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Mitochondrial Transcription Factor A and Related Diseases
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College, Wenzhou 325035, China; *West China Medical School, Sichuan University, Chengdu 610041, China)

Abstract A high-mobility group (HMG) protein, the human mitochondrial transcription factor A (TFAM)
is encoded in the nucleus and imported into mitochondria, where it plays an important role in regulating mtDNA
copy number, transcription and maintenance. Numerous studies indicated that depletion of TFAM protein leads
to mtDNA mutation and decreased mtDNA copy number, which can cause the mitochondrial dysfunction and
diseases. Many published papers have shown the effect of TFAM gene polymorphism and the change of its protein
expression level on related diseases, but the mechanism needed to be further clarified. In this review, we provide a
brief summary of current insights of mitochondrial transcription factor A and its related diseases.
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12 5 DR 20 20 B (1) 25 A il 1 S R 1 1 2 R4 T A
e SE M. T, 2 R A4 B 5% PR F- A(mitochondrial
transcription factor A, TFAME{FX AmTFA) & —Fh fig
S W) 2 KL AADNA (mtDNA) 4% s F1 A ] 1) H 22 1 77
T, X T mtDNARYES LR AE IR T i b A 4% 58 5%
FEAE P, TFAMIF SR 2 5 3R AR T e
L, AR D RE K AL S VF 2 SRy, g
()R A RE S PR ARAT I P R 3 22 55 3 D AH K,
PRI AT S8 TEAM B R S0 1) S IER 0 X L6 95 55 1)
BT AR E B 2

1 TFAMBIZEHI R EARINRE

TFAM & £ i 4 1) — ANDNA4E & & A, 1
mtDNAM % HFI4Ed EAab T by, e rE
Zhbr AR B AR AL 12 {1 (oxidative phosphorylation,
OXPHOS);™ 2= ATPH 1L R 4 s AN w2 BT iy
F Bl Wy 2R Ak ik DX 20 60 455 A2 DR XR34S Bl
% 8% )7 8l ¥ (light-strand promoter, LSP). i fi
i 8)) ¥ 1(heavy-strand promoter 1, HSP1). & 5 )
&) ¥2(heavy-strand promoter 2, HSP2), Hi ‘& 11)7 3l
mtDNAF A 2B, TFAMIE I 454 fEmtDNA
BB RE S 307 1 R AR HEmtDNA ) 4% 5%
LERLAR R BT IR 4G R TFAMPY = 145, T LATFAM
HJ 5 ) 35 [R] 1) 2% 08 FImtDNA ) 55 S 45 i T
LSPAb 1) 44 284 % 55 A4 (truncated RNA transcripts) ]
J& SIDNA & i, FT ATFAMXS TmtDNA [ & 1 4b
TRRCE AT . TEAMAER Jwi5246 1 SR 1)
(2925 kDa), H 40 542420 FE IR 1 S R A4 1m) 7
Pl HHG, AEMIE A TR, s B dohiih
TEAMIF) SR AREL 1] e AR DIBR, AT 220412
LR I 1 B ) B R AR TE sUTFAM, & AL 4G — A2 Sk
it [[THMG 45 £ 18(high mobility group 1, HMG1), —
MEEFEIX, 55/ NHMGSS K4 (high mobility group 2,
HMG2) 1 — AN e b 2 X B7(1&I 1) o, HMG4S
Ptk EL A R S P 45 A DN AR E, 1 R 3 o R X
AT FE R P (M DNAS, & FVG S 1, X R W] TFAM

