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Research progress on the intervention of sarcopenia with traditional Chinese medicine based on the AMPK
signaling pathway

FAN Wenyu ', HUANG Bairong*, HONG Congmin®, CHEN Yan', WANG lJiayin ', GAO Jing’, FENG Xiaodong’
(1. School of Rehabilitation Sciences, Henan University of Chinese Medicine, Zhengzhou 450046, China;
2.Clinical Medical College of Acupuncture Moxibustion and Rehabilitation, Guangzhou University of Chinese
Medicine, Guangzhou 510006, China; 3. Rehabilitation Diagnosis and Treatment Center, the First Affiliated
Hospital, Henan University of Traditional Chinese Medicine, Zhengzhou 450099, China)

ABSTRACT Sarcopenia is a systemic skeletal muscle disorder characterized by a decrease in skeletal muscle mass and
progressive decline in function, with multiple signaling pathways involved in its occurrence and development. Among them, the
AMP-activated protein kinase (AMPK) signaling pathway, as a key pathway regulating cellular energy homeostasis, plays an
important role in the regulation of skeletal muscle metabolism and functional maintenance by improving abnormalities in glucose
and lipid metabolism, balancing skeletal muscle protein synthesis and degradation, improving mitochondrial function, promoting
autophagy, and inhibiting inflammatory responses and oxidative stress. This article reviews the research progress on how various
traditional Chinese medicine (TCM) monomers, including polyphenols, flavonoids, and terpenoids; various traditional Chinese
medicine extracts, such as those from Lycium barbarum, Asini Corii Colla, and Panax quinquefolium, and TCM compounds, such
as Guiqi zhuangjin decoction, Jianpi qiangji granules, and Qigu capsules, intervene in sarcopenia by regulating the AMPK
signaling pathway to promote muscle protein synthesis, inhibit protein degradation, improve mitochondrial function, and alleviate
inflammation and oxidative stress. Additionally, their molecular mechanisms are explored. The aim is to deeply elucidate the basis
of TCM in the prevention and treatment of sarcopenia and to provide theoretical support for the development of related innovative
drugs.
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PRSI O I AN 1 R Th R AR ST & IVE Y
RIRHLII I 2%, ¥ SRR D) REBEAS | e i 5 3 IR I8
PREN Y EX VS Sn I L ERYINAE S S1EY s 2 b P rspiiibul
TR BEAh , Tt AL 2A 2 A0 v i RS
G RES 5 ARG i — LA S
GOk PR, PREEALHI A | AR e 36 7 R
HEEZ L,

AMP &40 19 8 U (AMP-activated protein ki-
nase, AMPK) JE4f i i AR S IAZ O AR IR . 7R 8%
JLrF 38 B PO AMPK {5 5538 i mT e S5 g A il L (2 ok
YRR AW 1 1G5 1 400 1) 2 1 e A, D
AR AR IE 5 250 ST Re™ . 76828 SO e
REETF , AMPK {5538 [ 19 5 5 00 s DD e 2 I8 8 B A
Ry B BT i 5 Dy A Ik AT M e 2 Y G B A L
I, R, S ) g AMPK K H R (G S 4 Bl
R R T I ER A 31 iy [ P VT B s P2 = W A 41
o7 2L S A E FARRAE  ZE L VR YT U R
TEESTERLL ., Bt 2R G k2 e
ZWIAIE S AT 38 5 P AMPK K HAH G 17 518 4 ol 35
BNLDIRE . Tk, AR SCHI 58 AMPK (5538 i, 2Rk
2R FREUY) K 2 T AENLRE T 1 b i I 5 e, O
RITH A FHL B AERA BR 25 B ia L5 B9 7R H
FLilh, AR SR 25 T R R e S A
1 AMPK/ESi#EEi

