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[Abstract] Neuronal compartmentalized mitochondrial biogenesis is a complex and precise biological process that involves
the dynamic generation of mitochondria in different neuronal compartments, such as soma, axons, and synapses. As the "power plants"
and metabolic hubs of neurons, mitochondria require their biogenesis to be strictly regulated in a spatiotemporal manner to meet the
energy demands and signal transmission needs of neurons in different functional compartments. In recent years, studies have shown
that mitochondrial biogenesis is closely related to neuronal survival, neurite plasticity, and the pathogenesis of several neurological
diseases. Modulating key signaling pathways governing compartmentalized mitochondrial biogenesis may improve neuronal energy
metabolism and function, thereby offering promising intervention strategies for the treatment of neurological diseases. This review
summarizes the research progress on mitochondrial biogenesis in soma and axons of neuron, and its role in neurological diseases.
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ERZ T, SRR UERER A, b
TE 4 M ) 22 3 AR BR D) RE I T ST A 0. SRR Y
Uie A g ny re s Qi WSS E T . A
MfE S5 S, DS S an A7 55T i,
P2 T E AR AL, B S AR A A AN ]
S| O RSO VR 5 % NN 2 SN 1B S RS L
2GR X % HA AN [F) 1 D REAIAS [A] (Y B i 7 oK o
PR, 75 B A AN W 0 28 TG X 58 Sy A 2K A
7 X ENCIEC S

2 R AR A= ¥ & 1 (mitochondrial biogenesis, MB)
J& 7E 28 K {& DNA (mitochondrial DNA, mtDNA) I #%
DNA(nuclear DNA, nDNA)U}IEJ—F , VAR ERAR A
BEEEE, SEMARIE RO ORI, DL AR
FLARM R FTIREY . ZoRifk DNAB, ABE™/E
A SRR R 4 0 2 RN (BR) T s ki Ak, AT &
LTI AT, PR LR A g X T4k
FARI T RE R R E S B X LARARBESY
PR, ok 2 AIEE 2R, MB AU LT R 2
JUMIAAR, I vl 28 L B 37 44T mtDNA & il'e),
% i i () 2R A FH ¢ mRNA Hi BE A 28 07 g (X 2
o, OFFERER AT BT R R UL, b A AT
R RARTE 20 )RR G . S5 b, X 4%
T AT RIS LRI G SRR 8 X0 IV 20 i IX 2 A 2k
AL o T B TR DN R I (U E O B N
(E0) AP A P B PR | RO S

1 #ZThikMB

P28 TOAR Ui 32 BN, 55 MUk, 1o
J A rh sk S A A S B AT 2 R y R0 TR - 1
(peroxisome
coactivator-lae, PGC-lar), mtDNA Fl nDNA 8 i 7% I
G B 5 B, nDNA Zi S 2k IR E &
B B ALK, FEZRAR N E R B S
mtDNA Fii i85 ) 2 F 413 1 48 AL B 12 AL (oxidative
phosphorylation, OXPHOS )% 441, B 92K KLtk T
AL, XS A B2k A B 5 1 5 i J 5
JEH R G 53 3 5 Ml B A A 5 RE i TH AR BOR Ay IX
B, DA RIS I RE R oK, dERE 4T
Y IEF AR RE (K 1) .
1.1 mtDNA Z il . FEMEIE  mtDNA R T4
JoT H Y PR WS DNA, LG s M, K/
16.5kb, AJ 7 52w -4 1352 %5 8% . mtDNA i it
37, A 13RI . 22 s
Bl A% IR (transfer ribonucleic acid, tRNA) I 2 M BEA
RNA. mtDNA 4 5¢ 8 XS T4l B A1 AE PR e 22 5C
FwE, HSEmE RITE R —m 22 647, BRI D SR IX L
G TR, WREREX, FELR 55

proliferator-activated ~ receptor ~gamma

Sl |AMP/ATP‘ | Ca?* ‘ ‘NAD*/NADH|
|

| AMPK ‘ |CaMK‘ ‘ SIRT1 |

:éEHH_TMZ: B ——————
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Fig.1 Mechanism of mitochondrial biogenesis in cell body of
neuron

AMP. B IRT 5 ATP. =BERIRTT; AMPK. AMP 1% H9 2R
P s CaMK. 5 /4% 6 22 O ME 2 11 U ;. NAD'/NADH. A it
i R WS A A R s SIRTL. ULERAR 98 7 T1; nDNA.
DNA; mtDNA. ZERi /& DNA; PGC-1ow. it 40 1040 Aty 1A 385 8 400 0%
ZARy AR F- 1o NREAZIFIZ A T3 TRAM. ZORLIA % 5%
TA; TOM. LR RIMEREAIE; TIM. SORCIA A B T