43 122

BV X — S5 R 3 5 0 B e sl a1 e DR A
HAEHY, ANTFAME ' EHMGS, #3850 1) & 11
FRABL, & fig LAAE P B0 e 1k 1) 5 KA R 25 il A
FEDNA ., ATV IOH IR B0, AR 2k, Ui
B3 P TFAMAR PR A A7 -1 2 R A7 35 5 1 AT P-4 3t (1)
Lon%x ARG REAA, 11145 5 fEmtDNA _L [ TFAMEIA B
Lonf FIREREAE . AR, SRk A TFAMIK
HMG 1 45 ¥y 1 ] L cAMPA 36 1k 25 11 84 Bt (c AMIP-
dependent protein kinase, PKA)# /2 1, HMG145 4
I 1) 8 R AL 1) 55 T TEAM4S - mtDNA [ g 7, k11
S MmMDNA PR 56 55 03X — 45 R 385 100 16 12 1 th 5 30
TFAM#; Lon & 11 I K% fif . L4k, imtDNA K A4 ™%
TR, AEBERR AL I TFAMAR 2 W B A, (A4 it
TFAMA T 454 mtDNA, O 28 A 7 25 [ TEAM.
P, i FLah A e rh, TFAM S5 mtDNARY)
JEE R HE 25 3 BE10 bplfmtDNAXT V143 1 [ TFAM 3R
1, X B S LR B, BFmtDNAR2R [ 4
TFAMZE [ 56 42 78 %", TFAME [ fEDNA L (1)
#)(sliding) FIDNA ¥ fift 5 X T TFAMA 2. K5 7 %
PR 52 S5 U 4 1S A 00 AT AU, R 22 R AIE B 2R B,
TFAMAE 45 mtDN AR 2 AV 158 (1045 DA bk 4%
FHEEAER, KB TEFAMEE [ 7] 4E 4 mtDNA f£)
A . mtDNARIHE ULE S TFAM AR 1 ) i 55 %
FHSE, 15 H A K7 6 9%, mtDNAGR K (141 i (p°4H
Ji) A] % 35 TEAMIFmRNA, {HH Z TFAME (1, X
B EK W, TFAM [T FImtDNA Z [A] A oG &R
SN, — ML BIAFAE S 38 0 5 — 4 oy R
PR, MR bR, PP AH T A H B 2 7 i 11,
I TFAMZE [ BmtDNAZK - 147> A8 m A — 25 B
T B d R L AR, s — SRR, kL A
BEDNAZS G H 1 A PR ot St~ I SR E2 IV P47
RIS AL IR S TR T 1 S o i 9 i S AT T 7
F25H ] HTFAM— 2 B #: 5 mtDNAAH B 1E H B
FRAAZM . WA, T M INTFAM & (1 3%
IR A2 DL INmtDNA ) 7K P, 3 I TFAMER [ A& 31X
LEmtDNAZ, 7 85 1R A R B P R0

152 222 246

mt-signal

HMG-box A Linker

HMG-box B C-tail

El1 TFAMEIZEHGI(IRIES % SCAK(3011250)
Fig.1 The domain structure of TFAM(modified from reference [30])
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TFAMYE /)> FlmtDNA ) 4E 7 Fl I iG 8 B b &
T EHBEAEM . BH9UER M, TEAM" v 53 mtDNA
I £930%~40%, TFAM mRNA M 32 4 (1) 7K 1 95
B250%, i 1] G EmtDNAGS S £ ik 1) 9k /b Fil e
{6 T A 1 o, H 2R AARNA(mtRNA) ) 7K 3P I oK
O o ER T A T S IR O 4 i B R AR T
T A AR AL ™ A, i CART IR A 1) 2 fig 25 8L ] o0
M RGN R A, Wt J) 38y, PRERIRAT PR |
BEDRI B HL A A ) . TFAM /) B AT 7R
5 2 8.5 R (ES.5) AR 5510.5K(E10.5) 5 EUM iR 1
YT, 587 B I AEES. SR I H AR A 4 /)N Al — 2658
AR, UHER LR E  BERIAE AR,
P2 258 R 0o T 5 ) PR R 2P, e I TFAMIT) 5
/I AT A mtDNA FR) $5 DUEU ZeRL AR RN A ) 2 ik
K88 nu9, Bengtsson%E SR B, AT s
Bl LA INTFAMZR [ 1) 435 MImtDNA 1) 4 D13,
3 B 0 SRR 1 7 BT LA 59 TFAMIE DAL R B /)
B fig e AR B U TREAMBRE DR i 5 /0 BRUUL AL Fh
TWIASEE 5 -1 (calsequestrin-1)RIA T R, T3
JUL T M (sarcoplasmic reticulum, SR)H Ca®'fif 17 fig
HIb, MTAE L AT 46 B SR Ca® R it b, it img
/> ATPIVH AR I 0 S BUILTE J7 o TEAMGEL R /N B
R IAT LR A Ca® (1 38 w5y, 3 11 i) B 0 i) ik e b
R T AT B2y R g ML B0 AR
B, WO R A 388 i 2 Ca? KT, B hn s A
Al AR S BE ) T 2 AR SL 0 A1 Lo(peroxisome
proliferator-activated receptor-gamma coactivator 1o,
PGClo)RE R )3k, MM 3G N TEAMAT I 5 Y
SRS IR ) AP e AP T4, TEAMIE R IE 1)
S, A LR SR . (2 1% AL (HL0,)