AMPK J2& H AL 5L o 1815 30 3 B A1y 4 R A S+
B=REE A, H, o W3 Thrl 72 37 5 I BER 1L &
AMPK % B OCEEAL IR L it 72 ATl JHEE 34 B (liver
kinase B1, LKB1) \55/85 1 £& [ HH 14 2 71 3 e B
E S R N N B iR T e E R N
(carbohydrate-binding module, CBM) Fl C i 45 #4 3k 21
A%, CBM 1] 455 BE 5L, P55 AMPK A9 5 C S #a 3
AT o W HE ) y M EERI PSS HE , B o A P 45 1
B, B By y 7 SRR i RS y SV U3 e T PR 2
& AMP | 152 iR (adenosine diphosphate, ADP) 15 =
Wi 2 17 1 (adenosine triphosphate , ATP) , 5 #fE J&% 1 41 Jif
AE AR AE™ . AMPK I3 0 S g iR 59E 4
SR AE, fEZMLEIE T, 24 AMP/ATP 5 ADP/ATP H{f
ThE s, AMP 5 y WP JE25 & 7= AR AR RN, — 7 T i
Thrl 72 {5 sEAYBERR AL , 55— 5 T i L 25wz £k, i
AR AMPK U RS AR M 5 R 2 LR 2 N T
ATP K- (ARSI 11 20 1 22 7 S350, 4610 4, 44 e ol
PN Ca™ e i - iy AT e 5 /480 081 A 1) M 1 i 1 TR it ik
fiti B LS AMPK, i B AR5 03175 5 015 5 R S i
Al B HEBERR AL Thrl72 (7 5™, 0 5 19 AMPK 2 5
W 22 B AN B T RE - 38 A W R AL £ TG I A RR fh I
(acetyl-CoA carboxylase, ACC) ZF#E 55, il g 5 iR -5 IR
i1 P2 (4 5 B 3 0o PR £ UNC-51 B3 1 (UNC-51 like

-+ 1230 - China Pharmacy 2026 Vol. 37 No. 9

kinase 1, ULK1) %550, 35 i 105 0 i 5 F Wt 7 . [\
A, AMPK 36 5 B il ik L 3-3%4 ¥ (phosphatidylinositol
3-kinase, PI3K )/%5 [ i B (protein kinase B, Akt) TH
h) T AR 2 H0 2 1 (mechanistic target of rapamycin,
mTOR) . JiJ§4 &5 [ 53 (tumor protein 53, p53) . Sk AHE LR
H O(forkhead box O,FoxO) %5 {5 5 M 4% 22 H A& A, Phl]
TR XoF £ L i e AR b A 2o A AR PR
2 AMPK{ES@EET AL ERHLE
2.1 MEBERHRE

FENVAE 5 2 OB PRI SR e 46 i 1 AR st L
A BERR QI ZE AL S | A B LBT fR e 5 Y)g
Bl A% O R R . B LB & R T S 3500 i A W 1
BUAS TR, 231 55 L2 B fi 5 AL 17 O om ok A 11 5 e i 5 [l
I, 18 v RS S 0 e SO AR B 2 ) 25 FRE 23 fih
A S SOE RO, FERRARI 2T, S DU B
Jor S AR 8] = A S e et NS i — 20
WA T e , b 23 5 5 RAG 5 A B B, B K
AR R, AMPK 2 2035 R 5 R U 5 {2 2 R
S AU I A, LT AT (o 4 A W e s B 1 4 (glu-
cose transporter type 4, GLUT4) [w] JLAN M JE 55T, FEAK
i 2 LI 1) 3R A (5530 B ) O P 2 R EBORK
I [E] I, AMPK A] 5 i 0 ACC BTE P , IR
X TR b AR 5k 5% #2 18§ 1 (carnitine palmitoyltransferase 1,
CPTL) A/ F , AT 348 5 i 5 7 1) A R B- SR Ak it
&, /0 B T e LA M 9 A S DR, AT DL, AMPK AT
3 o) 22 8 R P R4 A i s A W R S R D AR S A, A
RIS R ABU S e F 0, A 4 B i LA 1
LR TIRE M AN AR ER L T OGS AR At
22 FEERINEANERSHERE

