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U F1 5 4 (heart failure, HF) 8] BR 0 52, 2 45 Fho0
JUFE 25 A8 1/ B ) RE P 5 T B0 3 SRR/ B 1 ) g
AN G A —HER G AR IR B LG HE AR VA
LI TE WD SRR L O B — R AR AR FRAE
G PR R I Ry W W PR ME L = ) RO B . AR O
ey Bt ], 4 oA 18 M0 3 (chronic heart failure,
CHE) Al bkt o 0 3 S0y 4% oo JUE 952 09 11 7™ 0 By
B A N E 2 0 A T R0 i i RO I A8 R 9 A
WG L LR S H O T L 5 AR A A R T i g A
L WE#H % . sahn] LLgE CHE B35 is shid ) A=
I i M B AR B 97 T 355, H iz 3 FiE 42 2 81 18
FagE MO 0 A TA IR SRS . 18 3h i 2 %t CHF
YERIBLENAT 78 2 0F 58 A SC T E S K T4 s st
CHF & HIAL ) ) 0F 5 2 e
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2 (cardiac rehabilitation, CR) J& B & BEE 2%
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CHF iy kA & i 5 2 Foj BRAE BRALH A5G, H
HI A A2 B X CHF 1R AL A B A A< SCAR
SIS IB &R T v L e o A LR N N v U
BUARAEF B LR LA A J7 1 AT 2R 3R
2.1 HRBFHRIMSAWZRERGH® LELREKR
Je 55 A 28 A T A A 7 B DA O BRI L AR 0 B
IS EHE T 98D 1 5 ), A2 RO 28 R R I A oK
BT [T ) 2% 58 00 OB 3 I LT 4 0 SR I A8
£ | O B R (EPTIE S 24 G P LAY I N PR AR
FECO LTI AL 51 E SRAE SN 2R A 0 E
B LR L AT 3 802 3B ) 184G O g ik — 20
i,

CHF 288t 28 24y (1 HARBL ] v A B8, H A
AR S X A 28 R T AN S IR 28 o i H B A 2%
PR SZ R e A e B R B SCERE
AR 2 v AR SRR R 28 % Ay iy O T A
FU % CHF W} % ¥4 4 (reactive oxygen species,
ROS) 1y 7 A e S Ak O/ 30 AL i) 22 Ta) 9 AN F Al 5 3
ROS B L P 5 0 580 I I8 1T 58 B A 28 70 Hh 4R
AL K ) 38 0 AT g AR 22 A B 38 TE 035 R £ 1 A
ZIOUI A e R S0 S AR R Sl g A
] 4E §& (rostral ventrolateral medulla, RVLM) 1 ROS
Thim . 18 CHF 8 4 i 58 B pl 28 % Ay rpold s /R .
