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1 Atrogin—-1/MAFbx 1 MuRF1% 5i= g Al P24
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B AR AR, Mz Z—RABRRRRHZE 2
FIGILEEEL 32 R4S A B E2s 12 R % E3s . 26S H 1
TEAAFIZ 25 M S it , Xo B 2 (1 P R A R i R AN S P — 3 B
Mie—Fh IR N, 78 ATP—IZ B— (AR R 2
R W% E3s 2 HOCHEEG , B BT Y e T i
SIRAR M B ZE . 1A R $2 3 1Y Atrogin- 1/MAFbx I
MuRF 1 IE4f g E3s V2 2 45 [ EHe M . TCRUE i U 4RIk
B IGF1/P13K/Akt & Atrogin- 1/MAFbx Hl MuRF1 {1 1) &
B R YFRR AR . T IGF-1 X012 3R A 1 A 3 A28 ke S 1 81 49 £
JA®, Akt T £ FoxO . Atrogin- 1/MAFbx fll MuRF1 §E1% %
WLIA 2 s L2248, Ff AL, IGF /P 13K/Akt #3835 )= , th
FIGE-1 B4l /5 2l Akt R i ) FoxO . Atrogin-1/MAF-
bx Fl MuRF 1 A8 AN B E , T AT LB (- LI 2546 . S ILA
F45 kAR IGFI/PI3K/AKt iR 78 32 B, 5 5 P F- FoxO M4
it B [ A A%, 13 Atrogin- 1/MAFbx Fll MuRF 1 JE R i3
K TG BOE HEAE IA1E— 25 I EE LR 22450 . AR Z 15100
LA RS G L FE KA R PN TR
57 IR S5 K i Z R ILA ZE 45 ERRE 175 T X P AR R 1y e
SRFRIR BV, Bl L DR AT — DR AN B [ AR Y
HFTRY/IN BRURH L , T R AL PR A (1 IR

Atrogin-1/MAFbx : £, & —F1 4, 2y SCFs (SKP1-Cullin-F-

box) B 45 38K, 1X I B3s 25 1 122 8 58 R A — Rl 3k AR
51, BRZESE I MAFbx IS4 MyoD I e R, (H 2
16401k , MAFbx g S £ B B ML= 4 0L F R Az R
AR AT, T % B 4 A eIF3-2K 10i , MAFbx £ 5
REFR M B3 MMM EY, EAFRGHE T eIF3-f25 7T
T R SR A 1R, T DISHMERA (1 . MAFbx 1975 S A
WL T S SOV A 2547

MuRF 1 : g4t —Fh & 4 S5 IR 8 . KZAIN-
s ) R L PR FE 45 H , MuRF 1 4 5 1992 2 78 1% 2 1
PTG Sl G i B R 5 4, X — 5 A RE S TR 12
RIEWHERL 0 E2s 5B 454 . MuRFI EER TN, i
RES WLERER A SE (MyHC) &5 & 3 MLz 240, e, 4
WESE  RLILZE th B DLBR 2 s IR AR 1 25 G B 1 C g
B MuRF1 23, i HE 4, MuRF1 5 S () UL IR 25 45 2 /0
B — A JE R Bl MuRF 1 5 85t LRI 22 35 5% 1
BREE 50

WLPA 2245 i 5 T LB SR RE— RS O, Akt 0TS B
## MuRF1 F1 MAFbx (1455 5% 98", 1fif MuRF1 F1 MAFbx
Feik IR FOXO WG h F1 5, 5 FOXO3 i 75 , HLA e
BT M LIS S LR 40

2 LM EI X SEEMNAT
2.1 B PSR A F MuRF #5805

W B I R ARG R 04 )32 I FH A SR R B B A 1]
JNER B TTREARAILPR) B 11 A B, N 2R 1 A0, 2 L LI 25
A0 L R AN H KRR, & 22 i LLRE S R LA
F45 Al B8 5 B REE S MuRF1 M1 MAFbx ik FIRA 6, B
WFFE 22 0] 4 Bz B0 2 A FOXO 1 2L A S 5 MuRF 1 L[
Bt BORANRBER I, 51 & B85 LZE 45 1 L AS S A
IR SR L7 S S Nt S P 1 IR TS Ny g b A
SIS MuRF1 AT MAFbx 5 B8 LZE 40, MOl iE —
FE R T AF BOWE R 5 I8 2 U0 W B2 T A2 1 (glucocorticoid