VAR G 5 B A O A 2 L 1Y ) — 0
JHRARAIE . AMPKAE AR iz 2% , 0T 1 B A iy
W BN B AOE « 7E 2 M RE B N IR T, AMPK
38 35 #0H mTOR & 5% 1 (mTOR complex 1, mTORC1)
T BT AR AR ) G S RNA B R, e
Tk A A ™ ; R B, AMPK AT #7E FoxO /72
R-HABE R S ULKL A 509 [ bV AR AR, s
A BT i LA R BB RS oR™ AR A N BB T
THEMT , AMPK fY 1) fE e i) 45 14 Qi 2 9 - Ho i
TR b aok Ak 0 il A 18 B U800 A2 A y G TR F L
(peroxisome proliferator-activated receptor gamma coacti-
vator 1o, PGC-1a) , I P& 4 1 A F 1 (nuclear respira-
tory factor 1, NRF1) . 2k i {A%% 5% K T A (mitochondrial
transcription factor A, mtTFA) [ 3215 , R 8l 4 ki {4087 A&
FFEPE T AL BERR AL AR, T el B 45 IR T 432
SCREE B LR B A BT S0 B R AR, AT
AMPK E WD Hhi i sh A a4 8 1 B Gl P A, A%
XL AR VE R
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2.3 BELNETIRE

SRR g INT AR AW RS N E RN RSP S i
A s , A 5 D RS e WU ) S A S
NERE T o BRI BB R A9 A Ry 2 LA & A ) o
S HLIL At > — | 1T AMPK 7E-H B L RAR T e &
PERLOER . B9, AMPK W] 3 i BB R fL PGC-1a,
%, 2 UTER A B85 I F 1 (silent information regulator
transcript 1, SIRT1) 476 PGC-1a, fE#ELbi A B A= , T
B0 VSRR 25 B2 R, AMPK AT 38 o R 5 2
LR RS B 1 2 (mitofusin 2, Mfn2) WA ZE A B 1
TR ARG R, LS S & 1 (dynamin-
related protein 1, Drpl) ™5 AL RIAAR > L0 72, 4l Rk
DY) BN T R b ¥ ) VL E S U a7 N B A M 5
KARDIRE, AR T B AR R QI R, S LA
SR AER AL T AR
2.4 {REHLAREEE

H SR IE bR A2 B A s A4 B i LA I 9 A 5 A
DREZEASRE ., FENVDERERET , B8 0 E mE
SN ol N e S 7T s o g s s P2 5 AN
R PR E e ARG 5 A LN . AMPKAE A
ELAERI PSS MWL) IR BUE Y VR 744
ULK1 F £ )5 8 [ Wi o 72 5 [ i), AMPK i Bg 41 1l
mTORC {5 538 [, fift b Hok 7 W il /e F . s
AR BRI ST /R , AMPK/ULK L {5 53 B% 32 5 5 1 1 2
AEM R 2 DI OE , K & AMPK 15 PE AT g 25 04038 B o)
fe, AR LA 4R AR, JEAh , AMPK A BEif 1o 7% 5%
F EB R H Bl AR 1 S A Wi AH G L DR 3Rk | AT 5%
A [ WE-TR B R R B AR R D) 5 RIS , AMPK AT 8 i
PTEN i S 1 (PTEN induced kinase 1, PINK1)/Iif 4>
FRPFR E M 2(Parkinson disease protein 2, Parkin ) 5523 L
I A P ERRAR AW SRR B R, 5
LR IR AW A i FRE B3N A A™ . AMPK GE i |
IRHL LR 1 W53 o, (e F 1 WA 5 0 A ) 5 S
KRR, I, AMPK A S A W AE TS bR A2 i 8 A
I AR AR LA AR A TR R A AR
2.5 IMHIRAE R RS SR

