 & J1Fahg . Wr i, IR
i AL SEE IR 5 POLRMT RAZE 2 5| Bl L K 8
WLABK 0GR . S MBI 300 BRERIZ B0 70 45
FEPR U o VR B 97 ST 2R R AR S RNA AT,
POLRMT [ 5] J& 1) 3 0 bR A1 00 T 2 7% 2 s 44
B PR s AR e RF LR DhRe i R AR .
mtDNA R 4% 2> H # 3 £ mtDNA I B¢ 7 %,
SEMERE . W, NIAS RS 'Y, mDNA
FAFA 7] BE BRI R . BT, mtDNA JE [
Y1 tRNA"" F£ X A3243G 7 £ 5828 AT LA 5] % 3o 4% 1
B DRI FINT D, A% RAR R AR T LR B S 28 1k
[K-F mTERF1 5 mtDNA 454 (1 1F F A7 5 B, 32
TNIR — GEAR 2= G B Z AR e 2B T S 5 B
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