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The regulatory effect and mechanism of PGC-1a on mitochondrial function
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Abstract: Peroxisome proliferator-activated receptor y coactivator 1 a (PGC-1a) is a core member of the PGC-1 family and serves as
a transcriptional coactivator, playing a crucial regulatory role in various diseases. Mitochondria, the main site of cellular energy me-
tabolism, are essential for maintaining cell growth and function. Their function is regulated by various transcription factors and coacti-
vators. PGC-1a regulates the biogenesis, dynamics, energy metabolism, calcium homeostasis, and autophagy processes of mitochon-
dria by interacting with multiple nuclear transcription factors, thereby exerting significant effects on mitochondrial function. This re-
view explores the biological functions of PGC-1a and its regulatory effects and related mechanisms on mitochondria, providing im-
portant information for our in-depth understanding of the role of PGC-1a in cellular metabolism. The potential role of PGC-1a in
metabolic diseases, cardiovascular diseases, and neurodegenerative diseases was also discussed, providing a theoretical basis for the

development of new treatment strategies.
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1o 8 A 0 Ml A B8 B O 2 AR y FROE R T 1
(peroxisome proliferator-activated receptor y coactivator
1 0, PGC-10) /2 I £F SR 2R AR A= W) 2 0k e A LA —
ol S B e SR IO IR 7, AR AR SRR AL A
RE B A AN U BEUSR S R FE G FH B, ok
R AR Oy “Re L) 7, RAEZIREEAR

W FEE R, Ed SRR . AT R A R
ZE T TS 5 R S 4K (fatty acid oxidation, FAO) ™ A& g
&, JLIRE X T AN M i IR s B 2 O B,
PGC-1a 75 2 /> N HE I AE 5@ i, (2t 4k
PRI A& O D REZERE, I 7E 248 e fe ARt
Yris 70t . PGC-la 315 i nf i3 28 k44
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Thee, KR AEEACHT A, AR AR SR R A T
FERNRITVERS . ARZERHIEL T PGC-1a AT
BE, IRAZRIR T HO bR i 42 45 P ABL A, I
HER T PGC-1a fEAR U MR O 1L 5 3 A
LA B AT PRI H T AEAVERT, B A R
BT AR P EIR AL

1 PGC-1aFYEHIFThRE

PGC-la /& PGC-1 ZX R H M B 25 b, T 1998
SRR I, BN N2 B AR A I DG B A Y A
F, HAETATT LR R A e AU AN B X A
R R % O AEH o i3 GeneCards 24 2
s, PGC-lo =L T4 tfk4p15.2, BH 134
MR, GahYFr 798 NS L IR ik AL 1 PGC-1a B2
(F TEZ491 kDa), %5 E N i B A 005 4
Wi, B RN RS WEER Y], PGC-la
() IR A 1 52 B 22 PR R R %, BFESE R R R .
izl FAcE B R A 5 RLHOIR S PGC-1a
Wit 5 8% 0 R - 1/2 (nuclear respiratory factor 1/2,
NRF1/2). 1Ay 34 5E W 30 52 1R (peroxisome
proliferator-activated receptor, PPAR) A J: At #% 55 [K] 1
AH B AE F O 5 28 kT 1K DNA B & i fdL 5, I
HELRLAR IR A2 ORI 3G 3R D e th4h, PGC-laidid
T PUE AN, A A B AL I (superoxide
dismutase, SOD). i 4 {5 B (catalase, CAT) F145 it
H K i %84k W) B (glutathione peroxidase, GPx) ) %
5, RGN RB, OR YA S 2 B
W FEEY], PGC-lafEZ A Zih Rk, WIEHH
WL O WES EREAER R I ZR, 2 T kiR Ak
Yk RE AR AL BRI DG B R T
PGC-1a AW AE e 5 A U A1 2 ki A& Dy e 1 15 o k4%
HEAEHN, AEZFA B AR E R B A B
W, QIEIZZIEN . AEPRE] . BERpE . AR
ZIRAT MR E

2 PGC-1oBYEMZEFTHHH

PGC-1o 2 41 fi A 5 £ 3 Hh (1) 6 4 i 5 R 1
IR . B E 1B DL S A R 1 A
AR 25 2 MopLA SRR HE R Th RS, IE S 2R
LR TR EAR R, 2 A R S ok Ak A
S8 2 6 B LB AL, 3 L RE S VR 55 20 i P I ]
T, @M BERARMRANE B,
T 7E AN [ 2L 27 o e S P T )
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2.1 LHFIEE