W AR R 90T 5 U T0 7 e LA g aot A v A7
TEAHEAEH, T AMPK 7E S e A Gl b AT 25 it
RGPS . AMPK BT W] A R0 A% O A R
{5518 }% 4% X 1 kB (nuclear factor kB, NF-kB) , T fif
I8 R AL [H F o (tumor necrosis factor o, TNF-av) . [ 41 it
412 1B (interleukin-1B, IL-1B ) f IL-6 %5 S8 AE 4 [H 1
AR s I i 5 SIRT LB B IE S 1y AL, 1k
56T NF-k B FAHIAE F , 38 ] 12 e 98 5 1755 ) UL A i 07
-, BEAh , AMPK 3 A7 B TR 15 B W 4 B i £k
PR A 98 MY [m] B 98 M2 FRUAEARC T oA 351
WUs R AER

TE AR R 4 5 T, AMPK A 38 i 5006 A2 e St (R
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F 4 A& 2 & F 2 (nuclear factor-erythroid 2-related
factor 2, Nrf2) {5 53 #% , I 8 IfiL 21 2 i & 1 (heme
oxygenase 1, HO-1) | i % 1k ¥ & 1k B (superoxide
dismutase, SOD) M 4% bt H ik i & 1k ¥ i (glutathione
peroxidase , GPx) S 4T A AL FR3 , AT LA 2R
1A AL B 05, 5 Ik IR B, AMPK i4 fig 38 2o B 1R 1k
PGC-la 5 ULKL, 735l i 2 b4 A 5 Sk ik [ 1w,
NS b9 A AR T A1 S ) it R

25 ik , AMPK 38 it 2238 42 WR R4 i 98 0E S i 5
AN, AT R L PR B 1 Ao S 4 B %, A T A
ZHVRE KA S KR,
3 HZREKIEAE AMPK(ES1# B &/ EE
3.1 ZEE

22 P e RAL S TP 2 1) BB 2 — B
TEMS IS I, 7442 6 JR1 45 T 150 mg/kg A2/ n]
B EPRTE AN RE R BRI, IF s AL 2 2
RS . X —1E Al fie 5 AMPK/SIRTL 41 F 4T
PR ARG, BRI T A2 M T8 1 p53 . B 4 if
R ELI 2(B-cell lymphoma-2, Bel-2) 456 X & Ay # 1k,
(1A b BT 08 T8 Bel-2 19 2832k, 2 1 4100 i) L2 A 0
T FENUVDARE G TN AR AL v | 22 i o) 930 2
1 ¥ i A/LKBI/AMPK {5 *5 i@ #% , I #{ PGC-la 5
mtTFA 1 3¢ 35 DUE iE 4 ki R A 9 % A 5[] B3 3k 1 9
Mfn2., T Drpl, ¥ 15 eki Al & 5 70 24, DI 2 F5 26
BRSNSy 2 A B ATP A ™, LA E FH B ] i
THERIRE R, e R A AR A (LA
FAL 7ol

o7 Ly B R R R R T R AR A A R R KR
ZEAEY . WAL R iz &Y T
T AMPK/SIRT 15538 %, 24035 B LAY S A 38
JNE 2 N M g AR ZE AL, X LA E B WA O E
R — 2 o, W L st e s v K R S UL
SOD 5t S b AR 19E P, I8 45 R IL-18 . IL-6 &
TNF-a (3635, [FI} 8 PGC-1a . NRF1 5 mtTFA [
ik, HESR AR 1Y) S AL B ER AL RE 1 5 TR A AL BIF 9T
B, Fr B 5 AT I 35 4 R 1L AMPK (p-AMPK) 5
AMPKa {9 HAE, IF 18 SIRT1 & [ Bk, 17 AMPK 1)
il 7] compound C 7] #7315 5% L Ry 300N . XN,
o] B Ry 5T ) 3 i 89 AMPK, & 55 B VAR E R, BF
M AILVE
3.2 WEZ

HHERRIR 2 IZ A e T FME R B AR T g
W= G . Dtk 2 SAMPS /N A L/ 5
RUPAIF T K B, FIHERR IR 1T 38 1 30 AMPK, #0464 1k
H: K HF B (transforming growth factor-B, TGF-B)/Smad
38, 0 £F 4 5 D5 #H 44 Jf (fibro-adipogenic pro-
genitors, FAPs) % £F 4 Ak 73 Ak I 38 s 38 GE 8 7, [ B
TR L b b & 2Rk, HizA/EH AT 8 AMPK #11
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5% compound C 5™, 4L/, FIMENRER n] 3 o 745
AMPK/TGF-B/Smad {5 5 , 1l FAPs £F-4E b 731k .