SR 2SI

N mtDNA & ] F i A-7E =R A s, RIGE &
AR | S B IR B AR BRI R S R,
g B RO H RS2 B A A AT TR B
BRI, mtDNA Y 52 i ] BE & 4R 07 50T 1R1,
mtDNA B #E, THE S mtDNA LEELS & 1455
2 B R RNA R 4 i (mitochondrial RNA polymerase,
POLRMT) 45 & 1R HE A o)+ Lk frie s, F
& RA LA TR NS T RNA, $5 35
5 mtDNA R4l y £ SO HED s 5 A i n B %
g i A, RO R R, B
DIAZEM  MEEE AL 2/3 10, K XA oh B REE



IR N A, BREEE R G OB Y . BRZIE A
P AR 3UEE DNA 437121,

mtDNA 55 57 & LA POLRMT J s, 04 Bl
PR L[] ) e R, FERE SRR B B, TR
POLRMT. £k %7 1K %% 3 T A(mitochondrial
transcription factor A, TFAM) #l Lobi IR SF T B2
(TEB2M) Hp [A] /E FHU4 5 TRAM i i 45 45 5 3 7 X ek
J1% 3 DNA 25l , # 5F POLRMT % ¥ 5% i
AT TEB2M W BB T T )3 37 DAl B e ey
DNAUY, 2 J5 TFB2M 5 POLRMT fif 5, £ {Ah% 5%
FEK 5 POLRMT M4 &, J5 # ot <77
IRk S5 5, H B GARARZ L] F 5 mtDNA FF
SRS G R AR

SR IR UN 7% R NN 2 SR R RNA(messenger
RNA, mRNA)%5G, LbREIERGHTI SRR
tRNA S v 28 2 1 2 55 F LA F I mtDNA (9 BHPE, Bl
Jei K HE L B TE B o8 B AT R AL 20, A AR SE fif
FAL I ORUE BRI TR LRI RE I 1R
LRSI AL BREE R . IeAh, Lok B
PR F 1T 82 5 R 2k SR BERY,
1.2 nDNA Zi i &R AR A& . AR
2% N TIEMINRETE OXPHOS B &4, #amidski
N (nuclear-encoded mitochondrial proteins, N-
EMP) iz i B SR I 4 A B &bk b, 5 mtDNA
it (1) 37 5L LA R R] 5 A e /e — k2 . OXPHOS Y4
e EREMARER T, UFBERITrS TR, &
SELAE PR, DL OXPHOS W34 ALY 1) &
G,
121 ZORAE MG B N-EMP 14 U 76 4 i
Frrbh AT, G PR R LEAK R K 2 A ) mRNA
tRNA KA G BIEEN 72 5. N-EMP 7E BT A
EPERTARE S, AR AR R RAT
BRI E 17 51 T AT G A LORL A S B A5 it
(translocase of the outer mitochondrial membrane, TOM)
MZ AR TOME SYE G FREN KL
AT AR (I EEZ . it TOMIE G, Frr s H
JOT o7 P P S A 2 FOAS [R] ) R HiT A B 1 0 B 2104k
LA R I X2 (SRR REE . BB B i oRE J57) o).
(1) A AT YD FIHT 5 91 A4 A AR 1 e s A Ay s
¥ i B 23(translocase of the inner mitochondrial
membrane 23, TIMZS)E’%:‘@ B Py w2 AR 5 5
R 5 AT AR 2 11 BRI 90 R T TR 1 D B
(2) B 7K PE AR 1 I ETAAR B /DB TIM 43 1 4R 5
S, BRI R EA TIM22, ZE AP ENEA
BN RR LA P R R A7 Ay T 5 91 2 o T
ARG AL 0 5 1 B AL SR Z ) o (3) G AR s ] it
HE UM IR AR AR R 5 2P e MR 2 1 7 1 w] Bt v
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AT S (4)/NMTIM 73 TR E R E
BAMRE AT, KN TOM & &Y%k iz 2| ki ik
AT PR E Y, BJatm AN, HEA o
WEHE 41 F N5 A 114 B85 2 1 I 4R 7. T TOM L 1
A, Rl LA R AL S YHEARISME D