PGC- 1ot ¥ 45 1 F13I7 BY e 4 AE 40 i g & A3
RAEAVE A AL . PGC-1o B Z AN ThReH: (1) ¥
1% 15 (activation domain, AD), 1% [X 3§ 5 #% 52 {4 fil
flfe s A BARE R, B9 FOE s (2) RNA
F ¥ (RNA recognition motif, RRM), & H A1)
REMATRIFERE, HOMZXIHZERNAL G
(3) 2 HBYHE IR = H38(serine/threonine-rich domain,
STRD), ZIX 252N BAx, 1 PGC-1a
HIE M. X AL D R ds i H Re O A A e IR EE I +
RIEVER

PGC-1o 2R 2 A J3 8 Ak $8 1E BY 4241
Hil7= A 2 AN SLBOE R AR A, X SRR LE AN [F] 2H 21
WO R HHRE S R A A, R HE R E AR T
BEU. H AT O A ) PGC-1a WAL F : PGC-la-b F
PGC-la-c, XELWALEL B AR 3 7#Rik, el
VR A, AR A U (Bl 1D 2 23
Wi LR, WIZ B MIFE VS B FR s NT-PGC-la, PGC-
la B RIAME T 6 M 7 Z Al R AR e VR BT 42, 3 80™
A= AR, TR AR B 270 MR EE R
BRIEME AR, FEALRROENHLS T ERIL; PGC-
lo2. PGC-103 F1 PGC-lad 48 44 & il i # A H 3)
AL TR L/, 8 Z PGC-1al B C R i 45 4
s, AR AR R B AILR IS ORI B SR, PGC-1o4 &
Z 5T AR RN, 3% S 7Y 7 AN (7] (14 A 38R
HEAT T HA R R IE IR, WA R AR AR
. FAO. ML RRAE 2 eyl 21,
2.2 ¥FFE

PGC-1la /& £ b A4 A= ) A s AN R AR T (1) o0
WA T, 28R REEEPGC-1a K HEEA,
4, K HESR B 195 O1 (forkhead box class-Ol,
FoxO1). W4 3% 55 K § 2 (myocyte enhancer factor
2, MEF2). 1% {4 #% 5 Al 2 (activating transcription
factor 2, ATF2) Fll cAMP % . JG 1 &% & & [ (cyclic
AMP response element-binding protein, CREB) _I i
PGC-lo ¥4 5x, X4 B 17 ML 183 BY
S i R -5 22 Bl A B AR RS S Y. TEIZ B R SE
A RFESAMT, CREBHMIE, M@ FiF
PGC- 1o [ % 3 7K 1 Wil b2 g &8 75 3K 3 FOXO1 fE 4%
RN & T L PGC-la ik, Bl EHES
PGC-1a 2N A 3l X 345 G ok (R 3 Ho A 5%, 358
SRR D Re A& R BE 7T, SR e E
AEFERE s Fy 7, MEREGER A K 2K o (estrogen



302

related receptor alpha, ERRa) 5 PGC-1o JE i% IE /% 15t
[, AUEREPGC-1a KL, L HE— 15 PGC-
lodEte, I $ m A bR AR W& AR A A RE 3
S 20 MO AR SRS A R AR AR AN T RE 4R b Ab,
RIE R AT, W R PRI R - o (tumor necrosis
factor o, TNF-a). HAMNFR-4. TFIHE-y. ZH
F-xB (nuclear factor-kappa B, NF-xB). 22 %J5iE{k
& ¥ (mitogen-activated protein kinase, MAPK) Y,
Akt 22 Z /5 B IR i 55 T i 1 T PGC-1a K1 3R
15, T RE R, IR e S5 (R F- 1 AE B AR B AN
VAT ATL T T 2457 g E A~ 1 R B A B2 AR AL 2
KEE,
2.3 PGC-1oERiFE1E1F
2.3.1 B