ANZRBAFLA Y K2 R E A2 B A A Y
WHNSRAT . Kim W58 K L, 76 Fr B B2 Ak 2 1)
C2C12 JUE A , NS BT b &9 K BENE 77 Aol 1
HoPTE AMPK, fie HERUE A G2 1 1 824% 3 (microtubule-
associated-protein 1 light chain 3,LC3) ¥tk 51z & 2%
AR p62 WY R KA 32 B A WG , 2 1T ) Ay 1)
N S VS AR T 5 A, AS B A K ]
L IENLAI A B R (myogenin, MyoG) [ 315 , HiX—1F
FHASCHS T P9 50 O R S 28 it . X , NS LS
P K AT A IS AMPK VKA 1 g o () S22 400 a P J5 D)
LI, DA R AR LA S0 B R AL ), DA T A R e 35
NRVE S IYE B 245 .
3.3 FZEEHE

IR F ) 1A T IR B R B 2%
PR, A PUEAL AR S S T S5 E .
Ma S5 g it 3805 S 19 C2C 12 B UL A0 it A% 784 v 2
P, AR ZE T F R i 305 AMPK {5 S5 %, R LER
EHERERL, M ACCLIEAE , T2 HENLE Sk , Uik
DREIT AR AN IR & L, XA, KT F BE
B30 2 I AMPK {53 B R g o Gt AR SE WL 2
b, T el B LT RE
34 BEERZE

DI — P RREETRBMEY, RA Ak,
PR BTR R S 2B E R . Kim S5 158 &
P, FE R B T, AR AT 30 SIRT1/AMPK/PGC-1a
{5538 4 , K52 C2C 12 BULANE A9 AMPK B BR 1L /K F-
L9 SIRT1 3k , #E 117 i 76 PGC-1a, 34 5 mtTFA [ 5%
D7, JA ShERLAR A 1A B, SRR b T B0 S (gt %
SEE LA Re s HER IR LN 2545 . X 4R, TR BE
38 1:H 45 SIRT 1/AMPK/PGC-1o {5 518 B il 2 R4
g, Wi iE B s ULRe A AR HENLA: B
3.5 HHER

MFC 2 WAL 48 b 25 MR A O TG PR LA, FEDL R
Ak BESRGRE T HUMRE AR 2 A R AR A5 T
AW ETE ., Ren 5 = BRIX &5 T DAL M LA iE
/NEABEHR p % B, AL 224 (50~200 mg/kg) AT 52 51 EAK
PR b R AT /S BV 5 AR i, el J 5 T S S 7
JIR W UL, -3 in L PR Joi £ 5 LT At v A 5 Lo F
¥ W, A 2 it FH p-AMPK 23K, #8005 PINK 1/
Parkin /)5 A2 R0 IR [ kL 42 5 LC3- 11/ 1 HefE I o2
p62 AR, PEM R E LR AR BE R 5 ATP & i RE T,
RAARG 16 1k 8K L 16 53 2ok (AR i st M 5 HL 3 — AR P AT
B AMPK HI I FRIBELIT . X7, HAC Z2 A RE S0 1o 1 4%
AMPK {55 53 [ B 2R A WEDIRE , DT 5% L
i
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4 HZGREWIAE AMPK {5 5@ B ZE AL /DE

g = N S R TN SN = 20w i N 1674 I
11 . Zhang 55" D-2YFUMHE ST ES 512 SRR A S
FILARE K BB Hp e B, 125 8 J] 2657 1.5 g/kg P $2:
B vl g 2% E 8 p-AMPK Z [ % 35 Ml PGC-1a, SIRT1
mRNA F3ik , WEALA ATP & 2, I8 5 5 RE AR i
IR 2 1 3 Jirt 2R AR P i B RS — A R K- o 3K 3R
] Jiz 4 B ] RE T 31 AMPK/SIRT 1/PGC-1a {5 58
B A B R LR S AR, £ A A ORI ILIA T R
WA