b B 5, G A B LG IR R R . R R IA
TFAM M 75 fiir A7 AR, {E 78 35 580 B 3 (HL05)
AL B AL B AR R

2 TFAME Bim K LR

LRSI 2 FH A0 TP R 0% A mDN AR,
T S LA PR B TS PR AR RS A . AR
s, WPIREETE R AT BB SRAZ mtDNA ) EE A1 AN Rl ]
B PE R R, AT mDNA [ LU 51 R 5 5 1 1
B A 2 3 BRI LeRAR IR 1
SANMEARRPREAE L AHUS] (DR ERERT, )1
46 (reactive oxygen species, ROS)fI= 4, #E i S 2
G (3)Zekifarhid 2 Ca> I 5, S 2040 M i 4%
FEOIE T, O R B VR IR WS I B 2 br AR 35 1 s
fL(mitochondrial permeability transition pore, mtPTP)
AT TR S A R W B 2 ROS ;™ AR ) 2 A3

AR ST o mtDN A AR AV Y 5 RS, 3
BUE R e HO B S B b Ak A IS PRy R i, kD
KHAEAMRYEH, HER & B & ArmtDNAT 1
BRI 0T RARGR, 245 AR R
BRIRTT T, PR AAHE ) 1 B S 1R A R P )k
AL I mDNA R IE DS, AH H T BRI AU
FEFEVEAN T, I ARMERY FH T8k 2% 18 2 TFAM
5 mtDNA# DUHI) G K, TFAMEBLVF 7] AR 2 10 97 £k
FEARIZEIP I — A7 RO (120 RS 0 i b A
g9 55 Y /N fil (mitochondrial diseases model mice, mito-
mice)#B A B i R 5 Y I JK 25 &(blood urea nitrogen,
BUN)(&HI'E The AN 4), It 2ot 1 g, ife
TFAMi 2 3 1) 2 L AR 993 5 24 /) §il(TFAM/EGEFP

/ Mitochondria

Decreased in mtDNA
encoded subunits

N

H,0 2H+1/20,

(=1 and decreased %

copy number
Depletion /

of TFAM

mtDNA damage ﬂ

[E2 TFAMIRE T R PRI e FEEL BRI N (IR E S SRR (31118 20)
Fig.2 The effect of TFAM-deficiency on the mitochondrial dysfunction(modified from reference [31])
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over-expressing mito-mice, Tg-mito-mice) ', BUN I} %
Moz B 5 A780% 5% A mtDNA ff)mito-mice ' 4
Py ey e AL ARG K IR A OB R T, AR
1Ml & #789% mtDNA Tg-mito-micef(] ¥ mtDNA ¥ #% Il
G INZ02.9965%, FAAMIAARIE K, B R IR, &)
SRR T e 1 4R kT B 2E R mtDNAR &, B E
I mtDNAFE UUEL 0 35 I 58 456 B Th e P U670, Tk
5138 2 W], Tg-mito-mice#H Lt T mito-micefq H1 K 1)
FE Ao H e n] DAHEIN, RIS 7R 00 58 A mtDNA LY
BIAAZ G BT, 190 5 A B mtDNATK #% DUE s w]
BELRARR DG STV — o R R, B
SRFE FmtDNAT 7K ~F 7] 42 15 Tg-mito-mice ) /< J5 [
{8, fH 2R A mtDNA ] LA 13X — BRI, L A] 5]
LR REZREL, FTLL, R 2 /) Bl i 26 RN 42
Ko/ U 73 i, ASBEAE /) B 58 42 BEELPT. Larsson
SERIRR TEAME PR R Bk B P00 L 41 2 22 B HHimtDNA
P5 ULEL, 20 A 3 s A TN 41 I £ 38 CEaU AL il 7K - 1Y
Do WangZEPIRBIF G ], o0 UL TP TEAME PR 1)
B2 1) W 2N SRR B A SR PR O LA, JE AT mtDNA
R L AR FE ARk D o T TFAM I R IE HI7= 4
FHR 1R, 3 05 [ TFAMAE B 2 45 A mtDNA K
B4 IMmtDNA¥ 7K ¥, TEAMAE /) il o 1) i 54 fig B
1EmtDNAFE UUEL I sk 2D FH 0 JUUATE BE i 26 47 A4 I 1
BEG A, TFAMIE e B 5 M oSG8 O s 975k S L D e
g I i AT 7 24 Y1 NN 1 g e B R R S
BT WS T — B R A 4L N TFAMER [
(recombinant human TFAM protein, thTFAM), ‘& nJ $it
TRE N WLZRL A, B4 ImtDNA )45 DU FH & v
T Mo 1) #% 8] -7 (nuclear factor of activated T cells,
NFAT), Hf 1 o2 Lo LA g AE K,