DOI:10.3969/j.issn.1001-1242.2016.12.027

FILETHH WHTA B ARBIHAIEE T H (LY 12H17003 ) 5 #T4 h BE 25 Ch PG B 45 45 ) 5 2R BRI (2012-XK-A17) 5 FEI 5 P B 245 Py 2 05,

SRR ST D H (= BR 2 A0k (2012)32 )

1 WL B 2 B R A = B B b A B2 ), BT, 3100055 2 AR 48 Jp B2l s 3 lilfES

VEH R ARBE, Lo B SE A 5 Wcks H 41:2015-07-28

1408 www.rehabi.com.cn



PHEAE AL 201658 531455 120

receptor, GR)M A MuRF1 3k A", F4k (TR
KLF15fi§ |8 MuRF 1 F1MAFbx ik , il PS40

A 2 E " [ (mammalian target of rapamycin,
mTOR ) /& —FAEAE T 0 FL 30 1 4 B b i) v FE AR ST R B
‘BREHL B AMPK  ZUHEIR  AKt 3 F-15 326 (1 %% Bl 5 5 F
TE 4 e A% 3 ) R Ui 3 Fh 32 B EE 1 p70S6K | 4E-BP1
elFAG, UL A 172 26 (1 A5 By S ZE R B 7, e s 2
BT R, R =R AR 1, p70sek /iy E e,
At TR 0 Ko A A A 1 R R e i AR A A T 20
LB IEW] Ak/mTOR/p70s6k X ILA A KA HEAE T, LRI AE
RIS Aktl BBERR AL FIFGE RGN, 2= 45 402", Akt/FOXO
%S 5 IR, TORC 930S 2 /0 B 43 BH MuRF1
FTMAFbx [ s, R R R BRI 451755 1) TORC LG AN
SR VAR BT A LA 2246, it L RS SR A T
FEAET, SR, A7 36U B mTOR B30 BEFNHI GR, 1X M
mTOR {5543 F REFH T E3s A F2 It T IR H8". X HLULEH,
LA AERH A mTOR #EAERS 178 MuRF1 fll MAFbx 23k

TORC2 £ 540 555 38 I 19 1 A7, & RE fff Akt
Serd73 (i M BERRAY , T AE IR K AL LI TE Akt. 5], Bentz-
inger ™A A, RAPTOR M Hk 2L B B 2 ] TORC1 {55,
BORERE AL LU LA 2545 . mTORC] fE 5 S 5t 40 il Akt (1
WEER AL, BT LA, X TORC1 A T4 22 0t A it pUL 22 46
A 1% 670 S A5 18 s 2 T LA RERELIE Akt J& A2 mTOR i 43
F p70S6K Bt S ATt il 15 L3 IRS R BERR AL , 32F 1M BHL
fiff 1 PI3K A Akt 930G 4545 b1 —Benl WL TORC1 X
BEWUIR 1 O SIVE R, — 7 B A SE R 43 PR MuRF 1
FIMAFbx %% s TSI 1R JILR 2545 , 55— Jr TSR X 42
TR AR T S AK e (B fL i LR 2545
22 MAEEWE T 5B

Mg EkR TR M8 %7K & R4 (renin-angioten-
sin system, RAS) [ FER 0T, EF XM 25 5
R AE VR RS T 2 ) R R AERFLIR K BT PR T
IRAVETAN , DRI B Il A8 N K T g 2R L B0 AR A2
RAS X0 I B 254~ W B A AT X T ek g
L (congestive heart failure, CHF) | B JIlF 5% Ao 111 95 975 119
TEFAW AR ZA, A CHF 1G5 it i 2 30 A s
J i B, 107 Ang I KCSF- U &84 T, Xt W] T Ang 11 AJ
AefE R T BRI, BLO A SCHRER B0 48 S oK R e i il i
Tl RERE CHF B LR ZESE . J3 o0 R/ BRASE R
Jit FH A7 5 e 2 A e ok ) =) /N BRURAS Te ARk A TSR
TRt ARy IR EE IS N, AT RES2SE I T R Ang I /K F-535
T AT N R A B AR, 2 R R T
I