122 LFREAMFA  N-EMP S AJGAELRLK
PN RIS | 2 % i, OXPHOS & &l 3k . Xof Rk
KRBT Bon, SAEZGWIMESYIVE
OXPHOS & & ¥ i —#R 7 H %S TIM23 45557, X
W N-EMP 2 AR A7 AR 25 [ABIK . G 4b T2k
AR L A ARAS I, 5% A7 i -OXPHOS R HRAT I S 4
RURER 15 ALY, S SEFIE R, OXPHOS 414
5530 52 T e 90 e AL IR B TR R DA OG
AR AT S HE I OXPHOS AOAZ i l7 2

123 LRAREANAER BFIHATNIE, CTAL
RLAREE 0 20 % 25 T A L 2 3R C AUk 26
LA B 15 18 775 4 %% 7P (8] 4 (mitochondrial translation
regulation assembly intermediate of cytochrome c oxidase,
MITRAC) AR il i 11 5 A S 2260 AR 1Y
5T 7R, MITRACLS i 1 55 [k 3 4 i A B8 Sl %
% % 51 9(acyl-CoA dehydrogenase family member 9,
ACAD)MHEAEM, S 5E AWMLY, Hoh,
MITRAC12 FUHAt LRI 0 52 45 W TV 415 3 AR
YEMZ 5 OXPHOS WAL 41 4, AHOCHF TR e K I,
TIM23 & 5 R/ 57T 5 MITRAC 4550

L3 MZICHEA MB R TRELE]  AhZE IR MB 2
— RS TE, W KRG S 30 R 5
W RIMEAE . EAFERDIFE R, PGC-la fEJHE
JfLAAR MB rf i OCHE 1 €5, . PGC-1a A 3 b S A% T
W% A~ (nuclear respiratory factor 1/2, NRF1/2) |- N-
EMP [ 3% i5™); 3F W] 3K 2y TFAM 1) %35, ¢ ¥
mtDNA (5 filFe 5%, T 5 g A MBEY

1.3.1 PGC-la PGC-la /M3 Z Ml f& MB Al i
o Z AR . A TIE R AR T R
1 (adenosine monophosphate, AMP) ({7 1) £ 1 I fif
(AMP-activated protein kinase, AMPK). L8k {5 & I
AT T1(silent information regulator T, SIRT1), Lo
B F (calcium, Ca™). AMPK AEGS P H = A8 A
et fb, 24T MR MB 1Y R R 15 50
AE B 2 B RE B 7 ORI N 23 5 5 AMP/ =W R I 1
(adenosine triphosphate, ATP) #1 AMPK IK T BB,
AMPK il R B fb B30 PGC-1™7, 1041, AMP
S 5 ITTHAR MB /Y ) — 453818, AMP Z8 6 i
IR P 4% A6 Ry BRI R I (cyclic AMP,  cAMP),
cAMP i : PKA W 1% Ak PRl I 1 2800 TC 1R 45 6 2R
(CAMP-response element binding protein, CREB), %4
i cAMP/PKA/CREB & 1211% PGC-la, J BT
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JE iR MBE,

1.3.2 SIRT1 SIRT1 25— PXHZITHAR MB £
KH W AT T o M R R A H R
(nicotinamide adenine dinucleotide, NAD*/NADH) K
THE WO SIRT L, Il 25 ZBEHLIHIE PGC-1™,
Al , AMPK I SIRT1 A5 7 1 B AH E.OCHE , AMPK
i 1 F+ 5 NAD* 7K % 2 NAD*/NADH 1 H {E # 1%
SIRT1, #t—1k CBALHIS PGC-1a, i AMPK/
SIRT1/PGC-La 5 5 it B #E— A0 T 1 NRF1/2
ik, fEPHIR MBH,

1.3.3 Ca™  Ca i /EMZ IR MB (1% 8 25 35 A
To CaP VB L IR 23 S /45 U 28 MR A1 2 1 D
(calcium/calmodulin dependent protein kinase, CaMK),
T R AL p38 22 %4 53 1k 4 1 U (p38 mitogen-
activated protein kinase, p38MAPK) By & o B
CREB [ 15, % PGC-1a, i £ Ca®*/p38MAPK/
PGC-la i 18 Bf, Ca®*/CREB/PGC-law i 12 I 11 il 14
MB™, AT KB, Ca*/CaMK i A] I

eIF4E
eIF4E &
mTOR—s 4EBP
4EBP

~
P
~°
BRI {HARNA AR
L]
EERT RNAZEBEH G

Ay

AMPK/PGC-la, Z 5tk MB*, 1t4h,
TCH ST B0 B EUE ] Ca** 5 SIRT1/PGC-1a F ¢
#, {HYE NRK-S2E 4l & B, Ca* ZE &L ol 84t
SIRT1/PGC-1a*,