3 TFAM5S#H2Z R 5 RE
3.1 TFAM5xIh&E

RIT 0 A1 28 410 v TEAMI 3 [N g B v) 5 5K
mtDNAFI 2R A i 55 A (1) sk 2D DL 7 B (1) WP
BEGR B, AT T B0 2R AR AT I 5 A AT A
F AP, Gutsaeva 5 BIE 57 R W, A 5 Bk ) & (pre-
convulsive dose) ] i s 28 nJ LAY 5 TFAMIE [N (1) 5=
iE, BE TS X mtDNA ) & 6L e sk FZ ki 1k
WA A o R R I 4 i e AL, T S CALL
DX 20 T 1R T A R ) B T B S 4 e AR R R AR (1)
I 3% P ¥ #t(mitochondrial permeability transition,

mPT), TEAM 1] 3 & 78 ] BEL 11 i o ke i J5 28857 44 L
FEIFT T, B i P e i J5 26k A4 4 €5 R CIR RS
J8, TEAMRE R IK 0 m] DLy i S CATIX IR A bk
M JFEAET . JiT bk, i 338 I TFAMAE i 1 Sk 1. J5
AJ /> mtDNA R dif b A ZORL A (1) D e 25 6L, 2 if BH
1B S XA 2 ST 451403, (HTFAMI) i 32 15 /EmPT
VAT AW B ST ANTE R, 7k — A S
TFAME 4E R fixi SR04 D e b 145 FH 2R I K08 i) dik
I G A P R VB

A R 22 A N R 2R R R TR RS TR B
WV IR i P B AR(Z1/3) 0] 5 3 1 ZROSHY 7= 2,
Wt — 20 7 SIDNAR E A1, 15 5Tk 4046 FINF-
kB(nuclear factor-xB)¥ i 1) 1 4 % -1B(interleukin-
1B, IL-1B) )™ /E. HelaZil Jfil tH TEAM )3 3 1 fiE fid
5 A0 £ W 15 5 1) 2R AAROS 1 7 42 NINF-xB
W% 12 . TFAM¥: 55 K] FL(TFAM transgenic mice,
TG i A= ORI i o i 28 Ak = P R AR SR AT I
AR, eT sk i 2R AR S TR S
PIIVIEPE, ZHETG/N R ig s 2l e, TAE
W2 U B IR FE 1 98 2% 3 (long-term potentiation,
LTP)[1) ik b 45 21 &k 25 003%, ZAETG/ Bl /b &
JB 5% 4t i T IL-1B 1Y) 34 7K P FImtDNA ¥ 43 45 1
2 PEARD, Ak, R AN A A ok AR AR IR 2 Rk
(lipopolysaccharide, LPS)#5 ‘FROS 7 4= ik #5 v &
PE T AR AH E FLPS AL # (1) B A= BN,
LPSAE BTG/ BN o (TL- 1% A7t 25 P P AIK.
A LAIA A, TFAMIR) I 2 528 38 ik BH 1 /N 28 )5 Jo 4
JH e R AR I SR B R AR TR D) B 25 LR S0 AT 4K
L o T B R 4545
3.2 TFAM5M/R2Z8E TR