PGC- 1o B iR A 7K ~F- 78 42 i) 2 R 4 e B AR Y
P B EE/EH. AMPK 24k fkaE 2750
SCHERE, 440M ) AMP/ATP LR 2R, AMPK
PR, PR AR SEEE AT A AR AR
N8 A )™, BARSKR UL, AMPK 5 UL P41 A A i
PGC-la 45 & F-BEBR 1L Thr177 1 Ser538, 1 il PGC-
lo 5 6 M, (3t PGC-10 %) 2R R A4 AR W e A= il
e E AR AL R (R VAR, AT B2 T 2R b A D) R
[F B, 3 8 o7 AR PR A A2 AMPK 15 5 1) 46 7 R 2
. I ENEIZ 5 1 4 (glucose transporter-4, GLUT4)
J PGC-lo A & [P R R SR IA BT 0 75 Y, tb4h, &
15 AR e M8 0 & PGC-1a 7E Thr262. Ser265 Fl
Thr298 Ab (1) %% FR 1k (1 p38 MAPK % §) 945 3R, M
T3k L R AR Thae (M 4ERFN . iz, 4 RE & ~F i
F  H AMPK/PGC-1o 8 B 75, 1%18 B 7E R A
B by geobi R ge B AR . X MY mT g 2 A1 1
B RPN, X2l AMPK £k 1) % IS
B PGC-1a 35 T 32 403, AT T B LR KL A4 T fe [
fgee2, Ak, Akt B B R K PGC-1a [ 2 4~ C
R AL s BEAK PGC-1o 75 20 M A 1 1, #0H 1
JIg 107 B2 A= J AT FAO
2.3.2 ZEBIH/ETEL

PGC-1la HiE M5 D e 52 H S BEAIRES (1) )™ 4%
W, X — R LKA E A B I (histone
acetyltransferase, HATs) /" 3 1 LA, LR 2 4Bk
A BT ER S ST R 1 1 (Sirtuin 1, SIRT) A S0 2=
CEALAVERT, 12T 520 PGC-1o 78 41 BB AZ P 1 58 47
FEESIEEY, PGC-1a S HI HATs /1 5, JH
O g T, PR LR DI Re . X MHE 1 5 48
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fE FRREE I, MR ET LR, LBk
AT E, #H PGC-1a iG>, SIRT1 4 Sirtuin X
WBERR 2 —, BA NAD WM 2 e A0 i 1
PGC-la ff) 2 Z B AL i SIRT1 /v 5, X —id FERE 5
15 PGC-1o A N #E S WO 1 1 T g, AT 38 5
LRAR AW A O e B AR A DRI R 3Rk, axX xS
T Rra e & T 2 EEY, PGC-1a ) Lk
A IK P ANAN R e L R PR RN S LAt B (1 A LA
A, A2 2 F AR RRAS MW, RN OB
AT 8 T PGC-1a 75 41 B 5 A B 38R B 1) A
P, PGC-1a B 2B AN 22 WAL 1P 5 36 T 445
41 PR AR AR AS AR IR AR A B O H L, PGC-1a
) IBEAL KT B 4E B IR S FR AT RE EOIRAS % . 7EMIR
AeEOIRA N, NAD'/NADH E ) #2 = fih % SIRT1
MBS, SIRT1 @I % Wb S PGC-1as 1M 2441
Mg & 7 2B, HE A LW RS B GCNS ik &
WAk, #H] PGC-1a 3G " WFFUREH, 25 LM
ALl SIRT1 A1 SIRT3 4538 it 2 4 1AL PGC-10a,, 715
HAERR AW AR A Th et ER, % it/
B A, 2K 47 O] RE 5 250 T M 5 0 RD A 28 IR AT I R
%ﬁ%[”] 3
233 ZFKL

AR RO R B R B, R
NTEARZ ZIEED LI REARIMERE, IF
A0 RN 2 ME 5 S HM, SR E AR
fit. DNAIEE . 4 b FE 45, %o 40 i 43
. otk BEAFRREES . FHEEL. DNAB
2. HOREHRAGESHFERLEE, PGC-1a
(2 2 A A 0o L AE 40 P AR AR S T 15 RN T g ok 4%
HAHE B, 12 240 23 PGC-1a ¥ F£ fi#
M D FLAESH M R S &, S T 2R R AA AR )
RAFBERAG MREIIRE. Fln, S0t T4
b BBCIR A, PGC-1a 72 R Ak 1846 7T A8 48
SR AR, DUV B X R N D R
1P, PGC-1afERERAR A=Y & R AN D B 1) S5 1
BT, PGC-lo Wiz RIS FEW I B3 12 R IiEH:
WIFBXW7 IR A AN S5 4, FBXW7T REfL IR A 45 &
PGC-la, N SHZ R, HP AN FBXWa
A i3 PGC-1a [P F2E 14, 1T 5T N FBXW7B E
R NUNE V2 AT 5 R e A A A B I AR 12
23.4 Z R NS F (& 15 (small ubiquitin-like
modifier, SUMO){t.