DI EARGR s, IR AP i iR MB (1) 3 > S
R AH B SCIE, IS5 —A 1 B U B S SO LA A 3 ik
1A MB SISt R AH LI R I

2 fHZZEMB

MZICHEA AR A A RE R T oK, 4%
TR I3 A ZORL AR 5 ZEAN W BRI L Ak R 2800 473 A
Wal. REBLRMIETEM ZITTH AN A BT i
g iz kB 2 fil, AH Hhy T ORI A i iR A BR EL
LR E F 5 AR, B N MB L
P25 MB AT DR 22 0 I 3 4= ) R e (4t R A
TRE LR, S-SRI R, N-EMP 4%
FARLERNGE BRI, H S B SRR 2 5 R
it LR AR LR 2 P A B RIS (18 2)

>N (B

ik

2 M PAZ GRS B 2R A - mRNA(NEM-mRNA) #EE 5 1%
Fig.2 Transport and translation of nuclear-encoded mitochondrial- mRNA in neurite
mTOR. FLEh Y & M2 AL [ ; elF4E. LUILIR K 1 4E; 4EBP. eIFAE 454 2K [1; NEM-mRNAJH et 35 8 (0 2 510 . Betil g
PR TEA L, SUSHTR AL RNA-SE A, IFAIT AR 7258 Risfi; NEM-mRNA 2§ % 005 XS @ i .

B, ok mTOR/4EBP (i elF4E fif 25, fiE ik mRNA HHi%

2.1 A% 9 A5 1Y 26 R 1R A & mRNA(nuclear-encoded
mitochondrial-mRNA , NEM-mRNA) 04 ¥4 38 E
NEM-mRNA A 5%z 72 (7 24 2 MB (Y B ZE3R 1Y . 48
R T 25 999% B HE 12 A RS Y, 3% 48 mRNA 7R
TP AR E AT, A5 mRNA ¥4 |
S8, 1 VAN e RPN S 1LY L1t

mRNA 7EH 55 FNZs i vh #5307 5 0 . 5y 4
BPEAE IS B . AP R, 7E mRNA (1) 391 g i
[X (untranslated region, UTR)fFTEMIZT/F, e 7

AP PR 25 X TT 4 P B RNA 456 28 1 (RNA-
binding protein, RBP) R AE R 2 4
Wiz 2 H i, 40 B-NzhH 1 mRNA 3'UTR 5
Z-DNA Z56 85 11 1 Z [0 A0 B A 07 25l o), F
FER K IL, SUTRTEFR /1% B0 F ] fi #F ol 5 &
mRNA iz i ZHZ%E¥ ) HAh, S'UTRIE A 45 mRNA
Faettms 5 e, BREkil, M THmEPE
mRNA EA B/ AR e R A B K i 2w i .
mRNA 54 2 M X T mRNA v 2 £ 0t i 2 56
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LR -TMA 43 B T A G R4 i 25 £ 7 2085 mRNA
L5 RBP 45 A W 4 DL 41 35 75 32 S Uk v, DATTHS
mRNA M2 TR S iz B R S o7 o s AR s 1 7
PR ES TS E AR AY . di3s, s
W18 5 ORI 25 2 a8 ik B ) Sk A
BAEIRSIEA . sh T EAMIEREA . e
RSN K R MRk 2 A 58 A i SE B A 7
B4, B8R T 28 S AR ) 38 T iz
R A S PR A H A A, W TR Bk
EHE YIRS E A 4E . RSB AHEHEH 3)
S5, IAEMPFIE AL, — R T RBP-FE Lk A
W2, "5 S E A4S0 T NEM-
mRNA (JE s SR, MR RR R 2
R I . B IA AR A I 4 A B AR
AL 5 4h 2€ ' NEM-mRNA B9 811, 11 ATP 4 B F1
WA o 5T, SR, s R AN ST iz o (1 3
SLATHER AL