WAL 3245 0 B A AL B A BL R A2 CHE J8 5 1) %04k
WO A A 2t BEIE B PR EEAE Y . B AR
2 ¥ & F 2(nuclear factor erythron 2 related factor
2, Nrf2) J& 8 15 b S AL B S R Rk i) B Sk I+, 3l
it 5 AREs(IT 3 bt 48 1k il 52 X vh 09 )8 3l X B 4 Ak
R TCA) A5 A 76 1140 S A0 Bl 5% s gl 58 vh Ao #5 o
BRI, WA RIS SR R T CHF /MR RV-
LM v Nrf2 3 [H () 5% ¢ f i 28, fff RVLM h ROS F+
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A A iz F B il CHF 4 B 22 i pl 2 R
G2 0O AR O SRR R DI REMR L . WF TR A AR
g Z it RO IR i g s S R s R H R
iR ARFEXT = B | iR 3 (norepinephrine, NE) f) 8%
B, 2 A IR 22 KR NE BB i s alid i b pl-'5
IR 2 Z K (Rl-adrenergic receptor, B1-AR) Fl % & 1R
FALEE R G A2 A 2 BRI SRk AR08
BI-AR W52 T RE VA IR (A2 AHO 1 9800 JUE 5 J86 T 1 L 410
il 4 B 28 G k. DT 4E $5 0 IE D) BE L AE 28 CHF i
JEHH AN MR I % K K (angiotensin, Ang) IT Al
Angl-7 Z [8] 1~ 7 8 45 38 Jlph 28 2% Ay M b 2 00
B A Sz B R I AR R [ S5 A% Angll 1 £l
Z kK (Ang I type 1 receptor, AT1R) i) F 03, pr 38
ATIR Fl Angll 2 B ZZ K Z [a] (4 °F- 45 . BT RAAS i
— WO AT AngTT B /R | if 48 m H 2% F0 0 B K
A5 K R AR S DA 9Bl A 0 JUE B 17 L AT A1) T CHE RS
2.2 RAZHRAMSARMIBGFm  LIES#E A
R ON R AR W RSl T L AE A e — AR 5T N B AR i TR
Bk Dy g b Y 2 X PR AR S B B N AR I
N B A0 B AR 0 — R 58 D T B 9 DG 5 4 A
W REtE N 2 — & b A & B (endothelium nitric
oxide synthase,eNOS) , B TN K MMEE -, 5
JEY LKW &R G774 — F AL A (nitric oxide, NO),
NO 7 A= 72 4 757 13 &F 5K 1Y 32 22 K R Ll ok 9 B
F S NO i 25 5 1 5l R 4RO 74 428 1) 38 4 BT b 9 i
T LA AT 5 R A . 0 58 2R G2 A0 N B 48 i )
RE P B 9 IA N 2 CHF 5 B AR P22 0 R ZEHLH] . 9 %
Ty filg e 1 1 s AE AL RS - D eNOS I 4 A Al B PH
(A A5CPE B AR (9 dn s LK 22 R 7K 7 B IR, 38 4 Pk
eNOS #p il 5] AN XF FR B R RS Z R [asymmetric
dimethylarginine, ADMA 3% Ji11) ; @ eNOS ) % & F
T P 1) 9 2 i G TR AT 3 % A2 4L B0 ROS X NO 1)
T R 5 O PN B 200 1) o 6 P A A 40 R Y B 0e 2D B0
AEZ 40

W R WA Az sh Il 2R )a N i eNOS H H
RIKIKFETHE T 2 4%, eNOS ser1177 B R ALK T
TARES AR TR R R T EE . HALE YA R
12 By R S KN 20 55 VDN 305 s O IS Y AR A A
TR 2 5 2 ARSI /IR N R 2 B RS B 43 -1 A
Je B B AR ST NI PISK/AKT R #6119 eNOS
Serl177 fii siW§MR AL . M5k, CHF tf ROS By 7™ A Fl4i
AP HL Z 18] B9 A F 5 8 ROS R R 5 N
PO RE R AT Z R 1 SC R B Y. VR 2 BT