1E T KX #2822 4 (central nervous system, CNS)
of, TEAMAIAHZ R AT PRS0 IR (An B 7R 22 BR s . %
S R 4 AR ) T AA A R IR, 7
RiT 7R 2% ¥ BR 993 (Alzheimer’s disease, AD) & i WL #E
Hh, B-U K FF 2R 11(B-amyloid, AB) e 51 L AD 2 1)
WY 1. APAT AN, 15T 2R 1 1)
HE 28 L, MBI S b A4 Wi 1~ 4% 32 % (electron-transport
chain, ETC), F#AK 41 d 7 32 C4 AL B (cytochrome C
oxidase, COX) 3% P - 41 T £& b AR AT Py = A 401
{HTFAMIF)IE 21k H1n] 525 Hu A i AR 5 41 IROS
KV [ 388 R 5 K COXRIATP ) 2 1 & 31 1E 35 7K F,
HEMTIR IS AP F 140 A i A T2 S5 4, s 2kC
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R TEAM i 32 I8 AN g ) PmtDNA (1) 4% 5%, {HAK
SRAELEY mDNATUAZ [1JE BORImtDNA (1) 45 VUL, B
IR AR 4N 1A 5 PR A o Ik 3R Ik I TFAMAZE £
mtDNA G SZ AR & B PE I B b R4 2 AR H .
— 71, 3 R IE M TFAM A] 4 P mtDNARIAZ (1) 7 1
MImtDNA) % DLEMY; 55— J5 1Hl, TFAMIR) i & ik
A 5647 dEmtDNA A XS A% 45 1), PRe
mtDNA 2 AT T I A S M L 1

TFAMGE AL T NG AR X 10q21.1, 13X 1E j& iR
M BT IR 2% i ER 97 (late-onset Alzheimer’s disease,
LOAD)IA o BT R I, TFAMZ 25 1rs1937(4h &
T1, +35G/C) e — A LFAR(Ser12Thr), X —HE X5
A ] 500 BRI A V) BEDde 167 55, 20 A1k I L 43
R ALEI N P AR R AR GG & I H I, BF9T
K WISer1 2% LOAD & — A~ B 20 IR 25, 3l A& i
JLAEFE R 12 The X LOAD & — MRS R 712, 541,
TFAMZEAT FE RN 2The AN ] B IHIAD, 34 n] HIGAH 20
K, I H 5 5238 5K 1 G A4 2L ) RV 4 1
TKBEAR ), S8k, TEAM S — A2 50— B 1
4rs2306604(IVS4, +113G/A)XFLOAD W, & — AN 5
STESE Gl
3.3 TFAMSIH&RF

SRR AT D i B EL A T 2R IR AT I 55 i 4 Ak
Jii(Parkinson’s disease, PD)I) o & FF1E, 7EPDI) i
F 28 40 i T A7 55 v 7K P mtDNA R B 2 R SEAS, JEp1
A ERRLAR T B (R B fEE . 1=k -4- 28 5E-1,2,3,6-PU
& Mt B (1-methyl-4-phenyl-1,2,3,6-tetrahydropyridine,
MPTP) J H 2 1k AX U 1 BE-40 5L ik g & 1
(1-methyl-4-phenylpyridinium, MPP*) ] 31 ] £& Hi {4
WP A2 5 DI Vs 1k S e ) 2 b SR A PDASE 2R
T A 28 BF 41 B 98 41 id (SH-SYSY) H, MPP 1l il k% I
W Al -7--1(nuclear respiratory factor-1, NRF-1)fITFAM
A T 10 2R RS PR S LB R 3R A, T SH-SYSY
TFAMP)IE I 5 G mT 23 MPP O 41 I 1 B 47314

4 TFAMSHERTE

T IR A B 18 1 TR BT, B I B i 2 s 4
1) LIy e 22 L nT 400 35 I I 25 1R 23 AT, i DA bar A4 1)
DIfe K FLIL s B PRps B HLTF FORE i B R o
FERWI, AEHE R 9w K B0 JBR i P, meRNA R 5 5 gk
/DU AR B IR 4K T 2 (streptozotocin) i 3 110 R 95
KB, SR A s DR i i 1) AT P55 S I I 5457 6 A 4