9 7 20 % il E ORI AL, S R as B L
mRNA 5% | ARG gR R R, RIET
21 Jfd 35 A4y 3 3 BIK 3h B R Bh O B S S R R B
X FRALA] A5 1) mRNA 2§ B Rt A8 G b
LRSS . 29O 23 H R I, T0F RN
14 Rabs Fl RNA /R HE AR 452 1A (1438 40 ¥E A (WS
SR it S 2 FZ 2R IR v K i i L) vl i 5
Rabs HH B /EFHHS NEM-mRNA #2 76 - 9 4 |3 Hi%
BEY FESE SRR AL | R AR A
P 4B I R = R R B B 43 Y mRNABY . AfF 5T
KE, WLFZEA B2, HLRARHEE R R Tl 2
mRNA i i 5 i 2 R AN A5 S R R 1 55 422 R 15 e 10
AR B E LRI 22715 A A 28 v bl i 26 B X %
X L8 mRNA 1] A SFLERR S5 R I RESY . Fifingk
7 R A A A R 2 7 1R B 1 B mRNA 8 3 322 3k 26
ALl SIRTFIARZE AT, 1 A I 1 AR 5 41 B
A A R AR 1R SRtz i 2 il 5 G
FEiz fi i A R B AR iz T H, s nl/EN
Jer B B A6
2.2 NEM-mRNA [ R #liF  izfBoki iR T RBP
FImRNA A, A7 A2 AR B 155 DR 5 B AT G i
4o 4 mRNA #7328 326 28R 5 19 0 40 R A7 B 1sf A S 3
BRI E N, SRR & B S R A,
R AR B e R, SRR RERM
AR A S KRS 1B A A,
221 EES FHE b, REEIFYOAN NS
P2 TEIR B ANRAF S g — Rl =X, RO M A sk Py Ak
~f {5 ] 1 PO IO S 3 X % mRNA T EH
Aa%, Ml %z RBP FEIIPE 07 S e e R AL,
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2O ¢ mRNA Y Jay 5 15 . W 7L 3 ) o ) o 2K
g (mammalian target of rapamycin, mTOR)%’z#ﬁP 24
AR/ IR, WS SR R B, LR AR
IR T mTOR WM , A 32 2 iy
JR BRI, AR H A B ST R S
JRTREAESS, MeAh, AR AR 2 R G R R 22
T & BT mTOR 76l 58 AR i i FL 5. mTOR
AT 38 o 2 b B R IR M F 4E (eukaryotic initiation
factor, eIF4E) %45 & # [1 (elF4E-binding proteins,
4EBP) Z M s M S IR EE 3 B 1 eIF4E i 85, BRI
eIFAE LI Z: 5 eIF4F B SR AH . it A iAqE i 1R
51 mRNA 1§45 4 Je Sl IR HOR P B3 T — /N
G R MEAR AR R/ B80S A e R AL o A DG 1) 2 1 )
ST R T S ) SR E SR A ST SR
B, mTORIMTFEi 4EBPBERR ML, FIHE I mt-mRNA
g, fRdERhZgE MBRY,  H FTH RTE A R R M A
iR s RN, HiX — i B TR T 5
PR CH
2.22 mRNAREM  JES 5 RNA ARG R FI45 1
AJ 23 KB A S 5% RNA(IncRNA) F1%8 £ JF 0 i RNA
(miRNA), R RNAARFFERE S, HEEHSG
B, BRI FAR AR b A A

Bl AHOCH R L, M s rh gl 3 & A
K IncRNA, HJFHSMERMIZHEBRAG,
B S RBPAHE AR, DA A4 5z i ORL ) JE
AT RENS, B WA T — P rE R w1
IncRNA- KB L- N 2 R 1 A, 7R AL A&y
B R AT L9 2 R AR B S KH BB
P E A AR, BHATAE KA DG A H 43 mRNA 1Y
JR R, TS A4 . Y A] L IncRNAs
TR 4l 2 Jr S A RS OGRS Ml S A
ol BHPE TR SR IG AT, IncRNA AT Y RBP {2 5y 2
Al T AEFSE RN, IncRNA T8 i H Ne- 3
RS YTH 25 K G 1 1/3 B &K% &,
N1 IR N1 S I [ 3 -4 S I RS S
$27R IncRNA A3 iof Z2 R HLHHITE RS SR J5 7K P52 i KL A
Fasl,