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VU S A ) S B = LA &R B = 50 ADMA 7K F- T
545D 5 eNOS e, S 728 ROS T A& NO, #2
WEAMEIRE . H ROS 5 NO Jz b A i 4800 i R
ER AT NO A= Y F) FEE B AR L 52 i 1f 48 4T 5K . ROS 2
AR I A LA R R R TR TR T I A
Ji N2 4 — A% 1R W R i (niacinamide adenine dinucle-
otide phosphatase, NAD[ P1H) & 1L fiiff . 75 " 04 48 1 it
(xanthine oxidase, XO) fil NOS %% 48 1k B , H 7] 5 32
SIWERR R BT R AR S5 A R A0 M T e T B
AP TS IABE . FE CHF SCE AL K B 3= v
RASHY BB NLFEA N . NAD(P) H A AL i 1 XO 1) &
P e 3k K 6 PR B B, ROS 7= A2 38, fif 45 Bt 41
A B AENBIL 6 52 45 o 2 A5 0 20 L 5 1T A 4R 0 2l A 1 A
Tt A AL B Can o S AR W) B Ak B8 [ superoxide dis-
mutase, SOD i % fb U ) 1 72 25 54 s LA K3 1 41
Az Cn NADLP TH % AR A1 XO) #9328 0k /b . A
M8 > ROS (477 £ U 0 S8 I 3800 BIL A4 0 45 43 5 B
T OCE N B DI RE AT R O LA R IE S R
) 2
2.3 HAZFHELAREMER  RAERTFRZEMEO
FHE A W FEE SRR — . CHF R 2 A i3k &
ik AL 7K1 1 TH v G 32 A A8 40 i PR - [ i g R 5
K+ (tumor necrosis factor, TNF) & | 14 1k 41 ig K
TCmE M5 S EA-1 )%, Bk RAENW
F B0 AT 3E i i R — S AL A G B (inducible nitric
oxide synthase, iINOS) [ 8 I 34 hin 420 A 7 35 . 410 il WL
W Ca®" [ REROR 52 B 28 11 A9 3R 3K, A2 E 0 UL 20 1L 9
TR UEE AL L B2 0 WILET 45 D fE . SR i CHE /9
HEJE . R SRR R A 15 s 2338 3 35 m ROS 1y 4=
7 DA A T 388 T R A B AR R B R AR kL
BN B D ReREAR Y . A L KT R S E BT X R
JULAAT 246 055 R AR o A AN ) %) 52wl , AT ek AR i A AL
AL @ R = IR T R 3 (197 = e = e o NS R e
(insulin-like growth factor, IGF-1) f§ % i% . 3% 0] 1@ 1
ok AET A R R R AN I €1 3R ¢ AR AR B Y R 3 A AR
WY INOS K3k 3Z 450, PRt 128 T8 19 208 K 7K
SR S5 A A AE

ARBIREN OEREARREN . A Hiz 5
LB UE WY AT LA R AR B rh A2 48 48 A DXL R HE AL AR 4% A
YR IER K CHF B e 11 Rz o R
SIRIT LG RN TNF-o IL-6 55 RAE F 2 F [ B¢
IR AR AE B2 s P /D INOS 1) 3017 1A R 3, a2 00 L
20 JH 488 T R L EE A L S O JE 2B 5 [R] RE AT L g 2
ROS FY A7 | P9 B 20 8 T 5035 [ A 1A B 4 i 2 g
Fri&i¥ Endocan 1 Syndecan-4 , #0350 fIE P9 Kz 41 J 2
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A&, A Rl T CHF F& . b, 7 CHF &35 b 4l g 1k
T 4081 17CT helper cell 17, Th17) B & 7+ & , 18 5
T 40 g (regulatory T cell. Treg) B & & K. 42 7/~
Th17/Treg % ffif ol fig 76 CHE 89 % 9 HL il o % 4% 1