JH 15 2= BT mRNAZKY- T B, 1042 2k DRl 2 ) 11 40 i
HCHTFAMIK KV IF R R . BARTEAMFImRNA
FIEE AR R BURH IE R 2 TR 2 T
s, (HAERE IR K B JIE P TEAMX DA IX 1) 45
TR R B, AT RE S BT T AL U S T 3 AL
WITFAMB| 26 KL A (¥ %32 . TEAMI & i FlmtDNA
FO 48 Tl R A, AR SR T ST R WY, Bl RS o TEAM A
iz B R A 1) 1oL R JF R 32 24510 TFAMIE 1
H [-DNAK & & 1) % il 3 74 ihiDNAP, i &
mtDNAFIFY G AR, 1A R T RNAZE A Bk 4
skt R, PR AT BLIA 9 TEAMIP) gk 2> A A2 BUATFRNA
TR E NI s AR 7 R, AT 3 B8O PR K B
VLS B0 A 3 53 % 1k 1) Bl ik RNA T 93 2D
JIE 7 40 TEAMIPR) 0 ] S5 35028 hr A4 P i 4 ) i
IS5 ATPE B b, Hh 2 | JB B 22 0 i
2 B8 (R S L T3 A, FERE R K RO
IWLE A A L T e AR AR T B S ) & =)
8 e, i A SRR PR K RO UL mtDNA
() sk s P, 3R B TEAMAE B PR 155 T 1) S84 R 33
TR T A IER FEM, 0 E %k, TFAMES
TrDNARE JJ 196k 55 7T 5 S00E PR K B0 L2 bz A4
DNREM 2L IR ZROSI =42, B Z ROSH) = A4 n]
BE— B kS TFAM4S 5 DNA BE 1, 33X A8 R 95
TFAMZ; 5 DNAfE ) 198055 e 25 g N — AN VRS
A, AP 1 B e EE

WG, LEME S BAN 4 55 A 1+Pdx 1 (pancreatic
duodenal homeobox 1) ¥ TEAMH] # 5%, Pdx1 1] 58
Ag ] g |k T D AR () AT R 2B IR i 4(maturity-
onset diabetes of the young 4, MODY4). Pdx17E{4F
N B R R T 5 BLTFAMUZK S 0 B, M 468 3
JBR B 2 1R Wb, A v MLBERES s AH S, fEPdx ™ /)N
B PR B 5 1, Pelx 1 s /K- R BE 9/ (2923 %) FEAS
51 #2 TEAM mRNAF) & 2 9 /DB, 111y £ Pdbx 17 2 Gk
S 1)/ BB 5 AT Pdx ] ' P 571 98 48 48 (dominant-
negative variant) () K 5B & o TEAM mRNA) 7K -
1> T 50%~60%, X P2 5 0] g 5 Pdx ik 5% 1) J
7] 5 2 W (gene dosage effect)fy <2, TFAMYE
TR 555 BAH I rh F A e e i 2 T 3 B B 2R () A WA
B2 R B4 I PR ERF 1) A9 A sk 2D, F 22 mtDNA i 5
I B 22 K, 402 & WITHINA I 57 76 Pdx 1 i
) K BRI B o A7 8 s K1 () R B2, T TFAMIR) i
Feak nE ENd 1) # VUECFImRNAK - 6k 2
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[, HEETFAMAEPdx 1 I GE S B 56 5 h it R0k
st e 58 418 52 2 B T (W ATP ™ A48 F g 5 25 4y
WO, AT AR RN, — A R AR OCBT E INYG GF 4
(1) sk s T 5 T e i AR IR D g, 3k T 5 RS I JREAH O
(P 22 pu . i A 0 4N e ok 04 i TFAMUE it
IRS/PI3K/Akt(5 *5 18 % (1) 435 7] 15 = HNYGGF4ik
kGG R AT REZR ALY,

FE AN JE I 40 L, mtDNA S & /D 575 2
TE IR IR I 22N 52 AT OGP, Choi 5P I, 7EAR 4D,
TFAMJ3 #)) 7 1) BE A4 R 00 o 40 25 356 R 1 2 vt 1k o
TFAMJA )1 b 3L DNA S K FF AL DNA ) LA
R 5y 22901 A 5% (1) AR Ak Fi b (2 I 22 e 5 2%)
BAHR IR )58 7 HIILDNAT H 5L 5, g
AT 1) 208 18 5 23 ik 2D, BRI A e Tl gk G e A SR T
J7 KA EJF B (3E 2k, t e TEAM S 3+ |
DNA 1) AL B VT 2 5 30 D A i B = e i) —
ANEBIR P,