SUMO #& — i BER~F I 70+, ARG
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{&fii(protein post-translational modifications, PTMs)F?
AR 5 R E A R R (Lys) sk Ak S &, Hiz
F A RIS e R, SUMO
WA B IR S i fE iR EEAEH, LTS
S A g Thee AR B R, fEA—Fhara
%ﬁ%ﬁ@ﬁ%?ﬁﬁmﬂy%$ﬁ%ﬁWﬂﬁ
, fEDNAHIEE . PR GZERNE . AL,
T ﬂﬁﬂ@f]ﬁﬂ$ﬂgmﬂﬁﬂﬂ111_%£q“Zi??%%?%ﬁ%VFFﬁBS3“
PGC-1o #2 M FL2h 35 W A A1 R 2 3 24 1 17 5 [
P o A &, L DhRe AAs € M T i SUMO
B 1 5, Rytinki 2538 13 RAHF 72 KB, B
SUMO b 415 /7 81l ) 8 A2 (E185 A 58748 £ 1 5 PGC-
ladfith, #2758 SUMO AL7E 4% PGC-1a D i H C 3
FOHIE R Nz RFE A R B R e 1 B
(Sentrin/SUMO-specific protease 1, SENP1) & — Fji 4F
S SUMO & 18§, SENPI1 nJi@ it 2 SUMO k15
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Wi PGC-la, A3 HL G SR am 1, AT 1] 47 2 b A I
PA] kAR AR A AP

3 PGC-lo X4 R ThaEaYBI=1EA

LA I T B 52 B A 2 VAR R TR, JLF
B AE S AL R 1 ek . PGC-1a 5 2R
TRE R AL S B O, T B R I A
B TEAARL. AR AQHERIAS B P (B 1), X
G 2 1 A 2R R A R S 5 LA 1 8 IR TR

A, YER NI SRR E . PGC-Ta it 5%
PRSI TAR LA, BN (e 2k ) 2 BRI B B

(MIBE DRI RTE AT ik R R 50 B P 38 A o A
W25 AR AL . b, PGC-laid 2 5 {45 42 KL R I
WBER RS TE, et ATP A4, 3= 4RI g
BACR . B B TR 2O R 1O8S B T RS AT
SEALRETT, DRI AR A G 32 AL BB AT o

| AMPIATP{ —>{ AMPK |

mPTP :
Ca2+ : @ (DRPD
Ca2+ PGC-1a
+ Phosphorylation Fission
Calcium [ Thr177/Ser538 |
homeostasis
FoxO1/MEF2/
ATF2/CREB
e EEEy Adequate cellular
state of cells energy
GCN51 | —>
v Fusion
w Deacetyiation PPAR-v/NRF/ERRa
Energy metabolism STRT1 J/
Genes encoding cytochrome ¢ &
cytochrome c oxidase subunit
‘oo < &8
o ’ | PINKD
oo _EIC
OXPHOS e IParkin
DNA transcription g
mRNA translation
Mitochondrial Mitophagy
biogenesis

1. PGC-1ou X 2 b A T BE AR 1 35 1 H

Fig. 1. Regulatory effects of PGC-1a on mitochondrial function. The regulatory effects of PGC-1a are complex and multifaceted, in-

volving mitochondrial calcium homeostasis, mitochondrial biogenesis, energy metabolism, mitochondrial dynamics, antioxidant ac-
tivity, etc. AMP, adenosine monophosphate; AMPK, adenosine monophosphate activated protein kinase; ATP, adenosine triphosphate;
FoxOl, forkhead box class-O1; ROS, reactive oxygen species; MEF2, myocyte enhancing factor 2; ATF2, activating transcription fac-
tor 2; CREB, cyclic AMP response element-binding protein; ERRa, estrogen-related receptor alpha; PPAR-y, peroxisome proliferator
activated receptor gamma; NRF1/2, nuclear respiratory factor 1/2; HATs, histone acetyltransferases; ETC, electron transfer chain;
OXPHOS, oxidative phosphorylation; mPTP, mitochondrial permeability transition pore; TFAM, mitochondrial transcription factor
A; DRPI, dynamin related protein 1; OPA1, optic atrophy 1; MFN1/2, mitochondrial fusion associated protein 1/2; PINK1, PTEN in-

duced kinase 1; Parkinl, Parkinson's disease causing gene.
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3.1 SR EMEERET