A, Th17 F1 Treg 2 AR5 & LAY CD4+ T 41
FSEAF , Horh Th17 K SE RYEVE I, Treg & # fu i
IR & ATTE 4E 7 HLAAR 58 0 fo 95 V- A Jy T e 5 R
FAEM . # ALk K B F-B (transforming growth fac-
tor-, TGF-B) #l 1L-6 25 F #1147 CD4 + T 4} n]
Th17 S Ak i CHEM ML 7. Treg XL R &
MIRER LB Z ZMA M My . 12 5
TGF-g HFEVEH T . & i STATS 3@ B s Xk /3R
W2 HEFE S 7 3 (forkhead/winged helix transcription
factor,Foxp3) , #E 1 # 5 Treg Wy /3 fbid #E. £ 35k
o & B0 CHE K RS RS AL % v Th17 B
W%, Treg B Wy />, HAMM A 7 IL- 6. .1L-17 \ TNF-q
FKAFB B T AH TGF-B /K7 B 2 F B 5 1M A7 46042 3l
Ik 12 JAJ5 , Th17/Treg tfE W B FEAL. A 1IL-17 1L~
6 1 TNF-o 7KV BEAR . T TGF-8 Fh & s 260 % 4 1l 43
1 (left ventricular ejection fraction, LVEF) 1 8 i 5
TARM R R . 45 R R A s ) A8 ol O 3
Th17/Treg S M . P55 58 A B S5 I 25 s N7 o 33 TT 14 3
L UIRE . AT CHF R,
2.4 ABREBHRIAEHIG G BEIUZILA
rh B KR AR SR 44 D RE T X TR Y 2 3
FIF W 3y B At 28 56 H 500, B UL D RE B A A2 CHEF
BER SRR RGN SN2 IR R
B CHE B B LR LD 2248 £ 2 5 RAE I
B AN A W R T A 22 ol B A BRAL R A
Ko CHF 2O HE I £ 9k 2 F1 4 B 50 1 5 30 S W 38 A i
Il /D FI2 Bl RE ) R AR HE SRE PR R 48 i A2k
A SE MR LA AH DGR 1 43 W . X BB PR A R A
T LA AL, S 2 M U R 7 T R S 1
hin, 3% 58 77 -2 H B 1K & 48 (ubiquitin-proteasomes
system, UPS) 364 , 755 A WE A T, NN E A
B RN A B AN AT R R BRIV 46, A
Fis g R X CHE & % LAY B AR L v A W18, (2
A RE 5 D RAE A VRN RE AR S s LY AR
PG R i 22 ) 19 7 A G, U B2 415 RO
B P2 AR AL

H iz 3 B X CHE B 8% LAY 52 L B 7 0 2>
JUUPA) 5 % it 225 355 2 R0 I A8 WA 4 e A N IR 8 E
S ELAAN L3 5 48 2 - LR AR K E B R L A
J R R fif 22 TR) B P AT G . IR UE S5 A 4Lis B
2 FVE TN RER BR-1 (micro ribonucleic acid, mi-
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croRNA-D K-, B 7 PTEN & 1 19 £k, Al T
HIHE K S8 [ (mammalian target of rapamycin,
mTOR) b i # p-AKT & H & 5 3 hn, PI3K/
AKT/mTOR 3 #% 59 i £ F A% A B T ok 6
AR/ J3 i AT 5 TH 5 9 microRNA-T 7K P I
THEHZEZ BB 4 Chistone deacetylase 4,
HDAC4) . A& 7 i LA L 434k o HL 845 LA A 38 5 A 5
2C(myocyte enhancer factor 2c, MEF2c) | LI M 431k
K ¥ D (myogenic differentiation factor D, MyoD) #l
B 41 3R (follistatin, FS) # 2 3k 1g A+ B 10 #T AL
# . mTOR/MyoD/microRNA-1/HDAC4/FS #i %
s LSV Rl G AR T UL B B A DA
CHF 58 L% 28 5| S (4 iz 3 ANt 52, A R T CHF B
5.