5 TFAMS iz

mtDNA$E VUK ZRL ARSI 1) T B A 22 A
JeA AN MR A P Rg L 23 R U 38,
FUIE . S5l SERs 0, BFGE K, mtDNA DIAIX
(1) PR 20 i 542 3% [RImtDNAFE U1 9/ D> 5 V£
HU R T wEREHPY. TEAMIE n] DURIpS34H F
1IN, B AR TFAMAEpS3 (5 53 % E A FH i A 1
1, {EpS 3N (R SARAEREAE AR L, W] TFAMEL
VIERSIE VAT LRHE T AEI 2R

WE 9T &k B, #E Bk M 45 H W % (sporadic
colorectal cancer, CRC)Zll fg 5 1 s AL A B2 e 1
(microsatellite instability, MIS) i & it J& h & % &
B A TEAMBI % (1) ¥ it 5 A%, H AR B 122 46 e 1
(microsatellite stable, MSS)[JCRCHH fitd 5 A1 fi g v i
KB  MIS I CRCAN i H TFAMAE Wi 5875 (truncating
mutation) [FIA7AE 1] /D TFAM A [ IR I8 7K, kT
AP EmDNA B K . 75 A7 TEAMAE W 7% 22 [)RKO
A0 MO\ &5 g 40 ) v BB 2 RO TFAMIR o 355 R
AT B B HE B T AR K O A1 B 175 R SRS e 242
K, 1M HTFAMIE 635 (RKOAH i h 141 g (4, 35 BI)
ik J H NG FRYRE JBCTT R LA 53 (14 9 T2 5
I g, M 98 4% [ TFAMXTHSP(heat shock protein)
(R4 G fe T B, BN R O =B R R, X
LB W], TEAMT) A K 5% A% 7] 3 BimtDNA S T E

(1 sk 1> T e R A (1) AN R 1, AT A KB 4 MIS 11
CRCMRE K A= RN 5 S 0 T Bu ik bR B LA
FHSO 54k, 7R i PR i R T 40 M8, mtDNAY)
o DUSICRE TR 82 ) 388 v B S 9D o AEZ TEPEIR
Jii B 41 o 975 (glioblastoma multiforme, GBM)Jji A H,
FEXS T TFAMAR AL 19995 A 41, TFAM =1 235 19 A
AR AR, fy b #EW, TFAM A4
1BYTMISFJCRCAHE TE A0 M09 (1) AT AR A
TFAM ) Jeb 2 15 38 555 o 98 40 P 1 A=, i i
TFAM{) 223K 0] 5 S p2 LU PG 141 i J5 30 45235, 4
] Jirk 98 0 ) A2 K19, TEAMIAE 155 A e v A
LIRS T B WUERAE S R R
SRR RS WA OGS AR
W, TEAM P PE 3 161 5 P I AAH LG T TFAM
BH P2 IA 995 N B ZE IR OFEAF T R4, T 4h, £
SR N L R, g0 B A% TP TFAMBH 1 235 I A
FH LG FAZ TFAM BH P 35 35 1R 995 N AR 18 22 IS4 A7
TS, Ak, TEAMTBH 214 55 45 B W (CRC)
(R EL S 58 . 8 AR e B8 2 I PR B 4 1 1 2 A
9K, TEAMPH 1 2 38 195 N LU BA 1 6 08 9 AN A
ZEWITRE ), X EeR B, oI fE gohi b id 2 A%
TFAMAL 1] A Ay 8 ik 26 2 A7 A (i 0 9 5 D81, 4
TFAM W] AE R JERE 167 1A 205 T4 R

6 BE

TFAMAE Sy % b 4 e 5 A2 36 1 26 290 5 7,
LEmIDNAFI L 400 T B2 10 4 b1 K 45 25 5 2 (1 4F
FH, TEAMIf {5t 2% 7T S StmtDN A% IS () /b A1
IR B, AT 5 RS R A T R L — B
BTN, T TEAMIKI G 22 125 AT 85 35 15036 42 R 44k 11
THRE I, BT B RIR IR . HE—25 T
TFAMYE 4} P (1) 98 0 - e b pd i (K v 7 A
B o TEAMITI 2 ARG B AR, 38 54Nk
[T A RESIR A7 G 2UAH O, AL, TFAME] 1 5 ¥
7RG SR HLAE I — AN ERE . S 4b, TEAMY
2 FDNA ) F AL AR e i 7= 2 b A S, ot
45 ] ) TRAMZE AH 593 o 10V FH LB 6T 9
(3697 R 4R S X
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