Ang I 3 BB B8 LS 28 56 LA JLAALE] - Atrogin-1/

MAFbx . MuRF1 %iifih ) E3 j& 221k 1 12 R A
FRGA R TN TE M E RS S B A )
MG132 RERHT Ang I 755 (1 25 11 ST R , (FLIZ VA A sl 54K
2 P A R A SR, XU Ang 1T 23R it
EE WA & 48 (ubiquitin-proteasome  system, UPS) 252 E
TS 8 AR r A R, 5 DR A B 2 1 B R I 2C-a
(protein phosphatase 2C-a, PP2C-0) BEVH 4% Ang Il 15510 H
HENLZELE™ A A A R TP /1B L T, UPS
FAGE IS T B R S R, L Ang 11 1 REAR THBH B2 B
FWACER, 5340, Ang T % i i 5 | R R o0 B o vk
A I, GR 5 PI3K 455, 5 IRS-1 25500, 1GF-
LIRS E B L 2R A GE B% , Ang T W RE (ST IGF-1 2
TR PR US04 RS, SR L /N BROBE R I i i
FO-H- B UL A IGF-1 #11GF-1 454 2 [1 IGFBP-2 . IGFBP-3 &%
w0, FEIL A IGF-1 76 H 88 WL (1 2 3K e H1D i atrogin-1/
MAFbx () # ik , if B¢ {8 B AKt/FoxO ¥ 5% Ang IT 5% v *2,
Ang Il {2 14N Atrogin-1/MAFbx \MuRF 1 [ 355 , T #75G
IGF1/Akt/FoxO il % H #8155 5 T Atrogin- /MAFbx 5%,
B2, Ang Il FNIGF-1 % H85 IUA % BUA AR R B 520 : Ang 1T
FURE Rz B R B ARAVE AL A5 Sl AN R B EE R &
TN G ANE R P R R 2l ST VR AR, S 30 25 SR 40
AN
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15 M4 B Hi 3 (reactive oxygen species, ROS) -1 25
W45 Fad Z2 I HERR S T8 ROMLIAR 19 AR R SOk . ROS A
FREAM R ALY A R A AR AR . LT
MR I 28R A0, 4« 15 P9 52 4 i - LA iy | o
AN 0 UL B RN B 8% UL AN i 45 R RE 7™ 42 ROS. 3 & 11
ROS fig B0 3 2 2L s IR 7 A6 31 2 1) ROS MTTTE
BCEAENEIR . CHF A FA 2245 STk FERE Ak OBl PR Fn
St S — SO BIDIR S R UL N i e — i R 2 H B T
TEARLT- BT T A Ak I SO A 2 11 S54RI RI B3 e G A f i L
R AR R 0 (ELIRI B H B0 T AN /D st i 8 00

— P IR < SRR R O AS AT RE AR T LA =3 3
BB NIZEG OS5 2N ES RIS . Qs s
1% 2 (W 4R T 16 1k 208 TR TR A R 48 . B /N MAFbx
M MuRF1 SER 3k, B2, 5 R TG fL . 5340, ol R 3
P38MAP JRAGVE Hy Ak N7 S N 2= 48 B B WL P 4R sz R EE M
A A e VAL PRl 22 [R] A ATR 2, RE Ik 2L B PR e 3k I
JHC. @ FL BN T ZE 4IRS ROS WS % 5%
NF-kB il FoxO™,