miRNA JM i FE Z T AR R 4RI X &= v, r
Fizg v X% ) miRNA 258 11 5 mRNA 9 3' UTR H.
G, A mRNA BB RIS A% , RS
A T A DA T S A R R L 1 92 =) 5 mRNA
PR LA, X miRNA 1l 538 mRNA $HE 5
WAk BE . B PREUE T E KR B
FERIL, miR-338 A B[] I RR KRG S B S IV
FIATP 4 F1 7% o mRNA, DU M il 28 467 140 1)
REFANZE P . RNA-seq /M T45 R /R, miR-181aFll
miR-182 J& P o JI5% 4t 5 747 200 i ey o€ vp = B A = 1
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miRNA, ] miR-26a 75 )54 LR JZ P Tl o€ h s i 3%
ik, PR R E mRNA BRI A
WANRGCHHZE T, A RS Beobh, Bzt fa
K () miR-21 Fl miR-199a-3p F] i 12 4 5 mTOR 38 % ,
G 28 SRR A A T g Al 2 FEAE Y A
TR, YRR 21 3l 5055 . HTAR miRNA
BN T A miRNA, JUER R e, DARfs A KA
sl 1k — % B 37 BRI A miRNAs LA R 7% 2 6%
FETEARHE T . BIS PR hn TR 7 miRNA DA
PR ERE, AU 2Tl 2 D I N ) GE R
ZIuifg .
2.2.3 WA BB IE T BIEEHLE A 5 —A 0
RS o 2010 4 RIFERNE th A 0 1 4% G il B A% M A4
T mRNA 1978 SRR &4 g iy op i
RNA A i8S 5 35105 A0 A 1) 48 2 B B A AR v 11
VI T g SIS A% R 4 M A 1 2H 2 A A T v
BRI, T o€ rh AR AR AR i) B AT A B o B
PR B SRR, DA 3k DA A b 28 28 Az IR
PVRARIEAETE, BRAZHE IR P/ i o8 vh 2 A B
iR, HRRIEAE BT & R goc & F gl
UL Zhang E I & T IR SREEA , R T #4
SR A R B PR R 8 B IR, RO i EIRAS
T, mum e s AR S =, YAETESN SR
WS TS 2 AR IR BUOE B Ak, phz oo
RHIR K BT R AR B 1 S2S B A R AR AZ B IR
Ja # AR S 5 ORI C A OC 1Y) mRNA 45 5 JF B .
X I AR R di B 2B I BRI 4R 1 B 4
RS R T
2.2.4  FABANRLES PN IAE SR RR iR AT R
FAEH . WFoE s, FH A IR A 835 37 IR e
BNz st , fEEshi oA RK g
KRR P J53 I 235 5 Y R e Iz s i
T A5 oy 5 R sh A R SR ER B T RE . ) — A
FRAAR G5 BER SR B AR AR R, e I T )
5 R WEARE ELAE FH LA SR PR 5T I AR Py Jmg 38 2 1 o
G, JFEE R PISO/AZM RS A B M 1 2 —Fh A
TS N T A% BE AR SZ 44, AT 255 K52 mRNA JF
PE R TR R . g N B XA AR AR BV E R S
gl ERTEAGESY, FEHMEES
BB

9 DK 8 A5 A S MB A B T 28 T Ak
{ABE R B AR AL T S5 IR, BRAE R AR 42
JUAE N X 2 W R FE A7 7E MB. NEM-mRNA 5512 5
DB — AR AT R, B AN N 2 Rh S
SRR . B — i AR T s LR TE 41
X2 AR FH R AR s h T e ) LA B 2
Mo fHAH ST & G AR PR, NEM-mRNA %%

iE MRS B AERZ B X, KR 2t —
VI Gt 1 S kT AR A C mRNA ¥512 S BREng H
RAFHUE], R HAE AR 40 o 2SR AT BUIR S T 1)
24k

i 28 T B AR T A 28 58 11 MB B LR 478 AL ) A 4R
FAEZE5, (BB ICH IE W I RE MR B TR
B M TR MB 38 I 7 S [ PGC-1a
% W P F--1(NRF-1) % ] 8 mtDNA F1 nDNA i %
LRI, 413 UR LR . iz %¢ MB
WOV BE AN AT 2%, A 8 A 1 Bty 5 AR 2 el
PEAT s HOEEEHLE S & NEM-mRNA (/)32 5 {37 Fll
i Jey RS AR o X LI FEAY 2 B L AME S RS AR
DU e AR “Hilsk” RERAR TR oK, BIRRE
LR I S . AR

BRTE, M TXEMB W KL K(E 5
B ZAEERFAETAEH, 222K, X
55 X I AR 1 MB AL, AN ASURT 24 i 28 S0 Y IF
DyRE, AR HLAAE T 038 NP AT 4R A T
AT
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