FOACHEF R TR B2, DB AT B 25K
H.o BF5E R0, Mfd Sk U5 A9 90 K 263 v] 118 p-AMPK
PGC-la } SIRT1 (8 335 M ALK 5 A= Lk
& A F (myogenic differentiation antigen, MyoD) . MyoG
SELTE P R4 PR - ) 2k, NI HE T Hb ZE KA S AL
I ZE 45 , 4 ] AMPK 3 P 00 25 52 4 BT R AR 1
FH, AR R I, MIRC SR U RE A5 3 AMPK/ACC
T IE I, AT A A 5, AR CPTL A
il , FETTA G e 7 A B A2 2R R A A LA A B ATP——
WE A 6 B AR e A, SO/ IR e WL IA) 200 e
IR S 7 DT AR B s MG B ERC T A A T
AMPK/PGC-1a/SIRT1 5 AMPK/ACC {5 518 i# , I [F) 2
HEEARAR A YA 5 R B A, AT HEHT VL R D) RE 1
ik,

PEEES PR, M B, U0 i B T AN
IR I KR . Hwang S0 9E & B, PE RS R EUY)
BB BRI . |8 C2C12 S ULAR Bt vh Lk 4 11 &
5 MyoD S5 HILAE BAH DG HE 1A 223k , A 2E LA i
b 5 T[] B 0 82 21, % 4 B AT b 98 PGC-1ae, NRFL,
mtTFA | SIRT1 i 4 1 K3k, I 4 5 AMPK . Akt.mTOR
FIBERR AL KT o X3RN, PV S5 I vT BE A o B
AMPK/PI3K/Akt/mTOR {5 53 #% , Rl SE LA il 5 2k
RARLE) 5 L

AT B H BRGE A VB 2 DT AR
T KRR . WFSE R, B R s LA A0 708 B
HESE 12 JH 44T 100 mg/kg HIAL T-HREUHE | vl 2540
5 AMPK . SIRT1 .PGC-1a, Akt FOBERR ALK, [R] s [
JE 5 2 AR B S R AZ MY 1 K GLUTA W3R (3%
ik, IR LR A A 5 BT b 1 AU &2 2% Uk
PE 5 AR ISR B A BRI (I A N bR i i 4- R B T
I R 7K, U8 RRE IR T TNF-u IL-6 B9 2330 , IF-4 1
FoxO3a ., Z= 45 A eI K Atrogin-1 LA B S P45 8 H
1 (muscle-specific ring finger protein 1, MuRF1) 4 £ H %
ik, PRI SR A N S SO A, D B B LR 1R
FR X EER SR BRI AT 38 A 5 4% AMPK/SIRT1/
PGC-1ou 55380 I, 2o JBk &) 2= S I 400 ) 2 1 o o
it , NI IR 2 W PR 1 s LA 473
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PR MR M e, IR KA 28, DIHEANE PH 256G
Lo A7 BEUSE I 1) % 24 B T PR K 26 A0 3% M A o0
£E T AMPK . PI3K/Akt X FoxO %538 % ; 34 52563 52,
TR AR 25 412 BB T ) e A ot R JUL /D /S B UL
H S ZREA KT 1 . MyoD \MyoG [14& [ %3k, T
Atrogin-1 FIl MuRF1 (& &5, X HE/R , AR HE I
YAl G 38 - AMPK/PI3K/Akt {5538 B P [m] 452 8 1 o
A RS R, TR R ILIA A B o