SRR A W e A o 2 i P R O B A
T, B I I 3 b AR 11 A IR 2 v A L PN 1)
Rk A e, DA ae &R, Zid e
IR 5 R R AR L A e sk IR S S E &
FSCUA S Dy RE A PP WS (R R S, AR ART A Y AR 4 475 0 T
RELIAS PR BE IR 2, R 40 BRI ATP =42, 11
X RE AR LI AR T RO e PGC-1a /B R R AR A
MIRA R EEZ AT, Ge i Lk fA DNA &
i A2 R T Rk, AT 3 in e oar 4% 1) 25 & A0
Thee, JFdik 2 L) o 5 2ok ik A= 9 sk R,
PGC-la U 5 2 RiAR M) & A R BRI Rk,
XS FL R B e 28R4 DNA & H . #36. BHiFELL
AN R E A YIRIHEE, &5 PPARy. NRF Al
ERRo 55 Z LRI, 5 NRF1 R NRF2 AH A
H, F IR ER o AR AR 3R ¢ AU I 2k g i ik
RIRRIE, BRI E A . th4h, PGC-la
W2 5 AR A B O RE, I8 5 e 2 KA 1) 43
GG, AERFZORLAR M 2% BT AR A Zh ™. PGC-
la 26K FIE V52 AMPK. SIRT1 2545 538 #% (1) 1
5, 3K S I T IR L B £ 44k PGC-1a, 35
HFE AL PR IEPERT . B2, PGC-1o il i 5 ki
R AW e A AE v 2 A B R B Ok R e R
YEH .
3.2 R Eh AT

PGC-1a MYAE e b A A2 ) Je A v e 45 5 BEAE
H, i8I S 2R 3l ) 5 (B FG BN R & A1 4y
FOIFE) R YEFF LR DhRE A ST &, % 4l i pg B AX
B R CRE 2 L E B, PGC-1a il i L1 28 4
PRFNAAH IS EE (W MEN 1 ATMEN2)FIRE #2825 45 B
11 (optic atrophy 1, OPA1) K IAfEHE L kiR Gl &,
YRR LORLAAR X 28 S5 A0 AN Dl e 52 B8, [ IR 38 ek 1 77
yREH, W) JJM KL E A 1 (dynamin related
protein 1, DRP1)%5 [1)iE VR EBE LR Rk 0 3, LAV
B 52 45 2 R 1R 9T 4 7 3 B0 E A B 0 SP AEY. tk
Ab, PGC-lo il i B H W AH S LRI Rk, (R it
ARk FE, Rk b B i 2 R ) ki, 1X—
TR Bl T 4 40 20 . P9 R AR B A 1) £ RE A DI RE
T ORAR AR Remilh, SZ45A/E ) fe i (1) 28
AR T8 5 R I SR R FL A7 25 8L, IX AT BE T
JB& [ 375 14 %8 (reactive oxygen species, ROS)~F-fif ;= A
SN, 2R AR (1) & B4k 5 5 PTEN i 5 (1 A 1
(PTEN-induced kinase 1, PINK1)[F1354E, ¥ E3 iz
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FRIEH G parkin, FHJS 5| KAMNEREARZ RN, X
Le72 KK G VI B AR ) S AR W R ik A
ity A T B A o RS R D 6% o A R B ) R R A
B, 2R B AR S 3R AN [F) 20 ZURpE BROIR A&S v 1 45
LA e 7 1 A 4% B AR
3.3 SRR RERKHIET