LAk A iz il ik T UPS, LA B3 i 23 A
R M IGE-1 5 5 38 B ok 2035 & B R ik 12
UPS 2 #% LA 1102 K A 1) 3 2R FE AL ) 22 240
PRIF (i TNF-a IL-6 45 (3R O B2 5030 45O AL
A = R UPS, A B, BB R 5 IGF-1 410 4
UPSE LA 410 i 2 ey U200 B 7= 2 R e, - 3 2ot
FL 43 LA R T LA 26 R A A A6 L e o L
FZARES A B B R LIS Smad2 Al Smad3t*, A
imi#m AKT/mTOR1/p70S6K {5 5 i #% F1 WL A £
K, CHF -8 L UAE B il 22 19 2638 B 35 |
JEY L IGF-1 nT AT CHF 35 1A P9 A pl A Qi A9 2k
75 DL K AR L PR R 2 A0 . A s BT DL
ik Z2 TP AL X B L™ AR A A B4R B IGF-1 5%
KA IGE-1/JJUA= B4 ) 28 L 4], 36 IGF-1/AKT/
mTOR {55 i . 39 50 9 5 R GURE . B UPS 1%
P 58 i LR A A W A BRI ST I A A 5% E
SR DT 2 B s L P R R e R UL PR 25 4 4
Frd % LAY 165 D Be™" , DU Bl 380 3 2R 3 1Y iz ) g
1 JE G5 0 5 M T
2.5 HRBZBHRELFSIG Hra IS 3R
CHEF .0 L5 T A % 7 FH 0 BARHLE L BR T HTk A
0B SRR B T 1 52 e A AR H AT Y BIF ST 4
A, FE G O U A B A RS AE S HL A G
O WU AR SR8 PR 3 R A R T i R O L ER A
B 322 50 WUIE K o0 JILETF 2 Ak i 48 e 04 T 55 25 D) A
K A FEOLIRE T RS

WFIE R A %08 3h B &2 7T LA Bl st O o/ B O
JUE&F 45 T R R 53 D8R 20 A T sk ALC VIS R A B L HE
HARBLE 5 p3-AR-nNOS-NO 58 % 1.0 A 47 4 I K
WO LA A G A Ras s B3 kR
K %k (B3-adrenergic receptor, B3-AR) 1) £ ik , fii #f
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229681 NOS (neuronal nitric oxide synthase, nNOS)
TG A= A2 NO DT B 2 0o WUNE 2 i) 22 B 22 i 0o WL
¥, AT Bl 36 7e % T AE S 22 0 ik e . b, A7 fHlis
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DT il 2 o UL A A 7 38 T B 4 L e 0 D RE L A R T
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7340 CHF (L JULZH i A1 58 ot i B2 0 AR 5 1S 1.0 L
L AEACTE O WUE R POl G |2 DY . ARG IE S,
TGF-B. 4 J& 4K 1 i 2 2140 il 4 (tissue inhibitors of
metalloproteinases, TIMP-1) 13 Jfi 4 J& & 4 ¥ (ma-
trix metalloproteinase, MMP-1) 215 5 /3 T 8 & 1 i
AR SR » TGF-B/ TIMP-1/ MMP-1 {5 %53 i# i 9
SE S R SR ORI F AR . B S R L 32 sl
GRS AR R B A Ui Bl AT DU o i TGF-8 i
FEIR T T MMP-1/TIMP-1 ) 3l 25 5 5, 98 /0 e Ji
TUBRI 08032 0 WLET Ak, X e J5t 2 5 R e It 1) = 1]
Fe K A2 HAE I BA B AAEAE . i &l CHF .0 L&
5 B O T RE I B8 Ry R 2B A T, DA SEE 2% .00 3 i
o,

A SRR /ROS/MBIKE A 2 mAPHES S
O LR 0 T %% U0 R O, O LAY . WF Y R B
CHF J 3 1ML 25 2 2 /K 7 W 25 B AR, 5 195 8 0 ift
HERRAT AL, MBS S 2 5.0 U401 T
KARBY)EHAME T HOEH RIA R AR IEO LRE & i
o7 FN A 4 O W LE 5 ) i Y i R L ELAE O 5 A5 B
FAET R R R IR RES OO0 LA . O Az B
A3 o A I AR T 2 A R A R O L RE B AR
XfF CHF Az s il L AL - A SR R ks
B B S AL L B2 e LR B A4k i 0% 1 L 7802 ROS
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T I 3 AV U 225 B U7 IR XoF o LR AR 1) 3 A A
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NO 38 # U 20 WUAE K i 33 TGF-3/ TIMP-1/ MMP-
155 30 I U/ e D R O el 0 LT 4 Ak L) B 5
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T8 DT O U A AR B2 s O D BE L IE 220 %
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