A FB A SCHRAE 3 25450 1) B i WL R AR R 2
1EJ F3 A ROS ST, B NADPH L i F ki 14, ARG
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P, Ang I /N R — BERS ] RS, JUILIA A ROS
/K-F-15 NADPH % Ak i .3 gp91phox KF-F-47 T+, 45
Wei Z5ESL : Ang 11 8 5 25 42 =5 NADPH S (Ll 1) 135 1 Fn
L6 B ILAE H ROS 114 A A, 7 FLIK S50 0 BE W AT1 A2 R BH A
G V> I A NADPH 4 Ak 1 1 570 e AT Bk RR R BELIBT . 5
WFFEIE & B, Ang T T ST AC L Hh | i UL rp 2ok ik
TR R AL A G ™ XU, Ang 1175 S 19 LA N
POTRE BT /N RS R LA 2548 , 1T BRI A AL
7 % 45 (NADPH A AL AL b1k R 40 ) IR 1 ROS £ 5 5
T Ang NiF AL

i, JA /DU IR0 B R S R R P
B B LAY S A R OTR S, (R X HA 2 S b B i %
AL SRR TE DS % T Ang [T FIBE K T R 765
SIS VI SE R U R T R S R e X
FER IR AR FECR LR B, 3 A R T LA 2546 093677
BUS ARk

RIS IA A < LD Hh file = 2o A8 A I AL 1
N B RAT LA S B, (R A A B S LR 2k
VB A AR HOA A 2 LA S LA 2545 , (R A Ak N e
JULZ5 28 1o FRA73 0 2 A 2 P 3K — [ R Bk i A et
SRV IO I F B 2 A0 VR A2 20 AR iy I
RRREARTEATEY . AT/ IN SO LY 2 30 5015 1
TR JE 1 485 5, 3l U8 W AR 55 35 B4 R I 3 0 HE AR [ )
T R TE K FH 22 4 R AR LA I, Han S 56 sh i LAk
SRS R R R RNARMCE B R X
SR I R 1 UL PR I P 2 A R S A ) B s L AT
ROS L, 3 HEMEN FENES S5 TR MRS
L ARE TR LAY IE R A B A AT k. (HJE ROS 168
AL AR A, B AT R T — i RS
S IR,

SRR A 2 5 i A SR PP L5 40 B AR & TR
FEHE R FAVE LR 48 , AN TR0 LA RN i N S A SRR A
AR K B - SR Ak R AR AT RE /N UG L2546 A TR 56
R BB RS S HU /NS H @R 2R 40 568 i R 55
HH Xt R R IR DG TRt 2 T /b | &85 A28 4 sk
BUMICAUESE T, A7 SCBe 5 SR, JE B FHLMGE <5
2 1) IR L2 20 AT 55 5 TR 11 T N7 384 R 5 T kb i o s
FAE LA R 14 ST R SRR 55 T 18

B2 AR RO T B LS 40 (10 & A S B — 2
BT AR 3 Z IR P R SR Bl O R B B VA AT 1
W% . MF ROSAALE R B A48T, 1 HL W] #E[K >l ROS 7 4E
(AL 57 AT ROS F A SR [ AT AR Rl 25 28 . 5 AN
JULIA b RS TR A P R 25 st T Iy SR Pt AN [, A
KSLIGRFFT Hp R AR R 2K K 22, WA 56 A8 B T Bt A )
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LR AR AL A AR 5 S R A B L RE 2 56
L, KIAMZESE ) — > E B R AR s> . R
AR FE IO 32 R -y 2L RIS -1 (PGCla) B A 2R
REALE R Z A, 185 518 UL LT ik, L P 2T 2 2 T s 4 25
i . PGCla'5 NFAT (iEAL T 4nfikz K1) He |2 51875 A
fR7 T BUMEFAE IR . AT WFFEEE, 1EH KF-1 PGC Lo
RERT 12547 , 11 PGC L)l 223k REFE ML ZS 4 i AR 4B L
AIfiE 5 FOXO3 5 5 MMl 4 &™), AMPK {2 —Ffsg B {7
SEER RS SRR 2B BT R . AMPK 93096 A
REfE B PGC Lafle FZ R4 2L AR, BETE 1 76 fk TSC-2 5l fi eEF-
2 26 RN mTOR-p70s6k i3 42 , iF AE LI mRNA [ BHI%
AR R A B D il 2 AR 2 R, TR I T R
AMPK [ 380% & A5 1 BEAE IE 4 PGC 1o/t [R] B AN 5% 1 2
HA L. BEEANZEG R A REE AR ER, Il
T AMPKCH F& s 3 i) 2 (1 5T & A KRG R B 5 L
W,
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