LRAZAM “ReR T 7, MIT4ERAEY
PRI IEH A BRI RE . BT8R H 4% 3% 5% (electron
transfer chain, ETC)F1 ATP & 1, | FH A AL W R AL =
42 ATP, I AN A S AL TR I fEE . PGC-1afFE N
PPAR ¢ Jf P ) S8 1 0, /2 40 i e A A A% L
W1, R R ok g B AR i B SR
FY, i 22 R L T A BERR AL . FAO AU I A
e AR, WM RER A=A, X2
Kk ge & AU B AT EEPREIEH, REFRES.
WFEE T SRR R RH RN, AR I 2
Y BE A b AR B SR BEARIT L R, AR ST AR 4
BB & 1) T ZRYE——ATP. PGC-lafEX AN FEH &
HHEEREEIEN . PGC-la i % NRF1 Al
NRF2, {45 ETC A4 AL W 2 16 52 & P i 5k K]
TR (B FEANM B R o A (0 5K o A AL B T R R
ATP G REECHAH ), e T S i SRR 1L
E ) ML ATP A= BORC A, AT A 4 41 B 1) Ag & AR
. PGC-la ZE{R AL BERR b 2 41, il
PPAR A FL{E F 15 FAO A G B Rl ik, 9F i
R Tl ) PR T 6 A% il R 2 T i Pl A U
FEFAO R E B EAEH], (et RER R L4t
PGC-1o i 38 1 1 1 %] %1 i % 32 1 1) 3238 (O il 72
GLUT4) 38 55 4 10 Xof 61 25 B 1 B5 U e 717+
3.4 SNSRI

ARLARAE 4R N DS B R RE BAR S O, AU
Z: 5 Y0 M REIRCRT ATP (A R, i FLa i 3 7 3 9 36
HIE5 5 7 (Ca>) Z SH AR R B 5 . difigsgsE . i
. TS AR, AR R 1 R ST
TERRARDREFI AN AR A7 BB . ORI Ca?
WSO bR D e B B AR e R . — 7
T, SRR AU B Ca? iR FE R B v e 0% W0 7 I
BEA, HuRE RIS AE, MTHZ s ATP 1)~
ARCR, JERI RGBS s S —
JiT, R ERLAR Y Ca> IR BT T, T RE 2 ik 2R
PARIEZE MR (mitochondrial permeability transition
pore, mPTP) T 5, S Ca> F1 HAth /N 731 15 5T 1)
SRR, BRI AR AT RERERG . AL BEIR AL
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fEFREE, DL A pe AR . FE SR T K
ROS #7242, PGC-1ou 1 18 2 8 5 1A . 41 i N (1)
Ca?"(55, HEM AT RRARAEYI R AERThREE,
S R P i R AR R Ao £ R R AR A )38 I RE 710
RN, HR P E ML IS SIRT1-PGC-1a-SIRT3
WA O AT AR T RE, TR N R
SR RO AR 2R A, $Eon iR BRI AE NPT
A TR RN ) E R B ARUAE TR o JULARE B J R0 AR T
Refsfg b B A E R T I ERY,

4 PGC-1ofERRTrE R rE
4.1 KRR

PGC-la fE A% B L BOE R 7, 7RI
REEARI . ZRbr R Th REAIR R ARy T k45 45 Bk
PERT, FAEARW MBS G TT 7 I B 71, b R
T JIEJRESRE A0 R PR 14 I 07 7 (nonalcoholic fatty
liver disease, NAFLD)%§ CL5%2 3] 72 Ry . WF7 R
B, PGC-la /2 B &AW A1 AR €5 7 40 i 3d oL 1 7
P 3K 7, RNF34 /6 N PGC-1a E3 72 RiE#
filg, 38T PGC-1a 1 P fif R 52 M PGC- 1o $EJE ]
(R, I O g IR 1 €0 B o 4 P rR AR, 0 )
RNF34 Jifg 1% 14 0] 6 A B T2 12 B8 &2 W FE A0 P e
I, PGC-la KiE FiJE AT 5 NRFIUAHEAEH, M
1M b A 28 Wi AR 5% 5% Kl -7 A (mitochondrial transcription
factor A, TFAM). TFB2M. TFBIM. £ ¥i1k RNA
4 B (RNA polymerase, POLRMT) LA K AL B FR 10
HEVINZRIE, BE Bk A= W 2E i % 6 4 b
FALBERAL I AR, AT A R AR A AR, B A
R, AT E I PGC-1o I8 1S
AMPK 5 2 R AK T RE AT FAO, MM 22t i flg v £
75 10 PR IO g 1 2 1k A0 R R K4, 3R B PGC-la
TESRLAA R W) A N R B AR R 43 DB E Y.
4.2 ILMERRIATT