NSO, W e, 1 il o2, HRHN T
AR Z 850 Jin ZEUIF ST 2 B, NS B Al i
1 2 5 G = R IR S T B MR R L AE - 7R I 2
Alrp  HABBOE AMPK (5538 I, F MBI H 1.4
A AR 14 B 0 0 32 AR o PR Z5F IR 1 16 19 3%
I8 A E U D e AR 5 i i, 80 RE B THFE 7R B L
r, H5E i PGC-1/NRF1/mtTFA/f# {5 56 8 (1 3 15 5
B IG SR LR E W B, [RIBF 1 Atrogin-1 . MuRF1 [
HEHFIE, FI MyoD MyoG #1223k, Wi i il 25
FREARE SEDEL AR o A & A D R D82 G s M
U LA 248 , WD HTIVERE R, BB T A S48
Biay e AR L E R B KR T o

PRI R 0SB R DR TR
TR ANEBIBH . Qi IS o, IET B AESE 4y
B AR R AN 0 TT 2 B L AMPK BE R 1k /K
I, G AMPK/PGC-1a {5 518 i, [ 8 NRF1 ,mtTFA
G = BB v N1 871 5 TR L NA et/ R A L B TR UR 8t
AMPK/ULK 1 {5 5 i 34 hn 5 w38 & , I 90 i FoxO3a
154k, FH Atrogin-1 1 MuRF1 192K 1283 , /0 LR 1
RS, AR AT 25 PR 0E o X7, AE SRR 40 K
A1 O] BEIE 1 22 S PR AMPK A OG5 538 1 , KT
WLZE AH G R SRR D R R AS: | B W 2% i A LA F AR gy
AL A
5 HHEFEAEAMPKESEREENE

TR B S B X A N 4
BT 12 IR BRI 2G 4L AR, HA RN TIR L SR A EE
B, WEFE R 3 R 7 27 R AL 435 AMPK
BARMLSARe ), v B35 fEdF AMPK B 1k, JF
W E 7 PGC-1a Rk , 2 TS Nrf2 S HH I [
HO-1 323K 5 3% — I SN B A 5003 2 1R 1) e e
i, HAARR I A HE T LRAR B L 7 L ATP % £ [ DNA #%
DUEL, R AR LR AR T P R R S R o Sk =
T IF R Drpl R 1Rk, IR IR SRR fE
RIFAZS s LAL , 1% 57 18 v 355E SOD  GPx i 4™, X
7, H EOH: A 7 BE 0% 3 i S AMPK/PGC-1a/Nrf2 5 5
IH [ P AR LR AR A ) B B 5 A AL B ARV RE T O
Aefrpe ECERS AN E/ NN ZE9 5
UiteEil .

(e P LSRR R AR IR K2 R LA
o VB R A, AT DA M £ R AN B R R A O R
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M, Pan SEFFY LI, 412 A &7 & [28 g/(kg-d) ]
P LR+ 10, DL 5 % SAMPS /N R LA 75
S E AR LD RS AR AN, LT 4 28 AL AR A D)
B 2B HLHIAI Y 2B 0k T 3l e 45 S AMPK )
W1k /K-, FiH PGC-1a 5 mtTFA I35 , AR HF£
LA A G S AR R B JHRT R 8 Atrogin-1 Al
MuRF1 432 35 LU & (1 0T R, I B AR 2 bR B
pl6.p2l.pl8 K K AE H F K. HAREENE,
AMPK #1171 o] BT E 3R OR300, 22 B 8 4% AMPKY/
PGC-1a fri 538 % LAl B 2 by AR Dy ge 3 i 2 1 TR e
A B2 (N i TURIURT A 28 UL/ i 1 8 %) SR L ) =2 — o

FEE SR R R S PR
A AL TR 2L, A AN B SRR 22 AL
Shi S 5T & B, BB e 2 AT 38 0 0% AMPK/PGC-1a
{5538 %, I NRF1 5 mtTFA (1 335 , 59 hn £k i
DNA #5 DURL AR E SRR E ) 5 ——HAR SR B I
T AWV KBRS R PGSR ATP % & T,
T 2 T A R I R /b v i L AR IR o
TP EUKT DA . R R AT s JE
KN I LARR T RE RS, e el LD /N R a2
BRET .

B AR F (A BRZERS ) B O B AR
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