O I A2 97 5 P I 42 00 4k T e e A 0 g AR 14
AL, TR PGC-1o (1938 I8 FVE M AT 208 00 1
P B O ULEE = AR A ZHAEDY . PGC-1a AERE I
LR BIY) 77 — S8 A BRI S A S A5 I P R 2
WA, I 2 PO T I PR 20 R R UL
S ThEe, bR R SR BT ) S ORI A
YHMAE R, A BT TS SRR R A B R R, T
RE AL R HEREDS;  hAb, 12 Bl RN #4 e BR il 55
AR 25T Pl RS it 7] 0% PGC-1a /3 5B, S0
JUL T e Ak A0 g 2 0 ARG AR AR 254
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W OO, AR VTSR 259, AT PGC-1a /5 5
g, B RA KA KA e E AR AIPUA
155 2 B4R RO LA GRYE R i dn
{0 JIURE 1] 38 3L 1 4% PPAR/PGC- 10 38 % ¥ 25 155
18 1 0 7 56 38 SR e K RO LR AR, JEH
DA 77 B AR A, AT ARS8 T A OGS R R B
22 IB AR 3 FAO AR A SRR fe A, T A 4%
PRI O ZURI S O D RE AR FH .
4.3 MERITHERIATT

PGC-1o [1) Jy g of 4 45 4 48 0 1) {8 R AAF 0 &2
KEE, HRIEKTH TS Z R8T 5w
FEYIM K, PGC-loRiks RGN & — B e 1)
FRHEIRAT PEFR I IG IT SR o PGC-1lou i 14 42 /51 ] 1
SREGRLRINRE, TR AR, (EEgn P A I RE
775 AW SEAE RO, T IR A A AR AT P AR
PGC-1lao A] i i PG LA R Jsk b ROS B 2R, il
il JORE R 7 RIK A RORE, S5 FAO FIFEAC
W RE R AL, AR A BT R UK i R (Alzheimer's
disease, AD) 1 (1) B- o7 JE A A 1T 44 2 1 R I 1 R B-
VE W BE 2 H (B-amyloid protein, AP)F ik, BN
e, FEEbnEm h i 2 DM ek, #2
Frigsh Wi ae /1, AT R #8 HAE s 22 1R AT PRI
IR AE T, IR 2 IR AT MR (13 R 5T
Bon, TEAD W, ARV NS PGC-1a K& T
FHIR, PGC-la it Rk REE 2% AD /) BRI A RN
AR eI, FRE R RS 2 R,
RELRIRIIAE, L ADHEE, s HRE NI
RE. Long %W 7T o, HERE I FIE R v]
i# ik AMPK/SIRT1/PGC-10 15 5 I8 B $1 1) 28 ki 4K
RECA 3% AD /N BRI FN 4% g 5 X 2 A BT AR A
RR T REREAS

5 REfRE

PGC-lafE AL R RE M RSB R 7, &
¥ 2 5 R B W R AE T RERIIR Y, ZE V4
ReEAW T REEZOER, 2522 MA B
AR . RAHF I PGC-1a 73 T WL Rz o AE 5 vk
WIVEF, A B AR DB IR VR T H2 AL 3 S e 0 7 4
o PGC-la B LRI EM KA 1% fe
2R, SRELAWTRE, BEPWARMRERE
R LRRIATIRERRG 5 2RI RAE . KIEE
BERHOC, TR AR T e 2 R 8 AH VS B i & A% O
K2 . PGC-loidid W &b A A& A Thie,
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£ 22 IR AT VB AR o A SR B A 1
SR, PGC-la R AEY) 22 Th e S R 48/ 4 2
A%, i BB IR IT UL A i 4 s H A S A
. FET PGC-la R 2R YR A IR O AE T
#LIA] PGC-1a {5 5 3 I 1) 25 AN BE DI VR T SRS K
520N PD S5 LN 1A T BE R 5 AR S0 KR 9T S ks
HET AR, [FI, S G BAUEMEOR, kR
S SEL AT PR B A, AR SR UK RE 2D M A T 4
7~ PGC-1a 1) A= 90 57 Th e S FL A 4 it e B A 11
SRR, R SCBIR II6 T7 SR B e s A
B,
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